The

University

yg Of
Sheffield.

This is a repository copy of Race in an epigenetic time: thinking biology in the plural.

White Rose Research Online URL for this paper:
http://eprints.whiterose.ac.uk/116233/

Version: Accepted Version

Article:
Meloni, M. (2017) Race in an epigenetic time: thinking biology in the plural. British Journal
of Sociology, 68 (3). pp. 389-409. ISSN 0007-1315

https://doi.org/10.1111/1468-4446.12248

Reuse

Items deposited in White Rose Research Online are protected by copyright, with all rights reserved unless
indicated otherwise. They may be downloaded and/or printed for private study, or other acts as permitted by
national copyright laws. The publisher or other rights holders may allow further reproduction and re-use of
the full text version. This is indicated by the licence information on the White Rose Research Online record
for the item.

Takedown
If you consider content in White Rose Research Online to be in breach of UK law, please notify us by
emailing eprints@whiterose.ac.uk including the URL of the record and the reason for the withdrawal request.

\ White Rose o
| university consortium eprints@whiterose.ac.uk
WA Universiies of Leeds, Sheffield & York https://eprints.whiterose.ac.uk/



mailto:eprints@whiterose.ac.uk
https://eprints.whiterose.ac.uk/

MELONI RACE BJS 2017

Race in an Epigenetic Time: Thinking Biology in the Plural

Maurizio Meloni (University of Sheffield)

Please read and cite from the final version:
Meloni, M. (2017), Race in an epigenetic time: thinking biology in the plural. The British Journal

of Sociology. Online First 22 March 2017 doi:10.1111/1468-4446.12248

http://onlinelibrary.wiley.com/doi/10.1111/1468-4446.12248/full

A substantial body of literature in sociology and anthropology successfully
challenges the naive optimism whereby the completion of the human genome
project assigns race and racialized categories to the status of relics. (Duster 2006;
El-Haj 2007; Bolnick 2008; Roberts, 2011; Montoya, 2011; M’charek, 2013; Kahn
2013; TallBear 2013; Fullwiley, 2014; Bliss, 2015). As Troy Duster has urged in this
journal, new postgenomic developments, in disciplines ranging from forensic science
to pharmacology, “have actually served to re-inscribe race as a biological category”
(2015).

This critical literature has been hugely helpful in describing how race is
constructed molecularly in light of today’s understandings of biology. But we should
question the narrative of re-inscription and the future visions it yields. When
addressing the biological race concept, these texts speak of “return” (Frank, 2015),
“resurgence” (Wailoo, Nelson, and Lee 2012; Frank, 2015), “redemption” (Morning,
2011), and even “resuscitation” (Duster, 2015). On this way of thinking,

something—race as a biological concept—was “buried alive” (Duster, 2001), i.e. “not
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decisively finished off” (Morning, 2011) and is today recreated or “repackaged”
(Roberts, 2011). We have failed to “move beyond all that” (Morning, 2014) and are
therefore “back to the future” (Frank, 2015).

From this diagnosis, a certain prognosis follows. If “race as a fixed genetic
characteristic” (Morning, 2014) and a “geneticized conceptualization of race” (Frank,
2015) have been restored to sociology, we should expect “sociobiology [to gain] a
larger foothold in [the] discipline.” (Morning, 2014, my italics)

This assumption that a putative renewed genetic fixity leads to a surge in
sociobiological thinking reflects a mostly American tendency to identify racism and
eugenics with ideas of genetic stability. This seems natural not only given the
persisting allure of the gene in American culture but also the specific hard-
hereditarian form the eugenic movement took in the USA. But eugenics, racism,
and other oppressive biologistical projects have also drawn on the science of unfixed
characteristics, where biology and heredity are seen as plastic and profoundly
shaped by environmental influences. The reason why I mention this is less
philological, and more concerned with the present. I want to raise the possibility
that in this postgenomic moment history can be less unilinear that this

‘resuscitation-of-the-past’ view of history fears

My argument in this article is that the real “postgenomic surprise” to use
Duster’s term, is less a return to a geneticized conceptualization and more the
coming to the fore of an alternative view of race, heredity and biology. This latter

view 1s no longer based on the seducing power of a ‘gene for’ worldview; it depends
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rather on a complex entanglement of environmental and biological factors in which
the human body and its genome become a porous and impressionable material,
shaped by all sorts of social pressures originating in society at large.

However, in order to fully appreciate these changes, it 1s important to
understand exactly what happens in our postgenomic moment and how
discontinuous it is from deeply established models of genetics. Indeed, some
responses to Duster have highlighted this potential discontinuity of the present
landscape, emphasizing how “genetics is a diverse field” (Friese, 2015) and how “the
paradigm of stability [has] given way to the dominant notion of malleability”
(Prainsack, 2015).

It is important to expand on these insights and show how a continuist view of
postgenomics as a mere prolongation of the old genomics business conveys only a
partial picture of what has been occurring in biology over the last decade. In so
doing it misses some important points in the current remaking of race.

