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Introduction

Juanita Miller lives in a first-floor apartment on a quiet residential street in a predominantly African American community in the San Francisco Bay Area. Her neighborhood, lined with older two-story homes now split into smaller apartment units, is just blocks away from an industrial strip located in the shadows of an elevated highway. I came to visit Ms. Miller on an overcast afternoon in late summer. She took a long time to come to the door. A tall black woman in her fifties, she moved slowly and gingerly, wincing in pain from the arthritis that the recent wet weather had aggravated and breathing laboriously because of her congestive heart failure. The living room in which we sat was crowded with sofas and loveseats, a china cabinet, a huge stuffed animal, and Ms. Miller’s wheelchair. She preferred to sit in the wheelchair because it had leg rests that she used to alternately elevate and then lower her legs during my visit. She had sustained a fall recently and was also recovering from an infection on her leg—a complication of diabetes that had almost required amputation.

My interview with Ms. Miller turned out to be the longest one I conducted. Her medical history of arthritis, diabetes, hypertension, multiple heart attacks, and congestive heart failure was lengthy and complicated. Telling the story of their incidence, development, diagnosis, and treatment inevitably involved extended forays into her personal history. Her subjection to racial and gender discrimination at school, on the job, and at home; her drive to surpass the devaluing expectations of family, teachers, and employers; her experiences of domestic violence and single motherhood; and her lifelong engagement in social and labor activism all became part of the medical story. Ms. Miller did not mince her words as she attributed her bad health to a lifetime of the strains and stresses of this social biography. In her view, “Who has the most checkers, that’s who has the better chance of surviving.” She made it clear that she had not been given many checkers in life and had had to fight for those few that she did have. At the end of our interview, as she walked me to the door, I commented on how informed she seemed to be about her medical conditions, and how much I’d learned from her. She replied, “I’ve been the landlady of this body for over fifty years. I know what makes me sick.”

Mulling over Ms. Miller’s words on my way home, I could not help but be reminded of my encounter with an epidemiologist at a scientific conference some five months earlier. She was exhibiting a poster of her research on the disparities in cardiovascular risk factors between black and white women. According to her findings, black women in her study had more risk factors for heart disease than their white counterparts. When I asked the scientist what she made of this finding, she responded that “socioeconomic status, including occupational category, combined family income, educational level, and insurance status, might have a lot to do with it.” She also hypothesized that diet, sedentary lifestyle, culture, education, and perhaps access to health care may play a role.

The researcher then added that she was involved in another study in which investigators were exploring what prompted people experiencing cardiovascular symptoms to see a medical provider for evaluation. She noted this to me, she said, because black women, in addition to being disproportionately at risk for heart disease, have also been shown to have high rates of delaying care, which to her had sounded a bit like “blaming the victim.” She suspected that not seeking care had more to do with structural barriers such as lack of time, child care, transportation, access to care, and so on. She related that she had shared these thoughts with the rest of her research team, only to be contradicted by the study’s nursing coordinators—who she noted were black—who told her that “‘black women could come in but don’t.’” They argued that there were also poor white women who had as many barriers yet still sought treatment for symptoms. The principal investigator subsequently speculated to me that maybe “there is a black culture—welfare moms, or whatever—with low education who maybe missed out on the public health messages of the past ten years.” This researcher ultimately attributed the disproportionately high cardiovascular risk of black women to a presumed propensity to delay care and a lack of skill in symptom recognition. These traits, she suggested, were rooted in a pathological culture combined with insufficient education. In advancing these arguments, she bypassed the very kinds of forces that Ms. Miller had so emphatically implicated: the powerful influence of race, gender, and class in stratifying education, economic opportunities, and material conditions, and their subsequent effects on her well-being.

Juxtaposing this epidemiologist’s account with Ms. Miller’s narrative raises a host of questions: Why such divergent views? How do Ms. Miller and this epidemiologist come to such different conclusions about why heart disease befalls one individual or group and not others, and, in particular, the kinds of roles that race, class, and gender play in distributing health and illness? Where do their ideas about disease causes, risks, and determinants come from? What consequences do these ideas have for how we as a society understand health disparities and act to mitigate them? In turn, what particular policies and interventions are seen as rational, legitimate, and effective courses of action? And how are these processes of rationalization, legitimation, and validation accomplished? This book seeks to answer these questions by critically analyzing ideas about what causes disease alongside ideas about where health inequalities come from.

Explaining Disease, Accounting for Disparities

In order to examine conceptions about what causes disease and health disparities, we need to take a closer look at epidemiology, the science of disease distribution, determinants, and frequency. Its core concerns are with the patterns of health conditions in human populations and with the factors that influence those patterns. Epidemiology thus plays a critical role in shaping our understanding of health and its variation, and in framing public health policies. Epidemiology as a set of social practices both emerges out of and contributes to systems of social classification by race, class, sex, and gender. These classificatory and meaning-making practices are numerous, diffuse, and unremarkable, almost to the point of being invisible. In this way, race, class, and gender become part of our everyday logic or “‘common sense’—a way of comprehending, explaining, and acting in the world.”1

At multiple nodes of epidemiologic knowledge production—grant applications, data collection instruments, statistical software, and journal publications—and in multiple activities such as articulating research questions, collecting and analyzing data, interpreting results, and disseminating findings, epidemiology continually yet often imperceptibly legitimates particular definitions of race, class, and gender and systems for categorizing those differences. Using such classificatory schemes, epidemiology provides readily available explanations for illness outcomes and, in so doing, validates those classifications and categories as objects of biomedical inquiry and scrutiny. These explanations then direct future scientific practices and health-related resources along racialized, classed, and gendered lines. In this fashion, common, mundane, on-the-ground scientific work routinely, yet often invisibly, makes claims about which social differences matter and how. In short, as the basic science underpinning public health programs, many clinical interventions, and public guidance on avoiding disease, epidemiology engages in the production and adjudication of authoritative claims of how differences matter in heart disease. And it does so in the name of disease prevention and management, the optimization of health and well-being, and the maximization of the value and utility of a populace.

In this book, I focus on the epidemiology of heart disease. On a macro level, cardiovascular diseases—a class of conditions that affect the heart or blood vessels and include hypertension, coronary artery disease, and stroke—have long been the leading cause of mortality in the United States2 and worldwide.3 For instance, in 2009, cardiovascular diseases were responsible for one of every three American deaths, and coronary heart disease for one of every six American deaths. Upward of 15.4 million Americans are estimated to suffer from coronary heart disease and almost 78 million from hypertension, or high blood pressure.4 Projections show that by 2030, an additional 8 million will develop coronary heart disease and 27 million more will have hypertension.5 These conditions are extraordinarily costly. Coronary heart disease accounted for an estimated $83.6 billion in health care expenditures in 2007 (a 44 percent increase since 19976) and an additional $68 billion in lost productivity.7 Estimated direct and indirect costs in 2008 for high blood pressure were $50.6 billion.8 By 2030, projected total costs for coronary heart disease and hypertension are expected to rise to $223.8 billion and $245.2 billion, respectively. It is clear that cardiovascular diseases exact the greatest economic toll of all other health conditions: The combined $143.0 billion spent in 2008 on medical care for heart conditions and hypertension far eclipses the $74.3 billion and $72.2 billion spent on trauma-related disorders and cancer, the next two costliest conditions.9

Epidemiologists have been studying the patterns of heart disease for many decades. As a result, there is a vast body of knowledge to consider.10 For example, black women and men die from coronary heart disease at higher rates than whites, even after adjusting for income level. In 2008, mortality rates (per 100,000 population) for this condition were 161.7 for white males and 183.7 for black males, 91.9 for white females and 115.6 for black females. Mexican Americans also suffer from higher rates of heart disease mortality than non-Hispanic whites.11

Epidemiologic research has also shown that the prevalence of hypertension is disproportionately high among African Americans, Mexican Americans, and American Indians. In fact, African Americans’ levels of hypertension are among the highest in the world. They are also increasing: The prevalence of high blood pressure among blacks increased from an average of 35.8 percent in 1988–94, to 41.4 percent in 1999–2002. Blacks develop hypertension earlier in life than do whites, and their average blood pressures are also higher. Consequently, sequelae of hypertension also affect blacks far more: Compared with whites, they have a 1.3 times higher rate of nonfatal stroke, 1.8 times higher rate of fatal stroke, 1.5 times greater rate of death from heart disease, and 4.2 times the rate of end-stage kidney disease. One condition that results from both hypertension and coronary heart disease is congestive heart failure; according to one study, the occurrence of heart failure before age 50 is twenty times more common among blacks than whites.12 As expected, then, death rates from hypertension are starkly unequal: In 2008, mortality (per 100,000 population) from high blood pressure was 16.5 for white males, 50.3 for black males, 14.5 for white females, and 38.6 for black females.

This pattern of early onset and higher and earlier mortality among blacks is seen across all cardiovascular diseases. One study found that the disproportionate rates of cardiovascular diseases in blacks compared with those of whites start in young adulthood and increase with advancing age, resulting in 28 percent of all cardiovascular-related deaths among blacks occurring before age 65, versus only 13 percent of such deaths among whites.13

Significant differences by class and by sex also exist in the epidemiology of cardiovascular disease. Among men 25 to 64 years of age, heart disease mortality for those with incomes less than $10,000 was 2.5 times that for those with incomes of $25,000 or more. Moreover, neighborhood measures of socioeconomic status were also inversely related to fatal coronary heart disease among black and white women and men, but this association was larger for women than for men.14 Among people with lower educational and income levels, not only is hypertension more prevalent, but also on average, their blood pressure measurements tend to be higher than of those with more education and household income.

Finally, although the epidemiologic wisdom is that women develop heart disease some ten years later than men, the intersecting dynamics of race, social class, and age on women of color and poor women seem to significantly attenuate and even reverse much of this presumed “sex advantage.” For instance, hypertension is more prevalent among men up until about age 55, but thereafter it is more prevalent among women.15 There are also indications that the influence of class on heart disease is more pronounced for women than for men: The poorest women aged 25 to 64 years were 3.4 times more likely to die from heart disease than those with the highest incomes; this income gradient is much steeper for women than for men.

Altogether, epidemiologic data has built a mountain of evidence that persistent, severe, and consequential inequalities in cardiovascular health exist. These inequalities represent only part of what physicians and health policy scholars W. Michael Byrd and Linda Clayton call “an American health dilemma,” a phrase that echoes Gunnar Myrdal’s historic characterization of the chasm dividing whites and blacks in the mid-twentieth-century United States.16 But accepting that health disparities exist only further begs the question of what kind of problem they are. Epidemiologic studies have tried to account for inequalities in heart disease by pointing to at least four possible explanations. The first attributes cardiovascular disparities to the uneven distribution of modifiable risk factors, such as hypertension, obesity, lack of physical activity, diet, smoking, and diabetes. And indeed, the prevalence of these risk factors has been shown to differ by race-ethnicity, social class, and gender.17 Second, unequal treatment of heart disease and its risk factors is seen to result in unequal cardiovascular health status. An impressive number of studies have in fact documented racial and sex differences in care.18 Third, possible physiological and genetic differences are hypothesized to account for some health disparities, particularly by race-ethnicity and sex and, indeed, are sometimes considered the key to understanding the causes of complex health conditions like heart disease.19 Finally, some groundbreaking efforts are currently underway toward more explicitly structural and theoretically informed explanations of how social determinants might be associated with inequalities in heart disease.20

But what of those afflicted with heart disease? While the lay people21 I spoke to as part of my research may have a less formalized and systematic picture of health disparities, the appearance of illness in their own bodies usually initiates a flood of questions: Why me? Why this disease? Why now? Those who must live with diagnosed disease also pay attention to the health of those around them and are often highly cognizant of the unequal toll that cardiovascular and other chronic diseases have taken on their families and communities. They question the distinctive and disproportionate risks to which they and others like them might be exposed. Like epidemiologists, then, lay people’s attempts to make sense of where, when, why, and who heart disease strikes are quests for ways to explain and account for the causes and determinants of the disease and their distribution across populations.

Clearly, the nature of the “problem” of health disparities and of the roles that race, class, and gender play in generating them can be and are understood in multiple ways. These ways of knowing are consequential. The conceptions of human differences they admit, the definitions of the problem they promote, the solutions they promulgate, and, crucially, their status as legitimate modes of knowing in our knowledge-stratified society have deep implications for our negotiations, contestations, and organization of health inequality. It is therefore important to highlight here the recent explosion of research, policymaking, and public attention to the causes of health inequalities. The problematization of health disparities and the mandate for a governmental response are now fairly well institutionalized. In 1993, the National Institutes of Health (NIH) established an Office of Research on Women’s Health and the National Center on Minority Health and Health Disparities. In 1998, the Clinton administration launched the President’s Initiative to Eliminate Racial and Ethnic Disparities in Health under the auspices of the Department of Health and Human Services Office of Minority Health, which was continued under the George W. Bush administration. In 2010, as part of the Patient Protection and Affordable Care Act, the National Center on Minority Health and Health Disparities transitioned to become the National Institute on Minority Health and Health Disparities (NIMHD). Institute status gives NIMHD a more prominent presence within the NIH structure and authorizes it to plan, coordinate, review, and evaluate all minority health and health disparities research activities conducted and supported by the NIH institutes and centers. Healthy People 2010, a document that outlined health and prevention objectives for the United States for the first decade of the twenty-first century, included eliminating racial and ethnic disparities in health as one of two overarching priorities. In Healthy People 2020, the goals with regard to health disparities have been reframed, to achieving health equity, eliminating disparities, and improving the health of all groups.

But the larger issue of how to think about human differences in health also reverberates throughout multiple other institutional domains. A failed California ballot initiative illustrates how accepted logics about the relevance of human differences for health have entered into the political sphere. In 2003, the American Civil Rights Coalition, headed by Ward Connerly,22 successfully placed Proposition 54, titled the Racial Privacy Initiative, on the October 2003 California ballot. The Racial Privacy Initiative, which ultimately did not pass, would have amended the state constitution to bar state agencies from collecting, analyzing, sorting, or acting on any data on race, ethnicity, or national origin. Curiously, however, it made a key exemption for medical research subjects, allowing state agencies to continue to classify and analyze them by race, ethnicity, and national origin.23 Apparently, its sponsors felt that medical research—in contradistinction to other institutional practices—should be assertedly race-conscious rather than colorblind.

Contentious debates about the meaning and medical significance of race and the politics of representation in medical research have been ongoing for decades.24 As the sociologist Steven Epstein has explored, a steady stream of clinical research began to raise the issue of the appropriate place of “race” in health and biomedicine, giving rise to what he calls a new common sense and “biopolitical paradigm of inclusion-and-difference” for medical research.25 Recent findings over potential differences in the efficacy of pharmacological therapies and in the use of various heart disease–related treatments26 have raised impassioned arguments over definitions of racism, the nature of race in biomedicine, and the suitability of “racial profiling” in medical research and treatment,27 spilling over into mainstream media.28 And in the genomic era, while debates about the relationships among genetics, race, and ancestry remain quite public, many have argued that all the while, scientists have continued to embed genetic understandings of racial differences into their daily practices.29 Such ongoing and recurring contestations underscore the nagging questions that surround the meanings of race and whether and how it should be used in health research and medical care.

Particular understandings of sex and gender have, like race, imbued medical research. In 2001, the Institute of Medicine (IOM), a part of the National Academy of Sciences, released its report on sex differences in health.30 Provocatively titled Exploring the Biological Contributions to Human Health: Does Sex Matter?, the IOM Committee on Understanding the Biology of Sex and Gender Differences concluded that sex differences rooted in biology did indeed matter, and it proposed numerous recommendations to remedy what it saw as a deficit of research into the mechanisms and origins of such differences. But aside from brief discussion of the conceptual and linguistic conflation of “sex” and “gender” and the need to clarify their distinctions, no mention was made of gender.

Studies of the consequences of hormone replacement therapy (HRT) constitute one extremely active area of medical research that bears on our understandings of the health effects of sex. In little more than a decade, there has been a complete sea change in medical views on the safety and efficacy of HRT for disease prevention. Prior to 1998, the epidemiologic and clinical bandwagon was that hormone replacement would not only make postmenopausal women feel better but would also protect them from a panoply of conditions, including heart disease. Since then, however, a flurry of clinical trial results indicates that, at best, these claims have been exaggerated, and, at worst, such advice in fact placed women at increased risk for multiple conditions, including some of those that HRT was thought to prevent.31 In 2003, for example, The New England Journal of Medicine published final results from two clinical trials of hormone replacement therapy among older postmenopausal women which showed that HRT in fact slightly elevated the risk of heart disease.32 In the face of such unanticipated findings, it would seem that the stability of the biological construction of sex differences should be threatened. Yet, in 2006, a special issue of the Journal of the American College of Cardiology concluded that the pathological processes and manifestations of heart disease differed systematically for women than for men.33

Institutional efforts to shape the research agenda and encourage particular approaches to studying health disparities provide another window into what kinds of explanatory accounts for the health impacts of human differences are valued and legitimated. In 2000, the Office of Behavioral and Social Sciences Research at the NIH convened a conference to critically examine research on the social and cultural dimensions of health. The final conference report featured key recommendations to improve social science research and integrate health research across multiple levels of analysis. In response, two new funding programs were established. The first supported methodology and measurement research—into research design, data collection techniques, measurement, and data analysis techniques—in the social and behavioral sciences.34 The second funding program supported research on basic social and cultural constructs and processes used in health research, including “the implications of different conceptualizations and measurements of social stratification systems and processes...for understanding health at the individual and higher levels of aggregation (e.g., community).” It was also intended to fund explorations into the social etiology of health and illness “to improve understanding of how macro-level (societal) factors, such as social policies, structures, and cultural norms, are linked to micro-level (individual) factors, such as a person’s behaviors, and ultimately to health.”35 Yet another funding program, which came as a result of a 2006 NIH-sponsored conference on behavioral and social sciences research contributions to understanding and reducing health disparities, was designed “to encourage behavioral and social science research on the causes [of] and solutions to health and disabilities disparities in the U.S. population.”36 In 2008 and in 2012, the NIH convened a Summit on the Science of Eliminating Health Disparities, to showcase emerging science that can inform policies and programs to reduce health disparities.

While these last examples could be read as conceptually and institutionally significant moves to rethink and diversify the ways in which we study and understand disease causation and health disparities, there is throughout an overwhelming emphasis on the continued production of expert knowledge. To be sure, multi- and interdisciplinary research, “community consultation,” and community-based participatory research were encouraged, but there was no explicit acknowledgment that lay people too understand the origins of their own conditions in potentially illuminating ways. This is true also of the epidemiologic and medical research described above: Embedded therein is an unspoken assumption that authoritative knowledge about disease causes and health inequalities is the province of credentialed professional experts.

But this need not be the case. Numerous scholars have grappled with the complex issues of knowledge and expert–lay engagement in various ways.37 Hilary Arksey, for example, found that one lay group organized by those suffering from repetitive strain injury (RSI) collected their own statistics regarding prevalence, developing an expertise with which to challenge the medical establishment.38 More generally, she argues, lay persons have the potential, through their practical experience and “insider” knowledge, to exert influence in medical fact–building around RSI, though their claims are vulnerable to co-optation by credentialed medical experts. The sociologist Phil Brown coined the term “popular epidemiology” to describe the collection, analysis, and utilization of data by community activists and families affected by toxic waste.39 These efforts “repeatedly differ with [those of] scientists and government officials on matters of problem definition, study design, interpretation of findings, and policy applications.”40 Significantly, popular epidemiology, in contrast to mainstream epidemiology, emphasizes social structural factors as centrally implicated in disease causation. Brown also outlines how lay and professional “ways of knowing” vary in their positions regarding value-neutrality, standards of proof, and uncertain and emerging diseases and conditions. Finally, Steven Epstein uses the term “lay experts” to refer to AIDS activists who acquired the vocabulary and frameworks of biomedicine and parlayed other significant social and cultural resources to become genuine participants in the design and execution of clinical trials.41 These studies thus examine lay engagements with scientific communities in cases where a small number of “auto-didacts,” in Epstein’s words, within social movements absorb enough of the jargon and concepts of the relevant science to forge and force connections with the credentialed establishment and to position themselves as credible interlocutors. That is, the grounds upon which lay people can be understood to possess “expertise,” in the extant literature, are based upon their scientization—their acquisition and mobilization of the concepts, frameworks, and vocabularies of scientists themselves.

But for these notable exceptions, however, a conjoint consideration of lay and expert knowledge has been understudied. This is the case despite a widespread call in science and technology studies to analyze expert–lay relations.42 This book seeks to answer this call, to take seriously the notion that knowledge production—whether through scientific methods or lay experience—is suffused with social and political concerns. Thus, to explore the multiple ways in which we think about and understand the causes and origins of health inequalities, I interviewed both epidemiologists who research heart disease and people of color who live with it.43 I also conducted ethnographic observation and informal interviews at epidemiologic conferences where results of studies were shared and discussed. And I analyzed papers, commentaries, and editorials published in major epidemiology journals. In this book, I outline the major dimensions of a deep divide that I found between epidemiologists’ and lay people’s ideas about human differences and their consequences for heart disease. The conceptual chasm revealed by the two vignettes in this Introduction’s opening is, I argue, representative of fundamental disagreements about the nature of social difference, their significance for health and disease, and the validity and credibility of different forms of knowledge.

The Science–Lay Divide: Individualized Differences versus Embodied Inequalities

As the chapters that follow demonstrate, I found that epidemiologists ritualistically included various measures of difference in their research to limit or describe study samples and to stratify, adjust, and interpret results. In so doing, investigators infused such human features as race, ethnicity, social class, sex, and gender with particular meanings and definitions. With respect to race, they interpreted the meanings of racial differences through a cultural prism. Like the epidemiologist I encountered at the outset of this Introduction, they tended to attribute racial disparities to “cultural” or “ethnic” differences, related to the customary values and practices of a racially or ethnically defined social group. Whites remained essentially acultural. When it came to social class, epidemiologists often agreed with the lay people in my study that its health effects are produced by differential access to resources and opportunities, social environments, living conditions, and the stress of chronic deprivation. Yet, at the same time, epidemiologic conventions for measuring economic status predominantly involved individual-level variables that only hinted at the complex social processes that govern and produce class stratification. Finally, regarding sex and gender, epidemiologists viewed sex as a crucial axis of analysis because of its definition as a biologically meaningful distinction, while gender—as a reference to the social distinctions and relations among groups based on sex—was almost completely ignored. I found epidemiologists to be overwhelmingly concerned with “the estrogen connection”—with explicating the potential (and often presumed) links between women’s exposure to endogenous estrogen and their lower incidence of heart disease.

In contrast to epidemiologists, the African Americans, Asian Americans, and Latinos with heart disease whom I interviewed articulated complex and nuanced understandings of the intersecting relationships between group status, relations of power, and well-being. They considered the health effects of racial, class, and gender differences as mediated through profoundly and intrinsically social processes. In their view, race, class, and gender operate together to structure their everyday experiences and life chances that, in turn, affect their risks for disease. While the meanings they assigned to human differences were highly variable, lay people talked about the risks posed by race, class, and gender in terms of the consequences inequality had on their sense of self, everyday interactions, and the economic and environmental conditions of their lives. For them, the health effects of racial difference stemmed from the material and interlocking consequences of racial inequality. Their racialization as members of specific racial groups structured and ordered their everyday experiences and conditions of life that had, in their view, direct implications for their cardiovascular risk. Lay people, like epidemiologists, saw both sex (as a biological attribute) and gender (as a system of social arrangements, processes, and practices) as binary in nature. However, they starkly disagreed with scientists in their belief that the cardiovascular risks differentiating women from men were based in gendered inequality rather than in sex differences. And with respect to class, lay people parted ways conceptually from epidemiologists by continually returning to the refrain that social class was intimately intertwined with the dynamics of race.

This underscores a broader divide I found between lay people and scientists on the issue of intersecting dimensions of inequality. In short, many lay participants saw social experiences, institutions, and structural arrangements organized along intersecting racial, class, and gender lines.44 They spoke, for example, of how access to educational opportunities was highly constrained by their race, class, and gender and how this then shaped their economic trajectories throughout life. They described racial and gender segregation in the labor market and the gendered division of reproductive labor. The multiple means through which differences were made meaningful, and their interactional and institutional consequences for the social worlds of people of color, in turn exacted costs to their health. These lay perspectives were rooted in views of society as hierarchical and of positions within that hierarchy as relational—that one’s conditions of life and well-being are indelibly shaped by the histories of social relations between one’s own and other groups.

Along all three dimensions of human difference, then, what lay people perceived to be the systematic stratification of everyday experiences and conditions of life became transposed in epidemiology into a set of individualized, discrete, sociodemographic variables of racial categories, socioeconomic status, and sex. That is, epidemiology devolves complex, intersecting, and relational inequalities of race, class, and gender into individual-level and highly reductionist measures of standardized racial categories, socioeconomic status (as measured by income, occupation, and/or education), and sex, respectively. (In this book, therefore, I use the terms “race,” “class,” and “gender” when referring to those social relations of power, and “racial categories,” “socioeconomic status,” and “sex” to refer to the individualized, reductive measures of epidemiology.) Through such individualizing and devolutionary practices, I argue, epidemiologic knowledge furthers biomedicalization—the expansion of the jurisdiction of medicine through means that are often simultaneously scientific, technological, economic, and organizational.45 More specifically, epidemiology participates in stratified biomedicalization, which emphasizes the selective and strategic nature of biomedicalization, its unequal (and sometimes unintended) effects across populations, and how these may exacerbate rather than ameliorate social inequalities along many different dimensions.46 Here, cardiovascular epidemiology is an example of stratified biomedicalization because it categorizes, selectively monitors, and attempts to regulate and intervene on bodies and groups defined as “different” in disproportionate ways. This epidemiologic way of knowing turns these bodies and groups into scientific objects of scrutiny, triggers the use of clinical and other medical practices on them, and places them within specific social and organizational arrangements such as public health and health promotion programs targeting “at-risk” populations. These disparate disciplinary and normalizing practices in turn reinforce biomedical and commonsense logics about differences and disease. As a result, the conceptual divide that exists between scientific and lay understandings of race, class, gender, and cardiovascular risk has enormous consequences for clinical practice, public health, and health policies, as well as societal ideas about race, class, and gender.

The Social Production of Scientific Credibility

As readers have probably already surmised, however, the science–lay divide and epidemiologic biomedicalization are not simple stories of scientific myopia circumventing “real,” authentic experience, or of scientific “discovery” and authoritative expertise invalidating anecdotal, “subjective” perception. First, there was significant heterogeneity and complexity within the epidemiologic and lay accounts of heart disease risk and causation that I gathered during the course of my research. Individuals from both participant groups often expressed outwardly contradictory views within the same interview, holding simultaneous beliefs about the health effects of human differences that seemed paradoxical. But what may appear to be conceptual confusion is actually a reflection of the mutable, multivalent, and intensely personal and political nature of race, class, and gender. In this book, I try to highlight this complexity and heterogeneity.

Second, the fault lines run not only between what epidemiologists versus lay people believe, as might be expected, but also between what epidemiologists think from what they actually do as scientists. In fact, there was at times a somewhat surprising amount of agreement between researchers’ reflections on the meanings and implications of human difference and those of people of color with heart disease. For example, I found that both groups of participants repeatedly raised concerns about the problematic measurement of race, its ambiguous meaning in a world of multiraciality and shifting racial categories, and the debatable utility and significance of findings of racial differences for clinical and public health. The epidemiologists and lay people I spoke to also shared relatively similar views on the significance of social class for health: that class shapes life experiences and conditions that in turn stratify people’s abilities to care for themselves and to control their exposures to disease risks. On the other hand, while both epidemiologists and lay people agreed on the “naturally” dichotomous nature of sex and gender (that there are two and only two mutually exclusive categories), their understandings of the pathways through which those categories shaped health were vastly different. Yet my analysis shows that, despite such variations in how race, class, sex, and gender were conceptualized, social differences were incorporated into epidemiologic practice in a highly ritualized manner, uniformly and routinely included as individual-level, standardized, sociodemographic variables in research.

In fact, the custom of including racial categories, socioeconomic status, and sex in epidemiologic studies was so taken for granted that in presentations and conversations about their methods, researchers often referred simply to “controlling for the usual suspects” as a shorthand gloss for the practice. This “usual suspects” approach encompasses both a kind of conceptual devolution—wherein complex, manifold social processes are flattened into individual-level characteristics—and methodological routinization as a standard operating procedure. That is, the “usual suspects” approach has become a black box, to use a metaphor originally from cybernetics that refers to the practice of visually representing complex processes as a box with only the inputs and the outputs specified, without the need to detail the contents of the box itself. The science studies scholar Bruno Latour argues that black boxes are created when many elements and processes are made to fit together into a machine or assembly that in fact acts as one.47 The black box metaphor is often used in situations wherein scientific claims and procedures are perceived as facts and routines, despite their often having a whole history of debates and controversy.48 Thus factness, ritualization, and taken-forgrantedness are actually achieved, rather than being presumed to reflect the natural order of things. Yet in the case of my research, a number of epidemiologists object to the practice of the “usual suspects” on fairly fundamental grounds, despite its pervasive and even obligatory nature in their discipline.

Why, then, has the inclusion of these individualized measures of difference become so black-boxed, even when the contents of the black box, so to speak, are under dispute? I argue that it is because the “usual suspects” approach has become integral to the construction of scientific credibility and the management of uncertainty. The value of epidemiology as a scientific discipline is seen, both inside epidemiology and beyond, to depend upon its ability to achieve and maintain credibility. More specifically, the social and scientific trustworthiness of epidemiology rests upon scientists’ successfully complying and coping with a number of political, methodological, and economic requirements and constraints. These include imperatives for exhaustive measurement, regulatory mandates for diverse study samples, and the need to deal with inadequate theoretical models and data. Any failure to meet these requirements seriously undercuts epidemiologists’ ability to make and defend their scientific claims. In fact, epidemiologists face scrutiny and judgment on a number of fronts. First, as part of a professional scientific community, epidemiologists are acutely cognizant of how their fellow scientists regard their work. Also, epidemiologists have come to occupy a very public role as expert authorities on disease risks and determinants. And finally, they have to be accountable to their funders in order to continue to receive the resources necessary to do research. The epidemiologists in this study managed the varying uncertainties that threatened to undermine the integrity of their research by fulfilling specific methodological, political, and economic contingencies important to these constituencies, thereby maintaining the kinds of scientific and social credibility called for on each of these fronts.

Thus I found that the “usual suspects” approach offered epidemiologists the best available, “good enough” tool to deal with the most common sources of uncertainty. The “usual suspects” approach persists as a standard operating procedure in epidemiology because it promotes the production of credible epidemiologic claims. But in so doing, this ritualized inclusion of individual-level, demographic variables has important consequences for research on the etiology of heart disease. First, it institutionalizes the understanding of what I and the lay participants argue are social differences as individualistic ones. Second, these individualized variables all too often serve as a first and final explanation for group differences seen in health status and disease outcomes. That is, they provide a readily available account for why such differences exist, in ways that deflect the focus of epidemiologic investigation away from race, class, and gender as causal forces in and of themselves. And finally, the “usual suspects” approach encourages an atomistic and piecemeal treatment of race, class, and gender—as independent and discrete explanations for disease variations, rather than as interdependent, synergistic, and intersecting dimension of inequality. Because of the need to produce and sustain credibility, the heterogeneity, complexity, and even uncertainty that exists both between and among epidemiologists and lay people are black-boxed, and social relations of power are made orderly and socially and scientifically intelligible through their transposition into standardized variables of race, socioeconomic status, and sex. In the process, this black box comes to be seen as robust even when its content is not; epidemiology endorses and promotes its use, even as individual epidemiologists take issue with it. Thus, the story of the science–lay divide that this book tells includes an account of how the practices and infrastructures of epidemiologic work and, importantly, standard definitions of what counts as legitimate and “doable”49 research are co-produced50 along with epidemiologic conventions regarding individualized measures of social difference and biomedicalizing ideas about the health effects of those differences. In truth, the gulf between scientific, expert ways of knowing heart disease and lay perspectives on its causes is as much a hierarchy and an uneven playing field as it is a divide.

A Look Ahead

The research on which this book is based was conducted using several methodologies. I conducted participant observation at conferences where epidemiologic studies are presented, such as the American Heart Association Scientific Sessions, the American College of Cardiology Annual Meetings, and the American Heart Association Cardiovascular Disease Epidemiology and Prevention Conferences. I also collected data via participant observation at various health education events, such as lectures and symposia on heart disease open to the public. I conducted in-depth interviews with a purposive sample of epidemiologists who had published and/or were involved in studies investigating racial, socioeconomic, and gender differences in heart disease. I also interviewed a convenience sample of people of color (African Americans, Latinos, and Asian Americans) residing in the larger San Francisco Bay Area who had been diagnosed with heart disease. I asked all the participants to give themselves pseudonyms. In addition, I changed the names of all other people, places, and institutions mentioned in the interviews to protect the identity of the participants. I use “Dr.” to indicate epidemiologists, and I use “Mr.” and “Ms.” to indicate lay participants. And finally, I analyzed literature published since 1985 on the practice of epidemiology. A more extensive description of research methods can be found in the appendix.

My investigation was both guided by and reflects on several theoretical commitments that, while distinct, are interrelated in ways that I wanted to explore further. Throughout my analysis I rely on concepts of biopower and biopolitics and examine how redefined ideas of the state, sovereignty, power, and subjecthood coalesce in debates about health disparities and their sources. I also wanted to empirically examine theories of intersectionality to better grasp how interlocking systems of oppression shape both the distribution of life chances and the risk of risks, as well as the production of authoritative knowledge about disease causation and health inequality. Finally, I was deeply influenced by the concept of social conditions as fundamental causes of disease and wanted to extend, through my empirical investigation, our current understanding of what those fundamental causes are and how they operate. These three sets of commitments constitute the conceptual foundations for this book, and I provide an overview of each of them in chapter 1.

To set the stage for the remainder of this book, chapter 2, “Disciplining Difference: A Selective Contemporary History of Cardiovascular Epidemiology,” offers a history of cardiovascular epidemiology in our contemporary era. Drawing on secondary sources as well as on interviews and observational data, I trace the emergence of the current ruling paradigm of disease causation—the multifactorial model—and examine its theoretical tenets and implications for the study of social disparities in cardiovascular disease. I then describe several key events in the development of cardiovascular epidemiology. Over the course of this history, epidemiology as a discipline has increasingly articulated its public role as the official producer of scientific knowledge on disease determinants, and the rational arbiter of prevention advice. In so doing, I argue, epidemiologic knowledge has come to have a kind of everyday salience as a form of expertise with which people now regularly engage, interact, and negotiate. Moreover, epidemiology has always influenced and been shaped by social ideas about human difference, from its historical concerns with particular subpopulations (people of color, immigrants, the poor, and women) to the contemporary study of health disparities. I then turn to an analysis of several conceptual and methodological dilemmas in epidemiology that are especially acute in the study of racial, class, and sex/gender differences, such as the problem of establishing causality and the resulting reliance on observational studies. The chapter closes with a critical review of the typical approaches in epidemiologic research on heart disease disparities.

In chapters 3 through 5, I explore the ways in which epidemiologists and people of color with heart disease understand the roles of race, gender, and class differences in heart disease. I analyze the varied meanings of race, class, and gender and how they are mobilized, deployed, and interpreted in epidemiologic and lay accounts of cardiovascular risk and incidence. The meanings of such social differences are neither intrinsic nor self-evident. Rather, as epidemiologists and lay people invoke notions of race, ethnicity, class, socioeconomic status, sex, gender, and so on in claims about disease causation, they continually redefine and negotiate the meanings they attribute to these social features, and the differences they make in heart disease.

Examining the meanings of “difference” shows us how “difference” is made meaningful; that is, exploring how race, class, and gender are defined tells us something about how they function and are made to do work within systems and relations of power. Such differences are therefore “real” in the sense that they are consequential—such social constructions form the basis for intersecting processes that exert concrete and material though changing and complicated effects on people’s sense of self and of group identity, their life chances, and their experiences. Because of the authority accorded to epidemiology as a scientific discipline, it authorizes ideas about what kinds of differences matter, how they matter, and how they should be defined. Thus, epidemiologic conceptualizations of race and its health effects have a powerful capacity to shape what we believe to be true about individuals and groups of different races, and whether and how we act upon these beliefs.

As such, chapters 3 through 5 argue that epidemiology functions as a biopolitical project, a key contemporary site of biopower, and an active participant in the construction of biomedical differences and their social organization in interlocking relations of power.51 Epidemiologic research taking place every day authorizes particular schemes for categorizing human beings and the surveillance activities, health policies, and clinical practices built upon such classifications. Scientific categories and constructions of difference help to organize governmental efforts to administer and regulate the health and vitality of individuals and populations. Moreover, as the boundaries between the worlds “inside” and “outside” science become increasingly porous, and the culture of biomedical science increasingly contributes to popular culture, conceptions of bodily “differences” like those constructed in cardiovascular epidemiology critically inform those mobilized in everyday life. Thus these chapters explore the question of how differences are made to matter in epidemiology—how epidemiologic methods of sorting people become part and parcel of efforts to stratify them, and how, in turn, stratification processes depend upon sorting mechanisms.

But at the same time, alongside epidemiologic classifications exist people’s own understandings of the ways their race, class, and gender do or do not influence their health. The ways in which they make sense of heart disease constitute complex processes that draw upon many sources, including but not limited to scientific ones. I consider how lay participants in my research view the usefulness or relevance of epidemiologic knowledge about “risky differences” and how their social contexts and experiences shape their integration and negotiation of that knowledge in their everyday lives.52 Furthermore, the experiences and knowledges of individuals with heart disease provide alternative, intersectional understandings of how myriad processes through which their race, class, and gender are embodied come to have consequences for their health. The experiential knowledge of people of color who live with heart disease—as individuals implicated by intersecting axes of power like race, class, and gender—thus serves as a critical contribution as well as potential counterpoint to “expert” epidemiologic knowledge.

As we shall see, considerations of race, class, and gender cannot be neatly divided into three separate, successive chapters. Instead, both epidemiologists and lay people of color living with heart disease invoke combinations of these dimensions of difference in ways that indicate the conceptual complexity of their interactions and intersections. So throughout chapters 3 through 5, I describe how these differences are invoked in multiple, intertwining, and conjoint ways and analyze what such invocations indicate about how various groups see the nature of difference, inequality, and their influences on health.

Chapter 3, “The Contested Meanings and Intersections of Race,” takes up the often fraught issue of race, which, in epidemiology, is most often measured by self-classification into one of the racial and ethnic categories standardized by the U.S. Office of Management and Budget. I found that epidemiologists readily expressed profound uncertainties about the meanings of race, its appropriate measures and interpretations, and its implications for disease prevention and public health policy. Yet my analysis also shows that it is ritualistically included in their research. In so doing, epidemiologists implicitly infused “race” with multiple meanings and definitions. Most predominantly, they interpreted the meanings of racial differences through a cultural prism. In contrast, people of color with heart disease tended to articulate how social inequalities along racial, class, and gender lines structured their everyday experiences and life chances that, in turn, affected their health. Race was experienced as a master status, shaping social encounters and educational and economic opportunities in ways that exacted a toll on their psychic, mental, and bodily health. But race was also experienced as intersectional as well, inextricably intertwined with experiences of class and gender; thus chapter 3 tries to capture these experiences of intersectional inequality.

Chapter 4, “An Apparent Consensus on Class,” turns to considering the issue of class. In contrast to the very divergent scientific and lay perspectives on race, I found a good deal of consensus on the significance of class differences for health. Both epidemiologists and people with heart disease unequivocally pointed to structural dynamics of class inequality—its effects on differential access to resources and exposures to myriad health risks—in their causal accounts of heart disease. The appropriate conceptualization of class was seen by both groups as indisputably about differences that are social in nature. At the same time, however, epidemiologists were inclined to invoke individualistic explanations for socioeconomic differences that indict health behaviors and the cultural milieus within which they are presumed to arise. They also invariably expressed concern over confounding between class and race and how best to separate their effects through statistical techniques. Lay people of color, on the other hand, tended to emphasize racial and class stratification as intersecting and mutually dependent processes.

In chapter 5, “The Dichotomy of Gender,” I position gender as an interesting counterpoint to race and class. Importantly, neither epidemiologists nor lay people questioned that gender and sex are binary in nature, and self-evidently so. Within epidemiologic circles, the notion of gender differences in heart disease as rooted in biology was completely uncontroversial. The biological distinctiveness of heart disease in women versus men was considered the natural order of things. In contrast, though, I found that lay people very rarely invoked biological differences of sex. Instead, working-class women of color in particular referred to interlocking dynamics of race, class, and gender that stratified their educational opportunities and structure a racially and sex-segregated labor market. Those employment opportunities available to them were largely restricted to low-paying jobs, with little potential for advancement, minimal job stability, and little power over their hours, pace of work, or the nature of the work process. Such occupational stratification, along with a disproportionate share of childrearing responsibilities (what feminist scholars have termed “reproductive labor”),53 represents, in these women’s eyes, critical sources of cardiovascular risk that entwine gender with race and class in interlocking systems of inequality. Therefore, it is in also in this second sense that gender can be seen as dichotomous, invoking oppositional understandings of its nature—as biological versus social—and consequences for health that cleave along a science–lay divide.

In chapter 6, “Individualizing ‘Difference’ and the Production of Scientific Credibility,” I move from the issue of how epidemiologists conceptualize the meanings of human differences for heart disease to consider how they manage those differences in their everyday scientific practices, and why. Using interview and observational data, I explore the ritualized conceptual and methodological devolution of racial, class, and gender differences—the “usual suspects” approach—and analyze how it is integral to the construction of scientific credibility, even as a growing number of epidemiologists question this practice at a fairly fundamental level.

Finally, in the Conclusion, I summarize the key arguments and frame the implications of my findings for health policy and for future research and scholarship in health disparities, expert–lay relations, inequality, and power. Because epidemiology is the science of choice for public health policy and decision making, we must understand and take into account the conditions under which that kind of knowledge is being produced. Conventions and techniques which satisfy a number of methodological, political, and economic contingencies that must be met in order to achieve and maintain scientific credibility constrain epidemiology’s ability to elucidate how relations of power act as fundamental causes of disease, placing people defined as different “at risk of risks.” That being said, however, there is burgeoning interest in and effort devoted to understanding the social determinants of health, the so-called unnatural causes of disease, as one television series puts it.54 Indeed, the divisions explored in the chapters to come run not just between epidemiologists and lay people as between what epidemiologists think and what they actually do as scientists. Many of them would in fact agree with lay people’s accounts of heart disease, which support the notion that conditions of social inequality function as fundamental causes of disease, by stratifying life chances, resources, and the conditions within which health can be promoted, maintained, and/or undermined. Yet the credibility-generating effects of epidemiologic conceptions of difference—as individual-level risk factors—cannot be ignored. Consequently, I conclude that more comprehensive answers to the question of how difference matters require different ways of obtaining those answers and different ways of producing knowledge, and thus alternative definitions of credibility and expertise.
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The Politics of Disease Causation

In order to interrogate, account for, and make sense of the politics of disease causation, I rely on several sets of concepts and theoretical arguments: biopower and biopolitics, intersectionality theory, and fundamental causality. This chapter’s intent is to provide a selective review of the works, concepts, and arguments I have found most valuable and to offer a taste of how I use them to think with throughout this book. While to date these literatures have not regularly been brought into conversation with one another, I hope to show that doing so helps to articulate a set of questions that can bring to light how the politics of causation operate to shape the distribution of health across populations, the knowledges we use to make sense of that distribution, and the means by which those knowledges might be revised to intervene in health inequality more productively. The sections of this chapter can be read modularly, as different parts of the toolkit that I use to situate my inquiry and analysis.

