
Chapter 2

AIDS, Place, and the Embodiment of 
Racism

In her critique of race in the biomedical reductionism of AIDS sci-
ences, medical anthropologist Wende Elizabeth Marshall argues, 
“The discourses of bio- and socio-pathology that link African 
diasporic communities around the globe, often seamlessly articulate 
with structural locations, producing a coherent narrative in which 
social and moral positions justify and substantiate one another.”1 
I take this statement to indicate that discourses of pathology and 
geography in dominant AIDS knowledges function ideologically 
in a “coherent narrative” to obfuscate the material structuring of 
vulnerability to disease and illness in concrete locations. Race—the 
discourse of bio- and socio-pathology—naturalizes the structuring 
of relations of inequality and domination that produce the con-
ditions of disease vulnerability and their embodiment. Which is 
simply to say, race, as a discourse, naturalizes and normalizes the 
effects of racial formation.2

Importantly, Marshall does not refuse location per se. As she 
suggests, there are real locations or places where AIDS has mate-
rialized. What she rejects or critiques are the racial “discourses 
of bio- and socio-pathology” vis-à-vis the African diaspora that 
naturalize these locations and their inhabitants as pathological. 
But as she suggests, attending to the structuring of locations is 
essential; the real locations of the AIDS epidemic result from 
real, material structuring of life, a structuring that has a dynamic 
relation to discourse. Thus, in order to attend to the structural, 
which is to say the material and discursive forces that form space 
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as location or place, a critical analysis must occur “on both these 
levels . . . tacking back and forth.”3 We need a critical deconstruc-
tion of the discourses that naturalize suffering and space as well 
as a critical account of the material structuring of location, health, 
and disease.

Theorizing the Geography of Disease

In her cultural history of epidemiological thinking, both scientific 
and popular, Priscilla Wald has argued that a paradigmatic narra-
tive exists for understanding epidemics, which she calls the “out-
break narrative.” This narrative contains the cultural anxiety about 
“contagion” within the familiar and comforting story of scientific 
progress.

The outbreak narrative—in its scientific, journalistic, and fictional 
incarnations—follows a formulaic plot that begins with the identi-
fication of an emerging infection, includes discussion of the global 
networks throughout which it travels, and chronicles the epide-
miological work that ends with its containment. As epidemiolo-
gists trace the routes of the microbes, they catalog the spaces and 
interactions of global modernity. Microbes, spaces, and interactions 
blend together as they animate the landscape and motivate the plot 
of the outbreak narrative: a contradictory but compelling story of 
the perils of human interdependence and the triumph of human 
connection and cooperation, scientific authority and the evolution-
ary advantages of the microbe, ecological balance and impending 
disaster.4

Wald situates her analysis initially in relation to the then-con-
temporary SARS-flu panic, but as she notes, the reemergence of 
concern over epidemic in the Western world was triggered by the 
AIDS epidemic, an epidemic that was not supposed to be able to 
happen. In the brave new modern world, epidemics were supposed 
to be history, or at least confined to places where the past was the 
present, like the “other” two-thirds of the world.

As Wald, among others, has noted, Randy Shilts’s tendentious 
and sensationalist book, And the Band Played On, not only set the 
tone for accounts of the early dispersion of HIV but continues to 
be cited as a major source in contemporary accounts of AIDS in 
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America.5 In Shilts’s drama, a single agent (the French-Canadian 
airline steward Gaetan Dugas who joined medical infamy by being 
labeled, “Patient Zero”) introduced HIV to an overheated under-
world of gay sex and drug use, supposedly infecting hundreds of 
people before succumbing to advanced HIV disease. The narrative 
is a breathtaking rush through advanced-world decadence, gov-
ernmental indifference, and community denial, but it is also essen-
tially a narrative about contact and networks. Three factors allow 
HIV to travel: nonknowledge, modern transportation, and dense 
sexual networks. By nonknowledge I mean simply the fact that 
what might have been discovered and halted could not or was not 
because no one knew that they were infected with or transmitting 
a viral agent before it appeared in its advanced stages. By the time 
that people began appearing in medical surveillance systems with 
strange cancers and other indicators of destroyed immune systems, 
HIV had been circulating at epidemic proportions for upwards of 
a decade. As Shilts writes,

The timing of this awareness, however, reflected the unalterable 
tragedy at the heart of the AIDS epidemic: By the time America 
paid attention to the disease, it was too late to do anything about 
it. The virus was already pandemic in the nation, having spread to 
every corner of the North American continent.6

Beyond this, of course, nonknowledge also includes scientific 
ignorance, inadequate sexual health education, studied govern-
mental refusal to speak or understand an epidemic unfolding in 
its midst, the nonknowledge demanded of gay lives by the broader 
society, the blind eye turned toward the racialized poor, and then 
the purported secrecy and deviousness of those who infect others. 
A broad unknowingness circulates in AIDS discourses that safe-
sex and other forms of AIDS education attempt—but necessarily 
fail—to seize, neutralize, or transform.

Beyond the moral stories of secrecy, duplicity, and knowledge, 
another story structures the narrative of HIV’s spread: the story of 
how people are connected to each other. Geographer Peter Gould 
repeats this commonplace: “HIV travels on a non-observable struc-
ture of human relation. Only after this hideous traffic has been 
transmitted can we observe at some larger geographic scale its deadly 
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effects.”7 In Shilts’s story, for instance, air travel is important; it is 
the technology that allows the virus to hitch a ride around the globe 
and around the country. This story about modern transportation 
and its role in the global pandemic pervades the literature, from dis-
quisitions on the ease of international travel to concerns about long-
distance truck drivers, and from reports on global trade networks 
to denunciations of international gay tourism. But in the AIDS 
geographical imaginary, what is actually frightening is the way that 
big networks overlay and connect small networks. Airplanes con-
nect gay subcultures and long-distance trucking connects teeming 
global ports with backwater African slums. As described by Tony 
Barnett and Alan Whiteside in their widely used textbook, AIDS 
in the Twenty-first Century, “AIDS is the first epidemic of globali-
sation. It has spread rapidly because of the massive acceleration of 
communication, the rapidity with which desire is reconstructed and 
marketed globally, and the flagrant inequality that exists within 
and between societies.”8 New dangers have been introduced by 
connecting older local contact networks, including sexual contact, 
to global networks of travel and commerce. The final scene of the 
recent film, Rise of the Planet of the Apes, replays the fantasy of the 
new, emerging diseases, as lines on a global map trace the flight 
itineraries of individuals infected with the bioengineered virus that 
raises our primate cousins to human-equivalent intelligence but 
kills off the human engineers. Once in the transport system, the 
virus disperses without resistance, jumping from one human host 
to another without discrimination.9

This imaginary contagion geography is not confined either to 
journalistic convention or to science fiction films. It has been the 
primary scientific descriptive language of epidemic, as is seen in 
a scientific report on the potential role of airports in diffusing 
infectious diseases. As MIT public health scientist Denise Brehm 
warns,

Public health crises of the past decade—such as the 2003 SARS 
outbreak, which spread to 37 countries and caused about 1,000 
deaths, and the 2009 H1N1 flu pandemic that killed about 
300,000 people worldwide—have heightened awareness that new 
viruses or bacteria could spread quickly across the globe, aided by 
air travel.10
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Once in the transport system, the virus appears to disperse with-
out resistance, jumping from one human host to another without 
discrimination, repeating almost exactly the contagion geography 
described by Wald and witnessed in Rise of the Planet of the Apes 
or any other number of films about epidemics.

Wald’s analysis of the outbreak narrative demonstrates that 
even the official science of disease dispersion relies more upon 
folk notions of contact and contagion that emerge from mythic 
narration than it does on evidential reasoning. As she notes, 
“Contagion is more than an epidemiological fact. It is also a foun-
dational concept in the study of religion and society . . . The out-
break narrative fuses the transformative force of myth with the 
authority of science. It animates the figures and maps the spaces 
of global modernity.”11 This has been very much true of the nar-
ratives of HIV’s global dispersion, which seem to resist all efforts 
to challenge the morality tales of modernity and the primitive. 
From the invention of “African AIDS” to Haiti’s role in what Paul 
Farmer named “the geography of blame” to Randy Shilts’s repre-
sentation of the murderous “Patient Zero,” stories about HIV’s 
travel, including within the official science of AIDS, have been at 
least as fully structured by the mythic as they have been by direct 
evidence, if not more so.12 Against very good evidence to the con-
trary, these narratives insist upon describing the emergence and 
dispersion of HIV as contact “between innocence and danger”:13 
the innocent—generally white, Western, and economically priv-
ileged—come in contact with a dangerous, disease-carrying 
“other”—primitive, perverse, and dark. This contact is enabled 
by modern transportation networks in a “shrinking,” globalized 
world and represent the danger that comes with the new possibili-
ties and pleasures.

Cindy Patton has argued that these two modes of spatializing 
the AIDS epidemic emerge from two different scientific thought-
styles: tropical medicine and epidemiology.14 Between the two, 
HIV is either associated with deeply pathological places or with 
a roving, expansionist placelessness. In regard to the latter, notice 
the way in which the fantasy of risk and danger tends toward every-
where and nowhere. HIV is said to “spread rapidly because of the 
massive acceleration of communication” (Barnett and Whiteside) 
“on a non-observable structure of human relation” (Gould) until 
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it reaches “every corner of the North American continent” (Shilts). 
Except, of course, that it does not. Confronted with actual geog-
raphies of suffering, the discourse of contact danger has little to 
fall back upon except a moralizing and pathologizing attention to 
what those kinds of people do in those places.