My argument will develop in three steps:

1) Recent findings in postgenomic biology, with epigenetics as a key-case, look very
much like a paradigm-shift, or at a minimum, a “profound disturbance” (Lock, 2015)

of the dominant understanding of biological heredity.

2) This shift has important implications in the conceptualization of race. In
particular, in thinking of human heredity as plastic and unfixed, it shows the

pluralistic way in which race and its social construction may be biologically framed.
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3) The scenario emerging from this shift is disconcerting. On one side the novel
epigenetic biology of race is fulfilling some of the desiderata of social scientists. It is
a view of biology that is less genecentric, more plastic and sensitive to contextual
factors. However, this shift does not always come with pleasant sociopolitical
consequences. It may even imply a more pernicious potential for racialist discourses

than genomics had in a recent past.

Postgenomics as a (nearly) paradigm-shift!

There are several parallel and coexisting meanings of postgenomics. The
most widespread use of the term is merely temporal, to reflect a period inaugurated
with the completion of the human genome project in 2003. Whatever occurred in
genomics after this period is called ‘postgenomic’. Other authors, more profoundly,
focus not only on flat chronology. Some look at postgenomics as the emergence of a
unifying framework for the many —omics (nutrigenomics, transcriptomics,
metabolomics) that expand existing genomics (Richardson and Stevens, 2015). For
others, postgenomics is characterized by the availability of new sequencing
technologies by which large-scale maps and databases are obtained (Ankeny and
Leonelli, 2015). Finally some scholars have looked at the political and moral

economy of this novel scenario, largely coinciding with the neoliberal era (Abu El-

1 This and the following section (until p. 16) are a condensed (and very simplified) excerpt of
Chapters 7 and 8 of my Political Biology (2016).
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Haj, 2007), where individual risk (Rose 2007) and self-optimization are emphasized
(Mansfield, 2012).

I’'d like instead to suggest a different reading of postgenomics as a different
“style of reasoning” (Hacking 2002) compared to genomics. Postgenomics means an
unprecedented temporalization, spatialization, permeability to material
surroundings, and plasticity of genomic functioning. It refers to a radical rethinking
of the ontology of the genome and even a dismissal of its role as the prime mover in
biological processes (Griffiths and Stotz, 2013). It is the emergence of what has been
called the “postgenomic genome”: “an exquisitely sensitive reaction mechanism”,
whose borders with the environment are increasingly porous, and almost impossible
to establish (Keller, 2015).

There are many entry points to distinguish between genomics and
postgenomics but I take growing claims of a return of soft-heredity (Hanson, Low,
and Gluckman, 2011), driven by the ascendancy of epigenetics, as the clearest
marker for a postgenomic paradigm-shift. A little terminology is helpful. Hard
heredity is the idea that the hereditary material is impervious to environmental
signals. Twentieth century genetics has been largely the story of the consolidation
of hard heredity (with genetics), and the disproof of any formative environmental
influence on the gene (Meloni, 2016). The Central Dogma (i.e. information going one
way from DNA to protein and never in reverse) was constructed by molecular
biologists in the 1950s to convey exactly this meaning: there is “no direct route by

which the environment could imprint on DNA” (Lappé and Landecker, 2015).
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Soft heredity (a contested and somehow imprecise term) is for brevity the
opposite, heretic, view: it refers to the idea that the hereditary material is affected
by the parents’ or grandparents’ lifetime experiences, not fixed at conception
(Bonduriansky, 2012; Jablonka and Lamb, 2005). This view, largely popular until
the rise of genetics, was repeatedly challenged and nearly forgotten in the twentieth
century for both scientific and political reasons. Its incompatibility with the notion
of a stable genetic material seemed obvious (Meloni, 2016).

However, the quest for mechanisms of nongenetic inheritance was never completely
discontinued during the century of the gene, no matter the difficult context in which
it was pursued (Sapp, 1987). The current return of interest in epigenetics is the last
episode of this troubled history, in which many non-mainstream authors have
thought of biological heredity as more than the mere transmission of nuclear DNA.

Today, epigenetics is conventionally defined as “the study of changes in gene
function that (....) do not entail a change in the sequence of DNA” (Armstrong 2014),
or also phenotypic variation not depending on genetic changes (Haig, 2012). DNA
methylation, a simple addition of a methyl group to DNA that can silence gene
expression, is the best-known epigenetic phenomenon. Directly driven by
environmental signals (toxins, nutrition, stress, socio-economic status, maternal
care, parental and grandparental lifestyle) methylation is one of the mechanisms
that illustrate how biological information moves two ways: not only from DNA to

the cell, but also from the environment to DNA expression.