First, a quick discussion of what I mean by the politics of disease causation. On the one hand, I argue in this book that epidemiology is a technique of biopower, the fusion of disciplinary knowledge with power to govern the health of bodies and populations. Yet I am also interested in how the individuals implicated by epidemiologic power-knowledge see themselves not only as a focus of regulation but also as members of groups immersed in complex relations of power and capable of questioning scientific knowledge about health and illness. In multiple ways, these forms of disciplinary knowledge, governance, and contestations of scientific knowledge are all centrally concerned with disease causation. Interventions to optimize health and struggles to challenge them rest on how different groups understand the risks and determinants of disease. These claims about the causes of disease—and about their differential distribution—both shape and are shaped by social, cultural, and organizational conditions and relations of power that together constitute what I consider the politics of disease causation. To help me interrogate the politics of disease, I therefore turn to three arenas of scholarship: biopower and biopolitics, intersectionality, and theories of fundamental causality.

Biopower and Bipolitics: Differentiating and Normalizing Power-Knowledge

One of the foremost ways in which I understand epidemiology is as a technique of biopower and form of power-knowledge that serves to identify, differentiate, and normalize groups and human populations. Foucault charts the emergence of biopower from a state power solely based on sovereignty and the right to take life or let live, to one that also lay increasingly in “the right to intervene to make live”1 or to let die. According to Foucault, growing governmental concern with the surveillance and regulation of bodies and populations in the seventeenth century led to the development of expert fields of knowledge and the refinement of diverse and efficient techniques of human control that coalesced to bring “life and its mechanisms into the realm of explicit calculations and made knowledge-power an agent of transformation of human life.”2 Foucault describes biopower—this power over life—as consisting of a continuum between two poles: a disciplinary power or anatomo-politics, and a regulatory power or biopolitics. Anatomo-politics targets “the body as a machine: its disciplining, the optimization of its capabilities, the extortion of its forces, the parallel increase of its usefulness and its docility, its integration into systems of efficient and economic controls.”3 Biopolitics, in contrast, focuses on populations, on “the species body, the body imbued with the mechanics of life and serving as the basis of the biological processes: propagation, births and mortality, the level of health, life expectancy and longevity.”4 Together, this bipolar technology—this interplay between technologies of discipline and technologies of regulation—“succeeded in covering the whole surface that lies between the organic and biological, between body and population.”5

Along the way, Foucault makes several interrelated arguments that are particularly relevant to the project of this book. First is his tracing of the emergence of the population as an increasing concern of modern states. The health, growth, life expectancy, and vitality of populations—as phenomena in and of themselves—become economic, social, political, and administrative problems of governments. Second, Foucault asserts that circulating between the two poles of biopower is the element of the norm, “applied to both a body one wishes to discipline and a population one wishes to regularize. The normalizing society is therefore not...a sort of generalized disciplinary society...[but] a society in which the norm of discipline and the norm of regulation intersect along an orthogonal articulation.”6 A third point of significance is Foucault’s use of the term “discipline” to refer to both expert fields of knowledge and to techniques of control and regulation—or, in his phrase, “power-knowledge.” Disciplines “create apparatuses of knowledge, knowledges and multiple fields of expertise....The discourse of disciplines is about a rule: not a juridical rule derived from sovereignty, but a discourse about a natural rule, or in other words a norm. Disciplines will define not a code of law, but a code of normalization.”7 The focus thus remains on “the ‘how’ of power,”8 instantiated not only in formal rules and rights but also in the production of discourses and regimes of truth, “infinitesimal mechanisms...techniques and tactics...how these mechanisms of power...have been and are invested, colonized, used, inflected, transformed, displaced, extended, and so on.”9

In conceptualizing epidemiology as a technique of biopower, then, I am emphasizing its constitution and operation as a discipline—a domain of power-knowledge—that acts along both poles of disciplinary and regulatory power, on individual bodies and whole populations. Because of its preoccupation with the incidence and distribution of disease determinants in populations, epidemiology has been critical in facilitating the emergence of the notion of the population and its mobilization as an object of concern and intervention. Through its concepts, practices, techniques that identify and quantify patterns of health and illness, measures of central tendency, and distributions and deviations of susceptibilities, epidemiology creates norms—it “is, inevitably, a normalizing science.”10 It both disciplines individuals through its discourses of risk and practices of surveillance, and regulates populations by providing the apparatuses and means to produce biopolitical objects of knowledge and targets of control such as rates of birth, death, disease, and risk factors.

Foucault’s elaboration of biopower is also distinctly important here because it is the primary site in which he reflected publicly on the significance of race and racism for modern governmentality. Toward the end of The History of Sexuality, Foucault begins to hint at the ways in which he saw the regulation of sex in the nineteenth century become “anchorage points”11 for different varieties of racism, including eugenics. Racism, however, becomes much more central in his 1975–76 Collège de France lectures (compiled in Society Must Be Defended) as a means to answer the question of how power over life can be at once to make live as well as to let die. As he reasons,

What in fact is racism? It is primarily a way of introducing a break into the domain of life that is under power’s control: the break between what must live and what must die. The appearance within the biological continuum of the human race of races, the distinction among races, the hierarchy of races, the fact that certain places are described as good and that others, in contrast, are defined as inferior: all this is a way of fragmenting the field of the biological that power controls....Racism also has a second function....On the one hand, racism makes it possible to establish a relationship between my life and the death of the other that is...a biological-type relationship: “The more inferior species die out, the more abnormal individuals are eliminated, the fewer degenerates there will be in the species as a whole, and the more I—as species rather than individual—can live, the stronger I will be, the more vigorous I will be. I will be able to proliferate.”...The death of the other, the death of the bad race, of the inferior race (or the degenerate, or the abnormal) is something that will make life in general healthier: healthier and purer.12

While Foucault is clear to say that racism preexisted biopower, he proposes that the emergence of biopower, with the concomitant question of differentiating between lives to be fostered and those deemed unworthy, draws racism into the administration and management of life. Disciplinary control of bodies and regulatory power over populations—and their techniques of surveillance, measurement, hierarchization, and judgment—all place normalization as a central process of biopower. And, Foucault argues, “in a normalizing society, race or racism is the precondition that makes killing acceptable.”13

This “modern, ‘biologizing,’ statist form”14 of racism that is Foucault’s particular interest draws on evolutionary discourses as it creates internal enemies (rather than enemies from without) against which society must defend itself:

What we see as a polarity, as a binary rift within a society, is not a clash between two distinct places. It is the splitting of a single race into a super-race and subrace...a battle that has to be waged not between races, but by a race that is portrayed as the one true race, the race that holds power and is entitled to define the norm, and against those who deviate from that norm, against those who pose a threat to the biological heritage....At this point...we see the appearance of a State racism: a racism that society will direct against itself, against its own elements and its own products. This is the internal racism of permanent purification, and it will become one of the basic dimensions of social normalization.15

Effectively, what then follows from state racism is that “the state is no longer an instrument that one race uses against another: the state is, and must be, the protector of the integrity, the superiority, and the purity of the race.”16 But at the same time, as Ann Laura Stoler asserts, Foucault’s lectures also show his grappling with reinscriptions of race as well as disjunctures in racial grammar and forms of racism: “What concerns him is not modern racism’s break with earlier forms, but rather the discursive bricolage whereby an older discourse of race is ‘recovered,’ modified, ‘encased,’ and ‘encrusted’ in new forms.”17

Foucault’s arguments about the exercise of biopower therefore centrally implicate racialization processes and racism, in ways that have contemporary resonance for thinking through epidemiology’s role in disease stratification and in the production of knowledge about racial difference and racialized populations. Many contemporary observers have turned to Foucault’s concept of biopower—and his accompanying concerns with racism, hierarchy, and the power of the state—to understand the modern preoccupation with the sciences of life itself and to analyze their operation, interventions, and consequences. For instance, Steven Epstein conceives of the shifting politics and practices of racial, ethnic, and gender inclusion and representation in health research from the mid-1980s onward as the emergence of a new biopolitical paradigm. He defines biopolitical paradigms as “frameworks of ideas, standards, formal procedures, and unarticulated understandings that specify how concerns about health, medicine, and the body are made the simultaneous focus of biomedicine and state policy.”18 Monica Casper and Lisa Jean Moore use biopolitics, understood as “the social practices and institutions established to regulate a population’s quality (and quantity) of life,”19 to interrogate the politics by which some bodies are made visible and celebrated, while others are erased and/or denied. The concept of biomedicalization, developed by Adele Clarke, Jennifer Fishman, Jennifer Fosket, Laura Mamo, and me, is fundamentally hinged on the notion of biopower and on Foucault’s insights more generally.20 With biomedicalization theory, we emphasize not just control over but also “transformations of medical phenomena and of bodies, largely through...technoscientific interventions not only for treatment but also increasingly for enhancement. The panoply of biomedical institutions is itself being organizationally transformed through technoscience, along with biomedical practices...and the life sciences and technologies that inform them.”21 And Adriana Petryna uses biopower to analyze “life politics after Chernobyl”—that is, the complex and ever-shifting scientific, social, and financial arrangements of Soviet and post-Soviet responses to the 1986 nuclear reactor explosion at Chernobyl.22 In these responses, Petryna notes that “state power is as concerned with making bodies and behaviors ever more predictable and knowable as it is with creating...spaces of nonknowledge and unpredictability. The biology of populations is held in question; the government of life is unmoored.”23 Against a backdrop of limited access to health care and widespread impoverishment, scientific research and legal procedures combined with an economy of claims and compensation to provide the grounds for biological citizenship: the “demand for but selective access to social welfare based on medical, scientific, and legal criteria.”24

Finally, Nikolas Rose argues for an analysis of the biopolitics of the twenty-first century through examining five sets of “mutations”: molecularization or a “style of thought” that sees the molecular level as the site of intervention, manipulation, and recombination; optimization, the mandate to “secure the best possible future”; subjectification or the recoding and reshaping of “what human beings are, what they should do, and what they can hope for”; expertise referring to the rise of new subprofessions that exercise power over the management of life; and bioeconomics driven by the identification or creation of biocapital, fueled by investments in hope and optimality.25 Importantly, Rose sees biopower as “more a perspective than a concept: it brings into view a whole range of more or less rationalized attempts by different authorities to intervene upon the vital characteristics of human existence.”26 When using this perspective to analyze the contemporary situation in the West, Rose concludes that

the transformed biopolitics of the 21st century...is a biopolitics organized around the principle of fostering individual life, not of eliminating those that threaten the quality of populations; it is a biopolitics that does not operate under the sign of the sovereign state; it is a biopolitics that does not seek to legitimate inequality but to intervene upon its consequences. Crucially, it is a biopolitics in which references to the biological do not signal fatalism but are part of the economy of hope that characterizes contemporary biomedicine.27

Rose points out that in biopower today, “though death suffuses it” and it “has its circuits of exclusion, letting die is not making die,” biopower operates “according to logics of vitality, not those of mortality,” as “the government of life.”28 All of this, Rose argues, provides grounds for some optimism, given that we are all “biological creatures, and that each such creature exercises a demand on each other simply by being a creature of this sort.”29 In part, it is this tension between biological commonality and biological difference that this book seeks to interrogate.

All of these more contemporary engagements with the Foucauldian notion of biopower find resonance in this book. Like Epstein, I am concerned with how racial and gender inclusion in biomedical research and practice makes certain claims about the nature of those social differences in the consequences for bodies and for population health. These consequences are differential and stratified,30 as Casper and Moore point out and as argued by the concept of stratified biomedicalization. As in the case of state responses to Chernobyl, this book explores what questions about bodies and behaviors are asked and made knowable, and what questions remain unknown and unasked. Both Petryna and Rose mobilize the figures of the “citizen” and the “subject” to think about how claims for care can and are made at the same time that expectations and obligations of what human beings are, what they ought to do, and how they ought to live are being reshaped. The chapters that follow will similarly explore the questions about disease causation that are asked and that remain unasked, and how these encapsulate ideas about what claims for health, behaviors, and social environments can be made and to whom.

Intersectionality: Theorizing Complex Differences and Inequalities

Intersectionality is the conception of race, class, and gender (as well as other inequalities) as intersecting relations of power, bases for identity, and dimensions of hierarchical difference. It encompasses a theoretical and empirical commitment to assert and explore the mutual constitution of race, class, and gender in social interactions and institutions. While the idea of intersecting dimensions of inequality and difference has a long history, intersectionality as a concept or theoretical rubric was first widely circulated by the work of Kimberle Crenshaw.31 Among feminist scholars, intersectionality has now taken on the status of a “basic paradigm”32 (and even a “buzzword”33), coalescing into a framework or approach based on some key assumptions.34

Central among these is the assertion that categories of social identity are not discrete dimensions of social life and that any one category is no more important than any other. Social categories are historically, geographically, and locally specific, such that members of a social group, their experiences, and the meanings that identity holds for them are deeply heterogeneous. Categories are simultaneously identities as well as what Spelman calls interlocking matrices of power and oppression, wherein the meanings and consequences of human differences are predicated upon one another.35 Therefore categories of identity or difference cannot be seen as additive; intersectionality analysis instead attempts to understand social locations, experiences, and processes that shape the intersections of multiple axes of inequality. Finally, by uncovering the operation of intersecting relations of power and their consequences for the material well-being, lived experiences, and life chances of those who occupy marginalized as well as privileged positions, intersectional research works intentionally to change the status quo and advance social justice.

An intersectional approach attempts to analyze social relations and processes across multiple domains and levels of social action. In the sociologist Lynn Weber’s36 useful schema, these social domains and their associated institutions include, first, the ideological—those institutions that produce and distribute ideas and knowledge, shaping cultural beliefs, public images, and even scientific knowledge about dominant and subordinate groups. Second, institutions in the political domain “creat[e] and enforc[e] laws and government structures that define citizens’ and noncitizens’ rights, responsibilities, and privileges,”37 and, I would add, the boundaries of belonging and exclusion that separate citizens—not just in the legal but also in the social and cultural sense—from noncitizens. And third, the economic domain maintains control over the production and distribution of such valued goods and resources as wealth, education, employment opportunities, income, information, and health care.

Rather than consider the ideological, political, and economic as specifiable domains of social life, however, I find it more useful throughout this book to see these as overlapping means of action and influence. Intersectionality’s emphasis on conjoint meaning-making and institutional practices echoes Omi and Winant’s conceptualization of racial formation as a means to understanding how the concept of race continues to play a fundamental role in structuring and representing the social world. They define racial formation as the “sociohistorical process by which racial categories are created, inhabited, transformed, and destroyed.”38 According to their approach, this process of racial formation is the ongoing, unfolding outcome of “racial projects” in which human bodies and social structures are represented and organized, that “connect what race means in a particular discursive practice and the ways in which both social structures and everyday experiences are racially organized.”39 They argue that the interpretation of experiences in racial terms and the framing and shaping of social structures along racial lines mutually reinforce representations of difference and their institutionalization in the social order.

While intersectionality theory takes a wider lens than Omi and Winant’s focus on race, I appreciate their articulation of coincident, synergistic representational and material processes. The mutual reinforcement of ideas about human differences and their material consequences in and for institutional practices underscores the simultaneously ideological, political, and economic social relations in health care and the biomedical sciences—the particular concerns of this book. Health care and biomedicine can no longer be thought of simply as an institutional or economic sector but instead are increasingly and pervasively ever-present throughout social life and our daily existence, creating and circulating new, recycled, and revised ideas about social groups and human differences. These ideas maintain preexisting and establish new bases of group belonging and the accompanying responsibilities of social and cultural citizenship—this, to me, is part of the essence of biopolitics and biopolitical governance, as detailed above. Finally, health care and biomedical knowledge are valued resources; they are social and economic goods in and of themselves. Their unequal distribution has material consequences for individuals’ and groups’ economic well-being (as when untreated chronic illness leads to disability and loss of employment), and, in turn, health is itself the product of economic patterns of intersecting inequalities, as this book will show. In the complex institutional practices and social interactions that constitute the domains of health and biomedicine, race, class, gender, and other interrelated systems of power define and shape patterns of behavior and beliefs. In so doing, they reproduce and remake inequality in intersecting ways.

Despite (or perhaps because of) this rich theoretical complexity, many have observed that putting intersectionality theory to methodological and empirical use is difficult.40 By interrogating the very nature of categories and categorization itself, intersectionality theory questions the groups and group attributes commonly used to articulate the scope of a research inquiry, structure comparative data analyses, and characterize samples and study results. Yet intersectionality theory also clearly defines a particular research agenda focused on problematizing the “who” that is being studied, keeping issues of power and relations of domination and subordination at the center of the analysis and calling for social change. Weber provides a cogent expression of both what an intersectional analysis argues and how it is to be done that is worth quoting at length:

[Intersecting systems of oppression] are (1) historically and geographically contextual (2) socially constructed (3) power relationships that operate at (4) macro social-structural and micro social-psychological levels and are (5) simultaneously expressed...

1. Historically and geographically contextual:...analyses focus on specific times and places and avoid the search for common meanings of race, class, gender, and sexuality that would apply in all times and places...

2. Socially constructed:...Although they may have biological or material referents, race, class, gender, and sexuality are not fixed properties of individuals nor of materially defined groups. Their meaning can and does change over time and in different social contexts …

3. Power relationships: Race, class, gender, and sexuality are power relationships of dominance and subordination, not merely gradations along a scale of resources—who has more than whom—or differences in cultural preferences or gender roles. They are based in relationships of exploitation of subordinate groups by dominant groups for a greater share of society’s valued resources. They change because oppressed groups struggle to gain rights, opportunities, and resources—to gain greater control over their lives against dominant groups who seek to maintain their position of control over the political, ideological, and economic social domains …

4. Macro social structural and micro social psychological levels: These power relationships between dominant and subordinate groups are embedded in society’s macro social institutions and in the micro face-to-face interactions that constitute the everyday lives of individuals. Specifying the linkages between these two levels is a key component of a race, class, gender, and sexuality analysis …

5. Simultaneously expressed: Race, class, gender, and sexuality operate simultaneously in every social situation. At the societal level, these systems of social hierarchies are connected to each other and are embedded in all social institutions. At the individual level, we each experience our lives based on our location along all dimensions, and so we may occupy positions of dominance and subordination at the same time.41

This agenda, as offered by Weber, helps to articulate the project of this book. On the one hand, the historical and geographic specificity of intersectionality [(1) in the above], the socially constructed nature of dimensions of inequality (2), and their simultaneous expression (5) altogether mean that heterogeneity, contradiction, and complexity characterize how social situations, identities, and experiences are intersectional. Yet on the other hand, the meanings of race, class, gender, and so on are not created de novo: Their imbrication in power relationships (3) and at the social structural and social psychological levels (4) suggests that the meanings and consequences of social inequalities exhibit a patterned durability, though they do change over time. Capturing the enduring as well as heterogeneous nature of inequality and transformations over time and across space is part of the intent of this book. In essence, this follows the sociologist Patricia Hill Collins, who argues that intersectionality works best as a conceptual framework “describing what kinds of things to consider than as one describing any actual patterns of social organization...an interpretive framework for thinking through how intersections of race and class, or race and gender, or sexuality and class, for example, shape any group’s experience across specific social contexts.”42 In Collins’s view, intersectionality should be used as a heuristic device to think through the ways in which social institutions, organizational structures, patterns of social interactions, and other social practices at multiple levels enable, actualize, exemplify, and explicate how social phenomena like race, class, and gender mutually construct one another. I am therefore interested here in analyzing and understanding the simultaneity of these axes of “difference” in lived experience, and the fluid ways in which they overlap, intersect, and operate antagonistically or synergistically.

In doing so, I take an approach to complexity that the sociologist Leslie McCall characterizes as in between “intercategorical” and “anticategorical” approaches.43 As she explains,

On the one hand, some feminist scholars explicitly use categories to define the subjects of analysis and to articulate the broader structural dynamics that are present in the lives of the subjects....On the other hand, scholars also see categories as misleading constructs that do not readily allow for the diversity and heterogeneity of experience to be represented....The point is not to deny the importance—both material and discursive—of categories but to focus on the process by which they are produced, experienced, reproduced, and resisted in everyday life.44

That is, while I provisionally adopt categories of race, social class, and gender to illustrate the patterns of inequality and their effects on health that I see in participants’ narratives about heart disease, these same narratives also push me to question the integrity, uniformity, and validity of those very categories. The broad organization and day-today experiences of social groups are, as McCall describes, “irreducibly complex—overflowing with multiple and fluid determinations of both subjects and structures—to make fixed categories anything but simplifying social fictions that produce inequalities in the process of producing differences.”45

In sum, I use intersectionality to attend explicitly to the relational and patterned yet fluid nature of power and its simultaneous impacts on structural and institutional as well as interactional, psychological, and identity aspects of lived experience. Thus, in the narratives about the meanings of race, class, and gender for heart disease that I describe in this book, I specifically point to how and where scientists and lay people see (or don’t see) the linkages between macro-level structural processes and their everyday existence, and how these are rooted in relationships between socially constituted groups that both are embedded in and exceed those categories. That the connections between inequality and health are intersectional, categorically patterned yet complex, relational, and expressed on multiple levels of social organization, experience, and meaning-making is, as we shall see, a key aspect of the science–lay divide. Intersectionality theory therefore enables an analysis of the biopolitics of heart disease causation: Ideas about human differences emerging from relations of power are tied to ideas about what places people at cardiovascular risk, which are in turn taken up in scientific and biomedical knowledges and interventions and acted upon and contested by lay people with heart disease.

Fundamental Causality: Social Inequality and the Social Production of Disease

A third animating framework for analyzing claims about heart disease causation and how difference matters is the fundamental cause perspective. Fundamental causality offers a deeply sociological and potentially theoretically powerful explanation of health disparities and their multi-causal and durable nature. It takes up longstanding though marginalized traditions in the study of health and disease that integrate sociological concerns with epidemiologic approaches.46 The core proposition of this theory, according to the sociologists Bruce Link, Jo Phelan, and their colleagues,47 is that certain social conditions constitute fundamental causes of disease. By “social conditions,” they refer to “factors that involve a person’s relationships to other people. These include everything from relationships with intimates to positions occupied within the socioeconomic structures of society...factors like race, socioeconomic status, and gender...[and] stressful life events of a social nature.”48

These social conditions have a fundamental relationship to health because they involve access to resources whose risk-avoiding and disease-ameliorating benefits accrue disproportionately for the socially and economically privileged. These resources include knowledge, power, money, social connections, and prestige; they profoundly shape people’s ability to avoid risks and to minimize the consequences of risk exposure and disease once they occur. They are broadly serviceable, flexible, multi-purpose, transportable from one situation to another, and therefore have wide-ranging utility and serve as the general means by which individuals make their way in the world. These socially distributed resources act at both the individual and contextual levels:

At the individual level, flexible resources can be conceptualized as the “cause of causes” or “risk of risks” that shape individual health behaviors by influencing whether people know about, have access to, can afford, and receive social support for their efforts to engage in health-enhancing or health-protective behaviors. In addition, resources shape access to broad contexts that vary dramatically in associated risk profiles and protective factors. For example, a person with many resources can afford to live in a high SES [socioeconomic status] neighborhood where neighbors are also of high status and where, collectively, enormous clout is exerted to ensure that crime, noise, violence, pollution, traffic, and vermin are minimized, and that the best health-care facilities, parks, playgrounds, and food stores are located nearby. Once a person has used SES-related resources to locate in an advantaged neighborhood, a host of health-enhancing circumstances comes along as a package deal. Similarly, a person who uses educational credentials to procure a high-status occupation inherits a package deal that is more likely to include excellent health benefits and less likely to involve dangerous conditions and toxic exposures. In these circumstances, the person benefits in numerous ways that do not depend on his or her own initiative or ability to personally construct a healthy situation; it is an “add on” benefit operative at the contextual level.49

Fundamental causality asserts that these resources forge concurrent and multiplicative links with multiple different risk factors and multiple disease outcomes that may shift over time. In this way, the causal linkages and pathways between social conditions and outcomes, and even the disease outcomes themselves, may change or shift in salience without altering the underlying fundamental relationship between those social conditions and health. This perspective argues that, at the end of the day, public health interventions at the individual, risk factor level are inefficient and will have only limited success, as many of the fundamental causes of heart disease lie further upstream in the social inequalities that give rise to those risks. Attempts to mitigate those social inequities would then likely yield considerable downstream benefits in prevented morbidity and mortality and reduced disparities in heart disease as well as other health conditions.

Fundamental cause theory helps to explain the circumstances under which health disparities wax and wane. As Link and colleagues note, “When innovations beneficial to health are developed in our society, their implementation necessarily occurs within the context of inequalities in knowledge, money, power, prestige, and social connections.”50 As knowledge is produced about the health effects of a risk factor, or as new risks or treatments arise, those able to command the most resources are in a better position to take advantage of this new knowledge, avoid risks, and access treatments. That is, those who are already advantaged benefit disproportionately from improved capabilities to prevent and control disease. Indeed, “it is our enormously expanded capacity to control disease in combination with existing social and economic inequalities that create health disparities by race and SES.”51 Multiple studies have confirmed this fundamental cause claim that new health-related knowledge and innovations—like Pap tests, mammography, and statins, the growing ability to manage some diseases, and the finding that hormone replacement therapy increases the risk of breast cancer52—all disproportionately accrue to those who are better off. Through this stratification of the uptake and subsequent benefits of newfound abilities to control disease and enhance health, existing social and economic inequalities are repeatedly reproduced to cumulatively build deepening patterns of morbidity and mortality.

The notion of fundamental social causes provides a conceptual stance from which to analyze claims about the nature and effects of racial, class, and gender differences on heart disease. What is striking in my interviews with lay people is the degree to which the fundamental cause perspective resonates in their accounts of race, class, and gender and the role they play in heart disease. Their accounts support the notion that social inequality stratifies life chances, resources, and the conditions within which health can be promoted, maintained, and/or undermined. Their narratives echo the World Health Organization’s definition of health, broadened to encompass not only well-being itself but also the “prerequisites for health—what people need to make health possible—freedom from fear of war; equal opportunity for all; satisfaction of basic needs for food, water, and sanitation; education; decent housing; secure work in a useful role in society; and political will and public support.”53

But in this regard, those diagnosed with heart disease push beyond some of the implicit limitations of fundamental cause theory: Rather than emphasize distributional differences in resources, as that theory does, lay people spoke more explicitly about power relationships as central to health disparities. That is, it is relations of power tied to the representation and organization of race, class, and gender that are seen by lay people as fundamental causes of disease, placing those defined as different “at risk of risks.” In this way, lay accounts echo two prominent themes in intersectionality scholarship. First, they argue that the social locations of multiply oppressed groups provide a unique location from which to understand systems of inequality.54 Second, they move away from a focus on individuals and instead examine how relations of power and hierarchies of privilege are organized, sustained, and reproduced to stratify life chances.55

I take up these arguments extensively in chapters 3 through 5. But before doing so, some introduction to the discipline of epidemiology—which stands at the heart of the biopolitics of disease causation—and its history is in order. Understanding epidemiology’s emergence, the ways in which it has been positioned and mobilized as the official producer of knowledge about health, and some of the claims about human differences that are embedded within its methods will help to explain its centrality in governing populations and as an object of uptake and/or scrutiny on the part of individuals and social groups. This is the objective of chapter 2, to which I now turn.
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Disciplining Difference

A Selective Contemporary History of Cardiovascular Epidemiology

This chapter provides a contemporary history of cardiovascular epidemiology, drawing mostly on secondary sources, supplemented with ethnographic data collected from epidemiologic conferences and interviews with epidemiologists. It emphasizes the contemporary social and historical developments most pertinent to the conceptualization and study of individual and population differences, particularly those of race, class, and sex/gender. I also include conceptual, methodological, and epistemological debates circulating both within and outside the world of epidemiology that are relevant to research on human differences. This history underscores the social and cultural shaping of epidemiologic practices and their significance for our current state of official knowledge on cardiovascular disease causation and risks.

As a discipline, epidemiology is at a historic moment in its development: Social and genetic epidemiologists are mobilizing new conceptual models, methodological tools, analytic techniques, greater interdisciplinary collaborations, and explicit scientific and political commitments to further their respective research agendas. In so doing, they are reshaping the relationships among the profession of epidemiology, other disciplines, individual scientists, and the public. The existence of such theoretical, methodological, epistemological, and political heterogeneity complicates any exploration of the discipline of epidemiology. As Dora Roth explains, epidemiology “is regarded as a distinct and independent science (or discipline) not because it deals with special problems or because it has acquired a unique content, but because it has developed specialized procedures of investigation and application.”1 Departments of epidemiology exist throughout academic institutions in the United States, numerous professional associations and academic journals have been established, and funding agencies have provided broad support for epidemiologic research. All of these indicate the taken-for-granted assumption that epidemiology is a legitimate scientific approach to an ever-larger body of problems. Epidemiology is widely considered to be an authoritative mode of knowledge production on health risks and disease as well as a tool for policymaking. Cardiovascular epidemiology in its own right has become a credible and consequential source of scientific and popular knowledge about heart disease, and a key site in which conceptions of race, class, and sex/gender are shaped and invoked.

In the following section, I lay out the argument that the epidemiology of cardiovascular inequalities is a contemporary manifestation of biopower and domain of power-knowledge, but one that must work to maintain its public authority and credibility in the face of scientific and social disputes. I next provide a chronicle of the more recent history of cardiovascular disease epidemiology in the United States, focusing on the period from 1947—widely considered to be the debut of modern cardiovascular epidemiology—to the present. Specifically, I examine the emergence and consequences of the basic theoretical paradigm of epidemiology—the multifactorial model of disease causation—and its implications for the routinization of the measurement of race, socioeconomic status, and sex.2 In the final sections of this chapter, I describe the subsequent burst of activity in cardiovascular epidemiology that served to place millions of individuals and multiple communities under the epidemiologic gaze and that provided the scientific basis for the making of claims about the nature of cardiovascular risks. I explore debates over the credibility of epidemiologic science that mark its relationship with the public and configure how the discipline and its practitioners consider research on health inequalities. This analysis illuminates the social conditions that structure contestations over the conceptualization, measurement, and interpretation of racial, class, and sex/gender inequalities in heart disease incidence and distribution.

Biopower and the Epidemiologic Gaze

The development of epidemiology more broadly and that of cardiovascular epidemiology in particular are part of a unique set of historical, social, political, cultural, and technoscientific contexts. Epidemiology has roots that reach as far back as Hippocrates3 but came of age approximately in the past century and a half. It emerged out of the same crucible that produced the development of bureaucracies and technologies for classifying and enumerating, the rise of statistical thinking and the social authority of quantification, the emergence of a scientifically rooted medical profession, and concerns to intervene in the public’s health.4 However, according to Olga Amsterdamska, noted sociologist and historian of science and medicine, “the first explicit and extensive efforts to define epidemiology as a science and to demarcate it from other neighboring fields date from the period immediately following World War I.”5

Epidemiology’s core concerns are with the patterns of health conditions in human populations and with the factors that influence these patterns. A fundamental project of epidemiology is to develop predictive models of health status.6 As such, epidemiology ultimately aims to apply its quantitative technologies and products to the governance of collective and individual health and the factors and behaviors that determine them. That is, epidemiology performs cultural work by tying together statistics about individuals and populations with particular conceptions of the “problem” of health, disease, morbidity and mortality.7 In a word, the kind of cultural work that epidemiology does is what Michel Foucault calls biopower.8

Biopower, as described in chapter 1, is the mutually productive combination of power and knowledge, in which apparatuses and technologies exert diffuse yet constant forces of surveillance and control on human bodies and their behaviors, sensations, physiological processes, and pleasures. New disciplinary bodies of knowledge concerned with problems of population such as birthrates, longevity, and public health9 began to construct and establish what was considered normal and pathological across wide-ranging spheres of life.10 Such knowledge fixed and rendered individual differences “scientific,” arraying individuals around constructed notions of the norm and pinning them down in their particularity. Individuals became cases to be studied, enabling the refinement of more diverse and efficient techniques of control based upon the regulation, quantification, judgment, and hierarchization of human bodies.

Reflective of the preoccupations of modernity, epidemiology thus came to serve as an instrument of normalization; that is, it served not only as a form of representation but also as a means of instrumental control.11 As the historian Theodore Porter observes, “[M]easures succeed by giving direction to the very activities that are being measured. In this way individuals are made governable....Numbers create and can be compared with norms, which are among the...most pervasive forms of power in modern democracies.”12 Weighted with the power of scientific reason and rhetoric, epidemiology became a significant tool for the disciplining of individuals and populations, for the exercise of power over behaviors and bodies, and for arbitrating contestations over different forms of knowledge and their legitimacy.

Dominant Paradigms of Disease Causation: The Multifactorial Model

By the turn of the twentieth century, the germ theory—the notion that diseases had specific, singular causes in the form of microorganisms—had become the ruling paradigm for understanding disease causation in the West.13 Throughout the first half of the twentieth century, however, the credibility of the germ theory was gradually eclipsed by the epidemiologic transition: the shift from the predominance of infectious to chronic diseases like stroke, cancer, and most notably, heart disease. The germ theory’s monocausal understanding of disease proved insufficient to account for the increased etiologic complexity and long latency of these new leading causes of death. Also, at the time of this transition, these chronic illnesses were understood to be degenerative, inevitable manifestations of the natural aging process.14 However, rising rates of chronic diseases in the industrialized West suggested that they were instead the outcome of multiple, specifiable, and changeable factors that might therefore be prevented. In epidemiology, such hypotheses eventually coalesced into the multifactorial model of disease causation.

In the multifactorial model, the incidence of chronic illnesses like heart disease is viewed not as a random phenomenon, nor as the inevitable outcome of aging, but as linked to identifiable factors of susceptibility and exposure. The multifactorial model posits that most of these illnesses are the result of multiple causes, determinants, and risks, involving complex “webs” of interactions among agent, environmental, and host factors.15 This is the dominant conceptual framework—the foundational assumption—underwriting the epidemiology of chronic disease.16 Thus, contemporary epidemiology understands the health status of individuals to be the outcome of their particular constellations of health risks and exposures, not in a deterministic but rather a probabilistic fashion.

The shift in focus from infectious to chronic disease after World War I occurred at the same time that governments in the West began taking on a greater role in health care and medical research. The state’s increased need for information on population health, and for ongoing surveillance of morbidity and mortality, in turn benefited epidemiologists whose proficiency with statistical models proved crucial to understanding population health.17 Thus the interwar period saw the synergistic development of and dependency upon epidemiology, with an emergent emphasis on the complex web of causes contributing to disease incidence. The rise of a statistically minded epidemiology provided techniques through which multiple “risk factors”—social, environmental, and behavioral variables statistically associated with disease incidence—could be studied and analyzed.18 These new methods were critical to identifying, establishing, and legitimating associations between predisposing factors and disease incidence. The epidemiologic study of heart disease in particular emerged as a central player, shaping the development of this maturing discipline and both reflecting and contributing to the normalization of the notion of the “risk factor.”

The Emergence of Cardiovascular Epidemiology: The Framingham Study

The era of the epidemiologic study of heart disease in many ways began in 1947, when researchers at Harvard Medical School joined with officers of the U.S. Public Health Service to initiate a study in the town of Framingham, Massachusetts, located about twenty miles outside of Boston.19 The initial objectives of the Framingham Study were to develop and test methods for the early detection of heart disease and to screen an asymptomatic population to determine rates and incidence of the disease.20

In 1949, the just-created National Heart Institute (now the National Heart, Lung, and Blood Institute) took over the Framingham Study.21 With this transfer came several revisions to the study objectives and methods.22 First, the goals of the project shifted to identifying factors, including “bodily traits, [and] life habits,”23 that predisposed individuals to coronary heart disease. Specific hypotheses were formulated for testing, including the increase of coronary heart disease with age, male sex, hypertension, elevated blood cholesterol levels, tobacco smoking, habitual use of alcohol, lack of physical activity, increased body weight, and diabetes. Based upon these newly articulated hypotheses, data collection procedures and instruments were revised to gather information including various bodily measurements; blood pressure; consumption of coffee, tea, alcohol, and tobacco; other dietary factors; physical activity; medical history; blood and urine chemistries; electrocardiograms and X-rays; measurements of pulmonary function; work status and other sociodemographic data.

The investigators subsequently had to reconsider the basis for sample selection. Felix Moore, who became director of biometrics at the National Heart Institute, concluded that the study sample needed to be more representative of the town’s population if incidence rate estimates and associations of heart disease to hypothesized risk factors were to be reliable and applicable to other regions and populations in the United States. Consequently, a random sample was drawn up and participants were recruited accordingly. Volunteers were also accepted, but their data were kept in a special category, as their characteristics might differ systematically from those of participants who were randomly selected. All told, 5,209 Framingham residents, both men and women, were recruited into the sample. (Several additional cohorts have subsequently been recruited to the study, including the original participants’ children [the Offspring Cohort] in 1971, their spouses [New Offspring Spouse Cohort] in 2003, and the grandchildren of the original participants [Generation Three Cohort] in 2001.24)

Over the past six decades, the Framingham Study has produced some of the most notable medical findings related to cardiovascular risk and the progression of heart disease. It identified the major heart disease risk factors—high blood pressure, high blood cholesterol,25 smoking, obesity, diabetes, and physical inactivity—and the influence of age, sex, menopause, and psychosocial factors.26 The contributions of the Framingham Study to the theoretical and methodological development of epidemiology are also highly significant. The epidemiologist Mervyn Susser argues that it was one of two major historic epidemiologic events (the other being the linking of lung cancer to cigarette smoking) that firmly established the multifactorial paradigm with its attention to potentially modifiable environmental factors.27 The Framingham Study is often held up as an exemplar of epidemiologic research and as the model and prototype for a prospective cohort study,28 a specific and (from that point forward) widely used study design in which a group of individuals is followed over a period of time to observe who develops the condition in question.

The prospective cohort study was a critical conceptual and methodological development. As the science and technology studies scholar Anne Pollock observes, “[S]tudying healthy populations—rather than ones selected because they already had a particular disease of interest to investigators—was an innovation that reversed the lens of pathology...[a] shift from seeing the body as inherently healthy in need of occasional intervention...to one always at multiple risk for disease.”29 Indeed, as the first site in which the term “risk factor” was used instead of “cause,”30 the Framingham Study served to verify and integrate the very concept of risk factors into modern medicine.31 Thus while people were no longer seen as vulnerable to inevitable processes of degeneration, they were viewed as always potentially at risk and therefore in need of surveillance, screening, preventive services, and other medical interventions. Crucially, as the historian Robert Aronowitz points out, the risk factor approach did not so much displace existing models of disease as supplement them with new procedures for quantifying variables and establishing their relationships to illness.32 Thus Framingham served to demonstrate the utility of new methods of epidemiologic research, the ability of such studies to produce knowledge that could enhance the public’s health, and the legitimacy of a new perspective on disease progression. As a pioneer of a new paradigm of clinical surveillance and intervention, the Framingham Study stretched research much earlier into the formation of disease than ever before.

However, upon closer examination, the story of the Framingham Study is not so neat. In many ways, the study breached many of the foundational principles and rules for the conduct of a study that epidemiologists now take to be inviolate.33 For example, the basic objectives of Framingham were revised after the study and data collection had begun.34 As originally envisioned by the study’s founders in 1947, its purpose was to establish the incidence of heart disease among the general population. However, when the National Heart Institute took over the study in 1949, its rationale shifted to determining factors influencing the development of heart disease. Only at this point was a required sample size estimated and data collection protocols and instruments accordingly revised; these continued to be modified over the years. However, recruitment efforts were not successful in gaining the participation of sufficient numbers of potential respondents selected at random, and the sample was therefore supplemented by volunteers. Yet, most descriptions of the Framingham Study in epidemiology textbooks and other accounts elsewhere omit these alterations, while others defend the methodological integrity of the study. For example, Thomas Dawber, a principal investigator of the Framingham Study in its earlier years, argues that with the modified objective of determining which differences among groups played a role in incidence, random sampling and high participation rates were no longer imperative:

Random sampling is not essential if the purpose of an epidemiologic study is to compare subgroups of the population determined by specific characteristics. The primary concern should be that the population contain sufficient numbers of subjects of these characteristics to enable comparison.35

In part because of these methodological workarounds, conclusions drawn from the Framingham Study have always been dogged by questions about their generalizability and the representativeness of the sample. While the study did include almost equal numbers of women and men and some attempts were made to measure indicators of socioeconomic status, concerns were raised about refusal and retention rates as well as the inclusion of only white individuals. Indeed, many questioned whether the study’s estimates of incidence and risk were reliable enough to be applied to other populations. Yet, according to Dawber,

there appears to be good reason to accept the Framingham findings as a reliable estimate of the actual incidence of the various disorders, with some obvious exceptions: there were too few black residents of Framingham to provide sufficient incidence data; the makeup of the white population was not completely representative of the U.S. white population; and there were more participants of Italian extraction than would be found in most communities in this country. However, unless national origin plays an important role (which apparently it does not), the data reported may be considered reasonably representative of the North American white population.36

This conclusion seems curious, in that “national origin” (or “Italian extraction,” as it was termed in data collection instruments and some publications) among whites was summarily dismissed as playing a role in coronary heart disease incidence,37 whereas the importance of “race,” defined here as a black–white binary, was in comparison unquestioned. Given the relative lack of knowledge about racial disparities in heart disease incidence and risk at that time, the taken-for-granted significance of race is striking.38

Given these problems, along with the initial lack of recruitment procedures including eligibility criteria, data collection methods, and details of how the data were to be analyzed, Susser argues that the Framingham Study would never have been funded in today’s political, economic, scientific, and regulatory contexts.39 Indeed, in 1995 the Framingham investigators had to add the Omni Study, a cohort of minority residents, in order to comply with the new 1994 mandate that National Institutes of Health–funded research on human subjects include representation by minorities and women.40 Nonetheless, the “successes” of Framingham served to establish the now-dominant conviction that the determinants of heart disease can legitimately and usefully be thought of as constellations of measurable risk factors, that the varying prevalence of these risk factors across populations explains the varying incidence of heart disease, and that prospective studies produce sound epidemiologic data and scientifically defensible results.

Expanding Epidemiologic Surveillance and Biomedicalizing Difference

Since the Framingham Study, numerous cohort studies, involving scores of communities and millions of individuals, have been launched to investigate etiologic factors of cardiovascular disease.41 These massive epidemiologic projects were part of a larger phenomenon in the United States to produce quantitative criteria for public decisions, aided by the success of quantification in the social, behavioral, and medical sciences alongside the emergence of a “culture of evidence.”42 Also, in the postwar period in the United States, the rise of laboratory-based medical sciences instigated efforts within epidemiology to redefine its own bases of scientificity, in part by presenting its statistical research designs as experimental and reframing communities as metaphorical laboratories.43 Long-term studies of communities therefore afforded a way for epidemiology to remain scientifically and socially relevant.