What might the actual geographies of AIDS teach us?
Against the fantasies of the “outbreak narrative,” health geog-

raphers have discovered that disease diffusion—the movement of 
disease through space over time—within interconnected geogra-
phies like nation-states, obeys relatively structured rules that are 
irreducible to individuals or groups of individuals. While disease 
transmission may be analyzed in terms of individual contact or local 
networks of individuals, micro analyses are inadequate for explain-
ing large-scale diffusion patterns. Rather, at scales beyond the 
individual, disease concentration and diffusion are strongly struc-
tured by social organization and social inequality. Geographers 
have discovered that within highly urbanized societies, diseases 
tend to “hopscotch” from city to city, generally from larger cities 
to small ones, before diffusing from cities to surrounding commu-
nities in a manner that Gould describes as being like a wine stain 
on a table cloth when visualized through time-lapse mapping.15 
The “hopscotch” pattern between urban areas is called hierarchi-
cal diffusion and the spreading pattern is called spatially contagious 
diffusion.16

Both hierarchical diffusion and spatially contagious diffu-
sion are fundamentally determined by urban structuring, the 
former by the structured relationship among cities and the lat-
ter by local structuring of relations between the city and sur-
rounding suburban or rural communities. Hierarchical diffusion 
is an effect of structured relations among cities, often within the 
context of a nation although increasingly within transnational 
space. Historically, within the space of the nation, major cities 
developed dense, material connections with each other through 
trade, migration, political and economic power, and infrastruc-
ture. Certain cities, often historical port cities, for concrete his-
torical reasons emerged within the urban network as dominant 
cities such that the urban network is generally organized as an 
urban hierarchy. Additionally, within this structured urban hier-
archy, cities provide a much denser network of connections with 
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each other than they do with rural or semi-urban surroundings. 
As in the urban context itself, density matters for infectious dis-
eases, and relationship density between cities is often greater than 
between a city and its surrounding inhabitants. Thus, in a struc-
tured urban hierarchy, we will often see diseases appear to “hop-
scotch” or “jump” from city to city before spreading outward 
from major epicenters.17

The history of the AIDS epidemic in the United States would 
seem to provide a contemporary example of these processes. 
Physicist and public-health researcher Roderick Wallace and 
his colleagues have, for more than 20 years, been developing a 
sophisticated and statistically dense geographical analysis of the 
diffusion of HIV in this United States. They have found that the 
AIDS epidemic largely followed the basic patterns of diffusion 
connected to underlying urban structure, both in its national 
organization and in individual urban histories. Considering AIDS 
diagnoses as a marker for the diffusion of HIV approximately one 
decade earlier, HIV appears to have emerged in the major port 
cities of the United States and then “hopscotched” to other cities, 
diffusing down the urban hierarchy from larger to smaller cities. 
Secondarily, HIV dispersed near the major cities from the urban 
cores to surrounding communities, following local patterns of 
human contact.18 The cover of Gould’s book, The Slow Plague, 
captures these processes in a time-sequence of color-coded maps 
showing the number of AIDS cases in the United States.19

Deeper analysis of the abstract geographical principles of hier-
archical diffusion and spatially contagious diffusion, however, has 
demonstrated that these basic trends have been refracted through 
concrete power relations. A simple and abstractly theoretical hier-
archical diffusion of disease would manifest in a straightforward 
relationship between city size and the order of appearance of an 
epidemic in it, relative to the city where the epidemic initially 
appeared, its epicenter. Wallace and his colleagues have found, 
however, that the hierarchical diffusion of HIV in the United 
States did not simply jump from larger to smaller cities, or reflect 
a straightforward relationship to New York City, the nation’s larg-
est metropolis and probably the epicenter of the US epidemic. 
Rather, what they found was that the AIDS epidemic’s dispersion 
through the nation’s urban hierarchy was profoundly affected by 
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mid-century neoliberal economic reorganization and the racial-
ized “hollowing out” of urban cores, resulting in the late-century 
“dark ghettos” of extremely poor blacks and Latinos overlapping 
with emerging communities of marginalized gay men.20 In par-
ticular, the researchers discovered that these reorganized ghettos 
existed in a complex ecosystem with booming sunbelt and subur-
ban communities that were highly susceptible to disease epidem-
ics and that could explain almost all (more than 92%) of AIDS 
rate variance across space and time. This is to say that from a 
systems perspective, an urban ecology exists in the United States 
that ties the nation to its deeply impoverished and marginalized 
urban cores, which in turn have been the primary drivers—what 
researchers call “keystone populations”21—of epidemic. Thus, the 
authors conclude, “With regards to public health, in a certain 
sense, as go Los Angeles’ South Central and New York’s South 
Bronx neighborhoods, so goes the nation.”22

Regional analyses of the spatially contagious dispersion pat-
terns around the primary cities of the nation’s epidemic, in turn, 
demonstrate that urban ghetto formation structured regional epi-
demics, as well. In analyzing dispersion patterns for New York 
City, Washington, DC, Philadelphia, and Detroit, Wallace and 
his partner Deborah Wallace found that commute density (the 
volume of commuting between the central city and surrounding 
communities) could account for most of the AIDS case variation 
between communities. The more tightly suburban or regional 
communities were bound to the central city by commuting, the 
greater its disease burden. Comparative analysis, however, revealed 
that commute patterns were not alone in structuring dispersion 
patterns. When poverty rates were included in regional analyses, 
the cities listed above divide into two groups: the inclusion of 
poverty rates in statistical analysis held greater interpretive value 
for New York and Philadelphia than it did for Washington, DC 
and Detroit. Wallace and Wallace argue that this difference in 
regional dispersion patterns reflected the social organization of 
poverty. They write:

The role of poverty in these regional disease patternings seems 
related to the degree of spread of poor populations from the 
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central cities. New York and Philadelphia have a more dispersed 
poor sub-urban population than do Washington, DC and Detroit, 
where desperate poverty, and its correlates of substance abuse 
and the early initiation of sexual activity, are more concentrated 
directly in the central epicenter of the city plus one or two adjacent 
counties.23

Thus, for Washington, DC and Detroit, the more-thorough con-
centration of hyper-poverty has meant that dispersion patterning 
in those regions has almost exclusively correlated to commute pat-
terns (93% and 88% respectively). For New York and Philadelphia 
the relative dispersion of the racialized poor has affected the pat-
terning of disease dispersion, with HIV traveling more closely 
along the corridors of racialized poverty before spreading from 
those corridors. As Wallace explains, while the metaphor of a wine 
stain on a table cloth is useful as a visual heuristic for examining 
spatially contagious diffusion, “[t]here is, it seems, far more to the 
diffusion of infectious disease than the dispersion of a dye marker 
along travel pathways.”24 Specific geographies of economic and 
racial domination have produced specific, regional geographies of 
the AIDS epidemic.

Careful geographic analysis, therefore, demonstrates that the 
US epidemic is tied to the organization of racialized urban impov-
erishment and marginalization. The urban ghettos of extreme 
poverty and social disruption have been essential to the emer-
gence and structuring of the national epidemic at large, but also 
of regional epidemics. Indeed, from the point of view of disease 
agents like HIV, the nation appears as an ecosystem of welcom-
ing urban poverty surrounded by more resistant suburban wealth, 
or at least relative wealth. Zones of urban poverty and marginal-
ization thus function like “incubators” for epidemic disease, gen-
erating complex and dense clusters of disease among themselves 
before diffusing from ghetto to nonghetto.25 This has been the 
geography through with the nation’s epidemic has played out.

For black Americans the import of these analyses is to tie HIV to 
the conditions in which blacks have been disproportionately con-
fined. Nearly one in three black people in the United States lives in 
poverty, as do more than 22 percent of Latinos, compared to less 
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than ten percent of whites.26 Nearly 80 percent of the inner-city 
poor are people of color, with black people constituting 50 percent 
of the residents of the nation’s urban ghettos, and 80 to 90 per-
cent of the largest ones, as in Detroit, Chicago, and Washington, 
DC.27 Thus, not only are black people more likely to be poor, they 
are more likely to live in the areas of concentrated, urban poverty 
that have structured the nation’s epidemic. As Wallace concludes, 
“in the USA the early diffusion of AIDS was intimately associated 
with, if not driven by, the patterns and processes of the nation’s 
system of apartheid.”28

The meaning of the US AIDS epidemic rests upon the inter-
pretation of this geography. Unfortunately, Wallace and colleagues 
tend to describe the geography of AIDS as the geography of socially 
structured behavioral breakdown, reviving the discourse of social 
pathology that Wende Marshall warns against. For instance, in 
the quote above on the role of poverty in regional disease pat-
ternings, Wallace and Wallace “correlate” desperate poverty with 
“substance abuse and the early initiation of sexual activity.” This is 
not the conservative argument: neither Wallace would argue that 
cultural pathology leads to poverty. The argument here is that 
structured hyper-poverty generates kinds of normative breakdown 
that lead to increased risk-taking and other health-compromising 
activity.29 And yet, poverty still gets written back into the problem 
of behaviors. Throughout this research, Wallace and his colleagues 
have tended to explain the role of poverty in terms of its effects 
on behaviors, treating HIV rates as an index of poverty-induced 
breakdowns in forms of social normativity and social regulation, 
and increased risk-taking, including increased “risk behaviors,” 
even if those risks are not chosen. Thus while this research has 
been extraordinarily valuable and important for understanding 
the social structuring of the US AIDS epidemic, situating it pre-
cisely in the “one-two punch” of racial apartheid and neoliberal 
economic restructuring, the theory of disease used to explain the 
geography they discover risks returning structural location to the 
discourse of social pathology.