MELONI RACE BJS 2017

In order to argue for the emergence of a different style of reasoning via
epigenetics, it is important to insist on the “exceptionalism” (Rothstein, 2013) of
epigenetics compared to genetics. This exceptionalism has several dimensions, but

three stands out here:

1) A new synchronism of history and the molecular

While the genome is unresponsive to the environment in the short term, the
epigenome is a mechanism for flexible and dynamic responses to a changing
environment, especially in certain critical windows of plasticity. For humans, the
history that is impressed on their biology is not only the Jongue durée history of
evolutionary time, or the signatures of macro historical events (rise of empires, huge
human migrations, diasporas etc. occurred some hundreds or thousands of years
ago) that today genomic admixture studies claim to detect (Hellenthal et al., 2014)2.
The epigenome is a much more fine-grained molecular archive that synchronizes
human biology to a very peculiar micro-history made of local and extremely recent
events, such as diet (famine, obesity), habit (smoking, alcohol), and in general
lifestyle of our most direct ancestors (parents, grandparents), or even our own social

position (and variation in it), stress exposure or psychological traumas.

2) Reversibility of effects via social intervention

2] am not discussing here the methodological validity of these studies when they aim to make an objective history
based on DNA, nor their persisting use of racial categories, see Morning 2013 for a critique.

7
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Whereas human actions can affect genes only over a long evolutionary timescale, as
in gene-culture coevolution (e.g., lactase persistence in human populations with
extended milk consumption), epigenetic effects are deemed to be potentially
reversible in a very limited timespan by social intervention. Many of the best-
known experiments in epigenetics (Weaver et al, 2005) highlight exactly this
reversibility of the induced phenotype through practice or therapy. How this is

operationalized in policy will be discussed later.

3) Broad unit of inheritance

While in genomics the unit of inheritance is narrow @i.e. only the nucleotide
sequence is inherited), in epigenetics the whole cellular architecture, including
epigenomic regulation of gene expression, is believed to be maintained for a few
generations. This implies that also biological material whose functioning encodes
social signals reflecting very recent micro-historical events can make its way to the

next generation.

These are very important changes with profound implications for the notion of
heredity. If, as some claims, we have now “a solid molecular basis for understanding
how environmental influences can affect the phenotype of the next generation, or
even those which follow” (Hanson, Low and Gluckman 2011) how shall we re-
conceptualize inheritance in the postgenomic age? And what happens to race in this

scenario? If the human genome (via epigenome) is sensitive to short historical
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episodes, how is this new synchronization of history and biology reflected in the
understanding of race? Regardless of the final validation of this knowledge, wider

social implications are already considered.

When Race is soft: Pluralizing the meaning of Race

My point of entry to look at the present postgenomic remaking of race via
epigenetics are two articles that, though speculative, may be seen as exemplar (in
Kuhn’s sense) of the new way of framing racial disparities in health beyond the two
poles to which explanations have typically aligned so far: the genetic vs. the
environmental model. These two polarized models had more in common than they
believed: both thought that biology equated with ‘genetics’and therefore fixed and
insensitive to lifetime changes, and both believed that genes or environment were
the only two explanatory cards left on the table. Both these assumptions are

increasingly untenable in new epigenetic approaches.

Fragments of a new epigenetic scenario I: Multigenerational3 effects of

slavery

In 2009, the American Journal of Human Biology published a study on the

persisting Black-White divide in mean birth weight, with African-American women

3 There is a technical distinction in the literature between intergenerational (or parental) and
transgenerational effects, with the former being shorter and limited to two generations, and the
second spanning multiple generations. However, the use of transgenerational is loose, even in
studies that are technically restricted only to two generations. Since usage blurs the two (see also
Jasienska), I have preferred to use the less specialist term 'multigenerational'.

9
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“twice as likely as European American women to deliver children with weight below
2.5 kg” (Jasienska, 2009). The subject is pretty common in epidemiology, but the
originality of the study was in its explanatory strategy. It looked at a specific
historical event, slavery, as a cause for this present racial divide:
Since neither genetic factors nor current socioeconomic determinants
can adequately explain the existence of birth weight variation between
“races,” other environmental, social, and historical reasons must be
considered. The following observation points to slavery as the factor of
potentially profound importance: contemporary black women who were
born in African countries ancestral to slave populations, but who live
in the United States, give birth to children with significantly higher
weight than black women in the United States who have slave

ancestry (16)

A connection between slavery and LBW (low birth weight) at the time seems
of course plausible: maternal undernutrition and intense physical labor are
obviously potential causes for smaller babies (22).

However, where 1s the evidence for the causal link between these past events
and current racial gap in LBW? It is important to note here that the article does not
claim that slavery has been simply the initiator of a causal process then reproduced

by racist discrimination in the post-slavery period. While recognizing the influence

10



MELONI RACE BJS 2017

of contemporary conditions, the article follows a different line: life conditions in the
slavery period are responsible for LBW of African Americans today. (22).

Jasienska recognizes that the specific physiological mechanisms of this long
term effects “are unknown at present” (22) or “not well understood” (16).
Epigenetics is flagged as the possible pathway by which “intergenerational
information about environmental quality can be passed to next generations” (16, my
italics).

Although the article’s grounds may seem problematic, its claims are
strengthened by two contextual factors. Firstly, its collocation in a well-established
theoretical model on human plasticity in which current birth weight in human
populations is seen as the effect not only of present maternal conditions, but also of
“the influence of intergenerational life conditions, i.e. influences integrated across
several generations’ (16; see Kuzawa, 2005).

