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Abstract
Medical researchers and clinicians increasingly understand and present eating disorders (anorexia
and bulimia nervosa) as biologically-based psychiatric disorders, with genetic risk factors
established by high heritability estimates in twin studies. But there has been no research on
interpretation of genetic involvement by people with eating disorders, who may hold other views.
Their interpretations are particularly important given the frequent presumption that biogenetic
framing will reduce stigma, and recent findings that it exacerbates stigma for other mental
illnesses. To identify implications of genetic framing in eating disorders, I conducted semi-
structured interviews with 50 US women with a history of eating disorders (half recovered, half in
treatment; interviewed 2008–9 in the USA). Interviews introduced the topic of genetics, but not
stigma per se. Analysis followed the general principles of grounded theory to identify perceived
implications of genetic involvement; those relevant to stigma are reported here. Most anticipated
that genetic reframing would help reduce stigma from personal responsibility (i.e., blame and guilt
for eating disorder as ongoing choice). A third articulated ways it could add stigma, including
novel forms of stigma related to genetic essentialist effacing of social factors. Despite welcoming
reductions in blame and guilt, half also worried genetic framing could hamper recovery, by
encouraging fatalistic self-fulfilling prophecies and genetic excuses. This study is the first to elicit
perceptions of genetic involvement by those with eating disorders, and contributes to an emerging
literature on perceptions of psychiatric genetics by people with mental illness.
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Medical researchers and clinicians increasingly understand and present eating disorders as
biologically-based psychiatric disorders, frequently with the presumption that biological
explanations will help reduce stigma (e.g., Herpertz-Dahlmann et al., 2011). Genetic risk
factors are part of this multifactorial biological model, and supported by the high heritability
of eating disorders as estimated in twin studies (48–76% for anorexia nervosa (AN); 50–
83% for bulimia nervosa (BN); Striegel-Moore & Bulik, 2007). As with many other
psychiatric disorders, the heritability identified by twin studies is still largely “missing”
because no candidate genes have been correlated with eating disorder phenotypes (Pinheiro

© 2012 Elsevier Ltd. All rights reserved.

Corresponding Author Address: Michele M. Easter, Genome Ethics, Law & Policy, Institute for Genome Sciences & Policy, Duke
University, Box 90141, Durham, NC 27708, michele.easter@duke.edu.

Publisher's Disclaimer: This is a PDF file of an unedited manuscript that has been accepted for publication. As a service to our
customers we are providing this early version of the manuscript. The manuscript will undergo copyediting, typesetting, and review of
the resulting proof before it is published in its final citable form. Please note that during the production process errorsmaybe
discovered which could affect the content, and all legal disclaimers that apply to the journal pertain.

NIH Public Access
Author Manuscript
Soc Sci Med. Author manuscript; available in PMC 2013 October 01.

Published in final edited form as:
Soc Sci Med. 2012 October ; 75(8): 1408–1416. doi:10.1016/j.socscimed.2012.05.042.

N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript



et al., 2010; also see Manolio et al., 2009). Nevertheless, biogenetic models of AN/BN have
been disseminated via major media (e.g., Tyre, 2005), medical websites (e.g., Mayo, 2012),
advocacy groups (e.g., EDC, 2008), and other sources. Against this backdrop, I consider in
this paper how genetic reframing is interpreted by people with AN/BN.

There is evidence that genetic framing is helpful for countering stigma in eating disorders,
despite findings to the contrary for other mental illnesses, such as schizophrenia. Recent
studies show mental illness stigma is usually exacerbated by biogenetic framing (see
reviews by Angermeyer et al., 2011; Read et al., 2006). Yet studies of AN/BN suggest
stigma-alleviation with genetic etiology (Crisafulli et al., 2008; 2010; Wingfield et al.,
2011), likely because eating disorder stigma centers on personal responsibility, rather than
dangerousness or unpredictability (which genetic framing appears to exacerbate;
Angermeyer et al., 2011).

In this article, I consider the impact of genetics on stigma according to people with a history
of AN/BN. Stigma studies more often assess public attitudes than those of mental health
consumers or recovered people (Schulze & Angermeyer, 2003). However, the labeled
person’s perceptions are important in the stigma process (e.g., Link et al., 1989). I examine
whether people with AN/BN expect genetic causal attribution to exacerbate or alleviate
stigma and self-stigma, and how it may do so. This study is the first to examine implications
of genetics for stigma from the perspective of people with AN/BN, and contributes to an
emerging literature on implications of genetics for people with mental illness generally
(Laegsgaard et al., 2010; Meiser et al., 2005; Rusch et al., 2010). It also calls attention to
unique features of eating disorders and how they shape interpretation of genetics.

Genetics and Stigma for Different Psychiatric Diagnoses
Genetic causal attribution tends to exacerbate stigma of mental illness (e.g., Angermeyer et
al., 2011; Read et al., 2006). The optimistic predictions of attribution theory--in which the
presence of a genetic causal factor increases compassion for individuals (Weiner, 1986;
Phelan, 2005)--are not usually borne out. Indeed, a recent review contends that “biogenetic
causal beliefs and diagnostic labeling by the public are positively related to prejudice, fear
and desire for distance,” for schizophrenia and other serious mental illnesses (Read et al.,
2006: 303). Moreover, genetic causal attribution also makes mental illness seem more
serious and persistent (e.g., Phelan, 2005; Bennett et al., 2008; Dietrich et al., 2006), and
therefore more like an essential, defining aspect of the person (“genetic essentialism,”
Lippman, 1992; Nelkin & Lindee, 1995; Phelan, 2005).