This danger has been realized in the recent addition by the 
Centers for Disease Control and Prevention (CDC) of “increased 
poverty” as a risk factor for African Americans in the AIDS 
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epidemic. In the February 2013 update to the fact sheet on “HIV 
among African Americans” posted by the CDC, “socioeconomic 
issues associated with poverty—including limited access to high-
quality health care, housing, and HIV prevention education” are 
included as contributing factors to the increased risk of HIV infec-
tion that black people experience.30 The research for this statement 
is drawn from the CDC-sponsored study titled, “Communities in 
Crisis: Is there a generalized HIV epidemic in impoverished urban 
areas of the United States?”31 As the title suggests, the purpose of 
the study was to determine whether the AIDS epidemic affect-
ing the urban poor met the threshold of a generalized epidemic 
according to UNAIDS definition. A generalized HIV epidemic 
is defined as one in which more than one percent of a nation’s 
general population—outside of the agreed-upon risk groups of 
men who have sex with men (MSM), commercial sex workers and 
their customers, and injecting-drug users—is infected with HIV, 
thus presenting an epidemic that may replicate itself or grow inde-
pendently of those risk groups. Generalized HIV epidemics are 
primarily phenomena of the global south, especially sub-Saharan 
Africa and the Caribbean islands outside of Cuba. The United 
States epidemic, however, has always been counted as a concen-
trated epidemic: the average HIV prevalence is 0.45 percent, and 
it is mostly contained within the defined risk groups. According 
to the CDC, 52 percent of all people with HIV in the United 
States were MSM at the time of the study, and MSM accounted 
for 63 percent of all new infections; another eight percent of new 
infections were injecting-drug users, who constitute 16 percent 
of those living with HIV. MSM and injecting-drug users there-
fore account for more than two-thirds of all people in the United 
States living with HIV and almost three-fourths of all new infec-
tions. The future promises to look much like the present, or even 
more concentrated.

The “Communities in Crisis” study, however, found that the 
HIV epidemic among the US urban poor meets the threshold of 
a generalized epidemic. It is a coherent epidemic even outside of 
the defined risk groups. Analyzing data on over 9,000 heterosex-
ual adults in high-poverty areas of 23 US cities as determined by 
the census bureau, the researchers discovered an infection rate of 
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2.1 percent, well over the one percent minimum. At 2.1 percent, in 
fact, the generalized epidemic among the US inner-city poor rivals 
epidemics in countries most hard-hit by the global pandemic, like 
Haiti or Angola. And given that the study excluded subjects from 
the risk groups, poverty itself emerged as “the single most impor-
tant demographic factor associated with HIV infection among 
inner-city heterosexuals” in the United States, which unlike the 
overall demographics of the US epidemic, was relatively equal 
across racial differences.32 In fact, the study suggests, “Poverty 
may account for some of the racial and ethnic disparities found in 
HIV prevalence rates for the overall US population—46 percent 
of blacks and 40 percent of Hispanics live in poverty areas com-
pared to just 10 percent of whites.”33

The “Communities in Crisis” study is an interesting look into 
the ideological containment that occurs in state epidemiology, 
as conditions of inequality are insistently turned into forms of 
behavior.34 Although the study rehearses the phobic distribution 
of risk and pathology indicative of the queer paradigm, it also pre-
sented an opportunity (ultimately lost) for a tactical victory over 
that paradigm. On the one hand, the decision to engage in the 
pseudo-scientific practice of treating risk behaviors as practices 
connected exclusively to certain kinds of people who can be sepa-
rated from a “general population” is, on its surface, indefensible. 
From the very beginnings of AIDS cultural criticism, activists and 
scholars have argued against collapsing behaviors with identities, 
as though only certain kinds of people do specific things and in 
turn, that those kinds of people engage in behaviors in a uni-
form manner. Behaviors, including kinds of sexual and drug-use 
behaviors that are especially suited to transmission of HIV, have 
no necessary relationship to forms of social or subjective identity. 
In fact, the assertion of “risk behaviors” as a category of epide-
miological analysis, instead of so-called risk groups, was possibly 
the first of a series of long epistemological battles in early AIDS 
activism and scholarship. But what makes this study interesting is 
precisely the potential opened up by its phobic exclusion of the so-
called risk groups. By excluding risk groups in their data analysis, 
the study’s authors might ultimately have displaced “risk group” 
thinking altogether. This would have been a dramatic victory. If 
a link between poverty and HIV could have been established that 
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excluded the possibility of blaming the risk groups, it might have 
strengthened the analysis of poverty per se in structuring vulner-
ability to HIV independent of the key behaviors that enable viral 
transmission. Indeed, the CDC could have rediscovered, 30 years 
into the global pandemic, the basic lesson of materialist epidemiol-
ogy: poverty compromises health and leaves impoverished people 
vulnerable to infections, including the so-called sexually transmit-
ted infections.

Rather than the materialist lesson, however, the CDC researchers 
and public health officials took a potentially new story and turned 
it into the same old story. The press release for the study demon-
strates the basic short-circuit in HIV risk analysis, the short-circuit 
that leads from material conditions of vulnerability and compro-
mised health back to relations of risk, from poverty or structural 
violence back to behaviors. The report treats poverty as, first, the 
conditioning environment for kinds of behaviors and, second, as a 
preexisting HIV ghetto.35 In the first instance, then, poverty in the 
US inner-city is said in the report to produce “limited health care 
access, which can reduce utilization of HIV testing and prevention 
services; substance abuse, which can increase sexual risk behavior; 
and high rates of incarceration, which can disrupt the stability of 
relationships.”36 In other words, the conditions of poverty disrupt 
“normal” behavioral environments and access to behavioral and 
health counseling, both of which lead to increased risk of HIV 
infection. Second, the report asserts that “existing high prevalence 
of HIV in poor urban areas . . . regardless of race or ethnicity—places 
individuals living in these areas at greater risk for exposure to HIV 
with each sexual encounter,”37 which is simply to say that the HIV 
epidemic among the poor replicates itself because the fact of greater 
HIV prevalence makes it harder for any given person to avoid expo-
sure. All of this is true, as far as it goes. The ideological sleight of 
hand, here, is that while the definition of a generalized epidemic 
refers to a “general population” separate from the “risk groups,” 
poor, inner-city heterosexuals are not being described as represen-
tatives of this general public. Inner-city poverty is described as the 
condition that disrupts the kinds of “normal” behavior indicative 
of the general public. So rather than critiquing risk-group think-
ing, the study discursively expands the definition of risk groups 
to now include poor, urban heterosexuals. Poverty, rather than a 
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structuring condition of disease vulnerability, appears as a scene of 
social disarray and endemic disease, leading Dr. Jonathan Mermin, 
MD, the director of the CDC’s Division of HIV/AIDS Prevention, 
to state, “This analysis points to an urgent need to prioritize HIV 
prevention efforts in disadvantaged communities.”38 More behav-
ioral risk reduction, not poverty abatement, continues to be the 
CDC’s answer. This research discursively stabilizes the association 
between black social pathology and black HIV rates by describing 
poverty as a scene of increased risk-taking, if not as a land already 
lost to unavoidable disease.

Let me be clear, however, that I am not equating the body of 
robust research by Roderick Wallace and his colleagues to that pro-
duced by the state epidemiologists at the CDC. The latter pres-
ent absolutely no account of urban poverty to contextualize their 
findings, engaging in the epistemological trick of containing “race” 
as a variable within poverty so as to obfuscate the role of racism, 
especially antiblack racism, in structuring US urban poverty and 
in maintaining it. Wallace and his colleagues, however, explicitly 
account for the historical construction of urban poverty in antiblack 
racial apartheid and neoliberal economic restructuring. In so doing, 
they contextualize the behavioral environment of the urban ghetto 
as a response to structured domination and violence. And yet, this 
research provides little resistance to the discourse of social pathol-
ogy emanating from the CDC as an “explanation” for the racial 
demographics of the AIDS epidemic. To do so requires a differ-
ent science of disease epidemic than the one presumed in Wallace’s 
research.