Cohort investigations of communities other than Framingham began in Tecumseh, Michigan, in 1957 and in Evans County, Georgia, in 1960. Other community-based studies include the Honolulu Heart Study, started in 1965 with a sample of Japanese American men (N=8,000)44 who enabled the investigation of cultural, dietary, and immigration factors in the development of heart disease.45 Beginning in the 1980s, several cohort studies were initiated that involved multiple recruitment and research sites. For example, the Atherosclerosis Risk in Communities Study (ARIC) began in 1987 (N=16,000), with sites across the United States, and a significant subsample of African Americans.46 The Coronary Artery Risk Development in Young Adults (CARDIA) study was initiated in 1984 with a sample fairly evenly divided among blacks and whites, and women and men from four urban areas (N=5,100).47 In 1989, the Cardiovascular Health Study began among a randomized sample of elderly people (N=5,000) in four clinical sites. More recently, the Multi-Ethnic Study of Atherosclerosis (MESA) was initiated in 1999 to observe and identify subclinical characteristics and risk factors of cardiovascular disease; approximately 28 percent of the cohort is African American, 22 percent Hispanic, and 12 percent Chinese American (N=6,500).48 Other efforts to focus more exclusively on the cardiovascular risk factors among women and people of color have accelerated and include the Nurses’ Health Study, begun in 1976 with a sample of female nurses (N=122,000);49 the Strong Heart Study, launched in 1989 among Native Americans (N=4,500);50 the Women’s Health Initiative, which in 1993 started recruiting women from multiple racial and ethnic backgrounds (N=205,000);51 and the Black Women’s Health Study, initiated in 1995 (N=65,000).52

Some of the core epidemiologic claims about cardiovascular risk produced by these observational studies helped establish key risk factors.53 For instance, in the 1960s through the early 1970s, epidemiologic research first indicated links between diet, serum cholesterol levels,54 Type A behavior,55 and coronary heart disease. In the American Heart Association (AHA) Pooling Project, scientists from the AHA Committee of Epidemiological Studies–Subcommittee on Criteria and Methods decided to minimize the perceived uncertainties of an increasing number of small epidemiologic studies on coronary heart disease by conducting a statistical summary of risk factors and individual coronary heart disease risk from several select cohort studies. The Pooling Project firmly ascertained the quantitative relationships between cholesterol, blood pressure, smoking, and coronary heart disease risk, and its publications56 “had a major strengthening effect on the risk factor concept as the basis for preventive action.”57

The following decade was marked by the emerging understanding of the contributory role of lipids and lipid fractions,58 insulin, and alcohol consumption in cardiovascular risk. In the mid-1980s through the 1990s, interest in Type A behavior shifted to attempts to dissect component effects of hostility and anger59 and the risks associated with restricted social networks and social support.60 The importance of obesity and body fat distribution, and the role of diet, particularly the effects of antioxidants and different kinds of foods, were further elaborated.61 Now, genetic epidemiologic research into genetic polymorphisms potentially linked to heart disease has begun in many of these cohort studies, including ARIC, CARDIA, MESA, and the Strong Heart Study. This time period also witnessed the growing understanding of the importance of risk factor clustering—that certain susceptibilities often travel together and have both independent and synergistic effects on one another and on the cumulative risk for heart disease.62 Metabolic syndrome is probably the most commonly recognized of these clusters. It consists of central obesity (excess weight around the middle and upper parts of the body) and insulin resistance (wherein the body uses insulin less effectively, leading to elevated levels of fat and blood sugar), along with other risks such as physical inactivity and inflammatory factors in the blood. Insulin resistance is itself a constellation of interrelated risk factors and markers that include abnormal cholesterol levels, hypertension, and obesity; metabolic syndrome is also referred to as insulin resistance syndrome or Syndrome X.63

What are now considered to be the main, established risk factors for coronary heart disease include cigarette smoking, high blood cholesterol, high blood pressure, diabetes, sedentary lifestyle, and obesity. These factors also constitute the primary elements that go into clinical risk assessments. Male sex, family history of heart disease, and increasing age are also widely recognized as risk factors. However, these known risk factors altogether account for only approximately 40 percent of the cases of heart disease; that is, more than half of the individuals who have heart disease have none of these factors.64 Thus ongoing epidemiologic research is also examining a slew of newer risk factors—such as homocysteine, inflammatory factors, C-reactive protein, and fibrinogen (all chemicals or proteins found in the blood), among others—for their effects on the incidence and progression of cardiovascular disease, and for their predictive value in identifying who will eventually develop heart disease.

Under the intense surveillance of epidemiologic cohort studies, individuals classified as distinct groups and populations characterized by particular risk factors become sites for the further production of epidemiologic knowledge on cardiovascular risk. Indeed, often asymptomatic risk factors are seen as diseases in and of themselves, producing new classes of patients and changing our norms of what constitutes legitimate targets for medical intervention to include those that derive their meaning from their probabilistic associations with disease.65 When demographic and behavioral factors are implicated in producing more frequent adverse outcomes, as is often the case, standards of conformity and deviance are created.

Moreover, the power of these knowledge claims and acts of judgment about health risks is magnified by the mask of scientific neutrality, generated through the constitution of epidemiologic knowledge and the rational, statistical arbitration of risk. As Porter notes, the validity of epidemiologic calculations, embodied in their seeming abstractedness and scientific objectivity, serves as “an agency for acting on people, exercising power over them....Numbers turn people into objects to be manipulated.”66 Individual bodies are constructed not as the potential objects of medical control, but as the de facto objects of epidemiologic surveillance, under the current assumption that almost all bodies have one or more health risk factors.67 Epidemiology’s classificatory practices thus confer scientific legitimacy on the enterprise of risk assessment and management, imparting an aura of rationality to what are thoroughly social, power-laden, and ultimately hierarchical discourses, institutions, and practices.

These governing and disciplining knowledges and technologies of epidemiology reflect and sustain longstanding public health and biomedical concerns to categorize and pathologize populations by race, class, and gender.68 Such efforts do not go unresisted, however; there is a strong though often obscured history of counter-hegemonic understandings of the health effects of race, class, and gender. Many social movements have contested the dominant politics of disease causation and health care, even going so far as to set up alternative health systems that they believe took better account of the role of social difference and inequalities in the production of health.69 But even against the backdrop of this resistance, the epidemiologic gaze continued to sharpen its focus, such that scrutiny has converged upon select groups whose members manifest or embody a disproportionate share of the “problem” of heart disease. Based on the multifactorial model, epidemiologic research seeks to identify characteristics of the “host” which increase the likelihood that a category of individuals defined by those characteristics will develop some condition or disease. As the social studies of biomedicine scholar Catherine Waldby explains,

This conceptualisation of disease aetiology means that epidemiological science can only proceed through the specification and classification of sub-populations. If the social topography of disease is taken to indicate a pattern of disease aetiology constituted at least in part through host factors, then hosts must be categorised according to these factors.70

Thus, the conceptual framework of the multifactorial model, which posits that differences in host characteristics contribute to disease, enables the biomedical relevance of racial, socioeconomic, and sex/gender classifications and their inclusion as flattened, reductionist variables in epidemiologic research. Conventional epidemiologic practices categorize the population at large into more specific classifications of higher- and lower-risk groups. The focus is thereby narrowed on subpopulations—often characterized by sociodemographic dimensions of race, socioeconomic status, and sex—that represent apparently more pressing concerns. (Indeed, Pollock argues that the very emergence of modern cardiology was deeply intertwined with efforts to differentiate and construct distinct racial and class groups.71) In so doing, however, epidemiology has run into a series of issues that I explore next.

Conceptual, Methodological, and Political Contestations within Epidemiology

Currently, the production of epidemiologic knowledge continues to escalate, and the public and policymakers increasingly turn to its findings for guidance on risk identification, assessment, and management. At the same time, the reliability, utility, and relevance of epidemiology has been subject to ever closer scrutiny both within the epidemiologic community and from without. In particular, debates over the front and back ends of the epidemiologic research process—setting the agenda and research questions, and the interpretation and application of results—can be especially intense.

However, epidemiologists, like many other scientists, feel that public doubts about the utility of their discipline stem from the public’s fundamental misunderstanding of the objectives, interpretations, and inherent limitations of the scientific arbitration of risk. For example, the then-editors of the New England Journal of Medicine, Marcia Angell and Jerome Kassirer, found fault with the press for its reporting of epidemiology and with members of the public for their “unrealistic expectations” of what modern medical research can do for their health. They assert that “the public at large needs to become much more sophisticated about clinical research, particularly epidemiology.”72

Such representations of a misguided public echo the science studies scholars Alan Irwin and Brian Wynne’s observation that the dominant ideology regarding the public’s understanding of science assumes that lay people desire and expect certainty. The public is therefore seen as incapable of confronting “science’s ‘grown-up’ recognition that risk and uncertainty are intrinsic to everything.”73 However, within critical social studies of science, normative assessments of the public’s “misinterpretation” and “ignorance” of scientific objectives, methods, and results are considered to be framings of the “problem” that are socially constructed and power-laden. Such claims serve to fortify the demarcation between “expert” understandings and analyses of risk and disease and what the “lay” public is able to grasp, thereby sustaining the social credibility and authority of science.74 Indeed, qualitative field research indicates no such naïveté and instead shows that individuals and groups are quite sophisticated and sometimes more aware of the ambiguities and contingencies of scientific knowledge than scientists are forthcoming about them.75

In this vein, public doubts about the utility and credibility of epidemiology implicitly and explicitly question the ability of cardiovascular epidemiology, as currently practiced, to address the kinds of issues that some argue matter most for public health. The taken-for-granted nature of the multifactorial model, the risk factor approach, and other aspects of the contemporary epidemiologic paradigm seem to have been disrupted to some extent. There is no longer the undisputed confidence that standard techniques will provide plausible and reliable answers to questions of disease etiology and risk reduction. Moreover, challenges such as the persistence of social inequalities in heart disease incidence and outcomes are proving increasingly pivotal to the public’s as well as scientists’ assessments of the efficacy of epidemiology. At their core, these contestations speak to the changing social conditions within which epidemiology plays an increasingly visible role yet paradoxically also comes under increasing fire. As such, epidemiology as a discipline constitutes a significant site of both public and professional surveillance, participation, and intervention.

In the following sections, I examine some of these contestations, using ethnographic and interview data, as well as findings from a content analysis of literature on epidemiologic theories, methods, and the state of the discipline. These debates involve some of the key concepts and discourses in epidemiology, including notions of causal inference, validity, and units of analysis. Although on their surface these debates appear to be highly technical, they go to the core of how scientific and social credibility are intimately intertwined, and they prove to be particularly consequential for the study of social inequalities in heart disease.

The Problem of Causal Inference

A major fissure within epidemiology and source of critique from without has to do with resolving the issue of causal inference, or the ability of a study to make claims about potential disease determinants or causes from the data. The choices of study design and methods are absolutely critical. Evolving alongside advances in basic and clinical research, epidemiology has developed a well-understood hierarchy of research models and kinds of data based upon the perceived relative validity of the answers each provides. This hierarchy embodies, in a sense, the epidemiologic conventional wisdom on the ability of various kinds of study designs to make scientifically supportable claims about causality. At the apex of this hierarchy is the randomized controlled trial, in which the exposure to some suspected causal factor is applied to a randomly selected experimental group of research participants, while it is replaced with some kind of placebo or alternate intervention for the other, control group.76 This design enables the assumption that the experimental and control groups are quite likely to be “otherwise equal” with the sole exception of the exposure or risk factor under study. This assumption in turn permits the inference that any observed effect must be due to the independent contribution of the experimental intervention. This ability to experimentally and deliberately control the exposure independently of other factors and the random selection of who is to be exposed are widely represented as making the randomized trial the most powerful research tool for ascertaining causation. Indeed, I found that in scientific meetings, public lectures on heart disease risks and causes, interviews with epidemiologists, and in epidemiology textbooks, these features of clinical trials are repeatedly noted in order to bolster the legitimacy of their conclusions.

On the other hand, observational data of the kind generated in large quantities by heart disease cohort studies,77 like those described earlier in this chapter, are regularly depicted as coming in a poor second. In fact, observational data are often viewed as suspect in that they can lead to misconceptions about disease etiology and risk that sometimes prove to be obdurate, even in the face of later, “more accurate” clinical trial data that counter observational findings. For example, epidemiologists I interviewed frequently note that data from observational studies of the effects of hormone replacement therapy on heart disease risk led to the belief that it reduced cardiovascular risk for postmenopausal women.78 Yet this conventional wisdom was subsequently contradicted by data emerging from several large, highly reputed clinical trials. Respondents thus repeatedly caution that findings from observational studies must be viewed as provisional answers and not definitive, “conclusive” ones, which can be obtained only through randomized controlled trials.

However, assessing causation in chronic conditions like heart disease involves substantial uncertainties on pivotal issues such as the timing and nature of exposures, long incubation periods, the progressive nature of the disease, and the multiple co-factors involved in pathogenesis.79 For example, many of the risk factors under study in cardiovascular epidemiology, such as sedentary lifestyle, obesity, and high cholesterol, take years to produce results large enough to be measured. Moreover, these risk factors often interact with one another, complicating attempts to ascertain causes, mediators, and effects. Such uncertainties further undermine the ability of studies to make causal claims in the case of complex, chronic diseases.

Moreover, statistical association is not the same as a causal relationship. Although historically in the development of epidemiology, statistical methods enhanced the scientific status of the discipline and the plausibility of its flagship disease model—multifactorial causation—critics point out that at the end of the day, epidemiology rarely is able to say that risk factor X is a cause of disease Y. In fact, exactly what is meant when the term “risk factor” is invoked is ambiguous; it can refer to cause, association, predisposition, or susceptibility. This embodies, as Aronowitz notes, both the limitations and the attraction of the risk factor logic80 that characterizes a great deal of cardiovascular epidemiology. While the precise meaning of a statistical association is highly ambiguous, scientists can avoid having to equivocate among one meaning or another. Instead, risk factors can be defined “by utilitarian or empiric criteria,”81 simply by their demonstrated statistical relationship to heart disease. Indeed, the multifactorial model could be construed as “an objective model of disease causation with no beginning or end—just multiple, interacting associations...an empirically driven and often mechanismless multicausality....Whatever worked in a model was potentially causal....It was left to statistical techniques to sort out the relationship among factors.”82 Thus, in settling questions of causality—the very reason why such studies are presumably launched in the first place—epidemiologic research frequently falls short.

In addition, the factors of most interest here—racial, class, and gender differences—cannot be randomly “assigned” to individuals as can a drug or a low-fat diet. Moreover, even if they could, it could not be done so independently of other factors that would make the experimental and control groups “otherwise equal.”83 One’s race, class, and gender permeate and indelibly shape so many other aspects of life potentially related to cardiovascular health that it would be impossible for groups to be “otherwise equal.” This thereby violates a key assumption that helps to validate inferences of causality. Thus, not only feasibility but also epidemiologic validity becomes problematic in the quest to address issues of social inequalities and their consequences for cardiovascular health through clinical trial research. Observational research, then, represents the next best solution.

But in relying on observational studies, epidemiologic research on the roles of sociodemographic inequalities in heart disease incidence and distribution encounters other methodological quandaries that have hampered its ability to state with confidence the conclusions of a study and its implications. Such research depends upon the reliable collection of myriad factors that influence cardiovascular health. Through the application of multivariate statistics (an analytic analogue to the theoretical framework of the multifactorial model84), it is assumed that the contributions of each epidemiologic variable—including categorical race, socioeconomic status, and sex—to the outcome can be independently calculated. However, the impossibility of disentangling the effects of one variable from those of another, and from other aspects of life that may affect heart disease incidence, means that the assumption of “independent” variables is again violated.

Disputes about Validity

A second methodological quandary that epidemiology runs into, particularly when investigating inequalities in heart disease, is the problem of validity. In designing a study, there is always some amount of tradeoff between what are termed “internal” and “external” validity. Internal validity is closely related to the issues of causal inference discussed above. It refers to the extent to which conclusions drawn from the data in fact reflect the normative “reality” of the group being studied per se and are not the outcomes of biased or chance observations. This aspect of epidemiologic research is often encapsulated in calculations of a study’s statistical significance, confidence intervals, and so on. External validity, in contrast, refers to the degree to which the conclusions drawn about the group under study can be applied to other groups and populations; this characteristic bears on concerns about a study’s generalizability.85 Thus the selection of a study sample that is heterogeneous, while enhancing its external validity because the sample mirrors more closely the natural variability within the general population, may threaten its internal validity because so many differences exist within the sample that it is difficult to tease out which play a role in the outcome of interest. On the other hand, the selection of a more restricted sample has the potential to strengthen its internal validity, but at the expense of its generalizability.

Because of this seemingly unavoidable tradeoff, research on samples that are diverse along sociodemographic lines may be viewed as scientifically suspect in terms of their internal validity. On the other hand, studies of groups that are limited by racial category, socioeconomic status, or sex—samples, in effect, defined by their “difference”—are viewed as circumscribed in their applicability to other groups. Working on the assumption that results without internal validity are of little use to either the group being researched or to other populations, many epidemiologists tend to give up external validity for internal validity, creating a body of knowledge based on fairly circumscribed and homogeneous samples.

The use of complex social variables like racial categories and socioeconomic status86 will always, to some extent, be plagued by questions of scientific validity (the extent to which they measure what they set out to measure), and reliability (usually judged by the degree to which measurements can be replicated across space and time). Within epidemiology, stable and quantifiable markers that reside in the biological body are constructed as more definitive and accurate indicators of risk and effect, or, as one epidemiologist put it, as more likely to be “really measuring what you want [them] to measure,” and therefore less threatening to internal validity. Causal claims are thus seen as far more legitimate when they emerge from studies using biologically manifested measures. Epidemiologists I interviewed who use or had considered using measures of racialized or gendered experience or class-based exposures that went beyond the conventional indicators recounted the subtle pressures they felt to “prove” the scientific acceptability of such measures. These epidemiologists perceived being “disciplined” by their colleagues and by epidemiologic convention, and socialized as scientists to choose instead biological indicators perceived to be more reliable because they are viewed as more replicable.87 Epidemiologic research on the causes of social inequalities in heart disease, then, often falls short of ideal standards of measurement and validity in this regard.

Critiques of Conceptual and Methodological Individualization

In addition to these methodological concerns of validity in the epidemiology on racial, socioeconomic, and sex differences, a host of broader, more fundamental epistemological debates figure prominently in the often fractious world of epidemiology. A primary point of contention is the devolution of the focus of epidemiologic concepts and practices to the individual. Because most epidemiologic findings emerge from research in which the unit of analysis is the individual, processes and dynamics of disease risk and causation are systematically reduced to the level of the individual, simultaneously simplifying a complex world into smaller, presumed independent units of observation.88

The image of a complex and interconnected “web” of both causal and protective factors that together determine an individual’s health status tends to concentrate attention on those risk factors closest to the outcome of interest. These typically translate to the direct biological or behavioral risks addressable at the individual level.89 Nancy Krieger, a prominent social epidemiologist, for example, finds that at critical shifts in the historical development of epidemiology, practitioners were exhorted to focus on identifying “causes” most amenable to medical intervention as close to the specified outcome as possible, given that “‘even knowledge of one small component may allow some degree of prevention.’”90 Even so-called psychosocial and social-behavioral variables—such as health-seeking behaviors, social support, and lifestyle factors like exercise, diet, and smoking—are measured at the individual level. Underwriting such methodological practices is the notion that these factors, despite their occasional designation as “social” variables, are individually mediated, the independent characteristics and behavioral choices of decontextualized individuals. Some epidemiologists thus argue that these practices implicitly assume that characteristics of one’s social environment, as incorporated in the multifactorial model, are exogenous to the individual—that one’s circumstances are taken as a given, as if individuals were dropped into a set of conditions that are not socially constructed or patterned.

Moreover, the kinds of interpretations conventionally given to statistical associations between risk factors and measures of race, socioeconomic status, and sex serve to further reinforce the “individualization of risk,” perpetuating the notion that risk is individually, rather than socially, determined.91 For example, the recognition that rates of sedentary lifestyle or physical activity vary systematically by race, income, education, and sex92 is often interpreted to be the consequence of the lifestyle choices and risk management routines of individuals.93 At other times, studies examining rates of physical activity adjust or control for racial category and socioeconomic status or compare across racial and socioeconomic categories,94 often with little discussion or explicit study of the complex social contexts and causes leading to sedentary lifestyles. The first convention clearly individualizes the risk of physical inactivity, fostering “blame the victim” assumptions, while the second often can leave the impression that such associations are to be expected given the populations in question, playing into common racial and class stereotypes.

Conventional epidemiology therefore remains predominantly concerned with the identification of individual-level risk factors,95 earning it the label of “risk factor epidemiology.” Such consequences further concretize the notion that non-intersectional and individualistic constructions, such as racial classifications, socioeconomic status, and sex, additively help “explain” the distribution of health and illness, pushing aside uncertainty and ambiguity over what exactly about one’s race, class, sex, or gender shapes risk for chronic illness and how these mechanisms operate in concrete practice.96 There is an inherent contradiction here: Race, class, and gender are not attributes of individuals but refer to relations among socially defined and differentiated groups. Thus an epidemiology of individuals and their risk factors will not be able to account for such group-based processes and relationships. All of these slippages and conceptual imprecision, some epidemiologists argue, produce an overly simplified, reductionist, and therefore inaccurate and scientifically invalid picture of disease causation and risk vis-à-vis such categories.

Thus, many social epidemiologists—who represent an important subfield within the larger discipline—advocate fundamental conceptual and methodological shifts that require the incorporation of variables at the group level into the analysis of individual-level health outcomes.97 Social epidemiologists argue that social relations may affect individual health outcomes independently from individual factors,98 an epidemiologic analogue to the sociological proposition that individuals are shaped not only by their personal characteristics but also by the characteristics of the social groups to which they belong. As Krieger asserts,

the essential claim is that understanding patterns of health and disease among persons in these groups requires viewing these patterns as the consequence of the social relationships between the specified groups....This perspective...asks how individuals’ membership in a society’s historically-forged constituent groups shapes their particular health status, and how the health status of these groups in turn reflects their position within the larger society’s social structure.99

Social epidemiologists thus promote the thesis that disease is socially produced and that the relative positions of socially designated groups and the structural processes and institutions that maintain such positions are highly consequential for their health. A more comprehensive understanding of disease etiology must therefore include the investigation of social, cultural, and political forces as causes of illness as well as the biological ones, and of group-level dynamics as well as individual characteristics.100

Though the inclusion of both individual- and group-level factors in epidemiologic studies may appear at first mention to be a relatively innocuous practice, it in fact challenges many of the discipline’s standard operating procedures and assumptions about the scientific validity and legitimacy of different types of research and data. With the “individualization of risk”101 and the focus on individual factors and outcomes, group-level data is perceived by traditional epidemiologists to be less useful in contributing to etiologic understanding. Further, such data can even be viewed as somewhat suspect in that they can indicate associations between some variable and outcome that may not bear out at the individual level. The lore of epidemiology is in fact littered with famous examples of such “ecological fallacies.”102 Common epidemiologic practice usually proscribes mixing individual-level with community- and macro-level variables, because numerous statistical complications can arise, rendering problematic the drawing of causal inferences from such multilevel data.103

However, social epidemiologists counter that while such concerns are indeed valid, “the complexity of developing theoretical formulations that relate multiple levels...is likely to be a better reflection of reality than the simpler multicausal models prevalent today.”104 The epidemiologists Mervyn and Ezra Susser,105 for example, argue for moving beyond the multifactorial framework of disease causation to a causal model based on the metaphor of Chinese boxes, a set of boxes of differing sizes that nest within one another. The essence of this new paradigm is that disease causation occurs on multiple levels, and the integration of these levels is critical to investigating and solving a designated problem. In using this conceptual framework then, “hypothesis, design, and analysis would always keep in focus the object of viewing all the relevant levels as a whole. Each level is seen as a system in itself that interacts with those above and below it.”106 Social epidemiologists also express great interest in plumbing mathematical modeling and statistical procedures designed to account for complex, fluid, and dynamic systems that are being used in other disciplines, including econometrics, climatology, and the study of global warming.107

The epidemiologist Ana Diez-Roux also proposes that alternate types of causation be considered:

These include not only causal determination (determination of the effect by an external cause, as in “among susceptible individuals, smoking causes lung cancer”) and statistical determination (as in “x percent of persons with high cholesterol will develop a myocardial infarction”), which are the types of determination commonly implicit in epidemiologic research, but also other types of determination such as reciprocal causation and structural or holistic determination....Reciprocal determination (determination of the consequent by mutual action) would be present if, for example, a person’s consumption of “unhealthy” foods is influenced by the types of foods available where he or she lives, and if in turn food availability is influenced by consumption in the area. Holistic determination (determination of the parts by the whole) would be present if a person’s risk of adopting a certain behavior were influenced by the prevalence of that behavior in the social group to which he or she belonged, or if a person’s risk of disease depended on the degree of social inequality in his or her society.108

The concepts of reciprocal and holistic determination aim to consider the contextual and social conditions and situations within which people live and work and allow for synergistic and more complex relationships between individuals’ traditional risk factors and their social, cultural, and material communities and environments. Such new definitions of causality are potentially important to the study of sociodemographic inequalities in heart disease, as they provide fresh conceptualizations of those cardiovascular risks that are frequently mobilized in explanations for racial, class, and gender differences, as discussed in the Introduction and in chapters 3 through 5.

Finally, social epidemiologists emphasize the distinction between the question of why some individuals are at higher or lower risk than others and that of why some populations as a whole are at higher or lower risk. The work of the epidemiologist Geoffrey Rose109 has been theoretically influential in formulating a different set of etiologic questions based upon this distinction. Rose points out that the set of factors which explains why a particular individual has a disease may be very different from society- or population-wide forces that produce a populace with a particular distribution of risk for that disease. Relatively rare factors may explain the risk distribution of individuals while widespread and common factors can account for the distribution among populations. The former approach is characteristic of conventional risk factor epidemiology, while the latter articulates a population-based strategy.

Conclusion

As a basic science of public health, epidemiology has had to deal with a public that is increasingly diverse, more demanding that science acknowledge and account for its diversity, and at times openly skeptical of the utility and credibility of epidemiology as a relevant and beneficial scientific discipline. Critiques and commentaries on mainstream epidemiology, both from within and from outside the profession, have occasioned much contestation and debate, even earning the label of “the epidemiology wars.”110 Great divides exist on what is considered causally “fundamental”: Some argue that social, political, and structural influences underlie individual and biological causes of disease.111 Others argue that all levels of causation—social structural, individual, and genetic—matter, and that it is meaningless to designate one as more important than another.112 And finally, still others simply observe that the balance in the epidemiologic knowledge currently being produced and in the body of epidemiologic literature as a whole needs to be tipped more toward the consideration of societal and structural factors, as currently it tends to favor the individual and micro levels.113

Certainly there is much contestation within the epidemiologic community over whether more, better, or radically different theoretical and methodological explications can strengthen the discipline and perceptions of its utility and credibility. Simultaneously, there is considerable deliberation about how epidemiology can achieve its goal of determining disease mechanisms and improving public health, and what kinds of scientific, methodological, and/or conceptual endeavors might accomplish this.114 Debates over whether deep and fundamental changes to the practice of epidemiology may be in order have filled the pages of leading epidemiology journals, the hotel hallways and ballrooms of epidemiologic conferences, and the narratives of cardiovascular epidemiologists interviewed.

Mervyn Susser, for example, attributes the present “stagnation and inertia” of epidemiologic science to the ultimate failure of the dominant conceptual paradigm—the taken-for-granted multifactorial model of causation—to further illuminate chronic disease etiology and stimulate new thinking in epidemiology.115 Instead, he argues, “The dominant risk factor black box obscures our vision and impedes our capacity to deal with the near future.”116 As indicated by the deficiency of current epidemiologic knowledge and procedures, “the signs are ominous that we are nearing its displacement by a new era....[W]e need either to adopt a new paradigm or face a sort of eclipse.”117 Raj Bhopal, in his review of epidemiology textbooks, argues that their heterogeneous vocabulary to describe concepts and methods, and differences in perspectives on the purposes and scope of epidemiology, can be read as Kuhnian indications of an evolving discipline or signs of an imminent paradigm shift.118 Others suggest that epidemiology may already be in transition “from a science that identifies risk factors for disease to one that analyzes the systems that generate patterns of disease in populations...from relationships between exposure and disease variables to the analysis of systems that give rise to exposures and through which those exposures act to cause disease.”119 But the fact that at least within the epidemiologic community, these debates largely revolve around issues of science—its concepts, models, methods, and the like—reflects Porter’s observation that

scientific knowledge is most likely to display conspicuously the trappings of science in fields with insecure borders, communities with persistent boundary problems....Science is indeed made by communities, but communities that are often troubled, insecure, and poorly insulated from outside criticism....The enormous premium on objectivity in science is at least partly a response to the resultant pressures.120

Whether epidemiology is to be transformed by approaches infused with new theoretical frameworks or by renewed commitments to conventional definitions of scientific rigor and validity, or by both, or by altogether other forces, social and cultural analyses of science argue that scientific disciplines do not “progress” on some linear path or by intellectual considerations alone.121 Ultimately, no amount of methodological reform can “rid” epidemiologic knowledge of the social and political concerns of the actors who construct it and the broader social, cultural, and political situations within which they must do so.122 Instead, social, cultural, political, and economic forces and the content and conduct of science must be viewed and analyzed as mutually shaping and constituting one another. This co-production of science and society can be especially visible and acute when considering the nature and influence of human differences on human health, as the chapters that follow will show.


3

The Contested Meanings and Intersections of Race

In this first of three chapters on the meanings of difference, I show the complicated and highly contested terrain of epidemiologic and lay considerations of race and its intersections with class and gender. This terrain is deeply divided, in that scientists in my study tended to attribute racial disparities to cultural differences, while those living with heart disease foregrounded the structural, relational, and intersectional processes of racialization to make sense of their risks. It is no wonder, then, that the lay people I interviewed consistently critiqued conventional racial and ethnic categories used in epidemiology, as well as in everyday life, for their inadequacy in capturing the complex meanings of race and its implications for cardiovascular health. However, this dissatisfaction with racial categories is in fact shared by the epidemiologists I spoke with, and there are also many contradictions and rifts among both the scientists and people with heart disease in how they thought about, understood, and mobilized notions of race.

In this chapter, I first describe epidemiologists’ and lay people’s discontent with racial classification, with special attention to a subtle but significant distinction in the source of their dissatisfaction. For their part, scientists expressed frustration with categories that have uncertain and leaky boundaries; lay people, in contrast, critiqued the act of categorization itself. I then move on to the contours of the science–lay divide by showing how scientific and lay talk and thoughts about race are the most at odds with each other, and in ways that underscore differences not just in the content and meaning of race, but in their very conceptions of how inequality—of which race is only one dimension—is lived. Scientists were often quite adept at talking about the health implications of race in a piecemeal, separable, factorialized kind of way. For them, race was most frequently constructed as cultural difference, and occasionally as biological difference. In contrast, race for lay people had a kind of all-encompassing property to it that intertwined and interlocked with family economics, attributions of class, feminized labor, segregation and neighborhood environments, educational opportunities, and so on. That is, in a word, they understood inequality to be intersectional, as the last sections of this chapter will show.

By detailing the routinization of racial categories in epidemiologic science and its inclusion of “race” as an individual-level, culturally mediated trait, this chapter shows how epidemiology neglects the intersectional social, political, and structural processes and relations of power that operate as significant determinants for cardiovascular risk and health. In so doing, epidemiology effects a stratified form of biomedicalization that attends to some aspects of racial difference and some pathways through which race shapes health, while excluding others from scientific inquiry and policy intervention.

Racial Classification: Lived Identity versus Scientific Categorization

In epidemiologic research in the United States, race is conventionally measured by self-classification into one (or sometimes more) of the racial and ethnic categories now standardized by the U.S. Office of Management and Budget1: American Indian or Alaskan Native, Asian, Black or African American, Native Hawaiian or Pacific Islander, White, and Hispanic or Latino.2 Epidemiologists regularly use these categories to limit study samples or to adjust study results, under the assumption that systematic differences in the relationship between dependent and outcome variables may exist between different races. But when asked to reflect on their experiences of racial identification, the lay participants I spoke with pointedly critiqued scientific attempts to measure and use race as a variable in epidemiologic research on several counts. What follows is an examination of both scientists’ and lay people’s reactions to racial categorization processes.

My interviews with lay people living with heart disease underscore the power of social inscription and categorization in shaping how lay participants racially classify themselves. Many interviewees spoke passionately about the eclipsing influence of others’ perceptions in forming and naming racial identity. For example, Carmen Hernandez described herself as “a mixture...of Indian blood...African blood and some white blood” but identified as a “Latina of Mexican, Colombian descent” and explained why she sees herself as such:

My feeling is more that I lean more toward the minority part of...my background, than I do to the white part—to a certain extent partly because that’s how I’ve been treated. I’ve been treated as what they call a “Hispanic” woman....And when the dominant culture tells you you’re Hispanic, that encompasses a lot of things....A lot of people have seen me as that, not necessarily because I profess myself as that, but because they simply see me as somebody who is different.

Diane Jamison, an African American woman who developed hypertension in her early thirties, also echoed the primacy of racial inscription over self-identification in shaping the lived realities of individuals. In expanding on this point, she used both herself and the multiracial professional golfer Tiger Woods as examples:

[Tiger Woods] was trying to acknowledge all of his different ethnic backgrounds, and I was thinking to myself, that’s true, we all have different things in our background. But because you look like an African American person, you’re going to move through the world like an African American person, and your experience is going to be that of an African American person....I mean, when he won the Masters [Golf Tournament, in 1997], they were like, “Well, are they going to have collard greens and sweet potatoes?”...It never goes away!...You can identify all kinds of ways, but the truth of the matter is that the world looks at you the way you look, and that’s where they put you....My grandfather’s white. It doesn’t make a difference in my life because I’m looked at by the world as an African American person....On those boxes where you can choose “mixed race,”...I totally get the concept, but let’s face it, you move through the world the way you look.

Or, as Rudolfo Barrister anguished, “I can’t look at myself outside of being told that I’m black in the social circles in which I move. Even in the black social circles, I’m reminded of blackness, as if it is something you can touch! I don’t see myself as a skin color! But I’m told that that’s the way I must see myself.” Despite Mr. Barrister’s own multiracial heritage (one grandparent is Cherokee, another is white) and despite his feeling that he lacks the cultural ties to call himself African American, he concluded, “I’m compelled to feel black—or subordinate, I should say.”

Ms. Hernandez, Ms. Jamison, and Mr. Barrister argue that in their lived experience, racial self-identification—the preferred method of epidemiologists—is not a meaningful way to measure race if the intent is to examine the impacts of race on their conditions of life. Instead, the racial or ethnic categories that are placed upon them by others more directly structure their everyday experiences and their material and social environment. These participants emphasize that race becomes consequential through the social significance that is invested in it and imposed by others, rather than its being an attribute self-selected by an individual presumably free to choose, a model that current epidemiologic practice implicitly embodies.

Lay people’s discussions of social inscription parallel in many ways contemporary sociological understandings of race. The sociologist Patricia Hill Collins, for example, writes: “Individuals cannot simply opt in or out of racial groups....Within unjust power relations, groups remain unequal in the powers of self-definition and self-determination.”3 The philosopher Iris Marion Young similarly observes that “one finds oneself as a member of a group, which one experiences as always already having been.”4 Seemingly ready-made and neutral demographic categories serve to veil historically constructed infrastructures of social relations governed by racial hierarchy, marginalization, and exclusion. By arguing that racial categories are in fact ascribed characteristics, participants with heart disease point to how representations of those who inhabit such categories in turn lead to particular social and institutional practices. This is precisely the core argument of the sociologists Michael Omi and Howard Winant’s notion of racial formation, that race is “made real” through the linkages forged “between the discursive and representational means in which race is identified and signified on the one hand, and the institutional and organizational forms in which it is routinized and standardized on the other.”5 Racial formation is thus a matter of both cultural representation and social structure, both macro-level social processes and micro-level interactions. And as I discuss later in this chapter, lay people argue that through mechanisms of racial formation, attributions of race in fact shape cardiovascular health.

A second lay critique of the scientific measurement of race is the assumed normativity of whiteness. Mr. Barrister’s sense of otherness to himself—reminiscent of the double-consciousness W. E. B. Du Bois noted a century ago6—distinguishes his self-awareness from that of a white man: “I don’t even know how to begin to imagine putting someone in my shoes....But then I don’t think that a white man ever thinks that. He has no cause to begin to think about being a member of...a subordinate group.” Here, Mr. Barrister points to one of the privileges of whiteness: As a category that is socially constructed as unmarked, whiteness comes to serve as an unquestioned and unreflexive norm. Ms. Jamison reflected on this explicitly in the context of scientific research:

Why is it that whites are considered as what’s the norm...and everyone else is a deviant? I’ve always wondered, why is that?...Why aren’t Asians the base group?...Why [are] whites...considered so race-neutral?...In my opinion the way that studies are done and the way things are done, it’s like they [white people] are the ones who are normal and they’re the ones who are like the prototype, so anything that deviates from that is something that needs to be studied.

Here, Ms. Jamison notes the unique and invisible luxury of the dominant racial group: to remain unnamed, unscrutinized, and normalized. Her comments underscore how the routine practice of equating whiteness with normality, far from being limited to just scientific research, resonates with and reinforces social representations of racial otherness.7

In short, the conventional racial and ethnic categories commonly used in epidemiology do not account for lay people’s complex experiences of racial identification. The seeming demographic neutrality of bureaucratic racial categories obscures processes of social inscription, and the profound consequences of how people are labeled, and by whom.

Many of the cardiovascular epidemiologists I interviewed, however, did acknowledge being deeply troubled and confused about the meanings of race, its appropriate measures and interpretations, and its implications for heart disease prevention and public health policy. These scientists viewed both conceptual and methodological ambiguities as plaguing scientific methods of studying race. One predicament researchers singled out as being especially problematic is the measurement of race, particularly with reference to who gathers that data, and how. Epidemiologists cited examples of studies and databases in which information on race was collected not through self-report but through research staff’s ad hoc judgments about appearance, language, and/or surnames. They also criticized the aggregate nature of conventional racial categories, in which groups with distinct cultural roots, economic circumstances, and social histories are lumped together. While the epidemiologists I interviewed complained about this most frequently for Asian Pacific Americans and Latino/Hispanic Americans, it is arguably also a problem for any of the other racial classifications commonly used in research. While such racial categories may be scientifically routinized, some epidemiologists pointed out that they tend to shed little light on, and can actually confound, the investigation of group differences in health.

Many of the epidemiologists I interviewed also viewed the fluidity and sensitivity of racial categories to social and political forces as scientifically troubling—categories can appear, disappear, and change meaning in response to the vicissitudes of the social, cultural, and political moment. In epidemiology, variables are most conveniently managed and least subject to measurement error or bias when they are stable and constant and therefore replicable and comparable over time and from study to study. But in the case of racial characteristics, as one epidemiologist described, researchers can invest significant effort in carefully designing procedures to categorize and select which groups to include, only to be undone by sociopolitical changes: “You could come up with a wonderful study question, wonderful survey, and you go to your study population and—whoops, it’s changed!” Therefore, while modifying racial categories according to the current historical context may be desirable from a social and political point of view, from the perspective of doing science, such instability renders race ill suited as a scientific and epidemiologic variable. In short, both groups of participants actually agreed that current racial categories by themselves leave much to be desired, though for different reasons.

In turn, epidemiologists also expressed serious misgivings about the validity of racial categories and measures. This involves a more or less technical issue of potential misclassification or measurement error: whether the recorded race of an individual accurately reflects her/his “actual” race. But researchers also saw such concerns as raising fundamental epistemological questions about the nature of race itself, wondering, for example, what “race” means in a multiracial world, what phenomena exactly are being captured in the variable of race, and then how to interpret the racial differences that are found. Such questioning of the conceptualization of race has even been codified in a “Statement of Principles: Epidemiology and Minority Populations” by the American College of Epidemiology, a major North American professional association:

The ability to define issues and problems along the lines of racial and ethnic classifications becomes more difficult....The matter of defining and characterizing who are in these populations and what specific aspects of being “minority” pose health risks is becoming more and more complex. Social changes complicate the ability to separate disadvantages based on economic or political status from those associated with racial or ethnic variation that is related to cultural or even biological factors. Growing recognition of diversity within global categories such as “Black” or “Hispanic” as well as the reality of growing diversity within these populations are rendering these designations decreasingly useful for defining culturally or biologically homogeneous groups.8

Indeed, epidemiologists I spoke to critiqued the measures and meanings of racial categories, enumerating doubts about the clarity and stability of categorical boundaries and the degree to which racial categories can serve as reliable tools for health research and interventions. People of color with heart disease, on the other hand, took issue with the very notion of categorization itself, questioning how classification can take account of deeply social processes of ascription and the power to define racial otherness.

Moreover, despite scientists’ variable acknowledgment of the ambiguity and insufficiency of their methods of racial categorization, my analysis of epidemiology in practice shows that such categories were almost ritualistically included in research. Both participant observation and interview data indicate that race was routinely and often uncritically used to limit or describe study samples, as well as to stratify and adjust results.9 One researcher referred to the inclusion of race as just something that everyone has to do—“everybody has to measure race.” In interviews, epidemiologists often referred to the “holy trinity” of race, sex, and age as variables that are absolutely requisite in statistical analyses. In presentations of research methods and results, multiple scientists I observed referred simply to controlling for “the usual suspects,” “traditional risk factors,” or “traditional demographic risk factors” as shorthand glosses for the routine adjustment for race and other individual characteristics. This matter-of-fact and habitual mention of including and controlling for race without explicit rationalization indicates a practice that once may have come with articulated justifications, but that is now so taken for granted that it is perceived as a standard operating procedure with which epidemiologists must comply.

According to my interviews with epidemiologists, the ritualized incorporation of race into cardiovascular epidemiologic research is motivated by multiple factors. These include the pressures of identity politics, bureaucratic mandates to include racial minorities and considerations of race in research,10 an acknowledgment of the need for culturally tailored health interventions, and some limited recognition of the significance of race in shaping health outcomes. There was the generalized sense that racial groups differ in multiple and epidemiologically significant ways. But at the same time, however, as I argue in chapter 6, the inclusion of race in such research is also driven by the very nature of science itself as a ritualized practice, with its needs for replicability, comparability, and standardization. As a result, scientists habitually invoked race and made use of racial categories but without delving into its complex social and structural dynamics. In so doing, investigators implicitly infused “race” with multiple meanings and definitions. As I explore in the following sections, they occasionally invoked biological notions of race but much more frequently conceived of race as cultural difference. I explore each of these scientific understandings of race in the following two sections and juxtapose them with lay accounts of the significance of race for health.

Race as Biological Difference: Genetics versus Multiple Forms of “Heredity”

In the relatively few instances in which I heard and observed racial disparities in heart disease conceptualized as rooted in biological differences, epidemiologists tended to speak of those biological differences in terms of genetics. Lay people, on the other hand, incorporated multiple and alternative ideas about what, along with genetic material, is actually inherited from generation to generation.

Even though a few epidemiologists explicitly disavowed any biological basis for race, and others simply avoided invoking such understandings of racial difference, some others did mobilize conceptions of biology and genetics, especially when discussing the future of scientific research on racial health disparities. For example, several spoke of the potential of genetic epidemiology and studies using biomarkers to reveal “deeper” or “underlying” sources of racial differences in heart disease and its risk factors. One epidemiologist, when asked about the future of etiologic research on racial disparities in heart disease, responded that “the exciting stuff that’s going on [is] in genetics....They’re literally identifying alleles every couple of weeks.” Another affirmed, “I’m sure there are some real racial differences that have to do with genetic differences” and went on to caution that in order to be able to uncover such differences, we “certainly [have to be] able to have an honest discussion of these things.” Moreover, in my observations of presentations of epidemiologic research at scientific meetings, findings of racial differences were often interpreted as the outcomes of, and clues to, possible genetic differences between racial groups. In addition, epidemiologic studies that investigated genetic determinants were often designed as a comparison of the frequencies of particular mutations between two or more racial/ethnic groups.