Secondly, the analogy established with a much more recognized empirical
study of multigenerational effects with measurable impact on LBW: the Dutch
Hunger Winter. The Dutch case refers to the catastrophic famine caused by the
Nazi occupation in 1944-1945, and is the most well-known epidemiological study of
the multigenerational effects of disease susceptibility. Health implications of the
Dutch Famine are recorded up to the second generation (Painter et al. 2008) and
include metabolic disorders and mental health issues.

It is mostly by referring to the Dutch case, where “women suffering from

famine during the last trimester had babies with almost 300 g reduced birth weight

11
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in comparison with babies born after the famine”, that the slavery argument,
inferentially, works. If a relatively-short event as the Dutch famine had consistent
multigenerational effects, Jasienska, notices, how much deeper should this be for
African Americans who “suffered much longer-lasting nutritional deprivation”, and

extreme level of energy expenditure (21-22)?

Leaving aside the scientific plausibility of these claims, my interest is here on
their general narrative, intellectual context from which they take legitimacy, and

some of their sociopolitical reverberations. In particular, three points stand out.

Firstly, this 1s not the first time that a scientific hypothesis about the effects
of slavery has been recruited to explain racial health disparities. The so-called
“Slavery Hypothesis” was firstly advanced as a genetics (i.e. non-epigenetic) theory
to explain present US black/white disparities in hypertension (Wilson and Grim,
1991). The theory, widely criticized by historians and social scientists (Curtin, 1992;
Kaufman and Hall, 2003), maintained that a selective process took place during
slave transport that favored “individuals with an enhanced genetic-based ability to
conserve salt” (Wilson and Grim, 1991). Only this group survived the brutal effects
of the Middle Passage characterized by “salt-depletive diseases such as diarrhea,
fevers, and vomiting” (ibid.,).

Second the attractive force of the article, given the paucity of its evidentiary
terrain, lies in its context. Until a few years ago such claims for biological but non-
genetic multigenerational effects would have seemed audacious but today they gain

traction from a growing body of scholarship that has looked at how of various life

12
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events travel inter-generationally via epigenetic mechanisms. Epidemiological
studies include not only the Dutch famine, but also cases as diverse as the
multigenerational effects of nutrition in North Sweden (Bygren et al., 2001), and
epigenetic effects on offspring of 9/11 and the Holocaust (Yehuda et al., 2005;
Yehuda et al. 2014).

Thirdly, in terms of its politics, the article confers a great emphasis to the
persistence of traumatic events. The author is adamant on the fact that slavery
effects may be very “recalcitrant” or “resistant” to present changes and not

amenable to policy reform:

“several generations that have passed since the abolition of
slavery in the United States (1865) has not been enough to obliterate
the impact of slavery on the current biological and health condition of

the African-American population.” (16)

Slavery is still, biologically, with us. As we can read further:
Even when the mother is well nourished herself, an intergenerational
experience which may be integrated in her own maternal physiology
and anatomy, may cause her organism to follow the physiological
strategy, which results in a reduced birth weight of her children (my
italics).
This brings us Jasienska to some pessimistic conclusion on the lack of

malleability of low birth weight. As she writes:

13
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“too few generations have elapsed with improved energetic status to
counteract the tragic multigenerational effects of nutritional
deprivation on birth weight of children”. (23)

We shall return later to this dialectics between change and stabilization in

plastic view of biology.

Fragments of a new epigenetic scenario II: Race as the Embodiment of Racism

A better known epigenetic approach to racial health disparities is Kuzawa and
Sweet’s article “Epigenetics and the Embodiment of Race” (2009). Like the previous
study by Jasienska, the article takes its cues from the epidemiological puzzle of a
racial gap in health between African Americans and US whites, with a focus this
time on cardiovascular disease (CVD). As the previous study, it highlights the
insufficiency of either the genetic or the “social forces” model. The critique of genetic
explanations is particularly explicit. There is, however, a remaining aspect of a
genetic model that needs clarification, in alternative (epigenetic) terms: why,
despite the recognized importance of social factors, “self-identified race (...)
remain[s] a significant predictor of disease outcomes in epidemiological studies,
even after lifestyle and SES factors have been adjusted for statistically”?

To explain the biological significance of self-identified race however Kuzawa
and Sweet don’t look at genes nor at nineteenth century slavery, but at the
embodiment of contemporary racism and its negative impact on maternal biology.

Stressful conditions are transmitted via intrauterine environment to the next

14
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generation programming the fetus for a higher CVD risk. Racism goes under the
skin and becomes literally the biology of future generations, reproducing biological
differences over time. As they write:

social environments, defined along lines of constructed and socially

1mposed racial identities, can drive developmental processes, thereby

becoming embodied as biological patterns that influence health and

disease (11).