Embodiment, Racism, and Vulnerability to Disease

Critical medical anthropologist Merrill Singer offers a differ-
ent kind of description of the urban ghetto as a context for the 
AIDS epidemic, one that is irreducible to behavioral pathology. 
He writes:

Poverty contributes to poor nutrition and susceptibility to infec-
tion. Poor nutrition, chronic stress, and prior disease produce 
a compromised immune system, increasing susceptibility to new 
infection. A range of socio-economic problems and stressors 
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increase the likelihood of substance abuse and exposure to HIV. 
Substance abuse contributes to increased risk for exposure to an 
STD, which can, in turn, be a co-factor in HIV infection. HIV 
further damages the immune system, increasing susceptibility to 
a host of other diseases. In this way, HIV increases susceptibil-
ity to tuberculosis; however, there is growing evidence that the 
tuberculosis bacterium, in turn, can activate latent HIV . . . In 
this context, AIDS itself emerges as an opportunistic disease, a dis-
ease of compromised health and social conditions, a disease of 
poverty.39

Writing in the early 1990s, Singer’s description departed dramati-
cally from the phobic constructions of personalized irresponsibil-
ity circulating as “explanations” for the US AIDS epidemic in 
its first decade. It also departs from the otherwise sympathetic 
descriptions of poverty-induced behavioral breakdown intimated 
by Wallace and his colleagues. Rather than people behaving badly, 
Singer located the US epidemic within a disease-enabling ecology 
of the nation’s racialized, urban health crisis, with HIV func-
tioning synergistically in the context of extreme poverty, environ-
mental assault, and other plagues of poverty. Singer describes an 
environment not only of structured behaviors that might enable 
HIV transmission, but one in which health and vulnerability to 
disease are determined by social conditions including malnutri-
tion, pollution, and the synergy of other untreated infections. 
What Singer describes, therefore, is not simply the breakdown 
of normative behaviors; it is, rather, a complex condition that 
degrades health and heightens vulnerability to disease. HIV 
infection is situated within that complex environment as both 
a consequence and contributor: these environmental conditions 
increase the possibility of exposure to and infection with HIV, 
which in turn further compromises the overall health of those 
within the environment.

How should we understand this?
As discussed in chapter 1, the materialist traditions in health, 

including the black health tradition, understand health and dis-
ease as being socially structured. Both aggregately (in terms of 
groups or populations) and individually, health and disease are 
structured by social determinants that people enjoy or suffer. 
These determinants range from the qualities of the air that people 
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breathe, to the quality of the food to which they have access, to 
the quality of the day-to-day interactions they experience with 
others. The Whitehall Study of British Civil Servants described 
in the documentary Unnatural Causes is by now one of the clas-
sic studies within this theoretical tradition.40 The study tracked a 
set of British employees over more than two decades, comparing 
the heart disease and mortality rates of employees at four differ-
ent levels: administrators, professional and executive employees, 
clerical workers, and menial workers. In retrospect unsurpris-
ingly, but nonetheless definitively, the researchers discovered sig-
nificant health and mortality rate differences between those at 
the highest and those at the lowest employment levels, with high 
status employees living ten years longer than low-status employ-
ees. More surprisingly, however, the study discovered that health 
and mortality differences existed not just between the highest and 
the lowest status employees, but could be demonstrated at each 
step down (or up) the occupational ladder, with administrators 
experiencing better health and longer lives than professional or 
executive employees, who in turn experienced healthier and lon-
ger lives than those beneath them on the labor ladder. Social hier-
archy translated directly into differences in health and longevity. 
And this was true even though all workers had access to Britain’s 
universal healthcare system.

The ecosocial perspective within the materialist tradition models 
the ways in which social hierarchy is embodied as health or disease. 
As feminist social epidemiologist Nancy Krieger argues, “we lit-
erally incorporate, biologically, the material and social world in 
which we live, from conception to death.”41 Health determinants 
like nutrition; the quality of air, water, housing, and other ele-
ments of a person’s environmental; social and economic stress; and 
other factors—all of which are structured by relations of racial, 
economic, and gendered inequality—affect human functioning at 
multiple levels, including its physiological and biological function-
ing. This embodiment of the material and social world, Krieger 
argues, is a significant part of what accounts for health and dis-
ease patterns: the social structuring of inequality and violence is 
embodied over the life-course either as poor health and increased 
susceptibility to disease, including transmissible diseases, or as 
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good health and resistance to disease. Both individually and col-
lectively, then, health and disease may be described as “biological 
expressions of social relations.”42

Two key terms anchor the ecosocial perspective: ecology and 
embodiment. The concern with ecology is meant to attend to 
human beings as organisms interacting dynamically with other 
“living organisms and inanimate matter and energy over time and 
space.”43 These interactions, in turn, occur at multiple scales (both 
spatial and temporal) and levels of organization that are in dynamic 
relation to each other. Ecosocial theory, Krieger argues,

fosters analysis of current and changing patterns of health, disease, 
and well-being in relation to each level of biological, ecological and 
social organization (e.g. cell, organ, organism/individual, family, 
community, population, society, ecosystem) as manifested at each 
and every scale, whether relatively small and fast (e.g. enzyme catal-
ysis) or relatively large and slow (e.g. infection and renewal of the 
pool of susceptibles for a specified infectious disease).44

This concern with ecology, then, is meant to guard against descrip-
tions of environments as passive contexts for disease or health, 
and to attend more closely to the relationship between ecology 
and human biological functioning. But centrally, ecosocial theory, 
like other materialist theories of health and disease, insists upon 
the structuring role of human organization upon human ecolo-
gies. Thus the “social” in ecosocial; not only do ecologies include 
human social worlds, but more importantly, the ecologies in which 
humans participate are structured by large-scale social organiza-
tion, including the organization of inequality and violence. The 
ecologies in which people live, or are forced to live, materialize 
these organized relations of inequality and violence within the 
built and biological environments, to the advantage of some but 
to the disadvantage of many others.

Embodiment, in turn, names the process of “our bodies physi-
cally imbib[ing]” these ecologies.45 The human organism, like 
other organisms, exists in dynamic relation with the ecologies in 
which it lives or, again, is forced to live, literally incorporating 
these ecologies into its biological functioning. As biologist and 
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feminist philosopher of science Anne Fausto-Sterling has argued, 
the seeming opposition between nature and culture, or between 
genes and behavior, obfuscates the ways that biological expression 
is mediated by the social and cultural.46 The human body devel-
ops within what she calls “gene-environment systems, operating 
within networks that produce new physiologies in response to 
social conditions. In this view, bodies are not static slaves to their 
biologies. Rather, it is our biological nature to generate physiologi-
cal responses to our environment and our experience. We use our 
genes to produce such responses.”47 “[F]ar from being destiny,” 
she continues, “anatomy is dynamic history.”48

In an example of this process that, in turn, “represent[s] a larger 
problem: a persistent inability to explain a myriad of racial/ethnic, 
particularly black/white, difference in health,”49 Krieger and her 
colleagues have argued that the embodiment of racial discrimi-
nation and inequality explains the high rates of infant mortal-
ity and low birth weight deliveries experienced by black women. 
Black women in the United States are more than twice as likely as 
white women to lose their babies within the first year. To explain 
this disparity, researchers have focused on the well-established 
correspondence, “recorded since the advent of collecting vital 
statistics,”50 between poverty and infant mortality, arguing that 
black women’s excess poverty (three times that of white women) 
explained the racial disparity in infant birth weight and mortal-
ity. Attending more closely to the data, however, Krieger and her 
colleagues noted that while this correspondence between poverty 
and birth outcomes does hold true for black women, economic 
differences between black women did not result in comparable 
differences in rates of problematic births. “Bluntly stated, black 
women have problematic birth outcomes regardless of their socio-
economic position, they fare worse than white women at every 
economic level, and their disadvantage persists even among the 
most highly educated black women.”51 Indeed, the disparity in 
birth outcomes increased as income levels rose: while wealthier 
and better-educated black women experienced fewer birth com-
plications and child deaths than poorer black women (mirroring 
classed differences for white women), the racial disparity in birth 
outcomes is greater for middle-class and wealthy women than for 
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poor women. Economic and educational advancement made less 
difference for black women than white women. Indeed, the infant 
mortality rate for the best-educated black women is greater than 
the infant mortality rate for the least-educated white women.52

To explain this racial difference, Krieger and a growing num-
ber of health, biological, and social scientists argue that we 
must attend to the ways that racism, sexism, and social class are 
embodied by women and affect their pregnancies. In particular, 
researchers have focused on the ways that racial discrimination 
and the expectation of racial discrimination lead to elevated levels 
of stress and hypertension in black women, which in turn seem 
to lead to greater incidence of preterm delivery, a leading cause 
of low birth weight and infant mortality. Research has demon-
strated a concrete link between elevated blood pressure and the 
experience or expectation of experiencing racial discrimination 
and other forms of unfair treatment, across racial lines.53 This 
has great implications for high rates of hypertension for black 
people, particularly for pregnant black women, who experience 
much higher rates of high blood pressure than white women. As 
Fausto-Sterling describes it, racial differences in hypertension 
may be understood as resulting from racial discrimination and 
violence. Hypertension, she argues, “is an orchestrated response 
to a predicted need to remain vigilant to a variety of insults and 
dangers—be they racial hostility, enraging acts of discrimination, 
or living in the shadow of violence. Over time, all of the compo-
nents that regulate blood pressure adapt to life under stress.”54 
Hypertension, thus, emerges as the “new normal” blood pres-
sure of lives lived under constant threat or perceived threat. For 
black people, this is deadly. Among its other consequences, the 
embodiment of racism as high blood pressure puts extra stress 
on pregnant women and their fetuses, leading to more preterm 
and other birth complications, more low birth weight infants, and 
more infant deaths.