The scientific construction of racial difference through a biological lens relegates matters of racial inequalities in heart disease to the function of genetics and physiology. Effective reduction then is seen in terms of intervening in individual bodies, rather than changing social and environmental conditions. In so doing, cardiovascular epidemiology works to legitimate popular conceptions of racial differences as biological difference, thereby funneling resources toward intervention at the individual level.

A few people of color with heart disease also invoked biological constructions of racial differences in heart disease, with such expressions as “it’s in the genes,” “it’s a faulty gene,” “there’s a hereditary factor,” and “the problems that I have are inherited.” A number of them invoked sickle cell anemia as a parallel example of a genetically transmitted disease. However, most lay participants, even as they mobilized biological notions of race, did so with a significant conceptual twist. They understood “heredity” as involving the intergenerational transmission of not only genetic material but also aspects of diet, knowledge, and other health-related behaviors, which epidemiologists commonly classify as “culture.” For example, Bonnie Joe, an African American woman with severe heart disease, reasoned that biological differences existed between races in part because cultural practices over time create different kinds of bodies; in her explanation, she compares herself to me as examples of this:

You just can’t put us together and make us be the same, because we’re not....You can’t treat us all the same. You came up on a rice diet....A lot of your diet was with rice, right? Because this is your culture. We come up with corn bread....So everybody come up differently, so your inside is used to something different.

Mr. Barrister argued similarly:

I feel very strongly that the food pattern, the diet of the black or the African American person, had an awful lot to do with it...because the slaves, for example, were not given any consideration as far as their diet was concerned—they had to make do with the leftovers...the undesirable part of the animal....And over the years, I don’t doubt for a moment that this has been built into the biology of being black....I hate to deal in stereotypes but...I can imagine that over a few centuries of people eating the same thing over and over again are going to build in biological changes that will be passed down to...the succeeding generations.

Thus Ms. Joe and Mr. Barrister incorporated other historically rooted, socially and culturally mediated risks that they believe change bodies over time in ways that can then be passed down from generation to generation. Such a complex construction of racial difference as “biological” difference points to how participants with heart disease view the nature of biological and heritable risk as cumulative and sedimented across multiple generations. Thus while lay participants speculate that biological differences may account for some of the disparities among racial groups in cardiovascular risk and incidence, their genetic discourses are intertwined with alternative definitions of “heredity.”

Race through the Cultural Prism

Throughout my research, scientists frequently mobilized “culture” as a means to account for cardiovascular inequalities by race; in contrast, the presence of notions of culture in lay interpretations of those same inequalities was much less common. In particular, I argue that epidemiologists invoked culturalist understandings of race—that is, a particular idiom of culture that refers to behaviors and traits seen as intrinsic to racial and ethnic groups—whereas lay people understood culture to be the complex product of history, both individual and collective. Thus the notion of equating a set of cultural ways with a racial category, or decontextualizing them from biography and social history—as epidemiologists were wont to do—makes little sense to those who occupy those categories.

By far the construction of race most routinely invoked by epidemiologists was that of “cultural difference”: Researchers repeatedly referred to differences of a “cultural” or “ethnic” nature, ones they perceived to be related to the customary beliefs, norms, and practices of a racially or ethnically defined social group. In such culturalist explanations and interpretations of race, there were multiple nuances to the kinds of claims being made. There was an understanding that race could be equated with or linked to culture, and that the primary reasons for the existence of racial disparities in heart disease are differential cultural behaviors and beliefs seen as intrinsic to ethnic groups. For example, one epidemiologist noted, “Race/ethnicity...means their culture, their background, their thinking process, how they make decisions. And it’s not just diet, not just genetic. It’s environmental.” Another researcher concurred: “You have the genetics, but far more important is the shared environmental factors that boil down to cultural habits of how they eat, whether they exercise, those kinds of things.”

In these ways, racial differences in cardiovascular risk and disease were viewed and constructed through the prism of culture and imbued with causal reasoning that referred to “ethnic” customs and ways of life. Race was seen to be a methodologically legitimate, though imperfect, proxy for cultural differences hypothesized to be significant for heart disease, through their shaping of health-related behaviors and beliefs. In so doing, epidemiologists often assumed that such practices could be simply “read off” of an individual’s or group’s racial identification—that is, that culture was based in race. Yet for individuals like Rudolfo Barrister (whom we met earlier in this chapter) who deny any African American racial or cultural affiliation, epidemiologic research would likely presume that the way he is racially categorized reliably predicts his health-related behaviors.

Even those epidemiologists who acknowledged the possibility of such erroneous extrapolations still worked from the assumption that race and ethnicity—at the moment—are significant because they correspond in some systematic way to “cultural” behaviors. Two epidemiologists I interviewed, for example, spoke of the rising incidence of heart disease that comes with the acculturation of immigrants to the United States and their second-generation offspring. These epidemiologists noted that as newcomers and their descendants conform to Western ways of life and “pick up our nasty habits,” as Dr. Karen Verceau put it, their rates of cardiovascular risk increase to levels similar to those of native-born individuals. Dr. Verceau raised the notion of dietary differences—a staple in the culturalist construction of race—and argued that “when people have a common diet...the differences between ethnic groups were quite a bit reduced.” Dr. Carolyn Munson described the increasing multiraciality—and multiculturalism—of children today: “They’re just a combination of cultural, ethnic, racial backgrounds. When this generation starts having their children, people are going to get further and further away from one culture.” On the one hand, epidemiologists’ observations of such phenomena allude to the possibility that race and ethnicity might become less relevant over time as culture, diet, and other health-related behaviors become more globalized, as immigrant populations are increasingly assimilated, and as rising intermarriage among ethnic groups creates generations of multiethnic, multicultural children. But on the other hand, discussions of the future declining significance of race for cardiovascular disease were underwritten by notions that its current relevance is largely attributed to cultural distinctions.

The popularity among epidemiologists of culturalist constructions of racial difference can be attributed to several aspects of the concept of “culture” that contribute to its social and scientific utility: its conceptual flexibility, its discursive opposition to biology, its tangible nature, and its resonance with health promotion ideologies. First, the concept of “culture” allows a wide range of behaviors, habits, preferences, and practices to be defined as such and encapsulated under the rubric of research into cultural difference. Culture is seen as a fluid and malleable concept, eminently adaptable to different objectives and lines of research.

Second, cultural practices were seen as a politically acceptable way to talk about differences among “ethnic” groups without insinuating that “races” differ in some biological way. As seen above, epidemiologists readily counterposed cultural differences in explicit opposition to genetic explanations of racial difference. Instead, aspects of the cultural “environment”—that is, what exists outside the body—were framed as important determinants of cardiovascular health, thus discursively distancing claims of cultural variations from the political dangers of essentialist claims of intrinsic, inherent differences.

Third, cultural readings of racial difference were perceived as tangible and “factual” in that they were descriptive of outwardly observable habits and customs thought to pose different kinds of cardiovascular risks and benefits for different cultural groups. Indeed, it is in part because such practices were seen as scientifically observable, empirically verifiable, and thus “real” that epidemiologists perceived cultural conceptualizations of race as less contestable and politically controversial. This is the sense in which an individual’s race is seen as an epidemiologically useful and necessary proxy variable, because it captures at least some of the multiple ways in which cultural beliefs and practices might influence health. Moreover, the inclusion of race or ethnicity affords epidemiologists the convenience of including only one widely standardized and all-inclusive variable in lieu of many untested and perhaps overly specified ones.

Finally, culturalist constructions of race resonated particularly well with health promotion and risk reduction mandates. Viewing race through the prism of culture provided an extremely convenient entry point for targeting risky lifestyle behaviors, such as diet, which are a focus of heart disease research and the mainstay of prevention discourses. Ms. Joe recounted her experience as a research subject:

[The study’s investigators] were showing a film on these people that they had in the study, and they were showing white people and how they ate and they showed the black people and how they ate. And when they were showing the black people and their diet, it was so funny to them. And that pissed me off, okay?! I mean, it just pissed me off. This is the way we eat. There’s nothing funny about it.

Thus participants with heart disease offered examples of how conceptions of race-based risk and pathology are embedded within epidemiologic research: Constructions of cultural difference function to stigmatize racially defined groups and, at their core, uphold essentialist notions of racial difference.

Not all epidemiologists, however, were wholly satisfied with the construction of race as cultural difference, even as they invoked it. In fact, about half of those interviewed expressed one or more reservations about the dominant understanding of race as rooted in differential cultural behaviors and beliefs. For example, some observed that taking into account all of the behavioral risk factors for heart disease—the very ones often tied to race and ethnicity—does not account for all of the differences between racial groups. Others also noted there are enough statistical paradoxes, where heart disease prevalence goes in the opposite direction of what risk factor prevalence would indicate, to create significant uncertainty about the claim that racial differences can be attributed largely to cultural ones. One researcher was very clear that even though differences in risk factors and behaviors can be statistically associated with racial and ethnic origin, to say that one’s race is causally and directly linked to those behaviors is meaningless. Rather, she stressed, race serves in these instances as a crude and imperfect proxy for a multitude of economic, cultural, and other dynamics.

Despite such qualifications, however, constructions of race as culture were widespread and strongly aligned with observations of racial disparities in risk factor prevalence. Epidemiologists I interviewed and observed therefore saw behavioral differences as a convenient and relatively uncontroversial target for explanatory research into racial gaps in cardiovascular disease rates. Because behavioral risk factors often carry connotations of culture, ethnicity, and other dynamics commonly perceived to be related to race, cardiovascular risk and prevention discourses almost tautologically became racialized. Such discursive representations of race cycled back into research as epidemiologists, familiar with the conceptions of race as culturally mediated differences in risk behaviors, treated risk factor levels as explanations for racial disparities in incidence. In turn, any disparities that were found were often attributed to those differences in risk behaviors, confirming, in a circuitous fashion, the legitimacy of cultural understandings of racial difference and the racialization of risk discourses. Thus the cultural prism, with its conceptions of the effects of race on cardiovascular risk and its focus on risk behaviors, creates self-authenticating practices that triangulate with one another.11 That is, lines of research strengthened and reinforced the loop of logic through which race and certain racial groups became targets of scrutiny and potential intervention. Under this reasoning, constructions of race as cultural differences in risk factors become legitimate, standardized ways to think about the role of race in health, displacing other modes of conceptualization. In short, then, “culture,” as differential risk behaviors, is constructed as a scientifically legitimate causal agent for heart disease.

The culturalist lens of epidemiology echoes the ethnicity paradigm of race that dominated the period of the 1930s through the 1960s, in which “ethnicity” coexisted with and sometimes displaced “race” as a descriptor of difference.12 Omi and Winant argue that belonging to an ethnic group came to be understood in behavioral rather than biological terms; however, as the sociologist Ruth Frankenberg points out, one could easily argue that biology continued to underwrite conceptions of ethnicity.13 Numerous scholars critique the ethnicity paradigm on the grounds that, in its reliance on group norms to explain differences in outcomes, sociopolitical dynamics and structural contexts get “ruled out at the level of assumptions.”14 Frankenberg observes that in its rhetoric of essential sameness, the ethnicity paradigm evades issues of power: If different racial groups are basically the same underneath but vary in their values and degree of assimilation into the American majority, any failures to achieve social equality must therefore be the fault of people of color themselves.15

Representations of pathological cultural practices linked to specific racial/ethnic groups seemed to have some conceptual power to shape the interpretations that people of color I interviewed gave to their experiences. When I asked Mr. Barrister about what causes hypertension, he immediately began to talk about the “so-called soul food” of black Americans as “probably the number one cause.” Diet was also the first factor that Sarah Quincy, an African American who also has hypertension, mentioned: “I think it could be the diet, since it runs in families and usually you eat the way your parents [were] brought up eating....I think that’s why it’s passed down through generations.” These frequent causal attributions to eating practices and preferences reflect and adopt conventional biomedical perspectives on dietary risk factors.

However, what is also significant is that lay people complicated simplistic notions of dietary risk. For example, Ms. Joe, whose parents were sharecroppers, described this at length:

As I look back on my life and I remember the diet that we came up on—like I say, we were poor. My mama had fourteen children....And my father did sharecropping. And you know they never made any money because the people the land belonged to—those are the ones that made the money off of it. You just got a little to get your bills paid and maybe get you some food for the winter, until you could grow...some more food the next summer....We couldn’t afford to buy like regular cooking oil like we do now, so they used hog fat....So that was pure cholesterol....A lot of our diet was fat because we couldn’t afford the other things....The meat—they would pack it with salt, you know, to keep it from going bad....So we [were] raised up on a high-salt diet with a lot of fat in it and the starchy foods....So, as I look back over my life at that time, I think that’s what might have caused [hypertension and heart disease].

Echoing other African American informants, Ms. Joe made clear that in addition to immediate economic constraints, her diet was shaped in large part by cultural tastes and preferences that themselves emerge from a history of racism. In their view, generations of making do amidst the dire deprivation of slavery, and the material inequalities imposed by residential, educational, and occupational segregation, lie at the root of many contemporary dietary practices and preferences that are now seen to impose differential risks.

Cigarette smoking is another cardiovascular risk factor typically seen as a habit tied to racially and culturally defined groups, in particular to Asian and Pacific Americans. But in her analysis, Geline Laroya, a Filipina with hypertension, described how cigarette smoking was actively promoted in the Philippines by the global reach of the tobacco industry: “The demand was developed, the availability. The Philippines is...a dumping ground of international companies....Tobacco companies deliberately dump lots of products into the Philippines.” She implicated the purposeful and calculated strategies of transnational corporations to cultivate nicotine addiction and generate demand for their commodities by promoting brand name recognition in overseas markets like the Philippines. While such risk factors as diet and smoking, from an epidemiologic standpoint, would be racialized as culturally mediated behaviors, lay participants instead argued that larger structural forces influence the “lifestyle choices” of different groups.

To be fair, culturalist constructions of race in cardiovascular epidemiology often seemed to be motivated by the desire to account for cultural diversity. But the selective embrace of cultural and other relatively apolitical parameters of difference—without tracing or acknowledging their often structural and historical roots—tends to uphold extant social hierarchies. The interpretation of racial differences in health as stemming predominantly from “ethnic” variations presumes that such variations are the result of cultural preferences. However, as their discussions of diet and smoking illustrate, participants with heart disease contextualized such cultural behaviors as the outcomes of responses to more structural barriers and processes.

Lay participants highlighted another critique of the cultural prism, pointing out that people within a racial or even ethnic group may not share the same cultural practices. For example, while Sharon Chavez identifies as Latina, when I asked what that means to her, she explained:

It just means my heritage. I mean, my family’s been here for a bunch of generations, so I’m pretty much Anglicized....You know, I’m just another person....I’m not like ethnocentric or religious or anything...only thinking of myself as Hispanic and only associating with Hispanics, and only doing things that would be considered Latino or whatever....And I speak English, and I don’t eat a lot of sauces and fried foods. I don’t know. I don’t run to church every Sunday....I’m not, you know, like close-knit family. I’m just a person.

Here, Ms. Chavez searched about for behaviors and beliefs that she felt exemplified what it means to be Hispanic or Latino and against which she can compare her own sense of ethnic affiliation (and notably, when she did so, she came up with a list of fairly common stereotypes). Since she did identify racially as Latina, this identification describes an aspect of herself that is technically true—that is, in accordance with standard demographic classifications of her “race” or “ethnicity.” However, dominant assumptions about what that entails in terms of cultural behaviors do not accurately capture her everyday way of life. To her, the meaning of “being Latina” is constructed as the enactment of particular cultural and social aspects of life. In contrast, Ms. Chavez’s racial identification is “just...[her] heritage” and plays a minimal role in shaping her daily life. Underwriting dominant perspectives on the links between race, ethnicity, and health is the understanding that they are made via cultural practices—that is, actual activities and things people do—that together, constitute a lived racial or ethnic identity.

This then raises a concern with respect to epidemiologists’ understandings of race as culture. Researchers’ use of race as a methodologically legitimate proxy for cultural differences, and their mobilization of “culture” as the predominant way to understand racial variations, implicitly presumes a uniformity of culture from shared racial affiliations. But this ignores the experiences of individuals like Ms. Chavez and Mr. Barrister, who do not or only minimally engage in practices and beliefs that epidemiologists define as “ethnic” and “cultural” and potentially related to health. Moreover, such perspectives neglect heterogeneity within racial categories that tend to aggregate groups with distinct cultural roots, economic circumstances, and social histories.

This is not to say that some behaviors and practices commonly viewed as culturally rooted do not play a role in cardiovascular risk, because undoubtedly they do. Paying attention to and including culturally mediated behaviors in their studies of heart disease etiology thus does important scientific work for epidemiologists. A culturalist conception of race has the upsides of its conceptual flexibility, its tangible nature, its relative convenience as an epidemiologic variable, and its etiologic significance. Yet what epidemiologists gain from the cultural prism comes with important tradeoffs in terms of a fidelity to how culture actually operates in lived experiences of disease risk and incidence, and for whom. When epidemiologists treat race-as-culture as static, separable from and stripped of its historical contexts, and thus as curiously intrinsic to racialized individuals, they effectively ignore the actual variability in and historical fluidity of cultural behaviors and beliefs. When I critique the routine attribution of racial difference to cultural difference and the pathologization of “cultural” behaviors, it is because these scientific practices neglect the social structures and relations of power that give rise to and sustain such cultural differences and, in so doing, misrepresent their fundamental and underlying causes.16 In contrast, lay participants, while acknowledging the relevance of behavioral risk factors in causing heart disease, were inclined to contextualize cultural preferences and behaviors as the fluid products of social, economic, and political life, shaped and organized by representations of race.

The Health Consequences of Racism and Intersectional Inequalities

In contrast to the omnipresence of culturalist interpretations of race in epidemiology, structural constructions of race abound in the narratives of those living with heart disease. Lay participants in my research were far more likely than epidemiologists to attribute the cardiovascular effects of race, in conjunction with class and gender, to numerous interactional experiences and structural dynamics that can be understood as intersecting and interlocking systems of inequality. In this case, most of the lay participants frequently articulated how, in multiple sites and facets of their lives, their racialization as members of particular racial, class, and gender groups structured and ordered their everyday experiences and conditions of life. These experiences in turn had consequences for their health. The connections lay people drew between their group status and position and their health histories significantly echo calls for the greater consideration of intersectionality in health research.17 While their understandings of race were highly variable, expansive, and even contradictory and paradoxical, participants with heart disease tended to invoke intersecting social forces and experiences as members of specific race-class-gender groups when talking about their cardiovascular risks. I contend that the linkages which many lay participants saw between their experiences of classed and gendered racialization and their heart disease underscore how intersecting power relationships function to stratify cardiovascular health. With respect to race, those structural and relational factors mentioned most frequently as being consequential for heart disease include the effects of racial hierarchy on their sense of self and everyday interactions, and on their economic and environmental conditions of life.

The Health Effects of Racial Ascription in Everyday Interactions

First, lay participants described a pervasive, oppressive sense of double-consciousness18 as contributing to their cardiovascular risk. Consider Mr. Barrister and his inescapable sense of otherness as he felt forced to see himself as others saw him: “I can’t look at myself outside of being told that I’m black....I’m told that that’s the way I must see myself.” He related how this double-consciousness “limited and proscribed” his interactions with others. When I asked him in the interview whether his life experiences affected his health, he returned to this sense of racialized otherness and replied:

Yes, I think it has, because it’s conditioned everything that I am, unfortunately....I can certainly say it has affected [me] because these things stress me out....It’s really difficult....It’s affected everything....You can’t relax....You always have to have a mask....Your emotions are negatively affected day in and day out by the fact that you are black, and not a single day goes by that you’re not reminded of this....So, yes, everything is affected. My health is generally affected by the fact that I’m black.

Mr. Barrister clearly connected his heart disease to the burdens of racialization, which he experienced as unavoidable and pervasive.

Several of the participants with heart disease had grown up in the South during the decades following World War II and spoke extensively about the virulence of racism in the Jim Crow era. For example, Rahel Clayton, an African American woman born and raised in the South, was diagnosed with hypertension at the age of twenty-three. When I asked her what she believed had caused her heart disease, she responded, “It could be a lot of things. It could be stress. It could be environment....I think all of us are part of our environment....You have to be black in order to know....I don’t think you would ever know unless you’ve been there.” In reflecting on her “environment,” she remembered that her grandparents, who also suffered from heart disease and diabetes, “would call [white people] ‘Mister’ and ‘Missus.’ They would call my grandfather by his name....It was survival for them.” Such strictly policed rules of interracial interaction were an endemic part of the social organization and patterns of race relations in the segregated South. This rigidly enforced racial etiquette19 reflected and sustained racial distinctions and hierarchy, constantly legitimated unequal power relations in everyday interactions, and was used as a means of social control. When I asked Ms. Clayton what she thought contributed to her grandparents’ heart disease, she responded,

They suppressed a lot of things....It was like, “You can’t say this, you can’t say that.”...I’m sure that they suppressed a lot of their feelings because they could not speak out for what they believed in....I really think that stress—you know, just not doing what you want to do, having to answer to someone else—plays a big part.

As for her own hypertension, Ms. Clayton maintained that her lifelong experience of racialized interactions “affected a lot of things. I think it affected me as a person....It does make you feel different because...being raised in the South, you can’t do things that you see, you know, other kids do....It was always like this suppression. There was a suppression. You suppressed your feelings.”

Many other lay participants described similarly difficult compromises they had had to make between their desire to fight back and resist such treatment, and their need to survive. Carmen Hernandez, for example, identifies as a Latina and was diagnosed with high blood pressure fifteen years ago, at the age of forty-four. When I asked why she thinks she developed hypertension, she related that her physicians had told her it was directly associated with her weight and her sedentary lifestyle. But in her mind, she attributed her condition to “the stress that I feel in my life,” triggered by her health conditions, her problematic relationship with her doctors, her low-status job, and, significantly, a lifetime of living in a racist society. She described how contemporary racism, particularly in its more covert and slippery forms, affects her:

You always get that—at certain times when people say, “Well, you know, you’re Latina. That’s how you would think.”...I usually try to take comments like that or attitudes like that with a grain of salt and say, “Well, you know, I’m not going to let that bother me. Why should I?”...Other times, you want to say something, and sometimes you’re able to and other times you’re not....But my sense is that if I let it bother me too much, it’s going to be harmful to me, and it’s not going to change the attitude of the person who’s doing it....And it’s very subtle. It’s not a blatant thing....But it’s going to happen. It happens every day and it’s going to continue to happen.

When I asked her how such experiences affect her, Ms. Hernandez replied emphatically:

I think just the ways that it’s made me think, to a certain extent, about myself, and even though I’m okay with who I am—you know, a Latina of mixed descent or mixed blood—when you’re to a certain extent bombarded with a lot of negative attitudes and perceptions, it’s going to tend to weigh on you to a certain extent....I get to a point where I get very depressed and very frustrated.

Similarly, Geline Laroya, an immigrant from the Philippines who had been a highly visible political activist working to overthrow the dictatorship of Ferdinand Marcos, described how painful she found the experience of her immigration:

I remember...being conscious of trying to say the right things the right way...so that you won’t cause so much attention to yourself, either to be ridiculed or to lose an opportunity....Just being very different, everything about you is looked at and either questioned, praised in a condescending way or criticized in an unfair way....That’s stressful....I think it made me quiet, you know, which was kind of weird because, here’s this flaming young activist...and then [she] tries to disappear, you know, in, let’s say, work meetings....After all, you have other plans, you know. You get by that way.

When I asked Ms. Laroya whether she thought these experiences affected her well-being, she initially responded, “I never thought of it that way....I guess I still have a big separation between what goes on in your daily experiences and how it affects your health.” But then she continued:

In terms of stress or things like that, you know, because you force yourself to be what you are not....You keep quiet when you know you’re not a quiet person....Simmering, right? Instead of speaking up because you don’t feel safe to do so....Or you calculate things—what are the tradeoffs? What are the risks?

Here, Ms. Laroya attempted to express some of the health repercussions of the constant equivocation between accommodation and resistance in her racialized interactions with others.

This theme of self-preservation that Ms. Laroya evoked was echoed by many others: Speaking out, aside from its potential material consequences, was not seen by lay participants as psychically or physically liberating but rather as stressful and tension-inducing. Race was experienced as a master status, creating interactional quandaries and shaping social encounters in ways that require constant vigilance, careful negotiation, and calculated choices about one’s presentation of self. Such racialized experiences—which I argue are the manifestations of racial signification at the level of everyday life—were understood by many of those with heart disease as posing cardiovascular risks through their imposition of such bodily consequences as “stress,” “suppression,” and “depression.”

Intersecting Inequalities in the Material Conditions of Life

Another set of factors to which many lay participants attributed their heart disease includes the health impacts of racialized economic and environmental conditions. First, many respondents recounted long and complicated histories of cyclical economic insecurity and limited educational opportunities that in turn posed risks to their cardiovascular health. In particular, working-class women of color described interlocking dynamics of race, class, and gender that stratified their educational opportunities and structured a racially and sex-segregated labor market. Those employment opportunities most available to them were generally restricted to low-paying jobs, with little potential for advancement, minimal job stability, and little power over the conditions of their hours, pace of work, or the nature of the work process. For instance, Juanita Miller was a data-entry worker; Bonnie Joe had been a seamstress; Mercedes Portes had worked as a seamstress and cleaned offices; Carmen Hernandez was an office assistant providing secretarial services for six people; Yolanda Montenegro had just started working part-time as a hotel desk clerk; and Mabel Rodriguez had worked as a housekeeper, home health aide, and a cannery worker, and in food service.

Four of these six women drew causal connections between their heart disease and their conditions of life as shaped by racial, class, and gender dynamics. For example, Ms. Rodriguez, a Mexican American woman with severe hypertension, described how hiring practices produced a racialized occupational hierarchy:

Oh, my days, people were very prejudiced! I mean they [white people] got the best jobs....It was all underneath the table....Higher up, a white person rather than the Latino or black. I knew what my place was there....A girl came in and was light-complected and...I would go in or somebody else darker than me would go in. They’d hire her. I’ve seen that happen. There was a lot of prejudice. It was most always swept underneath the table. Oh, we went through all that prejudice in our days. They used to call me “Mexican greaser.”...We got the dirty jobs while the others got the clean jobs. It’s always been that way.

Ms. Rodriguez speculated that if she had not been Mexican American, she would have had “different kinds of jobs and easier jobs, and a more calm life than I was having. In those days there, you couldn’t even work in an office if you were Latin or black.” The consequence for Ms. Rodriguez was a life of working long hours in unskilled, low-paying, and physically taxing jobs. This, combined with single parenthood, is what she believed

developed me for having high blood pressure....It was hard to take [the kids to the] babysitter, and then going to work, and then everything was rush, rush to me....I started getting sick, you know. All this running around, all this worrying about money, money, money....All that, I guess, brought it up on me....If you have a hard life, it stays on you....That’s also a lot of anxiety, too...working in those factories....Make sure that you get up in the morning, take your kids to the babysitter, wait for the bus to get there in time to work....You had to punch in for work, and if you’re not there on time, two or three times, they fire you. So, all of this is too much tension for one person that’s raising her kids.

The personal narratives of lay participants like Ms. Rodriguez highlight how racism and racialization, classism, and sexism intersect to define and structure the terms under which people of different classes, races, and sexes are made to do different kinds of work. These respondents argued that their limited employment options, shaped by stratified access to educational and economic opportunities, served to determine the conditions under which they developed heart disease. Significantly, these women did not reduce race and gender to issues of class, as epidemiologists often did. Rather than interpret the racial and gender inequalities they found themselves subject to as epiphenomena of more fundamental class determinants, lay people viewed racial, class, and gender dynamics as deeply intersecting and mutually constitutive.

Second, in responding to my queries about the connections between their personal circumstances and their developing heart disease, many lay participants articulated how race structured their environmental contexts in ways that not only imposed cardiovascular health risks but also limited avenues for responding to and modifying such risks. For example, some spoke about the impracticality of regular exercise in unsafe neighborhoods and amid lives with far more pressing and immediate problems than the risks of a sedentary lifestyle. David Trimble, an African American diagnosed with hypertension in his early twenties, offered this picture of the environmentally mediated effects of race on health:

Early in life, when I started knowing myself, I had to accept an oppressive type of environment, and that strengthens you. But it also weakens you. Not only as an individual, but it weakens...the whole race....As a product of that environment, you become deprived...socially, economically, educationally, and in your health....No matter what your station in life was, no matter what your economic social [position]—you could look at every aspect; [race] had an effect on you. You cannot say that it did not affect me. That would be a complete false thing. It does affect you. You carry a scar for life....And I don’t think it’s speculative. I think it’s actually a fact....If you’re a product of an oppressed environment, quite naturally you’re going to have some health problems that another group of people would not necessarily have in an environment that was entirely different. When I say the environment, that takes it in as a whole. You have to take in the school system, you have to take in the housing, the availability of health facilities—you have to take all of these and put them into that pot. You just can’t extract one. You have to put them all in there, and then you would see that if that environment is oppressed, the people in that environment are going to come out with some problems, not only emotionally, mentally, social problems, but they’re going to come out with a multiplicity of health problems.

Here, Mr. Trimble makes an emphatic claim to authority, using his life experiences as the basis for a kind of lived and embodied expertise in the health effects of racism. He also articulates an understanding of the interlocking effects of race: It deeply affects multiple aspects of one’s lived experience, and any one dynamic cannot be separated or dissected from others. Racial meanings and racialized discourses and practices construct social, economic, political, and cultural infrastructures that synergistically sustain and reproduce one another.

Finally, many of the lay participants alluded to the social–psychological toll imposed by the racialization of economic outcomes and opportunities. Diane Jamison, for example, discussed the connections between the chronic exposure to racism and cardiovascular risk behaviors:

I think that what happens is...when those things happen to you on a daily basis, you naturally do things that are comfortable and reaffirming to you. So, you go home and you eat food that you know is bad, but it tastes good. It makes you feel good. You go home and you may drink....You may need to relax and so you’re smoking. I think that because of those things, you resort to things that make you feel comfortable; even if they had bad outcomes associated, you still do it....My husband used to smoke. When he would get really upset, the first thing he would do was smoke. My mom—when she’s upset, she comes home and cooks a huge dinner....A lot of people do that. They do things that are comfortable....When you have a lot of things in your life that hurt you, you have a tendency to do it [engage in comforting but ultimately unhealthy behaviors] more often....And I think that’s where the direct correlation is.

Mrs. Jamison, like many others, attributed her heart disease to the psychic and emotional experience of racism and the subsequent drive to engage in unhealthy behaviors like smoking, drinking, and comfort eating as strategies for coping with and blunting the harms of racism.

It is important to note that there was significant variability among lay people’s responses regarding the race–health connection. As in my exchange with Geline Laroya above, when I directly asked participants whether their experiences of racialization affected their health in any way, several asserted that it did not have an impact on their health. These individuals seemed to profess a kind of colorblindness or color evasiveness20 in explaining their belief that racism did not affect their health. For example, some spoke about “turning the other cheek,” not judging others on the basis of their race, and not letting others’ treatment affect their attitudes and behavior. But at the same time, most of these participants readily acknowledged that their biographies were deeply shaped by their encounters with racism, and they expressed highly critical views on the impacts of racialization. And in other portions of their interviews, they passionately articulated how such experiences can explicitly, directly, and profoundly affect one’s health.

Consider, for example, Joe Irving, an African American who had a heart attack and bypass surgery at the age of fifty-four. He told me that he tried to “soar above...the injustices” and that he “never felt belittled or put down.” But when I asked why he thought African Americans suffer from heart disease at higher rates than do whites, he offered this lengthy and poignant response, centered on the denial of opportunities to women and people of color and the ensuing social–psychological harm to dignity and health:

I would say, very easily, suppression. Blacks are suppressed, minorities are suppressed, women are suppressed....Just give me a fair chance. That’s all I’m asking for....We should all be just given that chance. That’s what’s so wrong with it—not to be given that chance....That’s what irritates so much. That’s what makes you angry, mean, nasty, and unforgiving....That’s all part, I guess, of the oppression thing, to be denied that chance. Sometimes not to be even heard. It’s a biggie. It’s got to weigh big with some people, especially if you’re held back, and you feel like that’s what’s holding you back....There are some people who just cannot shake that, you know, and it sticks in their craw, and it destroys them!...I can see how it could destroy people and make a difference, very easily....Because that’s all they’ve got is the opportunity....And you take away that, man, and there’s nothing else....You miss your shot one time, you can go through life saying, “If I had just got this shot or these things happened,” [even] two or three times. But these things continually happen....How many times can you go through this? How many times can you turn your other cheek? How many times can [you] say, “Oh, it’ll be all right. I’ll get it the next time.” After a while it hammers on you, it lays on you, it beats you down. It really does. And eventually maybe destroy you....Is it genocide? I don’t know....It’s the most worse thing there is, is to know that...your parents didn’t have a chance, you didn’t have a chance, and your children’s not....It’s a monster thing! It’s unforgivable....You take that away, you destroy the people.

Mr. Irving’s words paint a haunting picture of how inequality can act as a significant risk for heart disease. He and many other lay participants saw how racial hierarchy, and its deep intersections with class and gender stratification, acutely shaped their everyday interactions, the economic opportunities available to them, and the material conditions to which they were exposed. They saw how these effects of racial inequality imposed bodily consequences that produced and exacerbated their hypertension and heart disease. Thus people with heart disease formed an experiential basis from which they conceptualized, in multiple, diverse, and complex ways, their racial status and its consequences as direct cardiovascular risks. The varied means through which race is signified and made meaningful, and their interactional and institutional consequences for the social worlds of these respondents with heart disease, in turn exacted costs to their health. In this fashion, lay participants implicated their experiences as racial “others” and the multiple, intersectional effects of racial, class, and gender inequality as structural causes of heart disease.

Conclusion

In this chapter, I examined how epidemiology conceives of and regulates individuals construed to be racially different. I also explored how those living with heart disease reflect upon such constructions and navigate the disciplinary forms of biopower based upon them. In this light, the relative silence on structural causes and the popularity of cultural constructions of racial inequalities on the part of epidemiologists appear very problematic indeed, standing in sharp contrast to the experiences of those who live with heart disease. At the least, the ritualized inclusion of race as a taken-for-granted variable, as well as the continued study of race-as-culture in etiologic research on heart disease, neglects the role of race in organizing social relations of power and the effects of racialized interactions and structural racism on health. At worst, such practices displace and replace structural understandings of race with individualistic ones that ignore the ways in which relations of power are embedded within the reciprocating representations of race and the material consequences such representations have on life chances.

In so doing, epidemiology effects particular forms of stratified biomedicalization—the selective and systematically unequal ways in which biomedicine categorizes, scrutinizes, and intervenes in populations.21 The culturalist construction of race reveals some of the precise ways in which this stratified biomedicalization works: through inclusion, exclusion, embeddedness, and in its effects. First, stratified biomedicalization occurs through the explicit targeting of racialized populations and essentializing notions of their behavior, as in epidemiology’s focus on “ethnic” groups and their “cultural” behaviors. That is, biomedicalization is stratified because of the specific inclusion of racial deviance (from the normative “white” category) as an object requiring biomedical attention.

Second, this inclusion and attention are of a particular kind: That racial difference is understood (or at least enacted) by epidemiologists to be culturally mediated indicates that structural conceptions of racial dynamics are strategically excluded from consideration. Historically, culturalist constructions of race were aimed at opposing biological discourses. However, in this contemporary iteration, the cultural prism instead tends to reinstitutionalize individualized, astructural notions of racial difference. The selective embrace of cultural and other seemingly apolitical parameters of difference tends to uphold extant social hierarchies. An outcome of the biomedicalization of race by cardiovascular epidemiology is thus a relative lack of attention to structural sources of health inequality and a continued focus on the causes of and consequences to health on an individual level rather than on a group or collective one.

Third, the outwardly observable and thus seemingly “factual” nature of behavioral differences makes it exceedingly difficult—and gives the appearance of its being conceptually unnecessary—to problematize and further explore the associations between racial groups and behavioral differences. Thus the capacity of biomedicalization processes to effect a particular “definition of the situation” or framing of the “problem”—in this case, that racial disparities in cardiovascular risk are attributable to racial differences in health behaviors and beliefs—means that notions of stratification become embedded into our “biomedical common sense” and, increasingly, into popular logics about disease causes and solutions.

Finally, the affinity between the cultural prism and prevention discourses shows how biomedicalization can be stratified in its effects: Even when health promotion imperatives are not overtly racialized, their consequences are systematically uneven for different racial groups. Because risk factors often refer implicitly and explicitly to culture, behavior, and other dynamics widely seen as related to race and ethnicity, discourses about heart disease risk and prevention often invariably and cyclically become racialized. Much like de jure and de facto racism, then, biomedicalization is racially stratified both in name and in effect—in itself and in its consequences.

Epidemiology is also simultaneously a biopolitical project in which knowledge practices and institutions work to pathologize and regulate groups defined as racially different. The racial biopolitics of heart disease becomes embedded into the fabric of biomedical knowledge and practice. In so doing, it produces a common sense and logic about disease causation populated by atomistic individuals engaging in unhealthy behaviors, rather than the relations of power that undergird health, inequality, and knowledge. Epidemiologic representations of race-as-culture rearticulate perceived “ethnic” behaviors and beliefs as markers of risk and potential pathology and as targets for needed intervention. To be sure, some culturally mediated beliefs and behaviors have downstream consequences for cardiovascular risk, and understanding racial difference through its cultural dimensions affords epidemiologists some crucial advantages in terms of conceptual flexibility, measurability, and etiologic significance. However, such representations contribute to sociocultural views regarding “different” kinds of bodies and the ways in which individuals so marked think about themselves and their health.

As important, epidemiologic constructions of race fail to capture the full measure of complex causal pathways that people of color living with heart disease attest to. Significantly, even while lay narratives clearly point to the intersections of racial with class and gender oppression, epidemiology—as an enterprise interested in identifying discrete, independent, and individual-level effects—reiterates and reifies the notion of race as a singular dimension of human difference, rather than one that is refracted through and by class and gender, for instance. It segregates out thosem forms of difference perceived to be racial from others tied to class or gender. In so doing, the racial biopolitics of heart disease substantively undercuts an understanding of health inequality as intersectional. However, lay understandings of the social etiology of heart disease reveal how these projects of biomedicalization and biopolitics are always continually contested and negotiated, such that we cannot take for granted the authoritative status of epidemiologic science, or of its conceptions of the connections that link race to heart disease and health.

At the outset of this chapter, I alluded to the observation that of the three dimensions of difference on which this book is focused, perspectives and talk about race are among the most contentious. To begin to see this in comparison, I turn in the next chapter to how scientists and people living with heart disease conceive of social class and its implications for cardiovascular risk and health.
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An Apparent Consensus on Class

Interviews with both groups of participants and ethnographic data from conference proceedings convey that there exists a relatively significant amount of consensus between epidemiologic researchers and people with heart disease on the relevance of social class differences for health. Both groups clearly and unequivocally pointed to class and its intersections with race and gender as significant social and structural determinants of the stratification of cardiovascular health. That is, the consequences of class differences for heart disease were seen to reside in their multiple and complex effects, in conjunction with race and gender, on people’s exposures to risks and the resources they have to avoid, mitigate, and otherwise influence those risks. As I show in the first section of this chapter, understandings of the significance of class for health by epidemiologists and lay people tell us that they viewed class as structuring and organizing systems and relations of power.

However, as the second section of this chapter reveals, the two participant groups did diverge in their interpretations of the interactions between class and race. They also placed differing levels of importance on various class-based mechanisms in producing socioeconomic disparities in heart disease. Finally, the chapter ends by considering current epidemiologic conventions regarding the measurement and conceptualization of class and how they stymie efforts to understand the pivotal role of class-based structural forces in shaping cardiovascular risk. Here, I argue that an apparent consensus on the structural dimensions of the relationship connecting class to cardiovascular risk is in fact undercut by disagreements over ideas about culture and class, and meanings versus the measurement of class.

The Stratified Distribution of Resources and Risks

Epidemiologists and lay persons alike conceived of class as indisputably and manifestly about differences that are social and structural in nature. Both researchers and those living with heart disease argued that social class influences heart disease risk primarily via structural mechanisms, although they emphasized slightly different kinds of mechanisms. Both participant groups viewed access to resources and exposures to risks as highly stratified by class, challenging the extent to which people are “free” to pursue healthy lifestyles and sustain their own health. With varying frequency, they spoke of class as determining access to heterogeneous kinds of resources (such as quality medical services, health-related information, and nutritious foods) and exposure to multiple kinds of risks (such as economic insecurity, constrained occupational and educational opportunities, and the stress of living in hostile environments). Thus, both epidemiologists and lay experts constructed the effects of class differences in terms of the multiple connections between what class means and how social structures and everyday experiences are organized along class lines.

The first of the connections drawn was the construction of class as a determinant of access to health care. This understanding of class was pervasive in epidemiologists’ accounts of cause and risk; however, it appeared only sporadically in the narratives of people with heart disease. My data show that epidemiologists widely perceived the role of access to health care in producing heart disease inequalities as clear and uncontroversial. They defined access to health care not simply as a matter of health insurance status but as effectively circumscribed by myriad other factors related to class, such as availability of time and transportation. In contrast, only three participants with heart disease mentioned issues of access—and did so only briefly—when discussing class-mediated mechanisms of cardiovascular risk. Both groups of participants agreed that social class is closely tied to the quality of health care to which one has access, with people of color diagnosed with heart disease further elaborating that class hierarchy systematically structures who feels entitled to and can successfully negotiate respectful relationships with their health care providers.

Second, both groups of participants also understood class to stratify access to social environments and informational resources that shape what people know about their cardiovascular health and can do to promote it. For example, Diane Jamison, the African American woman with hypertension, when asked about the health-related benefits or disadvantages that her class status affords her, enumerated:

We have a computer at home, so I can always go online and get the latest news on what’s happening. The ability to buy books and read on things. The ability to go to any doctor that we want to go to, and if we’re pissed off with that one, go to another one. I mean, we really have more flexibility in where we get our services. I think that that’s a major benefit of having money, that you can actually go where you need to go and where you want to go, and you’re not told to go somewhere [else]. And you have more of a voice in your health. And I think that, to me, is a major advantage.

Dr. Carolyn Munson, an epidemiologist, concurred that the ability to navigate and evaluate health-related material is a crucial factor in structuring the socioeconomic gradient in cardiovascular health. Using the example of smoking, she explained how health behaviors and lifestyle habits must be viewed as mediated by the linkages between social class and educational status, and social environment and cultural milieu:

It’s not just credentials. With each additional year of education, you find this gradient....With each additional year of education...you get a decrease in risk....To me the thing that makes most sense is that there’s something about the skills and the resources that accumulate with additional years of education, and that with additional years of education you’re not only changing how you navigate the world and the skills in which you do that and interpret it, but you’re also changing kind of your social environment....You’re in a more educated setting around your work colleagues, for instance, or your school colleagues....If you’re a smoker, then along with...additional years [of education]...in your whole environment, those kinds of things go from actually being supported...to it being actually being easier to maintain or adopt healthy lifestyles because your social environment has changed. And also your knowledge of just the environmental influences—you’re more likely to have been exposed to [the idea]...that most people who smoke—that’s not purely an individual choice....If you look at the targeting of information, where the information is distributed, the ads, you know, they’re at rodeos, they’re at race tracks, they’re at community events where lower-income people congregate....And as you become more educated, you become more cognizant of those kinds of influences and those kinds of influences are more likely to either keep you from smoking, [or] get you to stop smoking successfully. If you’re higher educated and you’re pregnant and you’re a smoker, [you’re] probably much more likely to stop smoking because you’re able to either read, understand the messages about the danger to the fetus....And that’s the kind of thing I think that education buys you and why there’s this gradient....Because each piece along the way—the whole social context is changing.