The key notion of the article, i.e. that racism, institutional or perceived, can harm
health is far from new. There i1s a long tradition of biopsychosocial research on the
effects of perceived racism as a key stressor producing health disparities (Clark et
al. 1999). Race as a social construction has been increasingly explored as producing
real biological consequences in the bodies of oppressed groups (Krieger, 1999, 2003;
Bonilla-Silva, 2003; Dressler et al., 2005).

Sociologists have also been well aware of the multiple links between
institutional racism and racial disparities in health (Williams and Sternthal, 2010),
a topic that has witnessed a significant return in the last two decades (Williams and
Collins, 1995; Massey, 2004; Williams and Sternthal, 2010). More recently, the idea
of an inheritance of ‘poverty’, ‘neighborhoods’ and ‘contexts’ has powerfully returned
in American sociology to account for the multigenerational legacy of racism, in
particular in the work of New York-based sociologist Patrick Sharkey (Sharkey

2008; Sharkey and Elwert, 2011).

15



MELONI RACE BJS 2017

However, it would be wrong to equate Kuzawa’s and Sweet’s epigenetic approach
with the notion of multigenerational effects elaborated by sociologists like Sharkey.
Between the two models, developmental-epigenetic and sociological, there is
certainly proximity but also some significant discrepancy.

Firstly, in epigenetic models the ‘environment’ is a different construct than in
the sociology of institutional racism proposed by sociologists like Sharkey. Since
what a fetus experiences is not the present environment but, in Kuzawa’s words,
“an expression of maternal phenotype”, the physiology of each generation is less
shaped by present environment than an average of present and past cues “sampled
over decades and generations” (Kuzawa, 2005: 12-13). Plasticity does not respond to
“current ecological signals, but to parental cues, which tend to integrate past
environmental experience.” (Kuzawa and Bragg 2011). The lingering effects of
phenomena going back to previous generations are the present environment.

Secondly, the epigenetic or developmental approach proposed by Kuzawa is
social constructionist but with an important biological counterpart. The arrow is not
only one-way from the social to the biological- the mechanism is bidirectional. What
Kuzawa and Sweet emphasize is the reciprocal interaction of social factors on
biology and biological ones in shaping the milieus of future generations. The
original starting point is purely environmental, but after a certain threshold
biological factors become self-replicating. Biological cues arisen in response to past

exposures “form part of the milieu in which the next generation develops”

16
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(Landecker and Panofsky, 2013). Once again, this inertial model “greatly extends
the ‘reach’ of past environments” (Kuzawa and Eisenberg, 2014).

I am not saying that sociology is unaware of the inertial weight of phenomena
that are passed down through generations, cultural memories, identities, social
inequalities and institutions. As Bourdieu famously wrote “the social world is
accumulated history” something “not to be reduced to a discontinuous series of
instantaneous mechanical equilibria” (1986; Bourdieu and Passeron, 1979).

However, this does not fully represent what is meant by an epigenetic-
developmentalist model. Even when sociology moves away from a “single point in
time” methodology and confronts the perpetuation of neighborhood stratification
with metaphors such as “inheriting” or “lingering” onto the next generation
(Sharkey and Elwert, 2011; Sharkey, 2008, 2014) it is clear that it is using a
metaphorical repertoire. What multigenerational sociology describes are mostly the
perpetuating effects of non-biological phenomena such as “social and psychological
ties to places, discrimination, informal intimidation and individual preferences”
(Sharkey, 2014, my italics). True, the “inheritance of ghetto” (ibid) can be embodied
and have physiological effects. However, since these cumulative effects are given by
a continuity of social signals, moving out of the ghetto (i.e. interrupting the signal)
1s enough to reverse their course. What parents pass to their children is still a social
context (i.e. peers with different social opportunities: aspiration to college vs. fear of

prison), not an actual physiology marked by the legacy of past events.

17
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In an epigenetic approach instead the style is profoundly anti-metaphorical.
Epigenetics seems to prefer a metonymy in which the abstract is turned into the
physical, incorporated into the bodies of people and bequeathed to succeeding
generations. It is not merely collective memories, forms of identity or cultural
capital that is passed down, but a “somatic capital” or even a “metabolic ghetto”
shaping the development of future generations (Wells, 2010). In epigenetics, the fact
that mechanisms for persistence are explicitly identified makes of lingering and
inheriting much more realistic notions. People are here not so much stuck in place
(Sharkey, 2014) but trapped in bodies, an entrapment that seems more obdurate

compared to other “sources of persistence” explored by sociological models.

Race 1s in the Plural: Reflections on a New Epistemic Scenario

The emergence of a new biological but non-genetic (i.e., epigenetic) language has the
potential to reconfigure scientific investigations of race. But what about its social
circulation? Although I have insisted previously on the epistemic discontinuity of
postgenomics, it is obvious from the above analysis that an epigenetic view of race

intersects with and perhaps radicalizes existing trends in society.

Epigenetics, by virtue of its association with studies of racial differences in
health, is itself becoming racialized, like genomics before. Epigeneticists no longer
look at ‘genes for’ to explain racial gaps in health, but sociohistorical conditions
materialized in the bodies of specific groups. However, race remains an important

organizing principle, as we saw above (see also at an empirical level: Zhang et al,
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2011). This approach to race and disease clearly resonates with the emergence of a

thought-style binding disease, risk and ancestry (Rose, 2008).