This understanding of the social forces leading to poorer birth 
outcomes for black women flies in the face of both genetic and 
behavioral theories. On the one hand, Krieger and colleagues care-
fully demonstrated that birth outcomes could not be connected 
to so-called genetic differences between races. There is nothing 
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natural about the racial differences in birth outcomes. And on 
the other hand, this analysis fatally deconstructs the racist efforts 
to attribute poorer birth outcomes for black women to lifestyle, 
behavior, or culture. Poor birth outcomes and infant mortality are 
irreducible to factors like poor education or poor prenatal care or 
drug use.55 Lawyer Heather MacDonald may be bemoaning it, 
but she is correct (if only partially so) that “Kreiger and her col-
leagues’ real prey is individual responsibility.”56 The other prey is 
race itself, when conceived as an essential, genetically determined 
reality. Birth outcomes on the large scale are determined neither 
by individual action (“personal responsibility”) nor by so-called 
racial-genetic difference. Rather, they result from the embodiment 
of racism and social inequality as poorer health.

Black feminist legal scholar Dorothy Roberts has drawn this 
research together and thematized it as embodying race.57 Inequality 
in health, she argues, emerges from the embodiment of racist eco-
nomic, social, ecological, and interpersonal relations as poor health 
and susceptibility to disease. She writes:

In this sense, race is biological. This is where many people get con-
fused. So let me be clear: race is not a biological category that 
naturally produces health disparities because of genetic differ-
ences. Race is a political category that has staggering biological 
consequences because of the impact of social inequality on people’s 
health. Understanding race as a political category does not erase 
its impact on biology; instead, it redirects attention from genetic 
explanations to social ones.58

This is where I want to situate HIV rate disparities: as an effect 
of racism embodied. Racism as it is embodied by black people 
compromises immune functioning in ways that leave black people 
more susceptible to infection with HIV if exposed to it, even if 
black people by-and-large exhibit similar or even fewer potentially 
transmitting behaviors than nonblacks. To extend Roberts’s argu-
ment, the concept of embodying race not only “redirects attention 
from genetic explanations,” it also offers theoretical resources for 
shifting attention from behavioral accounts of infectious disease 
dispersion to an understanding of the racist structuring of collec-
tive embodied vulnerability to infection within ecologies of racism. 
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The late twentieth-century inner-city described by Singer, I argue, 
is an ecology of racism embodied by its inhabitants as heightened 
vulnerability to HIV.

From Exposure to Susceptibility . . . and Back Again

According to the US CDC’s own analyses as gathered in table 2.1, 
there are marked differences in the transmission efficacy of differ-
ent modes of exposure to HIV.59 While the receipt of transfusion 
with HIV-infected blood or blood products has a high probabil-
ity of resulting in HIV infection (90%), from the point of view 
of the virus, all other modes of transmission range between rela-
tively efficient to relatively inefficient as methods of transmission. 
Notice, for instance, that what is one of the primary methods of 
HIV transmission globally—penile-vaginal intercourse—appears 
to result in transmission in only ten out of every 10,000 expo-
sures for the women exposed. Receptive anal intercourse, while 
significantly more likely to result in infection, still only does so 
in 50 out of every 10,000 exposures. These numbers demonstrate 
that exposure does not simply correspond to infection, especially 
for vaginal and anal exposure, which are the primary modes of 

Table 2.1 Estimated per-act risk for acquisition of HIV, by exposure route*

Exposure route Risk per 10,000 exposures to an 
infected source

Blood transfusion 9,000
Needle-sharing injection-drug use 67
Receptive anal intercourse 50
Percutaneous needle stick 30
Receptive penile-vaginal intercourse 10
Insertive anal intercourse 6.5
Insertive penile-vaginal intercourse 5
Receptive oral intercourse 1†

Insertive oral intercourse 0.5†

*Estimates of risk for transmission from sexual exposures assume no condom use.
† Source refers to oral intercourse performed on a man.
Table from Centers for Disease Control and Prevention, “Antiretroviral postexposure pro-
phylaxis after sexual, injection-drug use, or other nonoccupational exposure to HIV in 
the United States: Recommendations from the US Department of Health and Human 
Services,” MMWR 54, RR-2 (2005): 7.
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exposure in the United States and in the world. And even for nee-
dle exposure, which is relatively efficient in transmitting HIV, the 
correspondence between exposure and infection is significantly 
variable.

In dominant, biomedical discourses on risk, however, HIV is 
described as a nearly unstoppable force, and infection with HIV is 
treated as a game of luck: exposure either leads to infection or one 
is “lucky.” Prevention, therefore, is organized as simply preventing 
exposure: if any exposure might be equally likely to lead to infec-
tion, then the best program is to decrease or prevent exposure. This 
logic is as true of safer sex and condom-distribution programs as 
it is of abstinence promotion. While I have much greater political 
sympathy for the former, the conflict between them is finally over 
the relative merits of each in preventing or decreasing exposure. 
This (state- and science-sponsored) folk wisdom obfuscates the real 
situation.

Health economist Eileen Stillwaggon and former World Health 
Organization social scientist Alison Katz have led the way in 
arguing that the questions that need to be asked in understand-
ing global HIV disparities are not about what people are doing 
that might transmit HIV (so-called risk behaviors), but about 
how human and ecological conditions have been structured to 
produce greater susceptibility to HIV infection for some and not 
others.60 They ask: What ecologies lend themselves to successful 
HIV infection, especially given the relative difficulty of exposure 
leading to infection in healthy human populations? I follow them 
in arguing that the efficacy of HIV infection from most modes of 
exposure depends significantly on the health of those who have 
been exposed and of those living with HIV. All modes of expo-
sure are more effective in successfully transmitting HIV when the 
people involved are ill or suffering poor health than when they are 
healthy. In fact, much more than behavioral differences between 
populations, differences in susceptibility to HIV infection explain 
differences in disease burden.

Understanding the relationships between population health 
and HIV incidence rates involves introducing two sets of dis-
tinctions into the biomedical common sense of HIV infection, a 
common sense that is nearly total in both scientific literature and 
popular discourses, even as it is fundamentally misguided. The 
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two distinctions I want to introduce are between risk and suscep-
tibility on the one hand, and exposure and infection on the other. 
These two sets of distinctions are related. In the biomedical dis-
course of HIV risk, differences in disease and infection rates have 
been attributed to differences in qualities or quantities of behav-
iors that are said to put individuals at risk of HIV infection. This 
understanding of risk treats every incidence of exposure to HIV 
through a given behavior as equally likely to produce an HIV 
infection. This understanding of exposure and infection, however, 
does not stand up either to the evidence of infection rates or to 
longstanding epidemiological models. Rather, differences in HIV 
infection between groups has less to do with differences in risk 
behaviors than in differences in susceptibility to infection for any 
given exposure.

Both Stillwaggon and Katz argue that the immunological con-
sequences of poverty, in particular, lend themselves to greater 
susceptibility to HIV infection. Poverty and other relations of 
inequality are literally embodied as ill health and greater suscep-
tibility to infection.61 The consequences of poverty negatively 
impacts health through multiple avenues, including malnutrition, 
stress, lack of access to preventive care, lack of care for persistent 
infections and disease, more environmental poisoning, and greater 
susceptibility to parasites. These consequences—especially mal-
nutrition and persistent, untreated infections—lend themselves to 
immunological compromises that leave individuals more suscep-
tible to successful HIV infection if exposed to the virus. In par-
ticular, the embodied consequences of poverty that increase the 
risk of infection include compromises to the body’s mucosal barri-
ers, decrease in the immune system’s ability to halt an HIV infec-
tion before it is firmly established, and increased infectiousness of 
those already living with HIV. Like other infectious diseases, the 
immunological compromises of impoverishment increase both 
the susceptibility of those not already living with HIV infection 
and the infectiousness of those who are. This deadly convergence 
explains HIV rate differentials globally and nationally, especially 
the increased disease burden borne by black people.

In what follows, I will briefly discuss how the consequences 
of poverty and immiseration accomplish this increased, embodied 
susceptibility and increased infectiousness.62
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Health of the Body’s Barriers to Infection

In order to be infected with HIV, the virus must successfully 
cross the body’s first line of defense against infection: the skin or 
mucosal surfaces. The special dangers of transfusion in particular, 
but also needle exposure (including medical exposure), is that the 
mode of exposure involves the direct penetration of the skin, thus 
bypassing that barrier. This is one of the reasons why transfusion 
and needle exposure are such efficient or relatively efficient means 
of infection. For all other forms of HIV exposure, however, the 
ability to resist infection is related first of all to the health and resil-
ience of mucosal and skin surfaces: the vaginal wall, the anus and 
rectum, the mouth and throat, the penis, and the urethral lining.63 
The healthier these surfaces are, the better able they are to carry 
out one of their key functions: defending against infection.

Malnutrition and persistent, untreated infections, including 
but not limited to other sexually transmitted infections (STIs), 
have been shown to compromise the body’s defensive surfaces. 
Not only overall undernutrition (protein-energy malnutrition) 
but also specific micronutrient deficiencies like zinc- and vitamin 
A-deficiencies are known to degrade the body’s mucous mem-
branes, decrease resistance to ulcerative infections, and impede the 
healing of wounds to mucous membranes and skin.64 Indeed, even 
relatively minor deficiencies in these micronutrients have been 
shown to compromise immune health and resistance to infec-
tion. Parasitic, viral, or bacterial infections are also known to cre-
ate ulcers and other breaks in mucous membranes and the skin.65 
Although STIs have been recognized as increasing susceptibility 
to HIV infection for some time, this understanding has not been 
generalized to recognize the role of other, untreated, epidemic or 
endemic diseases in increasing susceptibility to HIV. In fact, as 
Katz has argued, the relationship between other STIs and HIV 
has generally served in public health discourses to cement the 
reductive understanding of both as simple indexes of sexual behav-
ior rather than generate a more robust account of what Roderick 
Wallace has called the “synergism of plagues,” or the compound-
ing role of diseases like STIs, tuberculosis, or parasite infection in 
increasing vulnerability to further diseases.66 But in addition to 
their other immune-suppressive effects, persistent and untreated 
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infections also irritate or compromise the defensive linings of the 
rectum, vagina, and penis in ways that increase the likelihood that 
exposure to HIV will result in successful transmission of the virus 
across the membrane.