Third, both epidemiologists and people with heart disease cited the chronic mental and emotional toll of economic insecurity and the constant struggle for economic survival as significant bodily stressors and important contributors to the social class gradient in heart disease. As Dr. Karen Verceau argued,

I think the biggest issue is that when you have so many other prevailing issues—like where will the next meal come from for the children, will we have a roof over our head—what happens to you in twenty or thirty years from high blood pressure or cigarette smoking or high cholesterol seems almost irrelevant....It’s almost like it’s a privilege of the middle class and the wealthy to be able to worry about health and the future. I personally believe everyone is interested in [and] values their health. But, when it comes to stacking up your priorities of what you’re going to spend your day today on doing, it becomes very, very hard when survival is such a huge issue at hand every single day.

One of the lay participants, Sharon Chavez, compared her own life of constant financial struggle with those of people who are better off. Specifically, she argued that economic insecurity exposed her to health risks in the form of “stress” and access to health-promoting goods:

Someone who’s better educated might not have the stress or the money problems that I do....Here, if you’re middle class, it’s really hard to make ends meet because of the price of rent and everything. I find myself increasingly going to thrift shops and garage sales instead of buying new things, and hoping I can find what I need....Worrying about money is stressful. Looking for a job that isn’t stressful and will help me survive financially is stressful. I’m not that knowledgeable about computers and that’s pretty much a requirement for jobs these days, and I’m no longer young....It’s just a struggle....It’s going to affect my ability to choose healthy food and a good job and survive here...and not have to move to someplace else that’s less expensive.

Even for those in less limited economic straits, such as Lee Tsan, a middle-class Chinese American woman, the need for dual incomes imposes restrictions on her ability to change her lifestyle “choices”:

A friend of mine, she always said, “Oh, you shouldn’t have high blood pressure. Maybe you should quit your job.” She can say that because she doesn’t work, and she’s able to go to the gym in the morning and do workouts and then the rest of the day she just sort of relaxes and shops and picks up her son later, and that’s her day pretty much, you know. So, I’m not saying that’s what I want to do, but I think if I had a little more time, a little more flexibility...maybe to incorporate exercise into my life a little more.

Further, Dr. Max Oliver, an epidemiologist, suggested that aside from the advantages of better access to the financial, material, and environmental resources necessary to engage in behavioral risk reduction, some element of relative socioeconomic position can color individuals’ reactions and receptivity to such mandates. “If you’re doing well and are well off,” he explained, “you’re probably going to have a more positive response toward healthy dietary choices and activities, than if you’re unemployed and everything is...objectively dismal and depressing in your life.” As such, he believes that measuring one’s perception of her or his socioeconomic position relative to others’ may extend our understanding of how health disparities by social class are produced, rather than using absolute measures of socioeconomic status alone.

But by far, people of color with heart disease spent the most time in their interviews describing for me the intersecting, durable processes of educational stratification and labor market segmentation by class, race, and gender that interlock, compound, and overlap to produce complex risks to their cardiovascular health. Ms. Tsan works for an organization that provides services to Asian Americans and Asian immigrants, and she talked about her clients and the racialized, classed, and gendered division of labor that funnels them into occupations that pose significant risks for their health:

They work as cooks—very high pressure jobs where...you have to hurry up and produce the food, you know. And they are garment workers, and the garment workers often times are abused because they don’t have the language capability. They don’t know what their rights are as workers. And they oftentimes do what they call piece work, [in] which they have to produce a certain number of items [in] a certain time period. So they’re under pressure. And I hear that a lot from the women, you know, that they can’t keep up with the demand....They’re mostly women garment workers. There are a few men, but mostly women. The men are usually the cooks. That’s the typical scenario of our patient population. Cooks and garment workers.

Other lay participants recounted complicated and long histories to explain the cyclical consequences of tenuous economic existence upon their education and myriad other aspects of their lives that together constitute risks to their cardiovascular health. For example, after graduation from high school, Carmen Hernandez enrolled in a community college; however, as she recalled:

I had to work to go to school, and I didn’t have any choice—to buy my books, to pay whatever tuition was required at that time, I had to go to work. It was a very difficult time for me....Then finally I decided, well, I can’t go to school now because I need money, so I quit school and I worked for a few years, and then I would quit the job and I would try to go back to school...back and forth, back and forth.

Ms. Hernandez’s ultimate inability to fulfill her academic dreams continued to be a source of great regret. She never was able to accrue enough credits to earn her college degree, and this in turn circumscribed her economic opportunities, relegating her to a low-paying job as an administrative assistant, with little control over the hours and pace of her work.

Similarly, Mabel Rodriguez had a tumultuous childhood, living with an alcoholic mother and a succession of her mother’s abusive male partners. Ms. Rodriguez attended high school for several years but did not complete her high school degree. She speculated that had she been able to further her education,

my life would have been much easier. If I had an education, I would have gone to work. I wouldn’t have to go [into] laboring jobs and work like a fool, you know, for minimum wages, because in those days they didn’t pay that much....If I had a good education, I would never be this way. I’d be more comfortable....It’s hard to have something in your mind and think about what you’re going to do the next day, how are you going to eat, how you’re going to take care of your kids.

Thus the long-term consequences of poverty during childhood manifest in part as limited educational attainment that in turn constrains participants’ abilities to earn a subsistence wage. This then creates a lifetime of chronic stress that takes its physical, mental, and emotional toll, cumulatively and synergistically, on the health of the lay participants I interviewed. From their perspectives, the conditions of life structured and imposed by their economic position, social status, and opportunities constitute significant causal pathways to bodily stress and ultimately to their cardiovascular health.

And finally, those who live with heart disease point to their environment, such as the social conditions of their housing, as another major source of psychological and physical strain. For example, Lynn Fielding, a woman with hypertension who lives in a single-resident-occupancy hotel, described the inescapable and constant tension of living in high-density housing without the luxury of privacy and space:

Where I’m living now, I’m tense....There’s a lot of people [living] close to each other, and they’re always in your business, or want to know what you’re doing. And I feel like I don’t have space...and then I tense up, you know. When I’m tense, it goes to my heart....There’s a lot of people there, the drugs, there’s the screaming and yelling....I’m like, “No. This is not good for my body.” I’m a quiet person. I don’t like a lot of junk and noise around me....I don’t know how I lived there four and a half years....I can’t take a whole lot any more. I just can’t.

In this vivid description of her living environment, Ms. Fielding expressed—and even embodied during the interview itself—the feelings of frustration, anger, and tension that it causes her. The concentration and density of people, the lack of privacy and private space that are often inevitable in such situations, and the combativeness and intrusion of her neighbors are all triggers for emotional and physical distress for Ms. Fielding. She pointed out that such exposures exacerbated her hypertension in the face of already existing risk factors and increased her dependency on her blood pressure medication.

It is as a result of these sources of class-based risk, lay people with heart disease asserted, that the stratification by class inevitably reproduces the stratification of health. Moreover, they were clear on the complex and multiple structural and institutional processes through which classed representations of subordinate groups by dominant ones are made to have material and bodily consequences. As Diane Jamison observed,

I almost feel like to a certain extent that it isn’t even scientific. I think it’s really just...the things that go on...in the community. I mean if you have to go to a school every day where the windows are broken out and it’s cold and the cafeteria food is horrible...I don’t care how much you meditate. I don’t care how many vegetables, how many servings you eat a day, that still wears on you....People have to live in a society where everyone is cared for in the same way and treated the same way. I mean, if it’s okay for certain kids to go to school with, you know, one book between six kids, other kids have computers on their desks, I mean we’ve got to look at those kind of things. To me it’s so obvious. And there’s a high rate of depression—you can look around and you can see why....It’s just people behaving normally to really abnormal situations. Who wouldn’t be stressed out? You know, who wouldn’t be obese or have high blood pressure or whatever....So, to me it’s almost not scientific.

And, for the most part, epidemiologists seem to agree with Ms. Jamison. As one epidemiologist, Dr. Lena Kelleher, summarized:

People of different social classes have access to different resources...income and wealth. It’s different educational levels, social capital. It’s different occupations. And all of these things are going to allow you to either purchase or know about or sort of be able to access the things that you need to be able to live well, whether it’s knowledge or a safe house, or living in a safe neighborhood or having the appropriate connections, having the wealth that when something bad happens, you’re all right....So I think it’s just all about sort of just having more resources to take advantage of what is out there to just live healthy.

Class, Race, Culture, and Behavior

But this apparent consensus on class—that its health implications are mediated largely by the stratified distribution of resources and risks—belies some disagreement between epidemiologists and lay people. In this section, I discuss the more subtle yet nonetheless deep dissension on the relationships between class, race, culture, and notions of individual responsibility. While scientists sometimes used a language of individual-level behavior and responsibility when talking about class-based dynamics, those living with heart disease insisted on situating those same dynamics within social, historical, and political contexts of inequality. Moreover, as this section shows, these contexts were seen to be rooted not just in class but also in race and gender stratification. At the same time, lay people’s understandings of the specific health effects of class were heterogeneous, contradictory, and complex, so that their accounts of heart disease causation were also occasionally punctuated by more individualistic explanations as well.

Epidemiologists recognized the role of economic stratification, yet their accounts contained more reductionist perceptions of the pathological impact of individual-level attitudes, knowledge, and behavior. For example, they discussed the influence of social class, race, and ethnicity on individuals’ awareness of health issues, their knowledge of when and how to engage with the biomedical system, and an agential attitude toward the consumption of health information and health care services.1 Epidemiologists also understood class and racial differences as stemming from variations in the prevalence of risk factors—such as smoking and unhealthy dietary habits—that they theorized have something to do with lack of health education, problematic “role modeling within the family,” and an aberrant cultural environment and upbringing in which such risky behaviors are tolerated and even promoted. For example, in the opening chapter of this book, I recalled my encounter with an epidemiologist who attributed disparities in heart disease risk factors between black and white women to diet, sedentary lifestyle, education, perhaps access to health care, and to “a black culture, welfare moms, or whatever, with low education who maybe missed out on the public health messages of the past ten years.”

The coupling of class and racialized characteristics with the mobilization of behavioral norms and discourses of individual responsibility could also be seen in epidemiologists’ discussions of heart disease interventions. For example, one related for a scientific audience the “success story” of a program to increase knowledge of the health benefits of exercise and mental “readiness for exercise” among a working-class community of Latinas. As my field notes describe:

The presenter explains: “Low-income Latina women, even with these very extreme life circumstances, can definitely increase their exercise and fitness. Once they’re informed about the importance, they’re very interested.… The level of education and information we’re starting at...really is shockingly low. And if you think about it, the Spanish-language media doesn’t really emphasize health information in the same way that we do, and if you’ve not sat through all those years of elementary science education, you’re really starting from a very low point. It’s really difficult to explain to somebody why it’s important to lower your cholesterol when they don’t understand what blood level is and what it does. So you really have to go back to the anatomy and physiology, and start from there....We developed very simple, very colorful educational materials; we used a lot of...children’s...materials. We had to have a lot of hands-on learning.” The presenter then went on to describe how the women were “very interested” in telenovelas—Spanish-language soap operas from Mexico—adding that if we in the audience are interested in them we should tune into Channel 19 on our hotel televisions, and “you don’t have to speak Spanish to know what’s going on.” The audience laughs at length. She continues, “So one thing that they really enjoyed doing was doing skits, where...we would have a role-play of how to convince their husbands that they really needed to exercise and not cook them dinner instead.” The audience laughs again.

Embedded within this description of the exercise program are multiple racialized, classed, and gendered representations of Latinas as uneducated, irrational, and uniformly subject to traditional gender roles perceived to be intrinsic to their ethnic culture. This researcher did acknowledge the many barriers that the women in her study had to overcome in order to engage in regular exercise and to acquire an understanding of the relevance of exercise to their health. Yet in her presentation she chose instead to highlight that such barriers can be overcome and that behavioral modifications can be effected. Such success stories therefore served to emphasize the possibility of individual transformation and triumph over structural obstacles. These stories also functioned to underwrite the notion that the inability to change one’s health behaviors is a product of individual moral failure and biomedical irrationality.

But at the same time, participants living with heart disease understood health-related habits as shaped by the consequences of diminished economic resources for escalating chronic stress, generating food insecurity, and creating deleterious social environments. Notably, they saw these diminished resources and harmful social environments as the products of hierarchical relations between socially defined groups. Such understandings then prompted pushback against epidemiologic attributions about health behaviors and of individual responsibility. For example, Ms. Jamison first enumerated the ways in which she has attempted to take heed of risk reduction mandates but then qualified this by describing the impact of stressors over which she has little control:

I’ve cut back on sodium almost altogether. Diet, exercise...rather than taking the elevator, take the stairs. [Making] little changes in your life so that it becomes more of a way of living....I walk whenever possible. And I try to take breaks every day and just give myself time just to not do anything....Anyone, regardless of your economic level, can do those kind of things....But I think on a larger scale, I have to find a better way to deal with the stress factors that are...external, that I really feel like I’m powerless to control in the big picture.

In chapter 3, Ms. Jamison spoke of the repeated insults of racism and the subsequent behaviors (e.g., comfort eating, smoking) to which such experiences often led. As she saw it, “things in your life that hurt you,” “the stress factors that are...external”—at root, the oppressive relations between unequal groups that create harm—ultimately militate against the efficacy of behavioral modifications that one could engage in, regardless of economic status.

Another participant, Ms. Hernandez, who earlier in this chapter described having to drop out of community college for lack of funds, suffers from not only hypertension but also severe arthritis that significantly limits her ability to exercise. She recounted how her health care providers constantly pressured her to lose weight, disregarding her physical limitations:

Well, I’ve been getting [pressure] mostly from the doctors that I’ve spoken to...all pretty much tell me the same thing: they tend to take your condition less seriously if you’re overweight. And I have a feeling that they seem to think that your weight problem is something that you force upon yourself, you know. And so, that’s almost like a recurring theme, that if you lose weight, your blood pressure will probably stabilize....I don’t know if that’s necessarily true, but you know, it gets to be almost a mantra with them....I’m still going to have the stresses in my life....I mean those stresses from my job, from my personal life and everything else, those are still going to be there....It bothers me that they emphasize the fact that losing weight is going to make you all better....To me it’s almost like a vicious circle....I’ve gotten to the point where I just say, “Forget about it. I’ll be the way I am,” you know? And whatever is going to happen is going to happen.

Ms. Hernandez believed that her hypertension was caused by the chronic stresses of her marginal job as a temporary clerk and the economic insecurity that suffuses her daily survival, and the pain of her unfulfilled dreams to obtain an education and build a better life for herself. From this vantage point, then, her providers’ persistent admonitions to lose weight were both insensitive given her arthritis and physical limitations and likely ineffective as a means to treat her high blood pressure.

Many lay people I interviewed grew up in fairly humble circumstances and spoke of their limited access to nutritious foods. Ms. Joe, the African American woman whose parents were sharecroppers and whom we met in chapter 3, described how sharecropping left her family with few resources to spend on food. Thus her childhood diet consisted of foods cooked in animal fat, meat preserved in salt, and calorie-dense starchy foods. Ms. Joe, as well as other African American informants, made clear that their culinary traditions emerge from generations of exposure to rampant racism and material inequalities. Thus they view dietary habits as shaped at least as much by historical and current intersectional relations of power and social hierarchy, where classed and racialized social relations are interwoven with one another, as by “culture,” “preferences,” and “tastes.”

Similarly, Geline Laroya, the Filipina with hypertension, described how immigrants arriving in the United States find an overabundance of processed foods that promote their excessive consumption while constraining the availability of more healthful alternatives:

One of the things I think that happens to immigrants from developing countries coming to the U.S. is that you’re commodity-shocked, no matter how poor you are, [by] the availability of the junk you can buy....If we were more educated about it, I would have prevented [consuming] more....Eggs are, for example, so cheap here....In the Philippines, you don’t make certain kinds of dishes all the time because it involves the use of eggs....So there’s just a lot of things you could go in excess of without knowing about it and without understanding that health-wise...you’re going beyond the level of unhealthy consumption, just because you thought back where you first grew up, the deprivation of those kinds of things is more the problem. You know, it’s like the amount of calories that’s possible, available....Here, even though you’re struggling and you’re the main breadwinner, you could afford to buy those things, and it can shock you. In some ways there are so many processed ingredients here that are available to the immigrant communities.

Such dietary excesses, from an epidemiologic standpoint, would tend to be racialized as “cultural” preferences, as described in chapter 3. In contrast, people of color instead indicate how larger structural forces, such as power relations institutionalized in racial and class hierarchy, as well as the complex political economy of food production and commodification in the United States and their systematic interactions with class circumstances and life chances, are influential in shaping the diet of different groups.

However, the divide between epidemiologists’ recurrent references to culturalist constructions of class and race and lay persons’ mostly structural understandings of their effects on heart disease was not always neat and clean. In their interviews, people of color sporadically fused structural and more individualistic explanations for class differences in the same contradictory manner. For example, Ms. Chavez, whom we met earlier, considers herself middle class but speculated that

someone who’s lower class might be not as well educated or might not have the resources that I have....Not to sound terrible, but there are people who have been on welfare for generations and they don’t have much money and they have a tendency to eat more inexpensive and junk food, and they’re hurting their bodies and they don’t know it. That’s all they can afford. And people aren’t taught a lot of health information in school, and if they go to the average school and they don’t have a doctor that really cares about them because he sees a glut of people and he doesn’t have much time, they’re going to suffer because of it....I’m treated a little better, and I do have more information and I would see a better type of doctor because I can afford it. And I’m not just, you know, seen for five minutes and that’s it. And I can afford better food. I [am subject to] less prejudice.

Here, Ms. Chavez contextualized the health-related “choices” of the poor by noting the structural constraints they face in diet, lifestyle, and health maintenance, yet she occasionally lapsed into reductionist language, alluding to generations on welfare and living in a social milieu in which people “wouldn’t know any better.” In this case, the lack of knowledge and awareness that leads to risky behaviors and unhealthy lifestyles is conceptualized as at least partly rooted in deviant local cultures and pathological environments, from which individuals should pull themselves out “by their own bootstraps.”

Many of the lay participants I interviewed spoke at considerable length about how they had been told to monitor their blood pressure and fat and salt intake and to practice other methods of behavioral self-surveillance. Some, like Ms. Fielding, wholeheartedly take up dominant health imperatives:

When I’m eating the way I’m supposed to...forcing my body to walk, I feel good....It’s just hard work. You have to do it....Exercise is a little difficult, but I’m seeing [that] walking does it....But every now and then...I have a taste for sugar [laughs]. And I eat a little piece of candy, and I say, “Aaah! There it goes back into your blood again!”...I know with hypertension, it can lead to many things like blindness in the eye from the arteries exploding from too much pressure, heart attacks, stroke....I know that to force myself to walk...eat right and take my medication will keep [the hypertension] down. It’s like a thing that you have to keep doing, consistent—keep doing, keep doing. I have to remind myself, “Get up, you lazy! Do it because this is your life!”...See, if you care about yourself, and if you’re really in tune that you want to live, then you have to be determined....The pressure on the heart and taking no medicine, eating whatever you want whenever you want—it’ll kill you. It will kill you.

Ms. Fielding’s constant vigilance about the effects of her behaviors on her long-term health status is therefore as much dictated by her physician’s rhetoric as by her own acute sense of being “at risk.”

Those with heart disease often expressed guilt and frustration when recounting how they “slip,” “indulge,” or are otherwise undisciplined in maintaining behavioral changes that biomedical professionals recommended or that they themselves decided to take up. As Joe Irving conceded, “My health is bad because I probably don’t care as much....I could do better. My diet is...not good because I eat what I want....I don’t restrain...myself....I know better, so my conscience bothers me about that.” David Trimble, who in chapter 3 spoke so authoritatively and compellingly about people being the product of their oppressed environments, still believes that “people must manage themselves. The health care system can only offer treatment, and they can offer educational factors, but in the end it’s the person who must manage [her- or himself] and be prudent as far as smoking, excessive drinking, and excessive ingestion of fatty foods [are concerned].”

Thus, dominant health imperatives work to normalize the constant surveillance and disciplining of our actions, behaviors, and bodies. The ways in which such discursive constructions of the poor are entangled with efforts to offer more structural explanations reflect the pervasiveness of ideologies that in effect “blame the victim” and echo “culture of poverty” arguments.2 The ready availability of these rhetorics to serve as familiar, convenient, and safe explanations, though partial ones, for the class stratification of cardiovascular risk is, then, a measure of their success in manufacturing consent to class and health inequality.

The Intersectional Meaning versus Scientific Measurement of Class

Additional aspects of meaning-making around class reveal other underlying differences between epidemiologic and lay constructions of class. The final set of differences I observed bear on issues related to the measurement and operationalization of class and class identity. Epidemiologists widely perceived current conventions for measuring economic position and status to be inadequate because they fail to capture many of the important ways in which social class affects the distribution of heart disease. In the absence of well-developed or convincingly valid alternatives for operationalizing class dynamics, researchers found it difficult to avoid using the routinized, though inadequate, methods and measures of socioeconomic status. Many standard components of socioeconomic status were also commonly used by lay people to characterize their understandings of their economic positions, but they often augmented these with more complex descriptions of wealth and class as a social relationship. In addition, I found class identity for people with heart disease to be highly intersectional, intertwined in particular with experiences of race.

With regard to the measurement of class, the current default standard of practice in epidemiology is to use variables of income (individual, family, and/or household), occupation, and/or educational attainment, often in combinations that may vary from study to study. These measures constitute components of socioeconomic status, which is, according to all the researchers I spoke with, a key and routine ingredient in almost any epidemiologic investigation. But epidemiologists also pointed out that one fundamental weakness with using such ritualized measures of socioeconomic status is the lack of context: They argued that the expression of socioeconomic status as an absolute number or category (e.g., income in dollars, or occupational groupings) does not embody the reality of class position as a relative characteristic. As Dr. Mia Henderson explained,

education and income...you have to look at those in terms of context....If you live in Silicon Valley and make $40,000...you’re on the lower end, versus if you live in the middle of Illinois and you make $40,000, you’d be living like a queen....You really have to look at the context of that, [and] look at how many people are in the household [and] are sharing that income.

Another researcher, Dr. Sheila Morris, likewise questioned the meaning of absolute measures of socioeconomic status: “When you use multiple socioeconomic indicators...are those variables...completely parallel to what somebody’s social class and exposure and availability to certain common factors are?...Things like status incongruity would be more important....It becomes very difficult to figure out how you get a grasp on this concept of social class, socioeconomic status.” That is, many of the epidemiologists I spoke with understood that an important aspect of social class lay in its dimensions as a relational and positional characteristic, that any indicator of access to economic resources made sense only when seen contextually, in comparison with what it takes to maintain a style of life and what others are able to afford. In this sense, epidemiologists argue, the status aspect of socioeconomic status is central to its meaning and its consequences for health.

Another perceived methodological flaw with the routine variables of socioeconomic status is the failure of these measures to take into account the long-term systemic effects of class over the life course (and, indeed, over generations). Epidemiologists I interviewed readily invoked a longitudinal view of the effects of class on cardiovascular health. For example, Dr. Morris argued:

I really think you have to start with the beginning of someone’s life and follow them from in utero all the way until their death...to really understand the impact of social factors and socioeconomic factors on people’s survival....I think we tend to look very close to the outcome, maybe too close to the outcome if the damage has probably been accumulating over a period of time and the social factors are way back that we’re not even accounting for. So we’re only seeing a piece of the pie.

From this perspective, which was relatively common among the epidemiologists I spoke to, prior class position is perceived to affect present and future status indelibly. It follows, therefore, that, as one scientist put it, “You don’t just fix the problem at the end point,” that changing a person’s current income would likely do little to alter the health benefits and disadvantages which that person had accumulated throughout their life as a result of their class status.

However, epidemiologists pointed out that the conventional time frame of most health research makes it almost impossible to appropriately offset this and many of the other shortcomings in the measurement and operationalization of class.3 In cardiovascular epidemiology, much of the most prominent and productive research has been in the form of cohort studies, despite their significant financial costs. But many epidemiologists I interviewed speculated that this may be changing as investments in such long-term research diminish and resources shift to faster and cheaper study designs. Moreover, most cohort studies include only adult participants (although this is shifting to some degree) and therefore are limited in their ability to trace the long-term effects of class on cardiovascular health in the ways that Dr. Morris and other epidemiologists advocate. Finally, even with a longitudinal cohort study design, epidemiologists recounted difficulties accounting for class factors that they know are important but that are methodologically unmanageable in some way. For example, they cited that individual measures of class or socioeconomic status are not stable (with the usual exception of educational attainment) but instead change over the lifetime of study participants and the course of a study. Thus, it remained unclear to epidemiologists how they should account for the fluid economic status of, for instance, a person who enjoys a middle-class life as part of a dual-income couple but then drops into poverty following a separation, or the man who moves from a poverty-stricken childhood to homelessness then to gainful employment in a relatively well-paying though physically strenuous job, or someone else who is working-class or poor for much of her life.

In short, epidemiologists routinely conceded that class, because of the complex and fluid ways in which its various dimensions impact material conditions and health, is problematic to measure accurately and reliably. As described earlier in this chapter, epidemiologists could easily conceptualize multiple, complex class dynamics that shape cardiovascular risk, ranging from health behaviors, access to resources, and chronic stress, but they emphasized that comprehensive measures of these effects have yet to be elaborated and widely accepted. But such measurement and analytic dilemmas, rather than raise political concerns or fundamental doubts about the value and meanings of measures of class, as they did for race, were quite often perceived as resolvable through more precise science. That is, epidemiologists I spoke to tended to articulate the problems as technical ones—in which study design and data collection procedures could be modified—and as an issue of research funding, in which sufficient resources should be committed in order to implement longitudinal studies that can study long-term and systemic effects of class on heart disease. Most researchers believed that taking better advantage of existing techniques and developing new ones would allow for the subsequent collection, availability, and analysis of more and “better” socioeconomic and class data. Thus methodological advances were seen as ultimately able to settle contentions over the causal or mediating role of social class in heart disease. Investigations into the role of social class in heart disease and health status more generally were viewed predominantly not as involving politically charged issues about the nature of the concept itself, as they are for race, so much as technical problems that can be remedied through “better” science.

People with heart disease used heterogeneous definitions and ways of describing their class background that often were somewhat congruent with the standard epidemiologic measures of socioeconomic status, such as income and education. However, lay people tended to supplement such basic measures with more complex indicators of economic status. For example, when asked to characterize their “economic situation” or “class background,” most informants provided descriptions of home and property ownership, parents’ as well as their own occupations, and the extent to which their parents’ and their own incomes provided for food, clothing, housing, cars, and other kinds of resources for everyday life. Compared with epidemiologists, participants of color with heart disease were also much more explicit about the relationality of class—that is, the dependence of the haves upon the have-nots, and how hierarchical relations of power allow for the production of both economic advantages and status distinctions, at the expense of other classes. Bonnie Joe, for example, whose parents’ work as sharecroppers was a fundamental determinant of her class status growing up, invoked class relations as she explained the exploitative labor relations that existed between landowners and sharecroppers: “the people the land belonged to—those are the ones that made the money off of it.” Juanita Miller, the African American woman with diabetes, hypertension, and congestive heart failure whose story opened this book, expressed quite succinctly her understanding of how relations of power determine who draws the short straws in life and how both class and health are stratified: “I just think it’s terrible that people with means can afford to live longer than people who don’t have the means....That’s what it’s all about. Money. It revolves around money. Who has the most checkers, I’ve found that’s who has the better chance of surviving.”

Finally, perspectives on the interconnections of class and race differed significantly between epidemiologists and some of the respondents who are living with heart disease. Epidemiologists almost invariably expressed concern over statistical confounding between class and race (but not with sex or gender), and I observed in interviews and at scientific meetings a continuing preoccupation with how to eliminate this technical conundrum. Epidemiologists frequently noted, for example, that adjusting for socioeconomic status “tends to wash out” much (but not all) of the disparities by race. They proposed hypotheses that African Americans and whites of equal education have more similar risk profiles than do African Americans from different socioeconomic circumstances. Many researchers thus appeared to understand the role of class in cardiovascular risk as separable and independent from that of race, such that their respective effects can be uncoupled through methodological techniques.

In contrast, the situated perspectives of people of color with heart disease significantly differed from this position. When asked how they would describe their class background, people of color with heart disease often interjected experiences related to race, or when asked about their racial identity, they recounted aspects of their class circumstances. For example, in response to my query about economic background, Rahel Clayton explained that, unlike many African Americans of that time, her family owned property, but that this economic advantage was diminished by their being African American and living in a racially segregated neighborhood. Similarly, several others described their families as “middle class” but qualified this: “In the end, however, we were black.” That is, family income, occupational status, and relative wealth could never trump or overcome the disadvantages of their race. Other people of color I interviewed likewise consistently used more than one axis of difference or inequality to account for their biographical experiences and their health histories. When I asked whether being Latina made any difference at all for her health, for instance, Mabel Rodriguez stressed that she was in fact “a poor Mexican woman” (her own emphases)—that her gender and poverty mattered greatly, shaping her identity and lived reality as a Mexican in particular ways. Thus, when articulating the effects of race on cardiovascular health, many participants incorporated the effects of class and gender into their responses and repeatedly used racial indicators to give shape to their descriptions of their gender and class backgrounds. Such usage conveys the intimate linkages between the meanings of one dimension of difference to those of another and points to the lived intersections of race and class and gender.

Thus those living with heart disease argued that the conceptual and material distinctions between class, race, and gender are less meaningful—or are meaningful in different ways—than epidemiologists who aim to dissect their effects realize. Lay participants pointed out that the meanings of such socioeconomic indicators as income differ for people from different racial groups; only a few epidemiologists made this same observation.4 Many researchers framed the “problem” in terms of how to isolate the distinct effects of class from race, but such a conception seems unable to portray accurately the biographical experiences and lived identities of those with heart disease. Instead, lay participants in their interviews underscored how race, class, and gender intersect and interact with one another.

Conclusion: The Paradox of Conceptions of Class

In contrast to their deep divisions on the subject of race, epidemiologists and lay people living with heart disease sounded quite similar in their multifaceted understandings of class and its significance for risks, resources, and health. They offered—unprompted—notions of the long-term and cumulative class-based advantages and disadvantages that systematically accrue to those positioned at different rungs on the socioeconomic ladder. They understood the class–health relationship as multiply realized—that is, class shapes and stratifies health through manifold pathways and mechanisms that can compound, interact with, and counteract one another.5

But despite this apparent consensus on the structural and social nature of class, some disagreements between epidemiologists and lay people emerged. First, people of color with heart disease provided more complex and nuanced understandings of class-based mechanisms and offered more sustained critiques of risk factor epidemiology and health promotion rhetoric. For example, my data indicate that “modifiable risk factors” such as smoking, obesity (and related measures such as body-mass index), physical activity, and diet are often used to “explain” some percentage of the “excess risk” of groups of color and lower socioeconomic status. Epidemiologists repeatedly noted that such groups have higher rates of high-fat and high-sodium diets, obesity, sedentary lifestyles, and smoking; lower levels of health knowledge and literacy; lower compliance with medical regimens; and inappropriate care seeking. The net effect of this epidemiologic practice is to discursively represent those risk factors as the products of individualized lack of knowledge, lifestyle choices, and the inappropriate use of health care.

Lay people I spoke with acknowledged that individual learning, self-education, and self-transformation are certainly possible and indeed often desirable. Yet, they continually pointed out there are multiple structural barriers to absorbing health knowledge and realizing its benefits through self-surveillance and lifestyle modification. They did not deny that differences in risk factor prevalence among groups of varying socioeconomic status are significant to cardiovascular health, or that cultural factors of various sorts play a part in shaping health behaviors that ultimately impact heart disease. Rather, their arguments focused on the deep, complicated, and layered nature of health inequalities and the strikingly disparate capacities of different individuals, groups, and communities to capitalize upon the health-related knowledges that proliferate or the potential gains to health status they offer.

Second, epidemiologists were almost uniformly consumed with the perceived conundrum of the confounding of race by class, and vice versa. That is, their own inclinations, and those of their discipline, to technically tease apart the health effects of class from those of race eclipsed lay people’s argument that power relations in the contemporary United States couple these together in order to effect stratification. For their part, lay persons with heart disease clearly saw the relational nature of class, the different ways in which economic status and position can be characterized (capturing different salient aspects of class), and the inseparability and intersectionality of class with race and gender. Thus, epidemiologists’ fixation on issues of measurement misses the complex, intertwined meanings that participants living with heart disease make of the class and racial gradients in health. Feminist scholars have widely argued that race and class, along with gender and multiple other dimensions of social difference, are highly intersectional.6 Epidemiologists seemed largely unaware of such dynamics when asked to reflect on their inclusion of race and class and their interpretations of group differences.

These important rifts that underlie apparent agreement about the consequences of class for heart disease therefore yield a complex picture about epidemiologic and lay conceptions of class. On the one hand, epidemiologically and clinically inflected notions of individual responsibility and difference effect a kind of stratified biomedicalization. By understanding and studying humans as atomistic and individualized bodies, cardiovascular epidemiology attributes inequalities in cardiovascular risk to cultural, behavioral, and socioeconomic differences of individuals, rather than the product of socially constructed power relations between groups. The mobilization of race and socioeconomic status as markers of cardiovascular risk also serves to inscribe individuals’ perceptions of themselves as “at risk” in racialized, classed, and gendered ways. In addition, this heightens people’s sense that they must maintain particular vigilance to monitor, maintain, and intervene in their own health in accordance with contemporary biomedical imperatives. In biomedicalization, such individualized responsibilities extend to the accumulation and appropriate deployment of biomedical information and the assumption of proactive and neoliberal subjectivities in the pursuit of health. As a regime of power-knowledge, epidemiologic claims about “difference” govern relations between self and self, between self and others, within institutions and communities, and between self and state. In so doing, cardiovascular epidemiology often operates as a form of governmentality, furthers processes of stratified biomedicalization, and reproduces inequalities in cardiovascular health.

Yet on the other hand, researchers and people with heart disease largely concurred that class differences work through multiple structural dynamics—including access to medical care, health information, and nutritious foods; experiences of economic insecurity; constrained occupational and educational opportunities; and their lived environments—that then shape cardiovascular risk factors and behaviors. Both groups of participants viewed class inequality as a potentially modifiable aspect of social life and as processes that clearly mediate the effects of biological and genetic causes of heart disease. This perhaps is not surprising, given the significant (though often marginalized) traditions in epidemiology that focus on social determinants of health.7 By providing explanations for disparities in heart disease rooted in the structural dynamics and consequences of class stratification, epidemiologists and lay people in my study for the most part eschewed individualistic accounts in favor of arguments that cardiovascular risk is shaped by local material contexts and societal economic policies and factors. This stands in marked contrast to their perspectives on sex and gender. As we will see in the next chapter, there were significant differences in the ways in which epidemiologic and experiential accounts frame cardiovascular risks in relation to gender.
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The Dichotomy of Gender

As the last of the three dimensions of difference explored in this book, sex and gender pose an interesting counterpoint to race and class. The title of this chapter refers to two ways in which I found gender to be dichotomized. First, both epidemiologists and lay people alike do not question that gender and sex are binary in nature, and self-evidently so. But in a second sense, gender is viewed and constructed in fundamentally contrasting ways by epidemiologists and lay people. While epidemiologists overwhelmingly and consistently constructed gender differences in cardiovascular risk as attributable to biological, hormonal distinctions between men and women, people with heart disease viewed these differences as rooted in the structural effects of gendered relations of power and their intersections with race and class. In this chapter, therefore, I show how there are, on the one hand, significant agreements between epidemiologists and people living with heart disease on the operationalization of sex and gender, yet on the other, deep differences in how they believe “gender” as a dimension of difference should be conceptualized.

Sex and Gender as a Binary Category

The first dimension in which sex and gender are dichotomized is in their operationalization as a binary characteristic of individuals. Numerous feminist scholars have argued for the conceptual distinction between biologically determined or defined “sex” as “female” or “male,” from the cultural and social processes that construct one as a “man” or “woman,” or one’s “gender.”1 Moreover, some also argue that this binary classification itself is a cultural construction and that given biological realities, it is more accurate to consider sex as a continuum, or at least as a categorical system of more than two groups.2 But the epidemiologists and lay participants in my research clearly operationalized both sex and gender as dichotomous and self-evident; the categorical dilemmas encountered in the characterization of class background and in racial–ethnic identity were simply nonexistent here. My direct queries of both groups of participants revealed that “measuring” and “identifying” one’s sex or gender were never at issue.

For instance, epidemiologists responded with genuine confusion when I asked them how they defined or measured “gender” or “sex,” as illustrated by an exchange between me (JS) and Dr. Anita Yu (AY):

JS: Can we take a step back for a second? How do you conceive of the variable of gender or sex? How do you conceptualize it?

AY: Conceptualize what is so-called “woman” or “man”?

JS: Yes, or the variable of gender.

AY: A person who’s not a man is a woman. It’s just two levels of category. Are you asking—what are you asking?

Similarly, when I asked men and women with heart disease to “describe your gender identity,” their responses reflected their perception of the query as bordering on the ridiculous. For example:

JS: Okay. The other thing I wanted to ask you about is your gender. First of all, how do you identify yourself in terms of gender?

SC: I’m a girl [laughs]!

These kinds of clumsy and awkward exchanges over the categorization of sex and gender indicate the extent to which these dimensions of “difference” are seen as a matter of fact, hardly an issue for “measurement” or a question of self-identification, as they are for race and social class. For both groups of participants, gender categorization and identity were transparent and obviously dichotomous. That there are but two categories of sex (female or male) and of gender (one is “a woman or a man,” or a “girl” or a guy) that are exhaustive and mutually exclusive was clearly taken for granted.

A few epidemiologists acknowledged that the term “gender” is used interchangeably with “sex,” often as an alternative terminology thought to be more politically correct. Its use is therefore an adaptation of the scientific vocabulary to the sociopolitical context of the times without altering the underlying conception itself. One such epidemiologist, Dr. Lena Kelleher, for example, said, “I think it [‘gender’] is the P.C. [politically correct] word to use, and I think that’s another reason why maybe more people in medicine will use ‘gender,’ too. That’s sort of the correct term to use. I don’t know if there’s a lot of thought put behind it. It’s just using another term.” This mirrors a practice common in the biomedical and biological disciplines, as many have noted3 and substantiated through examinations of the literature.4 This widespread use of “sex” and “gender” as interchangeable terms and as reductionist attributes of individuals largely preclude considerations of the interplay between—the “entanglement” of—sex and gender and risk essentialist thinking about the impact of such differences on disease.5 In short, as the remainder of this chapter shows, the lexical conflation of sex with gender (which I indicate with the term “sex/gender”)—and the reduction of gender to sex that this practice effects—achieves a kind of gender-blindness, refuting and rendering invisible the bodily harms of intersectional gendered power relationships.

The Binary Conceptualization of “Gender”

The second way in which gender was dichotomized was in its conceptualization. On the one hand, epidemiologists almost uniformly understood the cardiovascular influence of gender as mediated through its biological and hormonal effects—the “estrogen connection,” as one epidemiologist put it. In contrast, lay people with heart disease were inclined to attribute gender’s impact on health to its significance as a dimension of social inequality with systematic and differential effects for women, particularly women of color. In so doing, lay participants pointed to the intersectional nature of sexism with racism and classism and their material effects on women’s bodies and life chances. The following two subsections outline these aspects of the science–lay divide.

The “Estrogen Connection”

Binary, conflated, and essentializing constructions of both sex and gender clearly have consequences for epidemiologic practices that study the roles these differences play in heart disease risk. My interview and observational data indicate that sex/gender (again, as conflated with each other) was considered such a central axis of analysis because of its definition as a biologically meaningful difference. Epidemiologists regularly limited samples to just men or just women, stratified samples by sex, or collected data from both men and women but conducted statistical analyses separately for each sex. In epidemiologic conferences, presenters rarely explicitly justified engaging in such practices, but their interpretations of sex/gender–differentiated results most often relied on biological explanations. In interviews, when asked to explain the significance of sex or gender in heart disease causation, epidemiologists predominantly cited physiological differences between women and men.

In fact, prevailing themes related to sex and gender in these interviews were hormone replacement therapy and menopause—or as one epidemiologist put it, addressing “the estrogen connection.” As Dr. Max Oliver saw the issue:

Obviously of course we’ll always look at [gender] and measure it, but yet I think there’s very little evidence that the response to diet and lifestyle variables really differs in any important way by gender....There are specific reasons to think that there are differences such as looking at hormones in men and women—obviously that, there’s likely to be some differences.

Here, Dr. Oliver juxtaposed the questionable existence of gender differences in behavioral risk factors—that is, culturally and socially influenced variations in diet, smoking, physical activity, and the like—with the near-certainty that biological, hormonal differences do, in contrast, have a significant impact. Later in the interview, he elaborated that as a general rule, “in most situations, I don’t think it’s necessary to have equal power, sufficient [statistical] power in men and women separately,” except in a condition like heart disease where “the disease really seemed inherent[ly] to be behaving differently in men and women....Where there [is] a strong hormonal contribution, then in that situation you might want to have adequate power in the separate groups.” Researchers I interviewed and observed frequently mentioned the “basic epidemiological fact” that women tend to develop heart disease at lower rates than men at any age or do so later than men by approximately ten years. Epidemiologists’ motivations to explore the possible mechanisms for this fact, then, largely drive their study of the ways in which heart disease is hormonally, physiologically, and biologically sexed. Rarely did epidemiologists discuss at any length or even invoke alternative understandings of gender differences and their effects on cardiovascular risk.

It would seem that highly publicized clinical trial results6 showing that hormone replacement therapy (HRT) is not effective in lowering women’s risk for heart disease (in fact, HRT increased risk of some cardiovascular events) would potentially threaten the stability of the “estrogen connection.” In fact, two epidemiologists raised this issue in my interviews with them. However, of these, one repeated “the basic epidemiological fact” that women tend to develop heart disease later than men. She then added that women often have other medical conditions concurrently, reminded me that women often misperceive that their greatest health threat is breast cancer when in fact it is heart disease, and voiced her feeling that had exclusion criteria for the trial been more strict, its results might have been different. Thus she reacted by reiterating the very statistical basis for the hypothesis that male–female differences in heart disease arise from biological differences of sex, stressing that heart disease is still a major problem for women, and providing an alternative explanation of the negative results of recent clinical trials. The second epidemiologist responded by stating that “it hasn’t been discounted that the woman’s natural hormone milieu is one of the things that protects [sic] her” and by arguing that perhaps HRT is not as efficacious as “natural” estrogen, thereby further reinforcing the construction of sex/gender differences as biological.

Thus, inside epidemiology, the default construction of “gender” is as sex, as a biological characteristic. This construction is an exceedingly persistent and robust one. Researchers referred to the multiple, infinitesimal, and perhaps immeasurable biological differences between the two sexes. Given this, then, epidemiologic techniques of limiting study samples to just one sex, stratifying samples, and analyzing data separately by sex represent the best ways to account for such complex and potentially unknowable differences. Therefore constructions of sex differences, again seen to be interchangeable with gender differences, shape not only ideas about cardiovascular risk but also the consideration of study designs and analytic methodologies used in the conduct of heart disease research. In these ways, representations of innate, “natural” differences of sex shape the distribution of research dollars and resources along particular lines.7

In marked contrast, men and women with heart disease very rarely mentioned cardiovascular risks rooted in biological differences of sex. The sole exception among the lay participants was Sharon Chavez, who spoke extensively and somewhat fearfully of her understanding of the consequences of her sex for her cardiovascular risk:

I went for a regular checkup at a clinic and the doctor told me...that women can have heart attacks after menopause, and because they’ve been shielded by estrogen, when they do have a heart attack, if they do, it can kill them—unlike a man....And he said that I had hypertension and that I was at high risk for dying....I would like to be healthier so that when I do become menopausal, I don’t just fall over and die. I mean, after the doctor told me, I saw this ad with this beautiful older woman and she was a corpse, and [the ad] said, “You know, if you’re a woman and have a heart attack [after menopause], this can happen to you.”...It was an ad for taking care of yourself so that you don’t wind up like that if you’re female, because a lot of people don’t know that. I didn’t know that.