More broadly, at a cultural level, these epigenetic connections of slavery or
other historical traumas to present etiologies resound with attempts at
reconfiguring the genealogical past using genomic signatures (and their objectivistic
allure) as evidentiary documents of human history (Sommer, 2008; El-Haj, 2012),
although here there is a sui generis synchronization between history and the

epigenetic archive, as said above.

Finally, through its investments of race, epigenetics participates in an
ongoing process that “disrupts the dualisms between the social and the biological
and the natural and the cultural that have been so important to the sociological
account of race” (Skinner, 2007). In inhabiting a zone of passage between the social
and the biological, the molecular and the molar, epigenetics further complicates
questions about the biological meaning of race that persist even when race’s socially

constructed nature is accepted (Montoya, 2011).

However, it would be wrong to believe that epigenetics merely adds a layer of
complexity to established trends and questions. New phenomena, such as the
epigenetic transcription of race, always carry some of the weight of existing patterns
1n society, but they can also reshape these patterns. The extent to which epigenetics
will alter conceptual frameworks about biology and race, biology and the social, is
an open question. The problematic alignment of scientific concepts and social

practices is a further problem in anticipating future directions. To gain a sense of
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where we might go, and what is at stake for sociology, I will consider four different
axes of race in epigenetics: ontology, epistemology, politics, and phenomenology (.e.
the lived experience of race). Given the provisional and speculative nature of much
of epigenetic findings, these reflections are indicative, impressionist sketches, in a
way. But they are necessary, I believe, to developing tools for an updated

cartography of the postgenomic moment.

Ontology of Race

Race’s ontology is caught in a curious paradox in epigenetics. On the one hand, it
seems to fit more comfortably a constructionist rather than realist or naturalistic
framework (in Morning’s terms, 2011). Rather than “a genetically justified criteria
for classifying human variation” race, in epigenetics, is “a socially constructed
category” (Kuzawa and Sweet, 2009). The reason is obvious: epigeneticists look at
gene expression and biology in general as effects of social structures (Landecker and
Panofsky, 2013). This implies that the biology of epigenetics is not one of fixity and
being but of becoming (Ingold and Palsson, 2013), routes more than roots (Wade,
2005). It is not by chance that Kuzawa frames this dynamic materialization of race
using a terminology of process and emergence, such as “embodiment.” Biology is the
outcome of racialization rather than the underpinning of race, as a longstanding
sociological and epidemiological literature claims (see Bonilla-Silva, 1999; Ossorio

and Duster, 2005; Krieger, 2005).
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Does epigenetics therefore vindicate a constructionist race ontology? Not
completely, as we observed above. Epigenetics describes inertial phenomena of
plasticity across time in which heritable effects incorporated from the environment
may become relatively stable biological characteristics of future generations.
Plasticity, after all, as in the case of sculpted marble, implies the capacity to “retain
an imprint and thereby resists endless polymorphism. (..) Once the statue is
finished, there 1s no possible return to the indeterminacy of the starting point”
(Malabou, 2008, my italics). The one-way metaphor—from indeterminacy to
closure—aptly describes how the sculpting by social events (racism, slavery)
becomes durable in people’s bodies. So what is race in epigenetics? A mobile social
construct but one that is hardened into a biological reality. Rather than vindicating
biologistical or constructionist views, epigenetics breaks apart this dichotomy. In
epigenetics it is the ethnic fact — a certain commonality of cultures, material
practices and historical events — that is turned into the bios of people. This is a bio-
ethnical notion, but not in the sense of Montoya (2011) where biomedical discourses
produce (conscribe) race. It is probably more similar to a certain minority tradition
that saw race as the exposure to a common history of social hardship (El-Haj, 2013).
These racialized events are then perpetuated by the transmission neither of genes
nor social communication, but very material biological memories (Slavet, 2008).
This heretic notion may not necessarily replace constructionist or genetic view of
race. As in the case of the epigenetics of slavery, it may simply supplement existing

genetic hypotheses (selection during the Middle Passage) on the significance of
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racial differences. But it will likely add a third possible and non-oppositional card in

the articulation of the biological and the social in race debates.
Epistemology of Race

How do we know race, given that the hybrid biosocial language of epigenetics upsets
the social-scientific notion of opposition between race as a performative fiction and
race as biology (Hobbs, 2015)? The impact of this biosocial language on the
sociological imagination, and the sociology of race in particular, remains

unappreciated.

A good point of entry is recent debate on the crisis of social constructionist views of
race (Skinner, 2006, 2007; Hartigan, 2008; Rose, 2007; Schramm, Skinner, and
Rottenburg, 2012). If constructionism’s strength was in its capacity to disentangle
the biological from the social, then this alleged authority is not only in general on
the vane (Schramm, Skinner, and Rottenburg, 2012) but is obviously disrupted by
the biosocial language of epigenetics.