Overall Health of the Immune System

Epidemiological and immunological evidence also suggests that 
the likelihood of HIV infection appears to be affected by overall 
immune response. Should HIV successfully cross the protective 
barrier of the body’s skin or mucosal membranes, the health of 
the immune system still determines the success or failure of the 
infection. Weakened immune systems are less able to resist viral 
infection in general, and the same seems to be true with HIV, as 
suggested by the known relationship between immune health and 
disease progression in HIV-infected people.67 People with access to 
good nutrition, primary and preventive healthcare, economic and 
housing stability, and who experience less stress live significantly 
longer with HIV and also live lives less burdened by ill health than 
those who experience under- or malnutrition, untreated infec-
tions, housing insecurity, and significant social stress.

As with the health of the body’s surfaces, the health of the 
immune system is strongly affected by the conditions of impov-
erishment and social violence, including malnutrition; persis-
tent or untreated infections (viral, bacterial, and parasitic); and 
social stress. The relationship between malnutrition and dis-
ease susceptibility has been recognized in biomedical literature 
for decades.68 Protein is essential to overall immune function 
because immune functioning depends on cell replication, which 
requires protein.69 In addition to compromising the body’s pro-
tective barriers, protein-energy malnutrition has been shown to 
atrophy the lymph system and decrease the size and weight of 
the thymus, affecting the production of immune-system helper 
cells (T-cells), which are essential to resisting infections.70 It has 
been shown to impair resistance and bodily responses to other 
diseases, like tuberculosis71 and measles,72 not only increasing 
susceptibility to infection but also decreasing immune response, 
leading to more extreme, even fatal, disease experiences.
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Specific micronutrient deficiencies, especially iron, zinc, and 
vitamin A, even when relatively mild, are also important to key 
elements of immune functioning that contribute to resistance to 
HIV infection.73 Iron is essential to promoting immune resistance 
to infections, but iron deficiency, resulting in anemia, is the most 
widespread nutritional deficiency in the world, especially affecting 
women and children.74 High rates of anemia have been connected 
to increased vertical (mother to child) transmission of HIV. Zinc 
deficiency can reduce cellular immune functioning, impede the 
healing of wounds, undermine the integrity of the skin, weaken 
resistance to parasitic infections, and aggravate the other effects 
of malnutrition.75 Vitamin A in turn, plays an essential role in 
the integrity of the immune system, and especially in the health 
of the body’s mucosal barriers.76 Stillwaggon describes vitamin A 
as a “super-vitamin of the immune system,” and vitamin A defi-
ciency as “most synergistic with infectious disease,” with probably 
the largest effect on increasing susceptibility to HIV on a global 
scale.77

Persistent, untreated, or endemic infections also can affect 
susceptibility to HIV. Depending on the infection or infections, 
they may suppress immune functioning, intensify micronutrient 
deficiencies or overall undernutrition, increase viral burden, and 
worsen disease progression, in addition to their compromising 
effects on the body’s protective surfaces, as discussed above. More 
importantly, immune responses to persistent and untreated disease 
provide a relatively welcoming environment for HIV. Successful 
HIV infection is achieved when the virus not only passes the 
mucosal barrier but infects some of the body’s immune cells 
(CD4+ T cells, macrophages, or dentritic cells (DCs)) and uses 
them to self-replicate, destroying the immune cells in the process; 
HIV effectively hijacks a part of the body’s cellular immune sys-
tem. The ability to hijack the cellular immune system, however, 
may depend on how many accessible cells are present at the site 
of an HIV exposure. Thus, a site of exposure rich in CD4+ T 
cells, macrophages, and DCs due to an existing infection provides 
additional targets for HIV, creating a condition in which HIV is 
able to replicate faster than the body’s other immune cells and 
responses are able to counter.78 Concurrent infections, especially 
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those that produce inflammation or immune response near the 
site of HIV exposure, generate the kinds of cells that HIV needs 
to succeed in establishing itself.

Viral Load

Malnutrition, coinfections, and other conditions of impoverish-
ment and social violence not only increase susceptibility to HIV 
for uninfected people, these conditions also increase the infec-
tiousness of those living with HIV by increasing their viral load. 
Viral load is the amount and concentration of HIV in blood or 
other bodily fluids, and viral load in specific fluids is correlated 
to the success of HIV transmission. The higher the viral load, the 
more likely HIV exposure leads to transmission.79 This knowl-
edge is reflected in current testing and treatment programs in the 
United States, which have reducing viral load as one of their aims, 
and therefore reducing infectiousness, by identifying and treating 
those with HIV infections. Viral load is also affected strongly by 
the other assaults on the immune system associated with impover-
ishment and social violence: malnutrition, coinfection with other 
diseases or parasites, and social instability. These assaults weaken 
immune functioning, which increases viral load. Antiretroviral 
therapy, STI and other disease treatment, and nutritional supple-
mentation, in turn, are associated with reduced viral load and 
decreased infectiousness.

Population Health and “Herd Immunity”

A more fundamental difference emerges when we move the level 
of analysis from the individual to the population. As Katz has 
argued,

in populations chronically infected with the diseases of poverty— 
in particular, parasitic infections, tuberculosis, leishmaniasis, etc, 
transmission of HIV infection is extremely efficient; uninfected 
people are more susceptible to HIV infection and infected people 
are more infectious. The result is high population transmission 
rates.80



Antibl Ack R Acism And the A ids epidemic58

The increased susceptibility and increased infectiousness of popu-
lations who experience compromised immune functioning consti-
tute what she calls the “unexplained remaining variation,” after 
behavioral differences have been counted, between those who suf-
fer high rates of HIV and those who do not. Indeed, given the 
general inability to document behavioral differences that would 
even approximate the differences in rates of HIV between popula-
tions, the “remaining variation”—increased susceptibility—is in 
fact almost all of the variation. As Katz reminds us, for behavioral 
difference alone to explain the global distribution of HIV, “peo-
ple in some African countries [would have to] have at least 250 
and even 2500 times more unprotected/unsafe sex than people 
in Europe, the USA or Australia.”81 Collectively, the malnutrition 
and diseases that come from poverty and social violence produce 
conditions under which HIV is much more likely to be transmit-
ted widely than in wealthier, well-fed, and stable populations, 
even with the same distribution of transmission-enabling behav-
iors. This, in turn, will have a recursive effect, especially within 
even relatively closed networks of people. Increased susceptibility 
and increased viral load result in more people infected with HIV, 
which in turn will mean a greater chance of exposure to HIV for 
those within the effected population, creating a vicious feedback 
loop resulting in large HIV rate disparities.

Collective health, in turn, has a reverse effect, resisting the 
entry and retarding the circulation of HIV through that popula-
tion. The concept of “herd immunity” is generally applied to the 
population-wide benefits of inoculating a proportion of a popu-
lation against a disease.82 Once a certain percentage of popula-
tion is inoculated, the whole population experiences the benefit 
of decreased disease incidence, or even its elimination. But we 
might say that overall health has a kind of immunizing herd effect, 
providing overall resistance to disease even if a few people suffer 
ill health. The immunizing function of good health—nutrition 
and food security, primary healthcare and treatment for common 
infections, safe housing, clean and safe environments, and lower 
social stress—resists HIV not only for individuals but for popula-
tions. It is, after all, well established in medical history that the 
decreasing virulence of major epidemics in the global North was 
the result of improvements in overall population health due to 
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social investments like clean drinking water, sanitation systems, 
urban pest control, and increased nutrition. Epidemic disease was 
not conquered by biological medicine; its decline was well under 
way before biological medicine had anything to offer.

As has been demonstrated perfectly well in the global pandemic, 
healthy populations also see less HIV. Indeed, HIV infections in 
these populations tend to appear only as isolated cases because col-
lective health provides a dampening effect on the entry and circu-
lation of HIV within that population. And in the reverse of the 
disease-enabling effect of compromised population health, over 
time the dampening effect of good population health wards against 
a significant HIV disease pattern. This dampening compounds and 
radicalizes Cindy Patton’s early observation about the relationship 
between the sites of the AIDS epidemic in the United States and 
social-sexual segregation: that racial and sexual segregation had suc-
ceeded in ghettoizing the US epidemic.83 This is part of the story. 
But it is not simply that the rich and white have segregated them-
selves from the diseases of the poor and the socially marginalized, 
including queers; the rich in the United States, like the global North, 
have also abrogated for themselves the prophylactic benefits of gen-
eralized health. This abrogation accounts, in part, for the failure of 
a generalized HIV epidemic among wealthy first-world populations 
and, conversely, accounts almost entirely for the explosion of the 
epidemic among the socially dispossessed, nationally and globally. 
Without the socially produced biological vulnerability of profound 
poverty and structural violence, HIV simply could not have trav-
elled so swiftly through the ranks of the world’s poor. So while 
malnutrition and the diseases of poverty increase vulnerability to 
HIV, food security and basic preventive healthcare—the conditions 
of social security and relative wealth—provide herd immunity.