Ms. Chavez expressed a high level of alarm about the increased risk that menopause poses for women, and especially for those women like her who already have preexisting risk factors for heart disease such as hypertension. Her concern, originating in warnings from her physician and fueled by public service announcements on television, was that the reduction in estrogen levels accompanying menopause would produce a sudden and precipitous increase in risk. Her understanding of the role of sex and gender in cardiovascular risk, then, was clearly mediated by the biomedicalized construction of male–female difference as hormonal, or biological, in nature.

However, while Ms. Chavez’s account was striking in its level of alarm and anxiety, none of the other participants living with heart disease whom I interviewed invoked biological constructions of gender as sex to account for their cardiovascular risk. Instead, their discourses regarding the causes of heart disease are peppered with notions of gendered dynamics and roles, and how these intertwine with experiences of racialization and classism. I examine such structural and intersectional constructions of gender next.

The Intersectionality of Gender, Race, and Class

Amidst epidemiologists’ predominantly biological construction of gender differences in cardiovascular risk, a few researchers did speculate that some social aspects of gender relations may plausibly affect cardiovascular health. Three epidemiologists I interviewed expressed some ambivalence about the “estrogen connection.” For instance, Dr. Lena Kelleher argued, “I am just very uncomfortable using the word ‘sex.’ For me again, it’s ‘Oh, we’re going to interpret these findings in biological terms.’...[But] why would my body be operating very differently than a [man’s]?” Dr. Sheila Morris, another epidemiologist who questioned the almost exclusive biological construction of sex/gender, commented:

There are definite things we know are biologically different between...[the] two sex groups. And it’s easy just to [attribute] everything off to that biological difference without actually exploring or thinking about some of the other possibilities that could explain for it....So there can be a mechanism that acts independently of biological differences....Until it’s explored, I think the safest bet is to give everything that you possibly think that accounts for the differences and not just restrict yourself to what you think is the easiest answer, because it may be totally wrong and I think it’s misleading in medical research, and especially things that are implied in terms of policy to make sweeping generalizations that haven’t been explored yet. And then for every paper to echo the same sentiment, so people begin to think it’s fact, and it’s not...I think that’s real frustrating in doing gender research....[In] racial research...I think...people realize that there are so many things, whereas in gender, biology is the easy explanation and not many people contest it.

When pressed, Dr. Morris speculated that processes related to gender discrimination and perhaps the stress of both attempting to conform to as well as resist normative gender roles could be reasonably hypothesized to affect cardiovascular health.

Additionally, three other researchers very briefly discussed the possibility that gendered behaviors—such as those related to social support, responses to stress or hostility, and health behaviors—could mediate relationships between certain risk factors and heart disease risk. For example, Dr. Carolyn Munson suggested that the possibility of these gender differences, combined with the paucity of information about heart disease risk in women, warranted separate statistical analyses for women and men, even if no variations in disease outcomes were expected or found:

Certainly you want studies to include both men and women, or you want good studies on men and good studies on women of varying social class and race–ethnicity. It no longer makes sense to really combine them because even if...you haven’t found gender differences in the outcome, there’s still such a dearth of prevalence or incidence data on, you know, kind of the absolute values of health behavior and risk factors in women...that you don’t want to combine them because the levels are very different. The age of onset of health behaviors are very different. So, you know, to me...you want things separate by gender...because there are differences, there are probably different mechanisms. Certainly, you know, hormonal status, menopause—things that are gender-specific—have to be considered in cardiovascular risk. And just knowledge in starting to present all the information for women is really important because that descriptive epidemiology hasn’t even been done on a number of groups of women.

As she alluded to here and subsequently elaborated later in the interview, Dr. Munson considered the possibility that gendered differences in “attitudes and beliefs and knowledge”—that is, behavioral factors related to gender rather than to biological distinctions of sex—may contribute to the male–female differences in the onset and incidence of heart disease. In her view, however, such gendered differences tend to be mediated through health behaviors and are articulated only briefly amidst a much larger and extended discussion of biological differences.

Similarly, in my observations at scientific meetings, while the overwhelming majority of researchers either implicitly or explicitly attributed gender disparities to differences of sex, a very few did present research on the effects of gendered social relations. For instance, one study investigated the cardiovascular effects of multiple roles that African American women fulfilled at work, in the household, and as caregivers. But while I did encounter several examples of such alternative conceptualizations, they were isolated instances. Moreover, scientists expressed little hope that the conceptual work to develop expanded notions of gender differences will ever become a priority for the mainstream epidemiologic research agenda. Biological differences between women and men are perceived as so clear-cut and potently related to heart disease as to displace scientific inquiries into the social and cultural dimensions of gender.

In stark contrast, participants of color with heart disease widely viewed risks as rooted in the structural effects of gendered relations of power and their intersections with race and class. They traced multiple manifestations of such gendered, racialized, and classed dynamics to inequalities in the distribution of cardiovascular risk between women and men. The dynamics most commonly cited include sex and racial segregation in the labor market, gender discrimination in the workplace and in health care, the gendered and racialized division of social reproduction, and the experiences and consequences of domestic violence.

First, as we saw in chapter 3, almost all of the women I interviewed who had been or are currently in the workforce described interlocking dynamics of race, class, and gender that stratified their educational opportunities as working-class women of color and that structure a racially and sex-segregated labor force and market. Most of them worked in low-paying, insecure jobs, with limited or no opportunities for advancement or control over their working conditions, their hours, or the work process. For instance, Juanita Miller and Carmen Hernandez worked as low-wage, low-skilled office workers; Bonnie Joe had been a seamstress; Mercedes Portes had worked as a seamstress and cleaning offices; Yolanda Montenegro just started working part-time as a hotel desk clerk; and Mabel Rodriguez had worked as a housekeeper, home health aide, and a cannery worker and in food service. Social processes and forces of racism and racialization, classism, and sexism intersect to define and structure the terms under which people of different classes, races, and sexes are made to do different kinds of work. Particularly with the shift from a manufacturing economy with relatively better-paying jobs to a service economy with increasingly bifurcated occupational and income hierarchies, such dynamics contribute to what the political scientist Frances Fox Piven and the sociologist Richard Cloward call “the rise of a predominantly female and minority service sector proletariat.”8

Second, once in the workplace, many of the participants had to contend with the assumptions and ideologies of gender roles in male-dominated work environments. Ms. Chavez, for example, observed that

women are treated a little more shabbily than men are and they’re expected to be perfect....Men are socialized to expect help from people around them, and women...have to be perfect people or, you know, they’re not a good person. And that’s changed a lot, but it’s still true. And that’s pretty stressful. It’s a kind of prejudice....If you’re assertive, then you’re not a good person or you’re considered aggressive, even if it’s not so. If you get angry, it’s not okay. That adds to stress, too—the way you’re treated and how you have to deal with things because you’re female. I’ve always thought that I could just be a person and not have to worry that I was a female, and be treated as an equal....Applying for a job as a chef and being told that chefs are men...it’s really aggravating. It makes you fume.

As Ms. Chavez understood it, heart disease was a “stress-related illness” and people can “have a much greater risk of...stress-related illnesses because of the way they’re treated.” Thus she saw women, as well as “people of different races,” as especially vulnerable to conditions like heart disease because of their experiences in gender hierarchies.

Likewise, Ms. Miller encountered a great deal of resistance from her own family when she first began working outside the home as a young mother in the 1960s. Such experiences of gender discrimination exacerbated the impact on her health of managing work and household duties, contributing to her heart disease, and they exemplify the deep intersections of race and gender in relation to work and home. When I asked her if being a woman made things different for her, she responded:

It made it harder....Well, just the fact that I’m black. I was black back then and female back then which, you know, all these rights and things weren’t easily acknowledged back then, you know....I wanted to go to work....[My ex-husband] refused. He said I could never work....I didn’t do nothing but watch TV and stay pregnant....That’s how he wanted it—barefoot and pregnant....But I just got so tired of that. I said, “I’m going to work anyway.”...He said, “I tell you what, if you go to work you gonna have to start cleaning, washing, doing everything.”...I got lucky and got a job as a file clerk....He wouldn’t help me do anything after that....He was determined for me not to work and made it as hard as possible.

Here, Ms. Miller highlighted the interconnections between her gender and race, pointing out that several dimensions of social power intersected and worked synergistically, rather than independently, to create particular kinds of experiences and risks for her.

Moreover, as Ms. Hernandez pointed out, these gendered ideologies about work can also have consequences for the diagnosis, treatment, and the social experience of accounting for heart disease among women:

How doctors treat you...they can understand a man being overweight because...they might think, “Well, he’s got a family to take care of. He’s got a stressful job. He’s got this, he’s got that. Maybe that’s why he’s overweight. Maybe that’s why he’s got hypertension.” For a woman, I think that they think, “Well, there’s no reason in the world why she should be like that.”...Possibly what they think—and this is only a perception on my part—is that we don’t have that thing of having to be the provider, even though as a single woman I have to provide for myself....And number two, why I can’t do something about—I mean that I should be able to have more willpower to do something about my weight because I don’t have any outside factors, you know, family or job or whatever stresses to deal with....Sometimes when they make an off-hand remark or something like that, and then you think, “Well, hey! But why it should be any different for a woman than a man?”

More dramatically, one of the most glaring forms of gender domination—and the cardiovascular risk posed by it—emerges from the alarmingly prevalent narratives of domestic violence and its reverberations for parenting and family relations. Lynn Fielding, for example, understood stress to exacerbate her hypertension, and she enumerated a litany of particularly gendered contributors to the stress in her life:

What makes me tense is my past, in that I can’t change it because I was married, divorced—it will be twenty-one years in January. My husband used to beat me....Three children, divorce and then [to] have them taken away from you—I don’t know if that’s a thing that I’ll never get over, or is that the reason why I got hypertension, or if I was going to have it if I had a normal life anyway....I worry about that all the time. I worry that the kids—they know me, but blame me for it....That bothers me, even today.

Third, gender’s intersections with class and race become a significant structural contributor to cardiovascular distress in the unequal division of both paid and unpaid reproductive labor. Feminist scholars have termed this kind of labor social reproduction, referring to the array of activities involved in the cultural, social, and physical maintenance of people, families, and households on a daily and intergenerational basis.9 The occupations of several of the women I interviewed exemplify the kind of service work that results from the commodification of reproductive labor: Ms. Portes’ work as a seamstress and janitor, and Ms. Rodriguez’s labor as a housekeeper, home health aide, and food service worker. Women of color are disproportionately employed to carry out such lower-level “public” reproductive labor.

The gendered and classed dynamics of social reproduction are also manifested in the “private” sphere: Participants with heart disease speak of the cardiovascular effects of the dual burden of fulfilling duties at work as well as family and household responsibilities at home. Three of the women, Yolanda Montenegro, Lee Tsan, and Geline Laroya, assumed primary responsibility for caregiving and sometimes financial support for their aging parents, a frequently all-encompassing and emotionally exhausting commitment motivated by the often twinned obligations of love and their family’s—and their own—expectations of the role of daughters. Although they all appreciated the opportunity to have cared for their parents, they readily acknowledged the stress and physical toll of their experiences and directly attributed their cardiovascular conditions to them.

Many of the other women I interviewed are single mothers who described extensively the burdens of providing financially for their families and solo parenting of their children. For example, in chapter 3, we heard from Ms. Rodriguez that the strain of both working and raising her children on her own—“all this running around, all this worrying about money, money, money”—contributed to her high blood pressure. As she elaborated:

My husband was never around....So I had to do everything myself....I think that’s what developed me for having high blood pressure....I had to start going to work...to support [my children]....I started getting sick....I was getting only minimum wages...$3 an hour. You can’t live on $3....I had to go through all kinds of strings because...[my husband] would hide [income] from me, not to pay child support....I think that has a lot to do, too, with high blood pressure. You’re constantly on the go. You have no time for yourself. And it’s hard. And I had no one around to help me. So it made it worse....I think all of that is what caused me to have the high blood pressure that I’m having right now....I think it affected me all—my whole body.

Even those mothers who shared parenting and household duties with others found that the gendered division of that labor was highly unequal. In fact, Diane Jamison believed that this is a major reason why the cardiovascular risks for women and men differ in significant ways:

My husband works a full-time job. I also work a full-time job. But for some reason, he goes home and when he’s home, it’s like total down time. He gets to just relax and watch television and possibly help my son with his homework....And I realize that when I go home, I don’t sit down. I immediately put my bag away, wash my hands, go in the kitchen and start cooking dinner. And it’s just like that until about 9 o’clock. So, I’m thinking, god!...if I could really work all day and go home and just relax, I’d be a different person. And so I was trying to make him see the difference, and he was like, “Well, I do things, too.” Yeah, but it’s not the same. Mine just is constant. Because even on weekends, I mean you may mow the lawn, okay, great, whatever. But I have to sort of oversee everything else getting done....Of course there are some marital relationships that have changed the norm, but they are few....Women still do much more at home. And so if you add work to that then you have much more, and I think that, to me, is a contributing factor [to the risk for heart disease].

Ms. Tsan concurred:

I think that the dynamics going on in our home [are] that I tend to take on everything. So then I tend to be the worried one [laughs], while [my husband] says, “Oh, she’s going to take care of it.” So he’s not going to worry about it. “Oh, she’s planning that,” or “She’s calling that person or calling—” you know....It’s a gender thing....It’s a lot of pressure. I think so. And then I’m sure that’s the stress portion of the blood pressure.

Moreover, as Ms. Laroya elaborated further, some practical considerations in response to gender inequity in work and pay further promote the unequal division of reproductive labor:

I think that as a mother, it’s not myself that I count first. It’s my children and then my husband, even though on that score, you know, if you asked me intellectually, I would respond and say, “Oh, me first before him.” But just roles:...men have more possibility to get higher-paying positions in terms of practical questions about how your family’s finances are set up. You know, you would tend to give in more, you know, to subordinate yourself more to the situation that allows for more income to be brought in. You know, like I wouldn’t jeopardize my husband’s work standing by insisting that he do more of the doctor’s visits for my kids or the sports—driving around and stuff like that....I would tend to look more for a job situation set-up that would allow me to have a little bit more flexibility than that. You know, so it’s like you’re just set up to think of others first....The self-motivation [to exercise and engage in other forms of risk reduction] is already a struggle....And then I think the conditions around your role as a mother...that contributes to it greatly.

Thus, in addition to gendered power relations in the workplace and the commodified forms of reproductive labor, women viewed the gendered division of social reproduction in the home as a significant source of cardiovascular risk. These personal experiences are more widely shared by many women, as evidenced in recent studies of how work in the home is still unequally distributed between women and men, with women spending more time, taking on more tasks, and multitasking in ways that affect their well-being.10

Furthermore, the intersections of gender with race in reproductive labor create chronic stresses that are unique to women of color. Ms. Jamison pointed this out to me:

In all honesty, a lot of African American women, and possibly other women of color...we live and deal with a lot of stress. And I think sometimes that it’s not always internal factors, but external factors. I think that we’re constantly in this feeling of being tense, and I think that that sort of contributes to it....Internal meaning more like what we eat—and I think that our diets play a part in it, you know, what we eat—lots of food and possibly greasy foods, and being overweight. Those kinds of things I think contribute definitely, but I think even more so, external factors.

Ms. Jamison then gave two examples of these “external” factors that she felt contributed to the differential stress-related hypertension of African American women. First, she related that her son was labeled as being “overly aggressive” by his teachers who then maintained that he had learning disabilities and needed to be tracked into special education classes. She fought this label throughout his childhood and insisted that he remain in the mainstream classroom (he is now, she noted with satisfaction, doing well in college). Second, when Ms. Jamison’s son was a teenager, he was riding a bike he received as a birthday gift when he was stopped by police who thought the bike had been stolen. Significantly, these experiences happened to her son; thus the intersections of race with gender are reflected not only in her experience as a mother of color but also in those of her son as a young African American male. As Ms. Jamison summed up:

I mean, just those kind of things—and they’re like compounded daily—those, I think, contribute greatly. I think a lot of women and people of color—and men—have to deal with that. And I think that if you don’t have the education to know that you have rights and that you don’t have to deal with it, it’s even more stressful. I really thought about the number of mothers who would have said, “God! I trust this teacher and they’re saying that my kid has disabilities. Let me do what they say to do.” And that really scared me and kept me up like lots of nights. And even now I have flashbacks, like, God! that was so scary. And I realized that it probably happens a lot. So those kind of factors really contribute to feeling like you’re just constantly having to battle, you know? That’s just a hard feeling to have to deal with all the time.

Such experiences led Ms. Jamison to view her gender and its contribution to her hypertension as secondary to that of race: “In all honesty, if I had to say which was more of a hindrance, being a woman or being African American, I would have to say being African American....Race is just the bigger issue, you know. And then, being female is the second issue.”11 Other women of color, however, seemed to disagree. Ms. Hernandez, for example, pointed out that gendered assumptions made accounting for heart disease more difficult for her as a woman per se, but not because she was Latina: “I think just being a woman, you know, makes it extremely difficult—just having to deal with everyday life, you know. I don’t necessarily think it’s a case of being a Latina woman, but just having to deal with a very male-oriented society.” Thus while most of the women most of the time spoke of the intersecting and compounding burdens of gender with race and class, they also engaged in a kind of parsing of which of their experiences and perceptions could be attributed to their race and which to gender. It is significant that epidemiologists likewise attempted to tease out the “independent” effects of, say, race and class on health status. Both of these phenomena, I argue, reflect Western scientific epistemology and its tendencies to dichotomize and disaggregate, and to reduce phenomena to elemental, presumably independent and separate parts as a means of understanding.

The women with heart disease I interviewed understood gender relations as relations of power and experienced their manifestations as embodied sources of distress, grief, regret, and anger that they explicitly constructed as significant risks to their cardiovascular health. They understood these experiences as mediated through idioms of stress, anxiety, and depression—all associated with cardiovascular disease incidence and outcomes. These experiences were, by and large, narrated by women participants and not by men. However, this does not mean that gender does not shape the lives of men in ways that impact their cardiovascular risks. Intersectionality theorists, as well as feminist and masculinity theorists, have long argued that “gender” does not equal women12 (much as “race” does not equal people of color, and “class” the poor and working class). For example, as the sociologist Elianne Riska argues, the domain of heart disease historically has focused on the costs of masculinity to middle-class men’s health.13 With etiologic theories centered on constructs like Type A personality and hardiness, medical and public discourse clearly implicated gender as a cardiovascular risk for men.

But such constructs, notions of masculinity, or the disproportionate burden of heart disease on men did not arise in my interviews with lay people, even though I tried always to be careful to pose questions even-handedly (asking about experiences and effects for both “men and women,” for instance). Perhaps my participants’ focus on the impacts of gender for women, then, signals something about how being on the margins makes certain social arrangements more visible, how what one sees can depend on where one stands. The sociologist Lynn Weber suggests that “how we interpret our ‘truths’—our lives, the meanings we take from our experiences—is also revealed as much in our silences and the things we take for granted as in our spoken words. Those silences are most likely to occur in areas where we experience privilege.”14 Indeed, one of the participants, Ms. Jamison, expressly reflected in chapter 3 that those categories considered to be “the norm,” “the base group,” and the default enjoy the privileges of invisibility and normativity. In the specific stories of gender that many of my participants told, men were privileged—at least relatively speaking. Thus the women with heart disease whom I interviewed clearly saw their bodies and their ways of knowing as implicated in structural patterns of gender oppression that had material consequences for their health. Even while gender identity seemed self-apparent, uncomplicated, and manifestly binary to them, it did not lead to biological constructions of gender as sex, nor did it displace social constructions of gender, as it seemed to do for epidemiologists. The lived and embodied experiences of gender power and inequality clearly implicate structural notions of gender inequality that act, in concert with other dimensions of “difference,” as critical sources of cardiovascular risk.

Conclusion

In sum, sex and gender initially seemed the least problematic of the three dimensions of social power, at least on the issue of operationalization. Epidemiologists readily explained how they think about class and race as variables, why they believe them to be important or not to the study of cardiovascular risk, and in what ways. People with heart disease similarly described in detail their class backgrounds and racial–ethnic identities and often invoked the fluidity and “messiness” of those categories in lived experience. But the operationalization of sex and gender, in contrast, was unambiguously and uncontestedly seen as binary and transparent, and as categorically unproblematic.

However, analyzing the conceptualization of sex and gender reveals striking divergences between the constructions of epidemiologists and those of lay people. The role of sex and gender differences in heart disease causation was usually interpreted by scientists as composed largely of hormonal differences, a construction that has historically proven to be extremely robust and particularly effective in reifying fundamental dichotomies between the two biological sexes.15 Epidemiologists’ use of “gender” as a more politically correct alternative to “sex,” a prevalent practice in the biomedical and biological disciplines and literature, had the effect of equating the two. Their understanding of gender as synonymous with the biological differences of sex thus contributes to naturalizing and routinizing their conflation. Their use of the term “gender” in such ways effectively rendered their science gender-blind—neglecting the toll that social, hierarchical constructions of gender, the institutional and everyday practices of inequality built upon them, and their deep intersections with racial and class stratification had on psyches, bodies, and life chances. For those with heart disease, the “risk” of gender lay not in its reference to sex differences but instead was rooted in a society structured by normative ideals of gender roles and intersectional power relations, including the gendered, racialized, and classed division of paid and reproductive labor, gender discrimination, and domestic violence.

* * *

Chapters 3 through 5 have dwelled on scientific and lay thinking about the impacts of race, class, and sex and gender on heart disease, and various angles of what emerged as a science–lay divide in their understandings of what exactly about social differences influence health. Lay people with heart disease asserted the links between their health and the manner in which their social relationships and environments were racialized, classed, and gendered in complex, layered, and—critically important—intersectional ways. They viewed themselves as members of groups and their positions in society as relational. Their perspectives thus largely reflect the intersectionality argument that race, class, and gender

are historically specific, socially constructed systems of oppression; they are power relationships...in which one group exerts control over another, securing its position of dominance in the system, and in which substantial material resources...are at stake....[They] are not just rankings of socially valued resources—who has more education, income, or prestige. They are power relationships: who exerts power and control over whom; how the privilege of some results from the exploitation of others.16

The lay participants in my study understood their lived experiences as marked by the ways in which representations and ideologies of “difference” shape the histories of social relations and structural dynamics between their own and other groups. Health inequalities emerge as the effect of these larger social relations and structural contexts on oppressed populations. Race, social class, and gender mattered in their lives and to their health because they act synergistically to shape the conditions into which they were born, the opportunities they had throughout their life course, the problems or risks they encountered at different stages of life, and their treatment by other people and institutions. Inequalities in access to resources like knowledge, money, power, prestige, and social connections—effected through social relations and structures—influenced multiple health outcomes, including cardiovascular ones, and therefore act as fundamental causes of disease.17

In contrast, the constructions of “difference” circulating in cardiovascular epidemiology tended to cultivate the notion that any health inequalities which happen to fall along racial, class, or gender lines must be due to individual biological or behavioral characteristics because their causes are not viewed as socially skewed or the result of relational dynamics of power. The essentializing practices I have described in epidemiologic knowledge production accomplish three things that contribute to social hierarchy. First, they further stabilize the notion that “race,” “class,” and “gender” refer to features of and dynamics occurring within individual bodies, rather than to social relations characterized by inequality and power among differently defined groups. Second, they construct and naturalize supposed differences between those categories of bodies. Epidemiologic practices render risk an essentialized attribute of raced, classed, and sexed bodies and construct those bodies as “problems” and points of intervention. And third, the selective inclusion of social differences as intrinsic attributes of individuals achieves the strategic exclusion of structural forces and the obscuring of the social relations of power that produce health inequalities.

Through such processes and effects, epidemiologic conventions and practices can be seen as resonating with and mutually reinforcing ideological discourses about the place and effects of race, class, and gender that exist within the sciences and permeate contemporary U.S. culture. And as the philosopher and gender scholar Iris Marion Young observes, “The categories according to which people are identified as the same or different...carry and express relations of privilege and subordination, the power of some to determine for others how they will be named, what differences are important for what purposes.”18 In the United States, the meanings attached to race, class, and gender—and to specific racial, class, and gender groups—both underwrite epidemiologic tools for knowing and intervening in individuals and populations and structure particular histories of experiences and life conditions that in turn shape exposure to injury and disease and access to resources. In these ways, understandings of racial, class, and gender differences and disparities in cardiovascular epidemiology tend to maintain existing structures of privilege and distributions of wealth and resources.

Thus the interplay between socially constructed discourses on difference and the material relations they structure and through which they become consequential produce people’s positions within hierarchical orders. Race, class, and gender privilege or disadvantage are social phenomena that mutually construct, reproduce, and synergistically operate to structure forms of social organization that shape daily life, from educational and employment segregation, to encounters with the agents and agencies of the state (police, welfare, health care), to the private lives of families and households. In turn, these tightly bundled and interlocking forms of social organization, practices, and institutions constitute the everyday worlds that help to shape epidemiologists’ and lay people’s perceptions of the dynamics of race, class, and gender in general, and with respect to health and cardiovascular risk in particular.

Yet, much of what lay people feel and know in their bodies undermines their cardiovascular health becomes decontextualized, oversimplified, and erased in epidemiology. This erasure is consequential because epidemiology remains our most commonly used and socially credible optic with which to “see” and ascertain disease risks and causes. The conceptions of difference constructed from embodied and lived experiences highlight some of the incompatibilities that can arise when epidemiologists attempt to measure and study socially constructed relations and intersections of power in scientifically manageable ways. Such efforts are premised on principles and methods that work to identify and separate out the effects of different determinants on what are most often conceived of as individual health outcomes. As a result, although epidemiologists are able to articulate more structural views on social class—a dimension of difference they clearly locate in the “external” and social environment—they persist in interpreting gender as a biological characteristic and race as a cultural attribute of individuals. They also either neglect or actively work to tease apart the intertwining of multiple dimensions of inequality. In short, through its treatment of the intersecting processes of racial, class, and gender marginalization, exclusion, and inequity, epidemiology enacts projects of stratified biomedicalization and stratified biopolitics. In the following chapter, I explore further why, and how, this is so.
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Individualizing “Difference” and the Production of Scientific Credibility

Scientific practices as well as their products—scientific claims, facts, and the content of what counts as “science”—bear the imprint of social, political, historical, and economic forces. In previous chapters, I described epidemiologists’ and lay people’s accounts of the effects of race, class, and gender on cardiovascular risk and disease causation. In this chapter, I turn my attention to the paradigms, practices, and technologies that govern epidemiologic research on heart disease, in order to illuminate the linkages between how the science is practiced—under what conditions and constraints, and with what tools—and the content of the scientific claims being produced.

In particular, I try to make sense of two puzzles: The first is that even though epidemiologists think about race, class, and gender in very different ways, the discipline as a whole treats and incorporates these differences in research in largely similar ways. Little about race seems to be natural or settled in the world of epidemiology: neither its measurement, nor its validity, nor its meaning. In contrast, the meanings of class and its significance for health are relatively well established (although best practices for measuring it are not). And finally, the practice of equating gender difference to biological sex is uncontroversial and unremarkable. Despite such variations, however, I found that epidemiology treats and manages racial, class, and gender differences in very analogous ways, as individual-level attributes whose inclusion is viewed as necessary and routine. A second puzzle I also address is the ritualized and ubiquitous practice of individualizing social differences and including them in research, even though this practice is seen by many within (and outside) the epidemiologic community as a conceptually suspect and methodologically inadequate custom.

I argue that this process of epidemiologic individualization—the “usual suspects” approach I introduced in the opening of this book—allows researchers to satisfy a number of contingencies that must be met in order to achieve and maintain scientific credibility. That is, epidemiologists continually (if only provisionally) define the “usual suspects” approach as the “right tool for the job” and a “good enough” means to get their work done.1 Specifically, the “usual suspects” approach helps epidemiologists comply and cope with certain requirements, mandates, and constraints. As such, not only does the use of individualized sociodemographic variables come to be routinized, but it in turn institutionalizes particular conceptions of human, bodily “differences” in cardiovascular epidemiology, ideas about what constitutes disease “risks” and “causes,” and how inequalities in heart disease can be addressed.

The “Usual Suspects” Approach and Its Consequences

As described in the preceding chapters, epidemiologists overwhelmingly operationalized differences of race, class, and gender as individualized, unitary, demographic attributes of racial categories, socioeconomic status, and sex.2 Both observational and interview data indicate that these variables were routinely and often uncritically used to limit or describe study samples, as well as to stratify and adjust results. Researchers referred to their inclusion as just something everyone has to do, to the “holy trinity” of race, sex, and age as absolutely requisite variables in statistical analyses. As Dr. Carolyn Munson catalogued,

Well, it’s hard to believe that you wouldn’t ask [about these variables]—I mean you have to ask gender if you have both....You have to ask race/ethnicity...unless you’ve limited it to a homogeneous race/ethnicity group. You need a measure of socioeconomic status, otherwise...the interrelationship between ethnicity and social class is going to be confused.

In presentations of research methods and results, multiple scientists I observed spoke of controlling for “the usual suspects,” “traditional risk factors,” or “traditional demographic risk factors” as shortcut references to the ritualized adjustment for race, socioeconomic status, and sex. This matter-of-fact, habitual mention of including and controlling for the usual suspects without any explicit rationale indicates a practice that is now so taken for granted as to be a standard operating procedure with which epidemiologists must comply.

As I outlined in the introductory chapter, I argue that the “usual suspects” approach has important consequences for research on the etiology of heart disease and the health effects of social differences. First, the routinized inclusion of the “usual suspects” reinforces individualistic dimensions of race, socioeconomic status, and sex as scientifically legitimate and appropriate ways to think about what I assert are group distinctions and social dynamics. As a result, the conceptual devolution of social inequalities to individual traits of race, socioeconomic status, and sex becomes increasingly taken for granted and institutionalized in epidemiologic analyses.

Second, these individualized variables very often serve as first-resort and final explanations for any differences in outcomes seen among population groups. I observed that in cases where these “usual suspects” could at least partially account for group differences in outcomes, epidemiologists perceived this not as a phenomenon to be further investigated but as an expected result, precisely because of the construction of these sociodemographic variables as the usual suspects. But as one epidemiologist pointed out, adjusting for race, socioeconomic status, and sex in fact may “adjust away” the very disparities and distinctions to which epidemiologists should attend. That is, if variations in risk and incidence may be attributable to differences in the composition of populations, the “usual suspects” approach may in fact erase evidence of this by smoothing out and statistically equalizing demographic divergences from place to place. In turn, such an erasure serves to focus causal, etiologic investigations on factors other than the effects of race, social class, and sex/gender. As Dr. Lena Kelleher explained, social inequalities such as minority status and social class are not considered to be “the real cause” of cardiovascular risk and disease; instead, adjusting for their effects through the inclusion of the “usual suspects” is “taken as the first step” in analyses geared toward evaluating other potential causal dynamics. Any statistically significant results obtained from research aimed at investigating sociodemographic disparities are then used as additional confirmation of the necessity to control for such differences in other epidemiologic work.

A third consequence of the “usual suspects” practice is that it eliminates the opportunity to explore intersections among race, social class, and gender. For example, as several epidemiologists explained, investigations of racial differences in cardiovascular disease and risk would likely control for the effects of socioeconomic status. In that case, then, interactions between race and socioeconomic status rarely enter the analytic lens given that confounding between the two variables is of much greater concern.

Finally, when epidemiologists did study sociodemographic variations, the “usual suspects” approach encouraged them to make assumptions about what mechanisms produced those variations, rather than directly and explicitly investigate a range of possible race-, class-, and gender-related dynamics. For example, I observed that epidemiologists whose results diverged by race often proposed other kinds of differences—cultural, socioeconomic, and physiological—as explanations for those racial variations, often without, or as a substitute for, actually studying those differences directly. Consequently, the very variables that are being used as controls fade from the investigational arena and become technical details and routines warranting only a general mention in describing analytic procedures, rather than the focus of study in and of themselves. Measures of categorical race, socioeconomic status, and sex are conceived as technically important for statistical adjustment but much less often as substantively interesting in and of themselves.

I argue that the cumulative consequence of the “usual suspects” approach in cardiovascular epidemiology is therefore that differences of race/ethnicity, social class, and gender are decontextualized from lived experience and individualized into attributes of racial categories, socioeconomic status, and sex. The approach extracts social processes, forces, and relations associated with the definition and construction of human “differences” out from under the epidemiologic lens. Rather, the phenomena considered more legitimate and appropriate objects of study are often those associations that remain after adjusting for the effects of social differences. In turn, such circumscription of the “job” of the epidemiology of heart disease etiology—limited to what is perceived to be the “objective” and apolitical study of determinants and causes perceived to be preventable and subject to remediation—serves to further the individualization and decontextualization of social differences in cardiovascular disease.

In the end, the lack of explicit discussion of systematic associations found between heart disease incidence and race, socioeconomic status, and sex reflects a truncated investigation, what I call a “terminal analysis,” seen as sufficient unto itself. This kind of terminal analysis leaves the impression that such associations are to be expected given the populations in question and thus require no additional study. Such consequences further concretize the notion that non-intersectional and individualistic constructions of difference like measures of racial categories, socioeconomic status, and sex account for and help explain the distribution of health and illness, pushing aside uncertainty and ambiguity over what exactly about one’s race, class, and sex/gender shapes risk for heart disease and how.

Yet, paradoxically, the “usual suspects” approach is simultaneously subject to some fairly fundamental questioning, which I explore next.

Disputing the “Unseen Hand”

As I discussed in chapter 2, a significant movement within epidemiology questions the conventional and routinized measurement and inclusion of categorical race, socioeconomic status, and sex. In my research, disputes over the “usual suspects” approach focused primarily on two sets of issues. First, some of the scientists I interviewed argued that the mere inclusion of the “usual suspects” in epidemiologic analyses by itself fails to shed light on the dynamics and origins of sociodemographic inequalities in cardiovascular risk and disease. While such questions were never raised with regard to the inclusion of sex, it happened occasionally for socioeconomic status, and more often in the context of race, where some researchers called for epidemiology to move beyond simply including it as a variable to identifying some of its mechanisms. For instance, according to Dr. Karen Verceau, ideally

the question is always, what does one believe may be the mechanism of why there are different responses? Are they genetic? Then you need to look much more at genetic lineage. Are they more habits and socialization and cultural issues? Then measure those....I think in measuring things, one needs to be mindful of what is it you are trying to get at here.

Dr. Kelleher argued that “asking about the proxies I think is a good way to...learn more about it, instead of keep sticking in our dummy variables of race, ethnicity” (emphasis added).

Published commentaries also provide points of contestation against what one account calls the “unseen hand”3 that guides the inclusion of presumptions of racially deterministic analysis and interpretation. For example, a “Statement of Opinion on Race, Genes, and Causal Inference,” issued by the Epidemiology and Prevention Council of the American Heart Association, stated:

Serious discourse on race in our society does not usually start from biological determinist premises. At least not when these premises are stated explicitly....In practice, however, analytic methods are often used that channel the investigation into a deterministic path....The existence of this “unseen hand”...can be inferred from two closely related, observable features of this literature. First, the field has in general embraced a transparently fallacious idea that “control” for social characteristics can be achieved by using self-reported education and income. Second, the explicit inference is routinely made that specific genes explain population differences in complex phenotypes, like hypertension, left ventricular hypertrophy, and atherosclerosis, when no direct or indirect evidence exists to suggest this is the case.4

Nancy Krieger, a social epidemiologist, likewise notes in an extended commentary that controlling for the “usual suspects” smooths out the very demographic differences that should be the focus of etiologic research.5 She also argues that instead of merely controlling for features like race and class, one should use samples of specific class and racial groups and construct case histories of communities, effectively changing the traditional approach to the unit of analysis. These scientists, like those I interviewed, therefore believe that the simple inclusion of race (and, somewhat less often, socioeconomic status) as demographic variables sheds little light on exactly how such dimensions of “difference” shape cardiovascular well-being.

A second point of contestation over the “usual suspects” approach addresses their questionable validity and reliability. Epidemiology favors measures that are stable, easily quantifiable, and seemingly objective. That is, the scientists I interviewed saw epidemiologic measures as most trustworthy when they were replicable over time and represented quantifications of bodily symptoms or features measured with technologies relatively (or seemingly) less subject to human interpretation, such as a blood pressure reading or body-mass index. However, as described in earlier chapters, racial categories, socioeconomic status, and sex do not count among such measures. For example, epidemiologists I interviewed themselves pointed out that racial classifications and socioeconomic status not only vary over time but also, because the mechanisms through which they shape cardiovascular risk are unclear, their ritualized measures may in fact fail to capture or serve as good proxies for the underlying determinants of heart disease. Perceptions of relative wealth or poverty may be as important as or more important than absolute income or other measures of socioeconomic status. (In a similar vein, gender identification can differ from one’s biological sex, and biological sex is not, strictly speaking, a binary variable6—though these aspects of methodological ambiguity were not noted by the epidemiologists I interviewed or observed.) Thus, operationalizing and using such variables can be fraught with uncertainty and methodological and other difficulties.

Because of the sources of methodological and conceptual imprecision that often accompanied the measurement and inclusion of categorical race and socioeconomic status (and also arguably true of sex), epidemiologists constantly faced doubts about what their data were telling them—whether their measures were actually capturing the most relevant phenomena and disease mechanisms, whether those phenomena were “real,” or whether something else was actually going on. In the absence of good measurement tools that specifically operationalized those aspects of social difference that shape cardiovascular health, epidemiologists found themselves constantly making do with blunt classification systems, fairly primitive analytic methods, and proxy variables that many, if not most, acknowledged are imprecise.

Black Boxing the “Usual Suspects” Approach

Yet while there was some controversy over the “usual suspects” approach, the general categories of inputs to be included in order to produce credible outputs seem relatively settled and self-evident. Epidemiologists took for granted that they must incorporate individual-level characteristics of race, socioeconomic status, and sex; that is, this practice was increasingly “black boxed.”7 As noted in the introductory chapter, the concept of the black box originates from cybernetics, where it is used in diagrams as a quick way of alluding to some complex process or piece of machinery: In its place, one draws a box and indicates only the input and the output, thereby sidestepping the need to detail the content of the box itself.

This metaphor captures critical aspects of the character of technoscientific facts and routinized procedures: Hidden inside, as the sociologist Steven Epstein argues, “is an entire social history of actions and decisions, experiments and arguments, claims and counterclaims—often enough, a disorderly history of contingency, controversy, and uncertainty.”8 The process of constructing and closing the black box and rendering invisible this unruly social history involves the continual use of discursive techniques and actions to strengthen the case being made. To follow Epstein,9 scientists take epidemiologic observations (for example, “the incidence of heart disease and its risk factors are associated with race, socioeconomic status, and sex”), transpose them into claims (“it is important to examine the potential roles of racial, socioeconomic status, and sex differences in heart disease”) that are accepted by others (“the significance of racial, socioeconomic status, and sex differences in heart disease”) and may eventually become facts (“risks for heart disease include racial, socioeconomic status, and sex differences”). The “usual suspects” approach helps to construct a seemingly intelligible and orderly story about the unequal distribution of cardiovascular health. Over time, such “facts” then themselves act as obligatory passage points10 through which epidemiologists who follow must pass in order to further their own scientific claims and interests. When a black box has embedded itself as a taken-for-granted, standardized procedure, its history and all the elements incorporated into it cannot be easily picked apart or disputed piece by piece without potentially incurring significant costs.

A central finding here therefore is that this particular black box—of transposing social relations of race, class, and gender into standardized racial categories, socioeconomic status, and sex and then including them as demographic adjustments in epidemiologic analyses—can exist quite robustly even though its interior is frequently opened up and challenged by epidemiologists themselves. While those using the “usual suspects” approach may insist that the inner workings of this black box are uncertain, problematic, and potentially even scientifically irrational, the techniques themselves still continue to function as a black box.11

As I asked in the beginning of this book, why and how is it that the “usual suspects” approach has become so black-boxed, even if the content and validity of the black box are routinely contested? I argue that it is because the individualization of race, class, and sex/gender and their inclusion in epidemiologic research are integral to the construction of scientific credibility and the management of uncertainty in cardiovascular epidemiology. In the following section, I propose and explicate a number of reasons for how this particular practice contributes to the production of credibility in the eyes of both the public and epidemiologic and larger scientific communities.

A “Good Enough” Tool for the Job: Managing Uncertainty and Producing Credibility

The ability to make scientific claims in epidemiology—as in many other disciplines—depends upon compliance with a series of processual requirements and standards.12 These methodological contingencies are technical procedures and criteria, characteristic of the practice and culture of epidemiology, upon whose satisfactory completion scientific and social credibility rests. I argue that through its ability to minimally comply with these contingencies, the use of the “usual suspects” approach promotes the production of credible epidemiologic claims. That is, by providing convenient ways to nominally satisfy a range of methodological contingencies, individualized variables of race, socioeconomic status, and sex persist in epidemiologic work. Researchers most consistently mentioned three contingencies: what I term the “measurement imperative,” U.S. regulations requiring the inclusion of minorities and women in health research, and organizational and economic constraints on epidemiologic work. In the face of these contingencies, constraints, and conventions of practice, the “usual suspects” approach becomes constructed as a convenient and “good enough” alternative to get the job done.

The Measurement Imperative

The work of epidemiologists often involves research on indeterminate phenomena using uncertain methods. In cardiovascular epidemiology, for example, part of the objective of much research is to determine the complex etiology of one disease or a set of related diseases whose multiple determinants can be synergistic, counteracting, overlapping, or independent and may vary from person to person, place to place, and time to time. In the face of such ambiguities, grounds for the credibility of a piece of research must be carefully constructed.

One way in which a case for credibility can be built is through the comprehensive measurement and inclusion of all possible contributing, intervening, and mediating factors to the phenomenon in question. Investigators therefore experience pressures to quantify and incorporate all variables that may play a role. I call these pressures the “measurement imperative.” Dr. Sheila Morris explained how epidemiologists go about complying with this mandate to measure and include, describing the scientific function that the measurement imperative fulfills:

I mean, anything that you definitely know already has been an established risk factor for cardiovascular disease, you definitely should measure at least in the most standard method...things like blood pressure, age, gender, and race. So that’s how I begin doing it. And then there are other things that are putative risk factors that haven’t been well established but have been suggested by different sources that, if possible, you know you’d like to measure at least to add more evidence to that literature, or help to minimize some of the residual confounding. If that factor is actually associated with your outcome, you want to eliminate its impact.

Dr. Lance Daly similarly described the inventory of variables known to potentially bear on cardiovascular risk factors and heart disease, and the need to collect data on as many of them and as comprehensively as is feasible:

If you’re trying to determine whether one particular factor is etiologic...then you obviously want to get a very good history of the exposure to that particular variable. And then...to get some kind of assessment of the major risk factors...you’d at least want to know the blood pressure status, hypercholesterolemia (ideally you’d want to know about subfractions), smoking, diabetes, obesity, physical activity, diet (if you can get it in a reasonable way, but diet takes a fair amount to get good information on), family history...body weight (like obesity, lack of obesity). And race, gender, age—basic demographic data. And also certainly measures of social class or education—those types of things have been shown in a variety of studies to be involved in risk, and those are some of the things for which the role is still being elucidated. But you want to have that information as well.