Constructionism’s appeal for sociology lied in an ethos of “unmasking,” to
paraphrase Hacking (1999; Schramm, Skinner and Rottenburg, 2012)—that is, in
the case of race, in exposing the degree to which cultural or extra-scientific motives

acted behind the supposed objectivity of ‘biological types’ or ‘natural populations’.

This unmasking has occurred in several ways. First, constructionist critics
have typically argued that, in accepting biological explanations of race, people

neutralize or elide— “naturalize”—deeper sociopolitical factors. This implies an
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opposition between genetic theories of life outcomes and theories invested in

broader political context.

A second modality of constructionist critique exposes the imprint of the
Iinvestigator’s biases on the research material itself. In Kim TallBear’s words, “The
populations and population-specified markers that are identified and studied mirror
the cultural, racial, ethnic, national, and tribal understandings of the humans who
study them” (2013). As a result, race studies themselves reveal “the fundamentally
social nature of both our perceptions and our measurements” of racial signification

(Morning, 2011).

Neither of these modalities is obviated by epigenetics. Instead, though both
remain important, we must recognize that they are partial and need to be
recalibrated. In an epigenetic mode “histories of politics” will still “inhere in the
sample” as in genetics (TallBear, 2013). The nature of this inherence differs,
though, from that of the genomic, or hard-heredity, mode. In genomics, the
inherence of politics can be produced via the mirroring of nationally specified
ideological sources of taxonomic schemes into the classification of groups (for
Canada, Hinterberger, 2012); or, through the specific history of oppression that
produces distinctive populations and hence their apparently natural clustered DNA
(for Native Americans, TallBear, 2013). All of these hard-hereditarian modes of

inherence concern however the form of the genetic material4.

4 Even when fine-scaled genomic admixture studies measure the length of DNA segments
as a way to infer historical events (Hellenthal et al., 2014) they are not claiming a direct
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In a soft-heredity—epigenetic—mode instead, the history of oppression is
believed to penetrate the content of the sample. The DNA of oppressed groups is not
only carved out externally by a specific history of subjugation but it is also rendered
internally different, at least at the level of its expression and regulation, by coercive
effects (from famine to slavery). Again, these claims remain contested and so far
speculative, but this is the direction in which the soft-heredity modality points.
Epigenetics points to a more radical level of conflation of genetics, politics and
history than genomics (Wailoo, Nelson, and Lee, 2012) and its effects on the politics

and lived experience of race are of the utmost significance.
Politics of Race

There is a double tension in the politics of epigenetics, visibly emerging also
in debates on race. The first is about the individual and the collective level of
analysis. In the specific political-economy of twenty-first life sciences, epigenetics is
often promoted at as the ultimate layer of personalized medicine, one that not only
will tell something unique on our individuated nutritional or even psychological
story but that can be also changed by social intervention, behaviour, drugs, or

lifestyle. But this neoliberal and consumerist presentation is obviously in tension

relationship between those events and DNA material, but an indirect dating via
measurement of the size of chromosome segments. The length of “uninterrupted DNA” is a
measure for the distance in time of the admixture event from the present generation (ibid.)
not a mark of its social impact on the present generation. To use a simplified language: in
genomic studies, we can know that, as a consequence of the Arab slave trade, a certain
admixture was produced at a specific time (ibid.), but not speculate on how slavery as an
event has modified genetic functioning in people with long lasting consequences.
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with the population logics by which many of the studies in social epigenetics have
operated so far. It is often social groups (racially or class- defined) that are
presented with distinctive patterns of methylation, and our two racialized cases do
not escape this model (for class, see Meloni, 2016). And it is at this level of
governing populations with different epigenetic markers (because of their unique
history of social exposure) that we should expect the second characteristic
oscillation of epigenetic science: the one between change and stability. No matter
the promissory discourse of ‘you can now change your genes’ in popular epigenetics
and the liberal interpretation of reversibility favoured by most epigeneticists today,
the history of soft heredity claims in public policy is in fact much more complex and
ambiguous (Meloni, 2016). Claims of degeneration of specific populations for their
too long exposure to pathogenic environments have been a significant part of the
eugenic experience. There is no way out of this ‘racial poison’ argument in
epigenetics: if the epigenome is open to environmental effect, it can get the good and
the bad from it. If it is closed, as in genetics, it is shielded from improvement but
also disruption. Moreover, the translation of soft-heredity claims into politics will
once again entirely depend on the political agenda of various stakeholders. The
epigenetic slavery hypothesis can obviously be used to make claims for a better and
stronger investment into the healthcare system, “providing people with special diets
or other treatments that will counteract their epigenetic heritage”, paraphrasing

Jablonka and Lamb (2014). But it can also (and, there is no reason to doubt, it will
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also) be used by racist groups to make claims about the acquired inferiority of

specific populations.
Phenomenology of Race

A similar tension is reflected in the lived perception of race in epigenetics.
Obviously, the impact of what I have described so far is too fragmented and
embryonic to have immediate and profound impact on the wider society. We well
know for instance from Morning analysis (2011) how the notion of race as a fixed
genetic characteristic is still dominating education, the media, textbooks, and
forensic practices. After all, it has taken decades for genetics to gain widespread
currency and shape the popular imagination, so we can only conclude that more

time must pass before the “epigenetics revolution” shows its greatest effects.