Emergence

Finally, I want to insist that population health is not simply related 
to the disparate transmission of HIV but to its emergence as a dis-
ease pandemic. To quote health economist Eileen Stillwaggon:

Pathogens abound, but they do not always cause disease in a partic-
ular individual. Nor does the presence of disease in some members 
of a population always cause an epidemic. Random introduction 



Antibl Ack R Acism And the A ids epidemic60

of pathogens into human populations occur continually, but they 
rarely lead to epidemics or pandemic. Propitious conditions are 
necessary for a microbe to make a person sick or for the disease to 
spread throughout a population.84

In virology and other branches of health science, the concept 
of emergence refers to the success of a pathogen like a virus to 
cause disease or epidemic, a success which is not predetermined 
by the pathogen itself.85 Necessary conditions are required for 
a pathogen to establish itself in an individual, and even more so 
to spread beyond an individual. For most pathogens, conditions 
for emergence are precisely those that compromise human health 
on a large scale, pointing to the irreducible or embedded quality 
of these pathogens. In order to establish themselves in a person 
or group and in turn to produce disease, these pathogens must 
embed themselves within an enabling environment or ecology. 
Disease cannot be reduced to (or reified as) the effect of a virus 
outside of the health conditions in which the virus becomes active, 
as those conditions, and the social relations that produce them, are 
its necessary condition of possibility, or emergence. There is no 
disease without an enabling ecology and the social relations that 
produce it.

For HIV to emerge as a disease epidemic, it has required those 
same “propitious conditions” of compromised population health 
that have enabled its mass transmission. As discussed earlier, AIDS 
is often called the “first disease epidemic of globalization” and 
represented as being enabled primarily by increased traffic in peo-
ple and goods around the world: the “dark side of connectivity.” 
Historical epidemiology suggests, however, that rather than sim-
ple contact, the true geography of AIDS is the linked geographies 
of extreme poverty and social and political disruption: the “other” 
globalization, that of intensifying precarity and human suffering, 
which in the United States are the conditions of racial apartheid. 
These conditions have been necessary for HIV to emerge as dis-
ease phenomenon and epidemic. Global travel may introduce HIV 
to different places, but as with other, much more easily transmis-
sible pathogens, population-level compromised health has been 
essential to the virus’ success in establishing itself and replicating 
as an epidemic.
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The Color of US Poverty

Given that HIV rate disparities across populations emerge from 
differentially distributed embodied vulnerability—embodied 
vulnerability as it is constructed through relations of inequal-
ity and social violence—the profound HIV disparities for black 
Americans make sense within the historical health crisis visited 
upon them. The social production of poverty, immiseration, and 
violence create the conditions for greater circulation of HIV 
among people, in part because the bodies of those who live 
under these conditions are less able to resist infection if exposed. 
This has been true for black people in the United States: racist 
relations of domination and exploitation have been embodied as 
increased susceptibility to disease, including HIV, and therefore, 
greater disease burden. At the most general level of description, 
we can tie black HIV rates to black urban poverty and its social 
organization.

The conditions of human immiseration and social violence that 
are indexed by the term “ghetto” are embodied by its inhabitants 
as increased vulnerability to HIV infection, increased infectious-
ness due to higher viral loads, worse prognoses, and, over time, 
far greater chance of exposure to HIV in the first place. Indeed 
Singer argued that the notion of “epidemic” fails to capture the 
true meaning of AIDS in the United States. Given the centrality 
of the inner-city in the nation’s epidemic, the static and monofo-
cal notion of epidemic should be displaced in favor of what he 
calls a syndemic, or “set of synergistic or intertwined and mutually 
enhancing health and social problems facing the urban poor.”86 
Thus, AIDS in the United States must be understood within 
the interlocking sets of health crises that result from racialized 
impoverishment and social inequality, including low birth weight, 
hypertension, cardiovascular disease, environmental poisoning, 
tuberculosis, sexually transmitted disease, and substance addic-
tion. It is not that each of these constitute individual epidemics, 
but that they are experienced as a global whole by the inner-city 
poor. More importantly, each of these health crises exists in con-
junction, and through multiple reinforcements, with other health 
crises. The condition of syndemicity is the enabling condition for 
HIV to emerge as such.
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As Arline Geronimus so nicely phrases it, however, in a “discus-
sion of race/ethnicity in understanding poverty and urban health, 
race . . . is a set of social relationships . . . that are prior to the pov-
erty associated with race.” And, she continues, “the current urban 
environment developed under the influence of race-conscious 
policies.”87 The history of the black urban ghetto as a form of 
antiblack containment and violence may be traced back at least to 
the post-Civil War migrations of freed blacks to the major indus-
trial cities, at which time black ghettos were organized through 
explicit political, economic, and terroristic practices. Black people 
and black aspiration were contained within certain districts and 
worn down through formal and informal violence. Formal free-
dom from slavery for blacks in the North was thus contained by 
apartheid strategies of segregation and direct domination, along 
with nearly unchecked violence directed at blacks.

What Douglas Massey and Nancy Denton have described as the 
reconstruction of “American apartheid” in the post-Civil Rights 
period has involved revitalizing the black ghetto using almost all 
of the same strategies as found in the pre-Civil Rights period.88 
The significant difference introduced into the post-Civil Rights 
discourses of US civil society has been deliberate structures of 
plausible deniability, coded as “colorblindness.”89 Whereas pre-
Civil Rights ghettoization was enacted without apology, post-
Civil Rights ghettoization and other forms of antiblack violence 
are encoded in such a way as to insure plausible deniability for 
all of its agents, which is to say for all of US civil society and its 
state. Neither US civil society nor its state functions independently 
of white supremacy or antiblack racism, but a verbal architecture 
has been assembled for plausibly denying white supremacy and 
antiblack violence, which is to say that antiblack racism contin-
ues but under disavowal. In regard to the structured ghettoiza-
tion of blacks, the techniques of domination and violence have 
remained remarkably consistent, including both affective and 
institutionalized segregation, including racial redlining; antiblack 
restrictions on access to capital (mortgages, business loans, etc.); 
formal, political disenfranchisement; organized intrusion into 
and destruction of families; exclusion from mechanisms of social 
mobility; unchecked police violence; employment discrimination 
and exclusion; organized disinvestment and destruction of the 



Aids, pl Ace, And the embodiment of R Acism 63

built environment; and mass incarceration. Black ghettos are nei-
ther accidental nor surprising; they are organized social structures 
for enacting antiblack domination.

The analytic of “disproportionality” vis-à-vis racial HIV rate 
disparities, therefore, is inadequate. It is not simply that there are 
spaces of intense impoverishment (colloquially called “ghettos”) in 
which African Americans are found disproportionally, but rather, 
ghettoization has been and continues to be a primary spatial con-
tainment practice through which antiblack racialization and racial 
domination have taken place.90 Martha Ward is both correct and 
incorrect when she says, “Women are at risk for HIV not because 
they are African-American or speak Spanish; women are at risk 
because poverty is the primary and determining condition of their 
lives.”91 While African American and Spanish-speaking women 
are at greater risk for HIV because of their greater poverty (espe-
cially to the degree that Spanish-speaking is an index of racialized 
inequality), Ward fails to account for the role of racialization in 
the formation and structuring of women’s poverty in the United 
States. Black and Latina women are more susceptible to HIV 
infection because they are more likely to be poor, but the fact of 
poverty is itself a racial fact.

This history of the black ghetto as ghetto is the proper political 
history for the geography of the “US inner-city” and its syndemic 
health crisis as discovered and described so sympathetically by 
Singer in the early 1990s. This suggests that black over-represen-
tation in AIDS statistics is not an index of something else (greater 
poverty, cultural pathology, greater drug use) but is rather an 
index of the centrality of antiblack racism in structuring and creat-
ing the biosocial conditions of possibility for the US epidemic: its 
structural location. The ideological and discursive translation of 
these differences in material life into “behavioral difference” mis-
recognizes social disadvantage as moral pathology. But we need 
no anthropology of the black poor and their behaviors to explain 
greater HIV infection rates; indeed, any such anthropology is ide-
ological cover for the structured violence that has been brought 
to bear on these lives.92 Rates of HIV infection are determined 
strongly within biosocial ecologies, ecologies in which groups of 
people are made vulnerable to HIV transmission along what, in 
fact, are rather banal behavioral pathways. That the prevalence of 
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HIV in the wealthier, white, middle-class of the United States (and 
of the world) is dramatically lower than for most black people does 
not mean that middle-class whites are having less sex or doing 
less drugs or doing either of them “safer,” but that their racial 
and socio-economic privilege acts as a resistant to the introduction 
and circulation of HIV within those classes. It may very well be 
that for the privileged classes, behaviors are all that stand between 
them and potential HIV infection, but in that case, “behaviors” 
only become meaningful when the social conditions of life can 
recede into the background of existence. “Behaviors,” here, are 
pure fetish objects that obfuscate their means of production.93 But 
from a larger perspective, these behaviors are purely incidental: 
individual tragedies within a race- and class-based usurpation of 
the social resources for health. Rather than being especially vir-
tuous, the rich middle classes of the developed world experience 
the benefits of healthy life conditions, conditions that successfully 
frustrate the take-off of HIV within these populations, even if 
occasional individuals will be infected and suffer from the experi-
ence of HIV.