Thus, as the body of evidence accumulates that something about race, social class, and sex and gender may play a role in cardiovascular risk, the measurement imperative compels researchers to include measures of these differences in their study design and statistical analyses. Individualized variables of categorical race, socioeconomic status, and sex remain crucial to the construction of credibility in part because the measurement imperative mandates that some aspects of these differences be measured in some fashion. In short, any measurement, even inadequate measurement, is better than no measurement at all.

Facilitating the routinization of the “usual suspects” approach as a means to fulfill the measurement imperative is the interpretive flexibility13 of the “usual suspects”—their ability to mean different things to different people in different times and places without undermining their basic integrity. These individualized variables are quite plastic: Their definitions, their relative weight or relevance, and even their interpretations can vary from site to site without requiring complete agreement. The nature of epidemiologic sociodemographic measures as boundary objects—comprising both objects and sets of processes that have dual properties of flexibility and integrity—allows for continued coordination without the need for substantial conceptual or interpretive agreement.14 For example, the inclusion of the variable “race” can serve as a way to measure the cardiovascular effects of racism,15 as a proxy for genetic16 or physiological17 differences, or as an indicator of possible cultural or behavioral patterns.18 All these investigations support the inclusion of the variable of “race,” but for quite different political and conceptual purposes. Similar dynamics occur for socioeconomic status and sex. The conceptual looseness of these “usual suspects” in fact contributes to their standardization in heterogeneous lines of research and to their construction as “good enough” and credible enough tools for cardiovascular epidemiology.

Thus, epidemiologists—from those who agreed that current measures are ambiguous to those who were most emphatic that they are fundamentally flawed—made do with relatively crude methods of representing race, socioeconomic status, and sex and habitually included them in their research. On the one hand, researchers saw the “usual suspects” approach as an inadequate tool for the job of meaningfully advancing knowledge on the causes of heart disease disparities. Yet on the other hand, their ritualized use of the “usual suspects” approach transforms the practice into an epidemiologic standard operating procedure and institutionalizes it as a “good enough” tool for producing credible epidemiologic research. In this fashion, more fundamental ambiguities around the meanings of sociodemographic variables and their role in the incidence of heart disease are bypassed in favor of technical, methodological deliberations. An almost singular focus on operationalizing and incorporating race, socioeconomic status, and sex displaces larger questions of when and why they ought to be included. That is, concentrating attention on refining and standardizing methods emphasizes how things should be done, not why. As the sociologist and science studies scholar Susan Leigh Star observes, “Higher-level uncertainties thus became transformed into more manageable, lower-level ones.”19 These technical downshifts therefore subsume fundamental disputes and gloss over differing visions of the objectives and limits of science. It is under these conditions imposed by the measurement imperative that there can exist significant uncertainty over the adequacy of current measures of race, social class, and gender simultaneously with their routinized inclusion.

Inclusion, Representation, and Regulatory Formalism

Political and regulatory conditions also govern epidemiologic research and further stabilize the “usual suspects” technique as an adequate and therefore widely embedded tool for the job.20 Among the epidemiologists I interviewed, the most prominently mentioned issue in this regard was the 1993 mandate under the National Institutes of Health (NIH) Revitalization Act that all NIH-funded clinical research include women and minorities unless a clear and compelling rationale that such inclusion is inappropriate can be provided. Steven Epstein argues that this and similar forms of legislation were made possible because of a revolution in scientific common sense, away from protecting “vulnerable” groups from research risks, toward affirming the rights of individuals to choose to assume such risks.21 Epstein chronicles how a growing perception that previous biomedical research had been largely focused on white men raised concerns about the generalizability of study findings to other populations. A historic convergence of women’s health, AIDS, and minority health activists, and the support of key members of Congress, brought about this striking shift in the re-definition of demographically diverse and inclusive research as ethically appropriate and scientifically warranted.

The use of measures of race, socioeconomic status, and sex has become a convenient means to demonstrate an attention to diversity and representation now mandated in epidemiology. The “usual suspects” therefore enable the fulfillment of regulatory criteria and the construction of political, and not just scientific, credibility. However, the degree to which representational concerns were articulated differed for different dimensions of diversity. I heard virtually no explicit calls by epidemiologists for the inclusion of individuals from diverse class backgrounds. However, because of the widespread agreement that socioeconomic status significantly stratifies cardiovascular risk and health, it seems taken for granted that socioeconomic status must be included in epidemiologic analyses in order for the results to be statistically adjusted. In contrast, the often implicit claim that women and men differ biologically led to a moderate number of arguments for the inclusion of women in cardiovascular epidemiologic research. So the inclusion of women and the attendant compulsion to stratify by (and adjust for) sex were driven more by questions of biological etiology than by political or equity concerns.

In contrast, epidemiologists in interviews and at scientific meetings very frequently invoked the controversy surrounding the inclusion of racially diverse populations. On the surface, the need for racial diversity in epidemiologic research seems to be a settled matter, as the principle of inclusion has been codified in such documents as the American College of Epidemiology’s Statement of Principles: Because “epidemiologists have a critical role in reducing the marked health disparities among United States racial and ethnic groups,” those racial and ethnic groups have to be represented in study samples.22 Some epidemiologists I interviewed echoed the pragmatic justifications for such inclusion advanced by this Statement. They claimed that multiple other practical and empirically relevant concerns—increasing diversity in the U.S. population, observed differences in behaviors and treatment responses between different racial groups, and efforts to reduce spending on health care—create an imperative to maximize research representation along racial lines.

But while epidemiologists willingly acknowledged that people of color and women have for the most part been underrepresented in cardiovascular epidemiologic research, they were almost unanimously opposed to how they were mandated to remedy this problem. Many epidemiologists referred to the pressures of contemporary identity politics as contributing to the token inclusion of women and people of color in order to satisfy the regulatory mandate, but without sufficient statistical power—that is, in numbers far too small to render useful and credible conclusions about group differences or about a group in and of itself. Although ensuring statistically valid comparisons between sex and racial/ethnic groups was the original intent of the NIH Revitalization Act, epidemiologists perceived and witnessed that in practice, such requirements were not enforced. Thus, researchers believed that such a mandate had now devolved to a bureaucratic yet scientifically untenable rule, diminishing the scientific credibility of research at the expense of making its results more politically palatable.

As Dr. Verceau explained:

I think the concept is an essential and important one, [that is,] the concept that we cannot just study white men and think we have the answers to everything. You must study each of these populations separately....The reason for doing what I call stratified sampling by either gender or race would be because I suspect what I want to test, that the effects may not be the same—[the effects] of the particular, if you will, black box intervention. If indeed that is my question, then it becomes totally a sample size problem. I need to be able to say, what’s the least effect I expect in any one of the populations, and do I have the ability to test that effect if it’s there?

Dr. Verceau argued that the implementation of the NIH inclusionary policy does not in fact resolve these methodological contingencies:

My soap box, as an epidemiologist, is that NIH has been specifically mandating how scientists need to write proposals and need to do studies in order to get funded. Unless you have a good justification for why you do or don’t include certain kinds of people, you are not even likely to get past the review step. This is particularly true with gender, and it’s true with all of the different ethnic categories....I personally think that’s a huge mistake. I would much prefer more studies that are targeting specific ethnic groups, men separately and women separately. What’s happening with the mandate that you have to check the little boxes that you include everyone...[is that] people comply. So they will say that they are going to get some Hispanics, they are going to get Asians—whatever that is...they are going to get African Americans. And the list goes on. Ultimately, any given study, unless you make a specific effort to target it, has such small numbers of those individuals in the study that if, in fact, there is a gender difference, there is an ethnic difference, and you want to identify, describe, and detect it and advance the science, it dilutes the main effect by having people from each group, just a couple of them; none large enough, in order to fully answer the research question....The [NIH] reviewers don’t seem to be picking up that what you’re getting is what you ask for: “Yes, I will include everyone.” Have I demonstrated that I will have enough Asian people, enough African Americans, in my study, so I can draw a conclusion about such individuals? No. This is what I think is one of our biggest problems right now, in terms of the science we are doing, the proposals we write, and the studies we carry out....With the mandate that has been passed down, people do the knee-jerk reaction and say, “Yeah, I’m going to get everybody. Isn’t that nice?” It’s a waste of money. It’s a waste of research dollars.

Epidemiologists in fact discursively contrasted “political” considerations—which they believed guide the regulatory framework regarding representation in research—in explicit opposition to “scientific” criteria. Thus, they perceived such regulatory mandates to include people of color and women in cardiovascular research, in their current form, as the wrong tools for the job of producing scientifically credible knowledge about the effects of differences on heart disease. Yet, on the other hand, as bureaucratic obligatory passage points, they become methodological contingencies to be satisfied solely, epidemiologists argued, for the sake of political credibility.23

Economic Constraints and Contingencies

A third contingency that sustains the ritualized inclusion of the “usual suspects” has to do with the economic conditions under which epidemiologists do their work. Specifically, epidemiologists argued that in order to come to credible conclusions about disparities in disease, they required studies with very large sample sizes and longitudinal designs. However, such studies are extremely expensive and logistically difficult to conduct. When I asked epidemiologists how they would design their ideal study and what kinds of data they would collect, some spoke at length about the need for adequate statistical power to conduct separate analyses for carefully defined social groups in order to address questions of social factors and conditions and their role in heart disease causation. As Dr. Max Oliver pointed out, “Ideally, it would be good to have sufficient detailed individual data on all demographic groups, but this is often not practical. I think the current techniques are sufficient, but the bigger problem is adequate data, which needs to be massive for the ideal study.”

The epidemiologists I interviewed also advocated longitudinal research, following individuals and communities for extended periods of time, even across generations. For example, Dr. Anita Yu suggested examining cultural adaptation and lifestyle changes across generations in order to understand the cardiovascular risks of immigrants. Dr. Morris envisioned beginning data collection during pregnancy and following those children from birth until death. However, these and other epidemiologists almost unanimously ended their descriptions with comments about the financial obstacles to doing such research, specifically the enormous costs and resources required to maintain contact with cohorts of individuals and gather such in-depth data at regular intervals. However, they perceived the alternative—studies that are cross-sectional, wherein data are collected from individuals (or the units of analysis) only at one point in time, like a snapshot, or shorter-term longitudinal studies—as inappropriate for determining causality across a wide range of both proven and untested risk factors.

Moreover, even if detailed and longitudinal data sets were available, epidemiologists pointed out that conceptual models and techniques for analyzing such complex data are still in their infancy. These represent crucial tools for the job that have not yet been fully elaborated, much less stabilized or widely accepted. Some of the epidemiologists I interviewed discussed gathering data that chart complex changes not only in the economic life chances, experiences, and health of people but also in the histories of the environments and communities in which they live.24 Dr. Mia Henderson, for example, uses ecological models that

bridge this gap between looking at the macro influences like...neighborhood socioeconomic status and neighborhood disease prevalence...[as well as] individual determinants and individual outcome....The ecological model that says, well sure, there are these individual attributes, but you can also take into account all these neighborhood attributes, more of the context—the contextual model, as they call it, in addition to individual stuff....It’s a relatively new sort of way of knowing about individual health behaviors versus more conventional epidemiology.

In theory, such a model “probably will explain a lot of what’s going on [at] the individual level” by “accounting for these neighborhood, these environmental, sociological kinds of influences as well as individual influences.” However, in practice, Dr. Henderson acknowledged, “it’s much more complicated....I’m still trying to figure out how to assess those [influences], how to make them work.”

Dr. Morris agreed that existing methods to determine the multiple causes of heart disease are rudimentary and ultimately inadequate to model the complex, synergistic, and intersecting dynamics that characterize the impacts of race, social class, and gender. When I asked if she felt that she had the methodological tools to do the kind of research she would like to do, she replied tepidly:

They’re okay. I mean in terms of socioeconomic status and the highly correlated data, especially if you try to do things on individual’s neighborhood to...larger spatial units, they have some hierarchical modeling techniques you can use. But I mean it’s still not perfect. You know, we still don’t have a way that perfectly gives us what we want to do, so I think there’s still definitely some methodological development that we still have to do in terms of measuring things, as well as doing analysis using this information. I mean we can collect tons of information, but how do we analyze that? How do we take into account your parents’ economic status and your childhood economic status, and yours now, currently, and then yours when the event happened? How do we correlate all those things together and try to measure what our lifetime socioeconomic status was?...I don’t think conceptually we’ve got it all worked out yet. And I think it’s mainly because we haven’t figured out some of the steps along the way either. It’s all kind of one big mess that we’re trying to understand what it is, sort out the pieces of stuff.

Epidemiologists whom I both interviewed and observed almost uniformly perceived that such methodological problems are, as one put it, “the kiss of death for funding.” Thus the conceptual models and analytic techniques for examining the effects of race, class, and gender in cardiovascular risk and disease represent crucial missing tools for the job. As a result, epidemiologists reported to me that they continue to use measures of categorical race, socioeconomic status, and sex that were often regarded as scientifically inadequate yet “good enough” stop-gap techniques to nominally account for differences that epidemiologists know to be significant, though in ways they could not conclusively state.

For all their uncertainty, then, individual-level variables of racial category, socioeconomic status, and sex have to a significant degree become systems that represent standardized ways of classifying the world,25 bringing together scientists from diverse lines of work. They allow for comparisons between individuals and studies from different geographic, social, and historical contexts. And perhaps most significantly, because they have been embedded in multiple sites and technologies throughout the infrastructures of epidemiologic research, there are very high costs to accommodating alternatives. Such sites of institutionalization include national survey instruments, the digital design of databases and computer programs, ongoing research studies and protocols, the training and expertise of researchers, and the technical, organizational, and political cultures of government agencies and health bureaucracies. Each of these sites has both shaped and been constituted by the specific ways in which sociodemographic differences have conventionally been collected, measured, recorded, stored, analyzed, and interpreted. As a result, such conventions have been co-produced along with the practices and infrastructures of epidemiologic work and, importantly, standard definitions of what counts as legitimate and “doable”26 research. All of these elements structure the social world and work of epidemiology and, consequently, the kinds of knowledges produced. Even though emergent methods of measuring or analyzing the effects of “difference” may be highly sophisticated or greatly improved over current modalities, they often represent the “wrong” tools for the jobs of epidemiologic investigators trying to do large-scale, generalizable, comparable, and credible research testing causal hypotheses.

Because of these economic and infrastructural constraints of conducting such long-term data collection, scientists often rely on preexisting databases compiled by other researchers or by government agencies. However, the categories and methods of measurement used to collect such data are most likely to be precisely those that are not very novel, advanced, or nuanced. Instead, they are selected because they are conservative, safe, and comparable to those used in previous rounds of data collection. Dr. Kelleher, for example, who uses secondary data sets, discussed the drawbacks of being “stuck with what I have,” including the absence of some racial groups she would have liked to study, and the lumping together of ethnic groups she considered to be extremely heterogeneous. Thus, the very data sets that represent a significant resource for epidemiologists struggling to produce new knowledge are most likely those that use relatively established, standardized measures, particularly of race and class. Thus this practice of using secondary data in many ways further institutionalizes a conservative bias in research, effectively curbing the use of newer conceptual and methodological techniques that might offer a better, more nuanced understanding of the effects of race, class, and gender on cardiovascular risk. That is, they discourage innovation, as Dr. Kelleher described:

It would be kind of nice to have people that are thinking a lot about [new methods of measurement and analysis] and theorizing a lot about it, to get with the people that are designing the surveys, you know. But that’s a huge bureaucratic process....It’s really hard just to get like a new question on a survey....The National Health Interview Survey has been going on since the ’50s....Just getting education on the death certificate was huge....I just witness people that I’ve worked with that have been involved in kind of redesigning some surveys and...you’ve got people who have been there for decades, you know, who have done the same thing, the same reports are produced from the same survey, and it’s just I think the inertia of getting people to change. And issues of class and race are politically charged....Those issues are always very sensitive. There’re ownership issues within the organization—who owns what data set and authority issues. And I just think it’s just a hard thing to do for a lot of different reasons....I’m not trying to put them down. I think they do a really excellent job with their stuff. It’s just, to come in and say, “Oh, we need to have Marxist measures of social class on this survey,”...talking about owning the means of production, it’s just not going to happen [laughs].

Economic considerations, by shaping the kinds of data collected, deeply impact the research materials available to epidemiologists and operate to constrain the ability to develop a finer-grained understanding of the racial, class, and gender orderings of cardiovascular risk. In turn, they further routinize the use of individualized variables of demographic difference in epidemiology.

Individualizing “Difference,” Problematizing “Expertise”

Epidemiologists thus perceived numerous obstacles to the conceptual and methodological advancement of the field: the intrusion of political and regulatory requirements to include certain populations that in fact counter efforts to design research based on scientific criteria; the lack of theoretical models and measurement technologies to gather appropriate data; and the lack of resources to analyze such data and evaluate more complicated causal hypotheses. These forces have shaped disciplinary responses that are largely conservative and that valorize known measurement strategies, comparable and stable forms of data, and proven conceptual and analytic models. They embed within the organization and conduct of epidemiologic work a working currency of credibility, based on standards of practice that allow for one’s research to be intelligibly understood by one’s peers and that is consonant with and comparable to the existing scholarship. As Dr. Verceau described, “On the one hand, I would like to be adventuresome and develop all my own categories of measurement. On the other hand, there’s this real desire to want to be able to compare research with previous research. If you are not careful in developing your categorization, then you are not able to compare so well.” Following these standards of practice, therefore, effectively (or at least nominally) convinces fellow scientists and other audiences of the plausibility of the methods being used and in turn, the claims being made. Here, in order to produce credible epidemiologic research, epidemiologists routinely resorted to the “usual suspects” approach, wherein individual, rather than social, attributes of racial categories, socioeconomic status, and sex were incorporated as statistical adjustments and controls.

Epidemiologists were not unaware of the potential costs of knowledge production processes that are conservative and convention-bound. At least several interviewees acknowledged that the default option of the “usual suspects” approach in fact directly counters efforts to understand the effects of racial, class, and gender differences in cardiovascular risk and disease. According to Dr. Morris, “I get frustrated because more studies are being done that do the same thing, without offering solutions, or exploring other possibilities or designing studies that could answer those questions. And this has been going on since the 1950s, so that’s what I think the most annoying thing about it is.”

The other costs of such disciplinary conventions are that epidemiologic standards and commonsense understandings of the effects of social differences on disease mutually shape each other and, in so doing, displace considerations of alternative bases of knowledge production and claims-making. Given our ongoing confusion about the sources of health disparities, their historical persistence despite policies aimed at their reduction, and the heterogeneous perspectives (even among epidemiologists) on how social differences produce heart disease, the notion that epidemiologists might have something to gain from the diverse knowledges constructed by lay people living with heart disease would hardly seem to be a revolutionary idea. Lay people’s accounts of social conditions and the role they play in heart disease offer some compelling alternatives to epidemiologic thinking about difference. Those accounts support the notion that social inequalities of race, class, and gender function as fundamental causes of disease, stratifying life chances, resources, and the conditions within which health can be promoted, maintained, and/or undermined. Thus, lived experiences of inequality and heart disease imbue lay accounts with a kind of legitimacy and authority. This authority is not rooted in training, esoteric skills, or credentialed status, as it is with expert authority. Instead, lay people’s experiences provide a kind of “data” from which they construct interpretations and understandings of the linkages among social structures and representations that maintain social inequality, their everyday lives and material conditions of life, and their cardiovascular health.

Lay knowledges should not be considered as simple, direct reflections of their lived “reality” but rather as intentional, constructed, and often political narrative efforts to make meaning out of their experiences. But in this regard, lay knowledge is no different from scientific expertise, whose production similarly filters reality and offers representations and interpretations that are no less intentional, constructed, and political. Instead, both lay and expert accounts of the causes of heart disease are attempts to explain what is experienced and observed, from which knowledge is in turn produced. Despite, or perhaps because of, the very important distinctions in the institutional, political, and cultural conditions in which epidemiologic and lay knowledges are constructed, lay accounts offer alternative ways of understanding and conceptualizing the causes of heart disease that may prove instrumental in addressing cardiovascular health inequalities.

Interactions among scientific and lay knowledges have certainly occurred in other fields of scientific and medical research. For example, as detailed in this book’s opening chapter, the works of the sociologists Phil Brown and Steven Epstein demonstrate the ability for lay people in the environmental justice and AIDS social movements, respectively, to learn enough of the relevant sciences to craft their own informed stances on problem definition, study design, data collection, interpretation of findings, value neutrality, and standards of proof.27 28 In these cases, then, lay people gained “expertise” by virtue of their acquisition and mobilization of the concepts, frameworks, and vocabularies of the scientists themselves.

In contrast, however, I consider here a situation in which there currently is no explicit organized engagement or relationship between lay and expert forms of authority. No prominent lay movement or group has undertaken efforts to acquire biomedical and epidemiologic language and technique in order to challenge official knowledge production around cardiovascular disease and its causation. There are, of course, some national organizations aimed at education and awareness. There are also general health-advocacy organizations that are quite politicized and that more nearly mimic grassroots activist groups, especially those working to promote the health of women and communities of color. But despite its status as the most common cause of mortality, heart disease does not have associated with it a visible hybrid activist-expert community of the kind that scholars have found in other medical and scientific arenas. For these reasons, in the case of heart disease—despite its being a health concern that touches so many—the challenges of conceptualizing, much less achieving, a more democratic science are especially acute.

A distinctive feature of the expert–lay divide explored in this book has been the implicit yet omnipresent question of audience. Epidemiologists, as part of a professional community of scientists, were continually preoccupied with how others evaluated the credibility of their causal claims. Their analyses tended to rely upon self-authenticating styles of practice, triangulation, and explanations that are widely accepted or less controversial. On the other hand, because lay people’s analyses centered largely on the immediacy of their own lives, they seemed to be less concerned with these issues. Scientific and lay knowledges in this study thus served different purposes: Scientific knowledge was produced explicitly for peer and public consumption, while lay knowledge provided personal interpretations and ways of understanding the world, based in biographical experiences and deployed to make sense of them. Theirs was knowledge produced by and for themselves.

Clearly, expert and lay knowledges are not on a level playing field. This book depicts an expert–lay hierarchy as much as a divide. Epidemiologists are viewed as producers of scientific, official knowledge on the causes of heart disease while lay people, in contrast, construct “subjective” “anecdotal” accounts. The scientific basis of epidemiologic claims about the difference that difference makes means that such claims carry a great deal of social credibility and cultural legitimacy. In that context, what kind of status do we accord lay knowledge, which has vastly different criteria for validity? And what are, then, the implications for the authority of science and our conventional definitions of expertise? Against the backdrop of such questions, considering alternative bases of knowledge about the causes of heart disease, and especially of the social disparities that characterize it, is no simple matter.

The discipline of scientific conventions and routines, the importance of credibility, the implications of constructing something as a “cause”—all these both engender and reveal the high-stakes consequences of expert knowledge claims for lived experiences. Epidemiology biomedicalizes differences of race, social class, and gender in very specific and strategic ways, and it is these culturalist, behavioral, biological, and individualistic dimensions of difference that predominate in clinical medicine, public health, and public discourse. In this way, epidemiology constructs commonsense, power-laden notions about the “natural” effects of individual differences on individual health and so participates in sustaining racial, class, and gender hegemony. Epidemiology therefore enacts and endorses the belief—even if individual epidemiologists take issue with it—that research on the etiology of heart disease can be conducted with the individual as the basic unit of analysis, that potential factors and determinants can validly be conceptualized and measured at the individual level, and that treatment and prevention efforts can be predicated on individual change and aimed at individual actors.

What, then, would it take for the field to move forward, to produce meaningful knowledge about the social disparities of heart disease and the influence of social differences in generating them? First, it requires that we address the question of how to understand and even talk about the credibility, legitimacy, and validity of knowledges in ways that do not themselves replicate experts’ take on “expertise” but that instead suggest alternative terms of debate. Why is this important? Reserving the label of “experts” for those who possess specialized training, skills, language, and credentials, and for the few lay people who acquire them, highlights that, in a knowledge-stratified society, relations of expertise are relations of power, maintained by such political practices as monopolizing knowledge and asserting privilege.29 Defining “experts” and “expertise” in these ways has the effect of reifying scientists as producers of official knowledge, whereas lay people collect “subjective” interpretations and “anecdotes” that glean personal meaning from their experiences. The relative absence of an arena in which lay and scientific claims about the causes of heart disease come into explicit interaction and contestation means that the very basis of “expertise”—as rooted in the possession of esoteric and specialized skills, concepts, and lexicon of epidemiology—remains largely taken for granted. To counter this, we must assert, as the sociologists Jennie Popay and Gareth Williams do,30 that lay people, through their experience of life events and the conditions of their existence, accumulate an alternative body of knowledge that is authoritative in its own way and that an analysis of its content may contribute to our understanding of the relationship between social inequalities and health inequalities.

Simultaneously changing how we define and think about experts and expertise also requires that we take into account the conditions under which expert knowledge is being produced. I do not believe that the epidemiologists in my study were simply being myopic about the social causes of disease; rather, they work within a system of rules, standardized routines, rewards, and institutional practices that all shape sanctioned causal claims in particular ways. Infrastructure matters for the production of any commodity, and here it is deeply consequential for the scientific knowledge being made. The inclusion of race, socioeconomic status, and sex as variables is a routinized practice, not because epidemiologists see it as conceptually or methodologically robust but because it helps them to satisfy a number of contingencies that must be met in order to achieve credibility. This practice, however, legitimates individualized, astructural, and (seemingly) apolitical notions of difference and sustains a focus on individual risks rather than on social causation.

Thus my work shows that devoting additional funding to the epidemiology of disease disparities—as critical as that is, and as important a political accomplishment that would be—will not be enough. Under existing conditions of production, further epidemiologic research will continue to generate results that largely replicate what we already know about individual-level risks and health-related behaviors. It will not, in contrast, tell us how complex social processes related to the representation and organization of race, class, and gender structure life chances and so limit and offer avenues for modifying and responding to disease risks. Neither will it tell us how relations of power act as fundamental causes of disease, placing people defined as different “at risk of risks.”31 We need a different set of answers to the question of what difference does difference make, and for that, we need a different way of obtaining those answers, a different way of producing knowledge.

Alternative knowledge production is a question of both definition and infrastructure, of culture and of structure; that is, problematizing the social prominence and cultural authority that we place on scientific expertise in our society means problematizing the conduct of science. These in turn are all questions about power: Expertise is a critical resource in the struggle for status and privilege, and thus the bases of expertise and its acquisition are fiercely defended domains. Even seemingly esoteric debates about epidemiologic methods are embedded with assumptions, practices, and frameworks that are thoroughly social and political. There is no science that can be separated from culture, society, or politics. To assume so is to leave untouched ideas and practices that pose fundamental obstacles to producing a new and different knowledge about difference and its consequences for the body and psyche, and for individuals and communities. Thus remaking race, class, and gender in our investigations of heart disease involves fundamentally rethinking our definitions of expertise and credibility and, consequently, of the political economic, social, and institutional conditions under which we produce knowledge about health, disease, and populations.

In short, it involves confronting the politics of knowledge. Most obviously this means initiating and contributing to conversations about the social production and causation of disease. But this also means analyzing why people imbue “difference” with such different meanings, calling attention to the ramifications of our standards for authoritative knowledge, and problematizing those criteria that hinder our efforts to improve societal well-being. In the pursuit of equity in health, we must recognize that both disease and difference are socially created and thus must be sociologically understood. It is to this ongoing conversation that this book seeks to contribute.


Conclusion

Despite more than a century and a half of medical and epidemiologic research into the causes of social inequalities in heart disease, vast, systematic differences persist in who develops it, who lives with it, and who dies from it. These durable disparities in heart disease incidence and outcomes have raised public concerns and prompted research explicitly aimed at uncovering the causes for such inequalities. Thus racial, socioeconomic, and sex categorizations of various forms have consistently been a part of the epidemiologic endeavor, in which population variations are identified and mined for clues to the etiology of disease. However, when considering such research, the meanings of bodily and social differences must be understood as socially constructed, capable of mobilizing a broad scope of social, political, economic, institutional forces that render such differences consequential and thus “real.”1 Grasping the array of such conceptions, who holds which conceptions, and the dynamics of power that underlie these politics of knowledge construction is therefore critical.

I did not embark on this research with the a priori idea that I would find wide distinctions in how scientific epidemiologists and lay individuals articulate, define, and interpret sociodemographic differences. Instead, I was motivated by some fairly exploratory questions, among them: What do racial, class, and gender differences that I take to be socially constructed “look” like in epidemiologic research? In what ways are they taken up and articulated in lived experience? I was interested in how scientific epistemologies, standards of proof, and criteria for legitimacy and validity condition what differences are considered and how they are managed in epidemiologic investigations. I also wanted to explore whether lay people’s own analytic frameworks, biographies, lived experiences, and embodiment of heart disease would shape their conceptions of difference and its role in health and well-being, and how. Finally, I hoped to understand how these conceptions were constructed, as well as their interplay, overlaps, consonances, and contradictions. In doing so, I found what I have characterized as a science–lay divide.

Stratified Biomedicalization: Producing Knowledge, Producing Health

In many ways, the science–lay divide cleaves along major fault lines in our understandings of how health and illness, and knowledge about them, are produced. I argue that the production of knowledge about disease causes on the one hand, and the production of health on the other, are both social, and synergistically so. By this I mean that the ways in which we conceive of the causes of disease are part and parcel of the ways in which we go about studying them, and the ways of knowing that we bring to bear on disease (and those that we do not) are deeply consequential for how we seek to act upon and intervene on disease. These processes of knowing and acting are thoroughly embedded in our culture, political conflicts, history, and the social organization of power relations. In the arena of heart disease—its incidence and distribution, scientific and public concerns over its inequalities, and people’s experiences of living with it—the social production of health and the social production of knowledge can be characterized, in a phrase, as stratified biomedicalization.

In the contemporary United States, the most authoritative body of knowledge about the causes of heart disease is epidemiology. Even from its beginnings in Framingham, Massachusetts, cardiovascular epidemiology and its study of heart disease incidence and risks have been constituted and shaped not only by scientific and technical considerations but also by social ideas, archetypical cultural narratives, and political debates about normality, pathology, difference, and hierarchy. As the epidemiologic gaze expanded to include whole communities and then entire populations, it became an instrument of Foucauldian biopower,2 but one that places the bodies, behaviors, and traits of some groups under greater surveillance and discipline than others.3 Epidemiology has become a veritable knowledge production industry, and policymakers and the public have increasingly turned to its science for guidance on cardiovascular risk identification, assessment, and management. But public reactions to and frustrations with the often contradictory and piecemeal claims emanating from epidemiologic research undermine the social credibility of the claims being produced. Moreover, as evidenced by the research in this book, the relevance, validity, and utility of its claims have been subject to greater scrutiny by epidemiologists themselves, who do not speak with one singular voice.

Yet at the same time, cardiovascular epidemiology remains a powerful and largely authoritative means of producing knowledge about heart disease risks and causes. As we saw, epidemiologists in my study, in practice, tend to conceptually devolve differences of race, class, and gender to individualized, demographic variables. My interview and observational data showed that researchers at times implicitly and explicitly resort to biological interpretations of racial differences. They also widely construct “race” as cultural or “ethnic” differences that affect heart disease via risk factor behaviors. Various aspects of this cultural prism—its discursive opposition to biology, its perceived observability and verifiability, its resonance with health promotion ideologies, and finally its conceptual flexibility—make it a popular, and scientifically and politically safe, construction of race. Epidemiologists almost exclusively construct sex/gender difference in biological, hormonal terms; their use of the language of “gender” is in most cases due to its perception as a more politically correct lexical choice. Little note is being taken, it seems, of an emerging literature which asserts that sex and gender are not the clear, biological binaries we have imagined them to be.4 Finally, class appears to be somewhat of a different kind of difference. In my study, epidemiologists generally agree with lay people that class differences stem from structural forces that stratify access to resources and opportunities, and from exposure to risks of stress and environment. Both groups speak rather extensively about class-based social processes. However, in practice most epidemiologists almost exclusively utilize individual-level variables of income, education, and/or occupation.

The use of such decontextualized variables realizes and actualizes in epidemiologic practice the precepts of individualism, the notion that phenomena related to disease and illness—ranging from causes, progression, manifestations and symptoms, outcomes, treatment and amelioration—can be understood at the level of the individual. The researchers I interviewed and observed therefore enacted the belief—even if they took issue with it—that in research on disparities in heart disease, the individual is the conventional, institutionalized unit of analysis. Thus potential determinants under study are conceptualized and measured at the level of the individual and, concomitantly, treatment and prevention are aimed at individual actors and understood to hinge on individual change. In so doing, epidemiologists effect and enforce the biomedicalization of race, class, and gender as individual-level differences. This pattern is characteristic, I and others argue, of the rest of the discipline as well, and, as such, epidemiology constitutes a racial, class, and gender formation project.5 That is, a narrowed scope of the “official facts” about the causes of racial, class, and sex differences in heart disease organize individualizing scientific practices, lifestyle and behavior-focused discourses, and ideas and practices around risk reduction and prevention. Such “common sense” in turn is underwritten by mutually reinforcing meanings of race, class, and gender, yet its ideological roots are obscured through its appeal to scientific neutrality and rationality. Epidemiology works to produce knowledge about and to legitimate the “naturalness” of social inequalities in health and the indisputability of their individual-level origins. While this work is often not explicitly marked as racialized, classed, and gendered, by disregarding the notion that deeper social, political, and structural forces and relations of power are consequential for health, epidemiology, as currently practiced, ultimately contributes to the reproduction of stratification.

In contrast, the embodied experiences and knowledges of people of color with heart disease that I analyzed point to the significance of intersecting systems of racial, class, and gender inequality for cardiovascular health. While their constructions of social differences and their effects on cardiovascular risk are highly variable, expansive, and even contradictory and paradoxical, lay people I interviewed tended to speak of race, class, and gender in structural terms in their accounts of disease causation. They invoked such dynamics as racialized interactions and segregation; the oppression of double consciousness; stratified access to economic, educational, and informational resources; racial and sex segregation in the labor market; and the gendered division of reproductive labor as being profoundly consequential for their health. They also tended to speak of their experiences as racialized, classed, and gendered individuals and as members of differentiated groups in deeply intersectional ways. Although I frequently queried them about the effects of race, class, and gender one by one on their health and in their lives, their responses consistently complicated and defied any notion of discrete categories. Their experiences of risk, illness, and inequality repeatedly bore witness to the overlapping and interlocking co-constitution of race, class, and gender and were conceptualized by lay people as fundamental causes6 of the production and stratification of disease. They saw race, class, and gender structuring their life chances, exposures to stressors, access to information and resources, and myriad other pathways through which cardiovascular health can be promoted, maintained, and/or undermined. They understood health inequalities, and health and illness in general, as socially produced, the outcomes of relations of power based on social constructions of “otherness” and “difference” that exact material, real consequences. Indeed, how individuals with heart disease constructed the meanings and health consequences of being from particular racial, class, and gender groups was indistinguishable from their conceptions of the social relations and historical and ongoing experiences of interactions among those groups. Based on their lived and embodied experiences, lay people complicated the individualized, standardized constructions of difference that tended to prevail in epidemiologic science.

Yet even among epidemiologists themselves, there was acknowledgment that individualistic variables of categorical race, socioeconomic status, and sex are flawed conceptually and methodologically. So why, then, are they so ritualistically included in epidemiologic research, so much so that they were often referred to as the “usual suspects”? I found that multiple technical, political, and economic requirements posed within epidemiology and by numerous other social worlds are defined as necessary for the production of credibility and promote the routinization of this “usual suspects” approach. As I described in chapter 6, among the technical requirements are two kinds of methodological contingencies. First, the “measurement imperative” mandates that all potentially significant factors be measured and included in data collection and analysis. Also, political and regulatory requirements include the representation and analysis of racial and sex differences in health, which the inclusion of individualized variables helps to fulfill. Finally, economic constraints and the lack of organizational and funding support for interdisciplinary collaboration in epidemiology inhibit the availability of appropriate theoretical models, data, and domains of expertise that constitute other “tools for the job.” As a result, the “usual suspects” approach becomes constructed as a convenient and “good enough” alternative. By providing relatively convenient ways to nominally satisfy a range of methodological, political, and economic contingencies, and thereby helping to build credibility, practices that work to individualize “difference” persist in epidemiologic work.

In the case of the epidemiology of heart disease, then, the “usual suspects” approach—transposing race, class, and gender into a set of racial categories, socioeconomic status, and sex, and then including them as demographic adjustments in epidemiologic analyses—operates as both a boundary object7 and a black box even though its cover is frequently opened and its interior regularly challenged by epidemiologists themselves. Its status as a black box is solidified as its use is routinized in multiple lines of work. Its routinization promotes the selection of epidemiologic inputs of race, socioeconomic status, and sex, and the production of outputs of claims about heart disease and its disparities. Thus, ironically, this practice serves to manage uncertainty and potential disagreement among different social worlds, even though its inner workings themselves are often viewed as ambiguous, problematic, and conceptually and methodologically inadequate.

As such, the “usual suspects” approach still functions as a boundary object, facilitating collective work and contributing to the common identity of a scientific discipline like epidemiology. Integrity in theory and integrity in practice may be two very different estimations. In this case, the latter can be enhanced by the ability of the boundary object to meet the constraints of a host of technical, political, and economic forces shaping definitions of credible scientific practice. In short, this is not a Latourian story8 about scientific entrepreneurs successfully persuading fellow epidemiologists of the validity of demographic variables. Scientists do not have to believe completely that the contents of a black box are self-evident, or that a boundary object is necessarily robust, in order to use it. Instead, when faced with multiple technical, political, and economic contingencies that must be met in order to construct credible science, epidemiologists constructed the use of individualized, demographic variables as a “good enough” tool for the job and constructed the “job” itself in terms that are solvable (at least nominally) with the tools they have at hand.9

To Bridge the Science–Lay Divide

If the story of the science–lay divide is not simply about scientific myopia but that, in fact, like lay people living with heart disease, a good number of epidemiologists believe that disease inequalities arise from complex causes, what then are the possibilities for bridging the divide? In the case of heart disease, the politics of causation stem not just from conflicts over the nature of racial, class, and gender differences but also from the politics that are embedded within the mundane, on-the-ground scientific conventions, practices, and disciplinary norms regulating legitimacy, credibility, and prestige. These findings raise some critical implications for reforming the practice and organization of epidemiology. Many of these recommendations have already been proposed by others.10 However, this book offers substantive and empirical evidence for how the lack of these reforms has impoverished research on cardiovascular health inequalities and an analysis of how this has shaped our state of knowledge. My recommendations fall most notably in three areas: retooling the conceptual frameworks and methodological techniques for studying inequalities in health; diversifying participation in knowledge production processes and our understanding of what constitutes “expertise”; and rethinking research funding mechanisms, priorities, and disciplinary boundaries.

Retooling the Conceptual Models and Methods of Studying “Difference”

In my conversations with epidemiologists, I found that many could clearly identify numerous weaknesses in their models and methods, yet they continued to routinize the very individualized variables of “difference” that were a major focus of their critiques. Even though numerous “tools for the job” of studying inequalities in cardiovascular health are perceived to be inadequate and ambiguous, they are still critical to the production of credibility along technical, political, regulatory, and economic lines. Taking structural and social dynamics into account in studying sociodemographic difference and inequalities requires, therefore, retooling some of the most traditional conceptual and methodological instruments of epidemiology. Recommendations on what specific kinds of new and improved methods should be used in health research are outside the scope of this book; however, some general implications for conceptual models of disease causation and methods of data collection and analysis can be outlined.

First, my analysis of epidemiologic constructions of difference indicates that their devolution and individualization is inextricably tied to their conceptualization as having effects on cardiovascular risk and disease predominantly at the individual, behavioral, and biological levels. One rather obvious recommendation, then, is to reverse this reductionist tendency in health research and instead take up an overall conception of social conditions as fundamental causes of disease.11 As one of my participants, Dr. Lena Kelleher, explained to me,

We always...want to get closer and closer to the body, finding things about biological or metabolic processes that are risk factors....I’m not skeptical about those risk factors as being risk factors, because I know they’re really important and they have been very predictive in disease....[But] I think we’re missing the broader picture....When you’re focusing more and more on the proximate risk factors, necessarily you’re not focusing on what drives those factors at a population level....When we’re identifying these things that are closer to the more proximal risk factors, then we start, I think, focusing on the mechanisms of how that happens. It’s great to understand the mechanisms, but mechanisms will change over time, and these...basic patterns of social equality and health outcomes will always remain the same....[Heart disease] used to be a disease of the affluent. Then the mechanisms sort of changed and over time as we find out more and more about it, persons with more resources are more able to take advantage of the new knowledge, the new technology, you know, everything, so it almost increases the inequalities, I think, over time....But just basically focusing on the more proximate causes just doesn’t leave room for the big picture.

As Dr. Kelleher points out, in order to better understand the kinds of factors that determine heart disease incidence and distribution, research must consider multiple levels of causation at the same time. Many commentators have argued that epidemiologic and other health research is inclined to be rather theoretically impoverished and that the field would be better served by greater attention to explicating conceptual models of disease causation.12 My research supports the notion that an emphasis on methodological dilemmas and debates tends to displace epistemological considerations. Both sociodemographic differences, as well as the dynamics and mechanisms of heart disease, must be understood as social, structural, historical, and institutional processes, and efforts to construct and operationalize them as such—no matter how provisional, uncertain, or tenuously credible—need to be supported.

Second, but related to the first, scientists must begin to consider seriously the notion that not everything that counts can be counted; that is, they must begin retooling the standards and definitions of what counts as “data.” Lay people’s conceptions of the relationships between their experiences of difference and their cardiovascular health underscore the complex intersectional dynamics of stratification and social inequality—ranging from access to educational and employment opportunities, to discrimination, the division of social reproductive labor, and the like. These must enter into health research in some fashion. Such dynamics, obviously, present enormous methodological dilemmas for researchers seeking quantifiable, stable, and reliable (in the conventional, statistical sense) data points. As the physician and medical historian Robert Aronowitz notes, “Not every association can be readily expressed in risk factor terms....While pack-years of smoking could be entered easily into risk factor formulas, the role of farm subsidies to tobacco growers or marketing of high-fat foods [is] not so readily modeled.”13 One possibility is to consider how health research might take better advantage of existing qualitative traditions; indeed, a basic principle of scientific research is that the choice of qualitative or quantitative methods should be based on their appropriateness for the research questions being asked. Qualitative methods are sometimes currently used as a kind of supplementary method for pilot studies, or in advance of more quantitative investigations.

However, several caveats are in order here. First, simply adding “social” variables is not enough. As many have argued, there are fundamentally distinctive epistemological commitments between epidemiologic and intersectional models of health disparities. For example, Lynn Weber and Deborah Parra-Medina provide a useful catalog of some of the most important distinctions:

• Individual as Unit Obscuring Social Structures...Psychosocial and biobehavioral elaborations of the biomedical paradigm seek to “decompose” the effects of social inequality variables by looking for mediating factors—pathways or proximate causes—to explain the effects of social inequality on a particular health outcome. In contrast, intersectional approaches problematize the processes generating and maintaining the macro social structures of race, class, gender, and sexuality and seek to identify their relationships to individual and collective identities, behaviors, and health statuses.

• Distributional or Relational Constructions of Social Inequality: Having More or Having Power Over?...Distributional models employ rankings, linear, incremental measurements of inequalities; relational models examine categorical groupings in relations of dominance and subordination.