When this happens, when epigenetic ideas penetrate deeply public discourse, we
may find they reconfigure the lived experience of race. The question is who is going
to take advantage of these ideas and how. But even now we are seeing the initial

“looping effect” (Hacking) of epigenetic findings on public perception.

First, as sociologists and anthropologists have noticed of genetics, the new
knowledge gains “plausibility, not through any inherent power of science, but by
reinforcing already-existing cultural and political forms” (Montoya, 2011; TallBear,
2013). For instance, epigenetics, by emphasizing transmission of experience effects
across generations, fortify some established ways of thinking genealogical relations

at the popular level (for the case of post-socialist Russia, see Leykin, 2015). Second,
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as in the case of genetics, we can expect a dialectics between poison and cure
(Pollock, 2012), victimization and agency. In the case of genetics, the strategic
embracement of scientific data to argue for reparation or equality of opportunity,
albeit problematic (Fullwiley, 2007, TallBear, 2014), has made more complex the
feared passivity and oblivion of the social dimension that a “geneticization” model
should imply. Genetics has also turned into “a medium through which the ‘unsettled
past’ can be reconciled” as in the plaintiff’s failed attempt to obtain reparations for
the “hereditary injury” suffered by her enslaved genetic ancestors (Nelson, 2012).
Such reparative mode is central to epigenetic knowledge, where only a few months
ago the first “conclusive study” on altered methylation levels in descendants of

Holocaust survivors has been published (Yehuda et al., 2014).

A significant literature in legal scholarship has already theorized the
importance of thinking in terms of multigenerational epigenetic harms (Rothstein,
2009; Khan, 2010). The first epigenetic petitions for reparations have appeared.
Curiously, alongside one from descendants of slaves trafficked to the Caribbean,
white American southerners have also lodged an epigenetic claim to victimization
by the U.S. federal government during Reconstruction (a claim that has circulated
on violently racist websites). Similar claims have been made for the long-term effect
of the Dutch famine and for Native populations in Canada. A report by Canada’s

Truth and Reconciliation Commission on decades of abuse in the country’s Indian
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Residential Schools, has the CBC asking, “Can Trauma Have Genetic Effects Across

Generations?’®

Although these claims to reparation are arriving forcefully, it is impossible to
know just where they will lead, whether popular understanding of epigenetics will
buttress successful court challenges or inspire changes in police. And we can only
speculate about how histories of political oppression will be mobilized by different
stakeholders. Who, after all, is historically oppressed? As the divergent claims of
slave descendants and southern whites suggest, the future of epigenetic allegations

of victimhood, their impact on the self-fashioning of social groups, is unpredictable.

Conclusions’ thinking race and biology in the plural

It may be time to give up debates about race and biology as if biology, genetics, and
heredity were monolithic. Epigenetics returns us, in the language and complexity of
twenty-first century molecular biology, to marginalized views of biological heredity.
In light of this, all the research communities engaged in debates on race and
racism, sociologists, anthropologists, biologists and bioethicists, should recognize

the need to think in the plural, in terms of not of biology but biologies, and about

5 See for the Caribbean petitionfhttp://www.tribune242.com/news/2015/nov/16/caribbean- |

[reparations/] for American southerners: https.//www.change.org/p/united-states-congress-
reparations-for-hereditary-trauma-dueto-us-reconstruction;for Canada:
http://www.cbc.ca/radio/dav6/episode-236-transgender-parenting-trauma-and-genetics-bobby-baun-

un-lobbvists-vs-bill-c-51-more-1.3098757/can-trauma-have-genetic-effects-across-generations-

1.3098819
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different models of genetics and heredity. As Skinner rightly notes, confronting
racism means not a “denial of biology but a struggle over it” (2007). However, the
struggle is not only over biology- it 1s also within biologies, 1.e. alternative and often
conflicting epistemologies in the life-sciences. As I have argued, this alternative
understanding of the biological that comes via epigenetics will not necessarily
replace more established and still pervasive genomic models. But it may add a
significant diversification to the mainstream way in which biology and society have
interacted. Crucially, it may also add an important variation in the way in which
oppressed groups, but also racist ones, may draw on the conceptual and rhetorical
repertoire of biology. This reminds us once again that it is clearly faulty to believe
that biology is settled once and for all, as an extra-temporal notion, and that the
biopolitical implications of any one ascendant epistemology are fixed. If social
scientists are to reasonably conceptualize their prospects, they will need to be open
to the possibility of a range of social impacts resulting from the same data and to
the possibility that that the science producing that data is precarious. Many turns
and wrinkles of biological knowledge and notions of heredity were conveniently
forgotten during the century of the gene. Today, their recovery enables our visions

of a contested future.
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