Postscript—Gay Men and AIDS

How does the preceding analysis make sense of, or not make sense 
of, the suffering of gay men in the US AIDS epidemic? Sexual 
transmission between men remains the single biggest transmis-
sion category in the United States.94 It is also the primary trans-
mission category in most other epidemics in the world excluding 
the dominant one in sub-Saharan Africa, about which I will have 
more to say in chapter 4.95 The category men who have sex with 
men (MSM) used to subjectify the transmission category tends to 
replicate the problem long critiqued in the AIDS cultural criti-
cism of overidentifying all sexual contact between men as “gay” 
or “homosexual.” MSM tends toward a uniform description of 
kinds of men, those who have erotic and sexual relations with 
other men, rather than being a simple identifier for any male-
bodied person who has—under whatever circumstance—been 
engaged or forced to engage in bodily penetration that might 
provide an opportunity for exposure to HIV.96 Kinds of activity 
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are insistently turned into forms of subjectivity and personhood 
in AIDS risk discourses.97 So not only does MSM tend to include 
transgendered women in epidemiological counts, it also includes 
men or boys who may have no sexual interest in men but were 
raped by a man. And yet, within the broad category of MSM, 
gay- and bisexually-identified men have constituted and continue 
to constitute a significant segment.

It is no slight to gay men’s suffering in the global AIDS pan-
demic to insist that gay identity and community are not models 
for thinking about the organization of HIV risk. Indeed, this 
has been a standard position in the long history of AIDS cultural 
criticism and cultural politics emerging from gay and lesbian 
community and scholarship.98 Scholars and activists battled the 
reemergence of the theory of degeneration in the earliest descrip-
tions of AIDS as a breakdown of the gay male body, exemplified 
in the early designation of AIDS as GRIDS (gay-related immune 
deficiency syndrome),99 and they have battled the less explicitly 
racialist attempts to describe risk using the models of “lifestyle” 
and “identity.”100 Whatever its failures, the critical distinction 
between “risk behaviors” and “risk groups” was directed against 
the phobic reduction of risk to forms of identity, lifestyle, and com-
munity. Activists and scholars insisted, and continue to insist, that 
potentially transmission-enabling behaviors like anal intercourse 
or injection drug-use are not confined to kinds of people with 
identities and lifestyles organized around those behaviors; rather, 
potential transmission behaviors are practiced widely, including 
by people who do not construct identities around them. What 
Cindy Patton has, in my opinion, documented most carefully is 
the interplay between the effort by gay men in particular, and 
especially white gay men, to mobilize identity and community—
tools constructed in the f ledgling gay liberation, gay rights, and 
gay culture movements of the 1970s—as resources for respond-
ing to the epidemic, as well as the ideological recuperation of 
these tools of collective mobilization as “risk groups” within 
epidemiological discourses.101 While contemporary AIDS risk 
governance is more than happy to privatize risk reduction as the 
proper project of “affected communities,” seemingly following 
from the gay self-help programs launched early in the epidemic, 
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unlike early gay self-help, dominant risk governance presumes 
that “affected communities” are “responsible” for their risk in 
the first place.102 These communities have been made doubly 
responsible: responsible for their risk and responsible for reduc-
ing or eliminating that risk, relieving dominant society from any 
need to understand what might put these groups of people at risk 
of risk. This has always been the slippery-slope danger of gay and 
other community self-help programs that have emerged to con-
front the AIDS epidemic in the United States (not that anyone 
had much of a choice): they align too neatly with the dominant 
risk epidemiology organized by transmission categories and the 
kinds of identity and community in which those transmission 
categories seem to reside.

Rather than gay identity and community as models for under-
standing the organization of risk and vulnerability, then, I suggest 
that we understand the history of gay men’s suffering in the AIDS 
epidemic in terms of the relationship between gay marginalization 
and racialized urban social abandonment, especially as they devel-
oped mid-century. Although it is increasingly difficult to remember, 
as white and wealthy segments of the gay world peel away and are 
at least partially integrated into dominant society—made possible 
in part through the cultivation of sympathy and identification with 
gay men through AIDS cultural activism103—in the late 1970s and 
early 80s, organized gay life and racialized poverty were not separate 
spheres, especially in the major US cities that emerged as the key-
stones of the national epidemic. Gay life and the ghettos overlapped 
with each other not only in the bodies that traversed worlds (includ-
ing but not limited to black and brown gay, lesbian, transgender, 
and bisexual people) but also spatially. As with prior organizations 
of queer social worlds,104 the gay communities that emerged with a 
somewhat new self-reflexivity in the 1970s were marginalized not 
only in the sociological sense, but in the geographic one. These gay 
worlds took form, and were allowed to take form, near and next to 
the often overlapping, zoned areas of vice and raced social aban-
donment. Marginalization, here, might be understood not as an 
abstract sociological process, but as a precise spatialization: proxim-
ity to black exclusion. The myth of the wealthy, white gay man as the 
“proper” subject of AIDS, deconstructed so carefully by Michelle 
Cochrane in her When AIDS Began,105 blocks understanding of 
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the significant overlap between “gay men” and “the black poor,” 
as though there were (and are) no relationships or sets of relation-
ships traversing them. Gay marginalization and black exclusion are 
not the same process,106 but they do and have articulated,107 and I 
suggest that the history of that articulation is the prehistory of the 
AIDS epidemic in the United States.

The relative ease that wealthier, white gay men have had in 
demarginalizing themselves and peeling away from the racialized 
ecologies of social and economic abandonment may account for 
some of the emerging differences in the demographic profiles 
of white men and men of color infected with HIV each year. 
At least three-fourths of all new HIV infections each year in 
the United States are experienced by men, and nearly 80 percent 
of these infections are attributed to male–male sex. Although 
racially white MSM are numerically the largest number of people 
infected with HIV each year in the United States, black MSM 
are only slightly fewer, and black and Latino MSM together out-
number white MSM in incidence counts by almost half again. 
Relative to the size of populations, however, incidence rates for 
black MSM vastly outstrip incidence rates for white MSM (even 
though MSM is a proportionately smaller transmission category 
for black men than for other men), and incidence rates for Latino 
MSM are nearly four times that of white MSM. Additionally, 
black and Latino MSM tend to be at least a decade younger than 
white MSM at age of infection. And yet, all behavioral data indi-
cates that there are no significant differences in potential trans-
mission practices among white, black, and brown MSM that 
would account for these rate disparities, and some evidence that 
black MSM engage in fewer potential transmission practices than 
white MSM.108

Epidemiologists have begun to suggest that racial differences in 
exposure and infection with HIV among MSM may be explained 
by their different sexual networks.109 Based upon limited self-
reporting, young black MSM, while exhibiting no differences in 
kinds or frequency of sexual or drug-use practice that are poten-
tially transmission-enabling, are now being described as involving 
themselves in networks of sexual partners that may be more likely 
to include men already living with HIV. Without doing anything 
different than young white MSM, these young men of color are 
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more likely to be exposed to and infected with HIV because the 
men with whom they have sex are more likely to be infected. But 
this theory does nothing but push the question of HIV vulner-
ability back one level: what about these networks increases the 
likelihood that members will already be living with HIV?110 We 
glean a few pieces of evidence from the research: first, that the 
sexual networks of black MSM are more likely to be intergenera-
tional (or include older men); second, that black men’s networks 
are more likely to include someone who has been incarcerated; 
and finally, that black men’s sexual networks are more likely to 
be predominately or exclusively black. What it may be about black 
and older men, older black men, or formerly incarcerated men 
that might make them more likely to be living with HIV, how-
ever, cannot enter into the frame of analysis, leaving the impres-
sion that the proper therapeutics is to train young black MSM to 
“choose wisely,” or rather, “choose whitely.” Rather than other 
black men or older men, young black MSM apparently should 
choose young, white, gay men, who are statistically less likely to 
be living with HIV or in sexual networks with someone living 
with HIV.

Ecosocial and materialist analyses, however, suggest that 
the disparities among white, black, and brown MSM, both as 
individuals and as networks of sexual contact, are related to the 
increasing divergence of their biosocial ecologies, as over the 
past three decades the predominately-white, “official” gay urban 
neighborhoods have been heavily gentrified and (re)constructed 
as even more class- and race-exclusive. Poorer men and men of 
color may (or may not) be welcome as tourists but are no lon-
ger significantly represented as “members” or residents. These 
now-gentrified gay neighborhoods, in turn, have been integrated 
into the urban fabric as upstanding members, filled with respon-
sible wage earners. Additionally, the cultural depathologization 
of responsible homosexuality, especially in its racially white face, 
has also increased the possibilities for gay white men to live well 
and openly outside of the historic gay neighborhoods. Thus, 
white gay and other men who have sex with men are increasingly 
separated from the black and brown poor, who are pushed fur-
ther and further, when not completely excluded, from the ben-
eficiaries of the twenty-first-century’s “new” (white) urbanism. 
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These reorganized racial divisions, both sociological and spatial, 
manifest as divergent epidemiological profiles that cannot be rec-
onciled under a presumed shared sexuality. Rather, the social 
epidemiology of men who have sex with men increasingly divides 
along the cleavages of race, class, and region, with poor black 
men and other men of color increasingly the “face of AIDS” in 
apartheid America. Attempts to reconcile this socio-ecological 
divergence within sexual identity—either gay or MSM—always 
returns the project of explanation to black sexual and cultural 
pathology, if not explicitly then by implication.
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