• Independent, Single Inequalities or Intersecting, Multiple Inequalities?...The psychosocial and biobehavioral models of health disparities typically address one or two dimensions of systemic inequality....This practice derives from theoretical conceptualizations of the dimensions [of race, class, and gender] as separate and distinct, a balkanization of research traditions studying these dimensions as isolated entities, and the methodological requirements of survey research for very large (expensive) samples to enable statistical assessments of the “interactions” of these factors with one another.14

As a second caveat, the concept of biomedicalization15 sensitizes us to the potential consequences of inviting epidemiologic and biomedical knowledge production processes to scientize what currently is the purview of experiential and embodied knowledge and indeed marginalized and dismissed as such.16 Token inclusion would clearly be less transformative of the epidemiologic endeavor than integrating qualitative methods into health research in a truly synthetic and interactive way.17 The use of qualitative research must be on terms that emphasize equality, shared power, and the partiality of all knowledges—all commitments of feminist qualitative research. Another possibility I explore below, therefore, is to implement explicit efforts to share the power inherent in the production of knowledge by involving lay people in all stages of the research process, from articulating research questions to generating policy implications.

Diversifying the Production of Knowledge on Health and Enriching Definitions of Expertise

I echo here others’ calls for the greater inclusion of lay knowledge in research on public health. As usefully articulated by Jennie Popay and Gareth Williams, lay knowledge is relevant to health research and practice in three ways: the possibility that lay perceptions of health status predict future health; lay conceptions of the relationships between individual behaviors and life conditions—that is, the linkages between agency and structure; and lay theories about etiology.18 Based on the research described throughout this book, I would argue that the last two are intimately intertwined with each other in the case of heart disease. Etiologic frameworks and epidemiology’s examination of population variations shape assumptions about the linkages between personal behavior and structural circumstances—or the absence thereof—and, in turn, ideas about agency and structure within the domain of health help to organize theories of etiology. Conventional etiologic stories that place individual health behaviors and risk factors as central protagonists must be broadened with a sense of how social conditions and community resources both limit and offer avenues for exercising agency to modify such risks and to respond to them, especially in ways that traditional epidemiology might not see or recognize. Contextualizing individual behaviors—as many social epidemiologists have been arguing we must do—means a fuller understanding of how people with heart disease experience risk and illness and what factors they believe promote, harm, and otherwise produce health. My analysis of the knowledges of people who live with heart disease demonstrates the conceptual richness of their understandings of disease determinants and the potential of incorporating their constructions of “cause” and “difference” to deepen the complexity and improve the accuracy of epidemiologic models and frameworks.

To accomplish this would require the participation of lay people who can describe from their own biographical experiences some of the social conditions and processes that have shaped their cardiovascular risks and their health. This in turn would necessitate fundamental changes in the status accorded to such knowledge. In conventional epidemiology to date, what Popay and Williams call “epistemological hegemony...not only discounted certain forms of knowledge from taking part in scientific discussion, it also disempowered groups of people working outside the dominant paradigm from making any contribution to debate over the policies which science could inform.”19 Diversifying the production of knowledge on health would therefore involve the reconstruction of meanings of “expertise” and its modes of legitimation: Valid and applicable knowledge should be understood to emerge not only from the application of the scientific method but also from the analysis of embodied experience.20

However, where the participation of lay individuals would come from and how their input could most effectively be incorporated is unclear. Currently, although there are some national organizations aimed at education and awareness, I am not aware of any politically oppositional, widely visible groups clearly defined as taking on heart disease in and of itself. The American Heart Association (AHA), perhaps the most prominent advocacy group, is highly scientized. The AHA was founded in 1924 by cardiologists to facilitate the sharing of study results and promote further research. It currently counts among its membership a significant number of clinicians and researchers. In addition, it sponsors scientific conferences and issues scientific statements regarding research priorities and clinical treatment. Despite its assumed widespread pertinence as the most frequent cause of morbidity and mortality, heart disease does not have associated with it a nationally prominent activist community rooted in the experiences of those with heart disease specifically. In this context, then, the process of bringing lay people into the production of epidemiologic knowledge may, at least at the outset, have to look somewhat different than in other cases such as AIDS, breast cancer, and environmental activism. In those instances, activists fashioned collective identities and commitments around specific disease conditions or residential status, for example, and organized successfully to make their voices and perspectives heard in setting priorities for, designing, implementing, and interpreting research.21

What boosts the prospects for social activism in the case of heart disease, however, is that it shares so many risk factors with other chronic conditions, such as Type 2 diabetes, stroke, obesity, and cancer. Thus the efforts of groups working to reduce inequalities in those other conditions or health disparities in general may have collateral benefits for changing our notions of the causes of heart disease. But in order to maximize their collective effect on how public health priorities are selected, framed, funded, and studied, health advocacy organizations should embrace a more explicit commitment to promoting the notion that intersecting social determinants shape health and disease, in addition to their usual focus on raising disease awareness, reducing risks, changing health-related behaviors, and eliminating health disparities. Indeed, there is a long history of collective action, particularly by women of color, that insisted on the importance of intersectional analysis and an emphasis on the underlying causes of disease.22 Furthermore, the quest for a less individualizing, more progressive epidemiology would also profit from the efforts of organizations working toward racial and gender equality and economic and other kinds of social justice. Such groups—to the extent that they aim to change structural and institutional as well as interpersonal forms of power—can help to sustain a focus on the fundamental social processes and forces that stratify myriad advantages and disadvantages, including health and illness.

At the same time, the case of sociodemographic inequalities in heart disease presents somewhat of an interpretive and strategic dilemma for social movements. Efforts to establish a legitimate scientific basis for investigation into racial and sex/gender differences often selectively mobilize assertions of potential biological differences23 and may have the effect of hardening and reifying demographic categories. Given this set of circumstances, it is imperative that the terms and conditions under which lay actors participate in knowledge production help ensure the serious consideration of structural, relational, and intersectional inequalities and disease causation. To be clear, however, I am not arguing that the knowledges and perspectives of people of color with heart disease are more authentic, more authoritative, closer to “reality,” or less partial than those of science. Rather, they are no less so. Indeed, what is clear from my research is that lay people’s analyses of the structural processes that give rise to the conditions within which they become ill—that place them “at risk of risks”24—were viewed by many epidemiology outsiders and by a growing number of insiders as plausible, upstream mechanisms of disease. They were, however, given almost no serious consideration in conventional scientific frameworks and practices.

Moreover, there are a number of cautionary tales when considering the inclusion of lay perspectives and participation. In the case of AIDS activism, often viewed as among the most successful in changing scientific practices, Steven Epstein found that “lay actors have been far less capable of influencing debates about causation (a more insulated preserve of biomedicine) than those concerned with treatment (a more public and ‘applied’ domain).”25 This finding suggests that lay participation to change how etiologic science is conducted may face particularly difficult challenges. And as many scholars have pointed out,26 the results of lay participation in science-making are complicated. Moves often made by pharmaceutical companies, health care corporations, hospitals, and other biomedical institutions may co-opt lay participation, reinforce or promote biomedicalization processes, or have other less than desirable consequences.

Expert–lay divisions can be replicated within social movements themselves, and lay activists might themselves come to question the scientific value added of a more participatory and democratized science. Or, as the public policy scholar Olena Hankivsky and her colleagues argue, in the context of science about power relations and inequality, drawing attention to processes of domination and subordination and conceptions of difference may serve to inadvertently reinforce negative stereotypes and essentialism. They also wonder whether coalitions between scientists and lay people—social groups with unequal political and economic power—can avoid reproducing existing inequalities.27 Finally, while contesting experts’ take on expertise is a critical intellectual move, in our knowledge-stratified society it also runs the risk, as the anthropologist Rayna Rapp so cogently observes, of “romanticizing popular knowledge at the expense of recognizing both the practical rigor and hegemonic claims” that science asserts.28

Such complications and qualifications notwithstanding, lay knowledge and embodied experiences have the potential to (and perhaps already have—more on this below) measurably influence how health research is conducted. But in order to do so, epidemiology itself, as a discipline, must eventually change its own paradigms and practices. Enriching the definitions of “expertise” and “knowledge” would involve transforming what counts as “science” and what the boundaries of science are, which in turn necessitates some reconsideration of the disciplinary cultures and organizational infrastructure of health research. I turn to these implications below.

Rethinking Funding Priorities, Criteria, and Disciplinary Cultures

My research supports both a conservative critique of epidemiology—that it needs to pay attention to more than the conventional universe of variables—and a more radical critique that challenges both the science of epidemiology and its politics.29 I found that a wide range of political, economic, and organizational conditions not only constrained the development of alternative theories and methods in epidemiology but in fact encouraged the ritualized inclusion of individualized variables in order to build credibility. Replacing such practices with more carefully considered, theoretically grounded, and complex factors requires, therefore, addressing the conditions that reinforce and perpetuate those practices. This project suggests that one place to begin is with policies surrounding research funding—its priorities, the criteria by which proposals are judged, and prevailing definitions of feasibility and fundability.

First, I found that the execution of bureaucratic mandates to include racial and ethnic minorities and women in biomedical research may result in the inclusion of token diversity in research samples, without sufficient statistical power to reveal new and useful knowledge about the role of race, ethnicity, and sex/gender in health. Rather than simply requiring the inclusion of racial minorities and women, as epidemiologists perceive the current practice to be, funding criteria could more frequently reward explicit considerations of statistical power, even if research is conducted among only a few groups or in one underrepresented group. Criteria could also explicitly mandate that researchers offer justifications for the particular groups that are chosen, as well as require rationales for why groups are not chosen, so that data collection and interpretation are guided by plausible, potential causes of differences rather than by convenience or a priori perceptions that differences might, or must, exist. That is, funding agencies could ask that investigators articulate the range of possible interpretations of any differences that might be found and propose ways to analyze and weigh their relative likelihood as explanations for study results. Such measures may at least partially preclude the widespread but ineffectual tendency of health research to attribute disparities to unknown or uncertain mechanisms and to issue instead repeated calls for more future research.

Second, my findings also suggest that under the current scale of research funding, researchers find it almost impossible to undertake the long-range longitudinal studies that they feel are necessary to obtaining definitive answers about the effects of social factors and environment on heart disease causation. Funding criteria and priorities that obligate funders to short- to middle-range commitments encourage parsimony and inadvertently favor cost efficiency over conceptual and methodological advances. I thus argue that funding agencies should rethink the time horizon of research and the scale of their funding: The epidemiologists I interviewed and observed almost unanimously argue that extensive, and expensive, cohort studies and more time- and labor-intensive data collection (including qualitative methods) have the best hope of contributing to our understanding of the intersecting roles of biology, behavior, and social context. One way to both address a frequently mentioned flaw in funding and potentially reduce costs by a significant amount so that more high-priced longitudinal studies could be supported is to move away from disease-specific funding. Although this project has focused on heart disease, many of its mechanisms are linked to those of other illnesses, such as various forms of cancer, diabetes, and cerebrovascular diseases. Thus one study could, with sufficient financial and personnel support, examine multiple disease factors, processes, and outcomes.30

Third, funding priorities and criteria also dissuade epidemiologists from using or developing emergent analytic techniques or new conceptualizations and models of disease processes and social factors. In addition, their discussions of collaboration and barriers to it point to how the disciplinary worldviews and commitments to which they and their colleagues have been socialized lead almost inevitably to the distrust of alternative methods, insularity, and boundary-building defenses. Experimentation with unproven techniques and models is sorely needed to advance research in social inequalities in health. Yet given that methodological robustness and credibility are central criteria for most funding agencies, it is no surprise that any such methodological uncertainties are seen as “the kiss of death for funding,” as one epidemiologist put it. Grant programs, rather than reward conceptual and methodological conservatism, should explicitly encourage and support exploratory research in the use and elaboration of new conceptualizations of sociodemographic factors and disease mechanisms and new models and analytic techniques. In these respects, the extent to which funders can promote transdisciplinary collaboration will be important. Epidemiologists, at least many of those I interviewed and observed, seem open and even eager to explore how sociologically grounded concepts of stratification and inequality might be used in health research. Basic social science research in theory-building around health disparities can also lead to improved and new methods.31 Such shifts in funding criteria and priorities, if structured appropriately, could support more meaningful forms of representation in study samples, more longitudinal research, and greater interdisciplinary collaboration. Certainly there are scientists whom I have interviewed and observed whose scientific and political worldviews would inspire them to undertake more exploratory and epistemologically unconventional research and experiment with uncertain methods, if only their profession more often rewarded such efforts.

However, placing the source of the problem solely at the feet of funders would be erroneous. Thus a fourth transformation advocated by many is for epidemiology to undertake a serious examination of the intersections of different dimensions of “difference” and the consequences of group-based identities. My research has shown that the health effects of race, class, and gender cannot readily or meaningfully be distinguished from one another, and that in lived experiences of heart disease, it makes little etiologic sense to do so. On a technical level, of course, studying intersectionality would require, again, ensuring sufficient statistical power to compare groups classified according to race, class, or sex. But conceptually and epistemologically, such efforts would also require a fundamental shift in how epidemiologic science thinks about and treats “difference” in the context of health. While there are social processes consequential for cardiovascular risk that are predominantly racialized, classed, or gendered, attending to their interlocking dynamics constitutes a basic reconceptualization of the nature of difference and inequality as mutually constituted, sometimes synergistic, group-based, and relational. Effecting such epistemological transformations in the practice of epidemiology would require fundamental changes on myriad fronts, from definitions of credibility and validity, to standards for publication, and to reward structures for careers in epidemiology. Among the epidemiologists I spoke with or observed, those earlier in their careers were particularly eager to take up novel conceptions of difference, group and population health, and methodologies in their work, yet they simultaneously expressed concerns about the deleterious impacts such decisions could have on their professional trajectories.32 On the one hand, epistemological concerns about the disciplinary standards and conceptual universe of epidemiology, and on the other, organizational and logistical issues of funding, collaboration, and reward structures within the profession, all in the end underscore the politics embedded in conceptions of difference, disease causation, definitions of expertise, and the social production of health and knowledge.

On Health Inequalities and Epidemiologic Futures

For many reasons, this is a pivotal moment in which to observe epidemiology and how it responds to pushes from within and outside its professional boundaries. Based on my research, it appears that epidemiology as a discipline is currently experiencing a period of unstable equilibrium. Conflicts and problems with the neglect of disparities, individualizing techniques, and the like, expressed by members of the scientific community and from those outside it, have contributed to calls for conceptual and methodological reforms. In response, some modifications in epidemiologic practice are being made that have a surface affinity to the demands for reform. Examples include regulatory changes that mandate the inclusion of women and minorities in government-funded research; changing standards of practice regarding the necessity to include measures of race, socioeconomic status, and sex in data collection and analysis; and some experimentation with alternative methods. However, many epidemiologists, other scholars, and activists argue that such nominal reforms cannot hope to answer fundamental questions of why inequalities in cardiovascular risk and disease occur and how they are produced.

On other fronts, the practice and scope of epidemiology have begun to develop a science that more directly examines multilevel complexity and causality. For example, the subdiscipline of social epidemiology is transforming the ways in which disease causation is conceptualized, the very definitions of what constitute “causes” and “risks,” and the procedures through which disease risks are identified and studied.33 Social epidemiology—also referred to as ecological or ecosocial epidemiology, or multilevel or contextual analysis34—is significant to the science and politics of heart disease causation for its innovative concerns with social inequalities in disease and its methods of studying social factors and differences. Multiple other works,35 both within and consonant with social epidemiology, examine the health effects of such social processes as racial/ethnic inequality, discrimination, neighborhood environment, poverty, and segregation. As Lynn Weber and M. Elizabeth Fore36 point out, the call to address these concerns—to look further upstream in the causal chain, to use ecological approaches, to collect multilevel data, and to develop and use new measures of social inequality—is also echoed by many in the mainstream of biomedical research.37

But to conduct such a science also involves finding ways to collaborate meaningfully across disciplines. The epidemiologists I spoke with continually pointed to an acute lack of the right kinds and the right mix of researchers for the job of producing knowledge about differences in cardiovascular risk and disease. They almost uniformly argue that the very kinds of advances crucial to better illuminating the nature of race, social class, and gender, and their effects for heart disease, lie at least partly outside the boundaries of their own expertise and of their discipline’s research agenda. For instance, “I don’t think we’ve spent enough time trying to get better measurement of those [social factors],” said one of my participants, Dr. Sheila Morris; “we’ve left it to the sociology realm, we’ve left it to the psychology realm. And we really need to spend more time doing more collaborative work with them....We’ve exhausted what we already know. The traditional stuff is not explaining things enough, that we need to start exploring some other novel pathways.” While there was wide agreement among the epidemiologists I interviewed that not enough collaborative research is being done, they also agreed that their colleagues are often reluctant to explore alternative methodologies and frameworks from other disciplines. As Dr. Henderson observed, “I think researchers get really stuck...[in] our way, our epistemology, our ontology, this is how we do...this is what we do....That’s sort of how we define ourselves is by what we do.” Or, concluded another, “We let someone else worry [about it].”

Whether and how epidemiology finds its way forward will have deep consequences for a number of high-stakes issues. As Aronowitz notes, changes in perspective as to what constitutes legitimate data, whose perspectives are most important, and what kind of disease heart disease is—all have consequences for the relationships among lay, scientific, and clinical worlds.38 My research indicates that lay people living with heart disease understand, negotiate, and take up the individualizing implications of epidemiologic knowledge in pragmatic, purposeful, and/or resolute ways. That is, while they often insist that the health effects of racial, class, and gender differences operate through structural mechanisms and relations of power, given the lack of societal-level change, they are also variously practical about having to watch their diet, take their medications, exercise, and otherwise care for themselves. Moreover, they do so within a health care context that demands increasing levels of self-care, self-initiative, and self-knowledge, the very kind of situation that many argue serves to exacerbate health inequalities and the social stratification of risk.39

Epidemiologic constructions of the effects of sex, gender, race, ethnicity, culture, and class on cardiovascular health also shape how providers practice medicine. That is, such constructions influence health professionals’ conceptions of the boundaries between and relevance of human categories and groups and what they observe, what questions they ask of patients, and what conclusions they draw regarding diagnosis and treatment. Given my data on the individualization of difference, risk, and interventions, the idea of chemoprevention (prevention in a pill) has been a growing and exceedingly attractive option for many.40 Currently cholesterol- and blood pressure–lowering drugs are widely prescribed: In the United States, some 25 percent of adults 45 years of age and over were on cholesterol-lowering medications during the period 2005 to 2008.41 In that same time period, close to 22 percent of adults 18 years of age and over were on blood pressure medications.42 Moreover, recent amendments to therapeutic guidelines43 have increased even further the population for whom pharmacological risk reduction is deemed appropriate (tripling it in the case of cholesterol-lowering drugs). Particularly interesting also are recent moves by pharmaceutical companies to explore the potential for tailored drugs for specific groups, based on epidemiologic and genetic studies of “druggable differences”44 in metabolism and efficacy. One such drug, BiDil, manufactured by Nitromed, Inc., in 2005 received FDA approval to be marketed for the treatment of heart failure specifically among African Americans.45 While lackluster sales eventually led to the demise of Nitromed and its acquisition by another company in 2009, its unlicensed patents were purchased by a French drug company.46 Pharmaceutical products like BiDil have the potential to effect the commodification and biomedicalization of difference.47 As important, their emergence in turn contributes to the ongoing contentious debates over racial difference and disease and the necessity, scientific validity, or obsolescence of race-based medicine and biomedical research.

Symbolic interactionist studies of health and illness, and social constructionist studies of science and medicine teach us that meaning-making is a fluid, unstable, socially emergent enterprise. Thus, current definitions of the nature of race, class, and sex/gender in cardiovascular epidemiology are constantly being remade and unmade and actively sustained and revised. Yet at the same time, social theories that seek to analyze racial, class, and gender inequality also alert us to the recycling of certain representations of “difference,” and the persistent ways in which they are linked to institutional and organizational processes. These theoretical perspectives sensitize us to the nature of our knowledge of heart disease as a social enterprise in two overlapping senses: first, in the sense that its practices and content are shaped by processes that are often simultaneously scientific and thoroughly social; and second, in the sense that as a product of social interactions and relationships itself, it is an underdetermined phenomenon. The enormous changes over its historic or even recent past highlight just how fluid a science it is, the uncertain outcome of a multitude of interactions, negotiated orders,48 and revised meanings.

Cardiovascular risk and disease are a critical site at which racial, class, and gender stratification, technical and structural conditions of scientific knowledge production, biographical experiences of inequality and intersectionality, and embodied knowledges about health converge to create a science–lay divide over the causes of disease, conceptions of “difference,” and the possibilities for remedying health inequalities. This site provides a window into the consequentiality of institutional and everyday biopolitics of knowledge and its entwinement with the nature of relations and mechanisms of power in the contemporary world. As such, this book is an attempt to provide the basis for an intervention into the production of “official” science on cardiovascular health, an effort to re-merge the political and the technical, and to reject the categorization of knowledges as either “expert knowledge” or “mere opinion,” a separation that Donna Haraway calls the “founding gesture of what we call modernity.”49 Understanding the possibilities for pursuing social justice in our everyday lives requires that we reexamine how science and epidemiology construct and legitimate knowledges that constrain the prospects for health equity and social change.


APPENDIX: METHODOLOGY

The methodological processes that I detail below and their epistemological foundations have many affinities and alliances. First, this research embodies many of the unique aspects of multi-sited ethnography, in which data collection and fieldwork are conducted at multiple related sites based on the notion that the local manifestations of some sociological phenomena can be found in numerous different places and studied in a relatively open-ended fashion.1 Certainly, knowledge claims about heart disease are pervasive: They reside in the pages of newspapers and popular magazines, in the conversations people have with one another, in television programs and commercials, in the halls of policymaking bodies, as well as in the hospital and the laboratory. Thus, a multi-sited ethnography in this case aims to follow the people and the data to the places and in the actions through which constructions about racial, class, and gender differences and their effects on the incidence and distribution of heart disease are being articulated, negotiated, revised, and sustained. Such a methodology offers the opportunity to compare how human differences are conceptualized to matter for cardiovascular risk within diverse settings and contexts, how they circulate in those settings, and what their consequences for health practices and social conceptions of “difference” might be.

My methodological approach also shares important aspects of Michel Foucault’s genealogical method.2 Genealogy seeks “to entertain the claims to attention of local, discontinuous, disqualified, illegitimate knowledges against the claims of a unitary body of theory which would filter, hierarchise and order them in the name of some true knowledge and some arbitrary idea of what constitutes a science and its objects.”3 As such, the genealogical method is concerned with the intersections and mutual generation of scientific knowledges about the body, the spread of technologies of power, and the role of human sciences (particularly the biological and biomedical sciences) in the organizing practices of modern societies.4 Such a method also has activist intentions, as Foucault argues:

it is really against the effects of the power of a discourse that is considered to be scientific that the genealogy must wage its struggle....A genealogy should be seen as a kind of attempt to emancipate historical knowledges...to render them...capable of opposition and of struggle against the coercion of a theoretical, unitary, formal and scientific discourse. It is based on a reactivation of local knowledges...in opposition to the scientific hierarchisation of knowledges and the effects intrinsic to their power.5

Sources of Data

Drawing from the methodological commitments of multi-sited ethnography and Foucauldian genealogy, I collected data from multiple sources. These sources were selected for their ability to explore the substance and content, the range of perspectives, patterns of similarities and differences, and conditions shaping the production of the constructions of race, class, and gender in cardiovascular risk. My aim was to map out the array of positions taken and the multiple constructions framed, rather than to determine their frequency, prevalence, or trends of central tendency among the participants (as might be the case if one were using quantitative methods). The premise underlying the juxtaposition of scientific and lay expert knowledges is that each of them engages in a different “calculus of credibility,”6 in Steven Epstein’s words. By examining and analyzing these knowledges, I can unveil their similar and distinctive constructions of race, class, and sex/gender in the production of heart disease, their criteria for credibility, the consequences of their stratification, and points of potential mutual engagement. My sources of qualitative data included: (1) participant observation in a range of settings where epidemiologic knowledge about such differences is presented and debated; (2) in-depth, semi-structured interviews with researchers specializing in cardiovascular epidemiology; (3) in-depth, semi-structured interviews with persons of color living with heart disease; and (4) a content analysis of the literature on epidemiology, its methods, and its role in health policy and public affairs.

Participant Observation

First, participant observation was conducted from 1999 to 2002 and 2006 to 2010 in several types of settings: scientific meetings and professional conferences where epidemiologic research was presented and discussed; events intended for lay audiences aimed at public education and awareness regarding cardiovascular health; and lectures or symposia largely intended for epidemiologic/scientific audiences in which the methods of epidemiology or findings of specific studies were presented and discussed. Scientific conferences included the annual meetings of such professional organizations as the American Heart Association, American College of Cardiology, American College of Epidemiology, Society for Epidemiologic Research, and American Public Health Association. These include some of the most prominent national professional organizations involved in cardiovascular epidemiologic research. To select which sessions at these meetings to observe, my first priority was to attend oral presentation and poster sessions in which findings of racial, socioeconomic, and/or sex differences in cardiovascular risk, incidence, and outcomes were explicitly discussed in some fashion. I also tried to attend all sessions in which papers were being given on results from epidemiologic studies that I knew were exploring such differences, even if the specific presentation itself was not necessarily focused on those differences. Additionally, I attended didactic sessions, workshops, and tutorials on epidemiologic methods offered at these scientific conferences. Participant observation in these instances included not only listening to the presenters themselves but also observing (and occasionally participating in) the question-and-answer periods and informal interviews with the presenters after the sessions and/or with other attendees. Finally, in my remaining time, I spoke with researchers presenting at poster sessions, which offered terrific opportunities to interact with researchers and delve more in-depth into the substance of their claims, their methods, and interpretations of their data. I was also often able to purchase tape recordings of sessions that I was not able to attend. All oral presentations were audiotaped, then transcribed and supplemented with field notes. For face-to-face interactions and exchanges, notes were taken as soon as possible and then converted into more complete field notes at the end of the day.

Professional conferences are attended mostly by insiders and other members of the biomedical, public health, and epidemiologic communities who tend for the most part to share collective understandings of science and the legitimacy of the scientific method. By conducting participant observation at conferences, I was able to gather data on how researchers collectively spoke about and defined the effects of what they characterize as racial, socioeconomic, and gender differences on heart disease and reshaped their research practices to better explore them. Although conference presentations are frequently scripted events, they are also relatively informal when compared with publications and offer spaces where epidemiologists are able to discuss their work more candidly and reflexively. Problems, dilemmas, and contradictions encountered in doing epidemiologic work rarely are discussed at length in print but often are in question-and-answer sessions, discussions with colleagues, and informal conversations.

I also conducted participant observation at lectures and presentations on cardiovascular health and risks that were intended for both scientific/biomedical and lay audiences. These included such events as lectures, mini-conferences, and health education events. Through participant observation at these venues, I examined how scientific information is being translated and transmitted to other scientists, clinicians, and the public. By analyzing these data, I wanted to understand whether and how epidemiologic constructions of racial, socioeconomic, and sex differences in cardiovascular risk were being framed and communicated. All oral presentations were audiotaped, then transcribed and supplemented with field notes in which I noted such details as audience attendance and participation; descriptions of slides, other visual aids, and printed materials; and preliminary impressions and analyses of my own and others’ reactions to the content and tenor of the talks.

Finally, I enrolled in an introductory course in epidemiology and conducted participant observation throughout its duration. I kept field notes of relevant experiences in the epidemiology course. Initially, my intent with this activity was to gain sufficient background and familiarity with the concepts, language, and methods of epidemiology in order to better understand what questions to ask of epidemiologists, but it also offered the unexpected opportunity to observe how researchers are socialized and trained in the epidemiologic method.

Interviews with Cardiovascular Epidemiologists

My second source of data was in-depth, semi-structured interviews I conducted with a total of twenty-one scientists conducting research in cardiovascular disease epidemiology. The interviews allowed “official” knowledge producers to speculate much more freely than in published accounts of their work about how they believe race, ethnicity, social class, socioeconomic status, sex, and gender operate in heart disease causation, how they operationalize these kinds of differences, and the problems and difficulties they run into when conducting their work. Epidemiologists were also able to express what they might like to do, as opposed to what they actually do, and their accounts of any discrepancies that might exist between the two. I also asked the respondents to reflect on the contributions of their own and others’ studies to the understanding of racial, class, and sex/gender inequalities within a historical context. Interview data enabled me to map out a range of variation of positions on the conceptualization, operationalization, and epidemiologic management of race, social class, and sex/gender.

In-person and telephone interviews with epidemiologists were conducted in two phases: from 2000 to 2001 and 2008 to 2012. Each interview lasted from forty-five minutes to two hours. My inclusion criteria for scientists were that they used epidemiologic methods to investigate cardiovascular disease risks and incidence, though they did not have to necessarily self-identify professionally as an epidemiologist exclusively. Investigators currently publishing results from ongoing studies on heart disease that took racial, class, and/or gender differences as central research questions were selectively contacted and asked to participate in these interviews; convenience and snowball sampling were also used. All of these participants worked in academic research and university settings. Eleven of the epidemiologists interviewed were women and ten were men; seven (five female and two male) were scientists of color, as measured by self-identification. All interviews were audiotaped, then fully transcribed and supplemented with field notes.

Interviews with People of Color with Heart Disease

I conducted a total of twenty-four in-depth interviews with people of color diagnosed with hypertension and/or coronary heart disease, also in two waves from 1999 to 2002 and 2003 to 2005. These interviews were conducted at the participants’ homes or in meeting rooms at nearby medical institutions. They covered issues of how individuals understand and incorporate medical knowledge about heart disease causes and risk factors, assess their own risks, engage with biomedical institutions, and consider their social status vis-à-vis race, class, and gender as influencing these experiences. Additionally, basic demographic information such as racial–ethnic identification, occupation, income, wealth, sex, and age were collected with a short standardized questionnaire.

Interviewees were recruited through the posting of flyers in a range of community-based health organizations and private, teaching, and nonprofit medical institutions in different geographic communities. These communities were located within the larger San Francisco Bay Area; the respondents’ proximity allowed me to interview them in person. Three racial–ethnic groups—Asian Pacific Americans, African Americans, and Latinos/Hispanics—were of particular interest because of their high rates of heart disease and concerns about their relationships to mainstream biomedical institutions. By recruiting from different kinds of health care institutions, I tried to secure the participation of people from different socioeconomic backgrounds. Interviewees were offered $20 to thank them for their participation. These interviews were audiotaped, supplemented with field notes on the interview, then fully transcribed.

Of the twenty-four interviews, eleven were with African Americans (seven with women, four with men), seven with Latina/os (five women, two men), and six with Asian Pacific Americans (four women, two men). At the time of their interviews, they ranged from 41 to 82 years of age, of whom twelve were under the age of 65, and the remaining twelve over 65. Approximately half of this sample had annual household incomes of less than $35,000 while the other half had incomes of $35,000 or greater. Their age at diagnosis with either hypertension or coronary heart disease ranged from as young as 20 up to 66 years old.

Review of Literature

The final source of data was a review of the epidemiologic literature on the significance and use of race and ethnicity, social class, and sex and gender. In particular, I paid attention to commentaries and opinion pieces, editorials and letters to the editor, articles detailing methodological issues, and papers addressing the discipline of epidemiology and its mission and practices, published from roughly 1985 to 2000. While I did not conduct a formal content analysis, I used this review of the literature to understand ongoing discussions and debates about the inclusion, operationalization, and interpretation of racial/ethnic, socioeconomic, and sex/gender differences in research on heart disease etiology. Rather than an examination of empirical findings on such differences in heart disease incidence, this review was intended to capture how those in the epidemiologic community themselves evaluated their own discipline; its conventional practices with respect to race, ethnicity, social class, socioeconomic status, and sex and gender; and its potential to illuminate and intervene in health disparities.

Analysis of Data

All materials, including participant observation and interview field notes, materials collected at professional meetings, and transcripts of interviews and taped scientific proceedings, were coded and analyzed using the general principles of grounded theory in its more constructivist visions.7 Grounded theory focuses on uncovering the social processes and conditions that lie behind the phenomena in question and following their consequences and effects. It is an analytic methodology that is especially suited to an exploratory study of the kind conducted here, where the general phenomena and its processes have not been fully articulated and constant comparison (for example, between data from epidemiologists and those from people of color living with heart disease) is central to the analysis. Grounded theory offers a systematic process that moves beyond description into analysis, and through which theories can be developed inductively. Moreover, constructivist grounded theory “celebrates firsthand knowledge of empirical worlds,...assumes the relativism of multiple social realities, recognizes the mutual creation of knowledge by the viewer and the viewed, and aims toward interpretive understanding of subjects’ meanings.”8

I began analyzing the data as they were being collected, starting with the simultaneous processes of open coding and memoing, where concepts were labeled and grouped into categories, and those categories were developed in terms of their properties and dimensions through the writing of memos. These codes and categories were developed around the phenomenon of interest, specifically the formation of definitions and conceptualizations of race, social class, and gender and how they affect or are affected by understandings of incidence, outcomes, and management of cardiovascular disease.

In coding and memoing, I paid particular attention to the specific content of the definitions and how those conceptualizations prevalent in epidemiologic research are formed and used in the study of heart disease etiology. Codes and categories were used to highlight the range of consequences that concepts of race, class, and gender have for our understanding of the nature of the “problem” of and “solutions” to heart disease inequalities. Additional codes and categories related to the knowledge constructions, social and economic resources, health beliefs and practices, access to and evaluation of medical information, and other factors that impinge on the health of lay people. By developing and using the same codes across the two types of interviews (with epidemiologists and with individuals with heart disease) and participant observation data, I was able to examine the variations in the meanings of “difference” and scientific and health practices across the different sources of data, facilitating their explication and categorization and serving as a kind of triangulation.

Once the coding process had been completed twice by hand, and the codes themselves and their relationships to one another preliminarily defined, all transcripts and field notes were entered into a qualitative research computer software program, ATLAS.ti. These materials were again coded, paragraph by paragraph, using a coding “tree” that organized individual codes within categories and groups. This software allowed for convenient access to coded elements, including retrieving all paragraphs tagged with a single particular code, intersection of two or more codes, and the union of two or more codes. Using these features of ATLAS.ti facilitated the comparison and contrasting of codes, and exploring their properties and relationships with other codes, which resulted in a deeper understanding of how and when codes, and the discourses, dynamics, and social processes they referred to, occurred together, overlapped, or remained distinct from one another. This in turn aided the shift from more descriptive to more analytic codes and categories and the inductive development and elaboration of concepts and theories.

Throughout the coding and memoing processes, under the principle of theoretical sampling, I allowed my changing understandings and directions of my research questions to influence my ongoing data collection decisions. Theoretical sampling argues that data collection should “be driven by concepts derived from the evolving theory and based on the concept of ‘making comparisons,’ whose purpose is to go to places, people, or events that will maximize opportunities to discover variations among concepts and to densify categories in terms of their properties and dimensions.”9 This is particularly useful for explorations of new areas as it allows researchers to choose those avenues of sampling that offer the greatest potential for theoretical return. As I reached theoretical saturation on some questions, I shifted my sampling, questionnaires, and data collection strategies to pursue newly articulated and redefined questions based on a different perspective or experience raised in an interview. Such decisions were intended to gather sufficient data on the range of positions and perspectives taken on the role and effects of race, class, and sex/gender on cardiovascular disease.
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23. However, the divisions between scientific and political or social credibility are not as clear as these commentators indicate: Almost all of the epidemiologists I interviewed in fact supported on scientific grounds increased research among populations previously underrepresented in epidemiologic research, arguing that the historic lack of attention to groups of color, women, and the socioeconomically disadvantaged in health research has hampered its generalizability and applicability. Indeed, epidemiologic science has for much of its history attended to methodological criteria related to the representativeness of research populations. For example, researchers were often concerned about the degree to which a recruited sample “looks like” the intended study population, whether any sample biases arose during recruitment and retention, and external validity (or generalizability) of a study. Currently, the characteristics of the study sample used to determine whether significant differences exist between the sample and the population to which the study hopes to refer almost always include race (and, to a lesser extent, socioeconomic status). (Interestingly, comparability is viewed as untenable across sex lines; that is, results from a sample of women are almost never seen or even considered to be generalizable to men, and vice versa.) Related elements of accounting for external validity in both oral and written presentations include describing sample sizes, recruitment methods, the location and character of recruitment sites, and detailed justifications for selecting these methods and sites. Figures that capture how successful recruitment efforts were (e.g., recruitment “yields” for each site, response and refusal rates) are often calculated and included. Researchers also regularly analyze the degree to which the actual sample “looks like” the intended sample by comparing the characteristics of those who refused to or did not respond to recruitment strategies with those of people who agreed to participate. For longitudinal studies, the concern for research representation also involves inspecting how well participants were retained and whether those retained “look” similar to or different from those lost to follow-up.

24. This is not to say that cohort studies are not being supported and funded; however, the extent to which they can employ more emergent methodologies is constrained by the relative scarcity of economic resources and political will.

25. See Bowker and Star (1999) on characteristics of classification systems.

26. See Fujimura (1986; 1996).

27. Brown (1987; 1992; 1997).

28. Epstein (1995; 1996).

29. I am indebted to Steven Epstein for discussions on this point.

30. Popay and Williams (1996; 1998).

31. See the work of Link, Phelan, and colleagues (Link and Phelan 1995, Link and Phelan 1996, Link et al. 1998, Phelan and Link 2005, Phelan et al. 2004).

NOTES TO THE CONCLUSION

1. See Thomas and Thomas (1970).

2. Foucault (1978).

3. See Armstrong (1983), Clarke et al. (2003; 2010b), and Shim (2000).

4. Chase (1998), Dreger (1998), Fausto-Sterling (1985; 1993), and Kessler (1990).

5. Omi and Winant (1994).

6. Link and Phelan (1995; 1996).

7. Star and Griesemer (1989).

8. Latour (1987) explains the concept of the black box as a claim or as an assemblage of conceptual and/or material parts that act as one, whose content is unquestioned, and that has become a self-evident fact used to build other claims.

9. Clarke and Fujimura (1992) and Fujimura (1987).

10. See, for example, Berkman and Kawachi (2000b), Diez-Roux (1998a; b), Kaufman and Cooper (1999), Krieger (1994; 1999a; b), Krieger and Zierler (1996), Marmot et al. (1997a), Nieto (1999), Popay and Williams (1996), Rose (1985), Susser (1998), Susser and Susser (1996a; b), and Williams (1997).

11. Link and Phelan (1995; 1996).

12. See, for example, Kaufman and Cooper (1999), Krieger (1994), Krieger and Zierler (1997), and Susser and Susser (1996b).

13. Aronowitz (1998: 133).

14. Weber and Parra-Medina (2003: 187–8); see also Hankivsky (2010), Morgen (2006), and Weber and Fore (2007).

15. Clarke et al. (2003; 2010a).

16. Many empirically grounded feminist qualitative studies examining biomedicalization make precisely this point (see, e.g., Fosket 2002, Mamo 2007).

17. Popay and Williams (1996).

18. Popay and Williams (1996).

19. Popay and Williams (1996: 765).

20. See, for example, Funtowicz and Ravetz (1992), Jasanoff (1990), Knorr-Cetina (1989), and Wynne (1996a).

21. For example, Altman (1996), Arksey (1994), Brown (1987), Brown and Mikkelsen (1990), Bullard (1992), Epstein (1995; 1996), and Kaschak and Tiefer (2001).

22. See Morgen (2006) for a review.

23. See Epstein (1995; 1996; 2007).

24. Link and Phelan (1995).

25. Epstein (1996: 337).

26. Epstein (1995; 1996), Laird (1993), and Nelkin and Pollak (1979).

27. Hankivsky et al. (2010: 11).

28. Rapp (1999: 315).

29. See Evans and Collins (2008: 611–14) for their discussion of science and technology studies as conservative and radical critique and, more broadly, of the very difficult question of the extent to which lay participation and producing science through a more inclusive process require substantive expertise or not.

30. A possible significant counter-trend to the constrained funding of longitudinal cohort studies is considerable investment by federal agencies in supporting gene-environment interaction studies. In theory, such studies have the potential to contribute to our understandings of social causation; however, the sociologist Sara Shostak (2013) has found that in the environmental health sciences, for example, a gene-environment interaction approach has led to the molecularization of environmental exposures. The extent to which gene-environment interaction studies in the etiology of complex diseases such as heart disease, Type 2 diabetes, and cancer actually, in practice, incorporate and conceptualize social determinants is the subject of current research I am conducting.

31. There are some encouraging signs in this respect. For example, the National Institutes of Health, spurred by efforts by the NIH Office of Behavioral and Social Sciences Research, launched in December 2001 a program to fund research on the social and cultural dimensions of health. See the final section of this chapter for additional detail.

32. Similarly, Aronowitz (1998: 167–8) observes that “while holistic notions are often appealing in the abstract, attempts to make such notions operational as research strategies, including the ability to develop a body of publishable research with which to advance an academic career, have generally failed.”

33. See, for example, Berkman and Kawachi (2000a).

34. Because many concerns of social epidemiology involve dynamics and social relations occurring on levels beyond the individual, and because many of this subfield’s critiques of conventional epidemiology and proposed solutions are quite similar to those of ecological and multilevel analysis, I treat them as overlapping endeavors here. See also Jackson (2003: 33–38) for an analysis of some of the important distinctions among works within this area of scholarship.

35. See, for example, Albert and Williams (2011), Anderson et al. (1989), Diez-Roux (1998a), Diez-Roux et al. (2000), Ford and Airhihenbuwa (2010), Krieger (1994; 2005), Krieger et al. (1993), Krieger and Zierler (1997), Landrine et al. (2006), Landrine and Corral (2009), Williams and Mohammed (2009), and Williams et al. (2008; 2010).

36. Weber and Fore (2007).

37. See, for example, the Institute of Medicine (2002; 2003) and National Institutes of Health (2001).

38. Aronowitz (1998: 179).

39. See Shim (2010a).

40. See, for example, Fosket (2002) for an analysis of chemoprevention in breast cancer research.

41. NCHS (2011).

42. CDC (2011).

43. This is established by the National Cholesterol Education Program (run by the National Heart, Lung, and Blood Institute) and the American Heart Association and American College of Cardiology (by their Joint National Committee on Prevention, Detection, Evaluation, and Treatment of High Blood Pressure).

44. This was the phrase used by an executive from a major pharmaceutical company, speaking at a 2001 scientific conference at which I conducted participant observation, to characterize genetic differences that lent themselves well to pharmacologic intervention.

45. Clinical trial data on BiDil’s effects in a study population of whites and African Americans had previously failed to win FDA approval in 1997. However, subsequent re-analysis of the data revealed greater efficacy among African Americans, and on this basis the FDA granted approval to begin a clinical trial among a larger sample of African Americans. BiDil ultimately won FDA approval in 2005 and was the first drug to include race-specific labeling. See Kahn (2012).

46. Krimsky (2012).

47. Jameson (1984) and Kahn (2003; 2004; 2012).

48. Strauss (1978) and Strauss et al. (1964).

49. Haraway (1997: 24).

NOTES TO THE APPENDIX

1. Gupta & Ferguson (1997) and Marcus (1995).

2. For example, Foucault (1977; 1978; 1980).

3. Foucault (1980: 83).

4. More on how epidemiology is emblematic of Foucauldian power–knowledge relations is covered in chapter 2.

5. Foucault (1980: 84–5).

6. Epstein (1996: 355).

7. Charmaz (2000) and Strauss and Corbin (1998).

8. Charmaz (2000: 510); see also Guba and Lincoln (1994).

9. Strauss and Corbin (1998: 201).
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