However, the impact of genetics on stigma ought to vary by diagnosis, not least because
stigma is different across mental illnesses. Schnittker (2008) found genetic attributions to
correlate with perceived dangerousness in schizophrenia, but enhance social acceptance in
depression (also see Goldstein & Rosselli, 2003; Cook & Wang, 2011; Dietrich et al. 2006).
People with depression or eating disorders are similarly stereotyped as more “competent”
(and “warm”) than those with schizophrenia (Sadler et al., 2012), suggesting greater
responsibility. As with depression, describing AN in terms of genetics elicited less blame or
responsibility (Crisafulli, 2008; 2010; Wingfield, 2011), as well as less perceived triviality,
weakness, and selfishness (Crisafulli, 2010), and self-destructiveness (Wingfield, 2011).

In general, interpretations of genetics in one disease context ought not be presumed to
transfer to another (Sankar et al. 2006; Shostak et al., 2011; also see Timmermans & Haas,
2008). Eating disorders have specific features that may affect interpretations of genetics and
stigma; in addition to the perception of those with eating disorders as competent, intentional
actors, there is also a striking gender disparity (9:1 women to men; APA 2000). Gender
stereotypes may encourage interpretation of AN/BN behaviors and their stigmatization as
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vain, trivial, and voluntary. Despite their high mortality rate, eating disorders have been
likened to “contested illnesses” (Giles, 2006: 466), which disproportionately involve women
(see Barker, 2010). While emphasizing biological factors may help validate the existence of
a condition (Barker, 2011; Fausto-Sterling, 1992; Zavestoski et al., 2004) and help women
get their needs met, it can also serve an ideological function against women, by making
social disparity appear natural and immutable (e.g., Nelkin & Lindee, 1995; Fausto-Sterling,
1992). The feminist cultural model of eating disorders (e.g., Bordo, 1993; Malson & Burns,
2009; Orbach, 1986) is thus critical of medical models for locating the problem in the
individual body, rather than cultural contexts that direct many women toward destructive
bodily practices. Cultural actors may be aware of gender stereotypes, gendered causal
factors, and/or feminist perspectives as they interpret genetics in the specific context of
eating disorders.

Although there are no genetic tests for treatment or diagnosis, some people with eating
disorders and their families are likely to have encountered information about genetic risk
factors and genetic research through the media, patient-oriented literature, and advocacy
groups. For example, genetic research and theories on eating disorders have been
disseminated by major media (e.g., a Newsweek cover story sub-titled with the phrase,
“anorexia is probably hard-wired”; Tyre, 2005: 50) and popular medical websites (e.g.,
“There may be genes that make certain people more vulnerable to developing eating
disorders”; Mayo, 2012). Biomedically-oriented advocates have also strategically publicized
genetic research to “fight stigma with science,” (EDC, 2008) and to argue for better
insurance coverage (Bernstein, 2007). Some individuals with family history of AN/BN may
have developed their own theories about genetic transmission, like people with other
disorders (Walter et al., 2004). Even those without family history may interpret clinicians’
questions about it to indicate genetic etiology, particularly given widespread public
endorsement of other psychiatric conditions as “genetic or inherited problems” (Pescosolido
et al., 2010). In summary, people with AN/BN may have heard of or thought about the idea
that genes play a role, and are likely to interpret its potential meaning and consequences
specifically for eating disorders.

Two Kinds of Stigma in Eating Disorders
AN and BN are characterized by bingeing, purging, and/or food restriction, with serious
health consequences and high mortality rates compared to other psychiatric disorders
(Arcelus et al., 2011; Sullivan, 1995). Their classification as psychiatric disorders (APA,
2000) confers the stigma of mental illness. Yet they are also trivialized as behavioral
choices, which is theorized as stigma in studies of AN (e.g. Crisafulli, 2010). The
interpretation of eating disorders as voluntary, chosen behavior is hereafter referred to as
“volitional stigma.” “Volitional” stigma provides an interesting contrast to stigma as usually
studied. Rather than stigma from being mentally ill and set apart from “normals,” volitional
stigma involves being judged by normal behavioral standards. Stigma in eating disorders can
thus be very broadly divided into two types: (1) stigma from being perceived to have a
mental illness; and (2) stigma from AN/BN being interpreted as an ongoing voluntary
behavioral choice rather than as a mental illness. After describing each broad type of stigma,
I examine how genetic framing might affect each.

In the first type of stigma, the label of mental illness “marks” a person as different and
“spoils” his identity (Goffman, 1963) by linking her to negative stereotypes, resulting in
status loss and discrimination. Perception of the mental illness as severe would exacerbate
such stigma by emphasizing difference from “normal” people (Phelan 2005). For eating
disorders, being perceived to exhibit psychopathology is indeed stigmatizing (Rich, 2006).
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This broad type of stigma resembles that of other mental illnesses, in which individuals are
perceived to be unstable, dangerous, and fundamentally different from others.

By contrast, the second kind of stigma involves the “trivialization” of eating disorders as
behavioral choices rather than serious mental illnesses. People with eating disorders are
often perceived as choosing to behave as they do, because they are morally bad (vain,
conformist, greedy for attention), and/or because eating disorders must not be so bad (Crisp
et al., 2000; Crisp et al., 2005; Mond et al., 2006; Holliday et al., 2005; Stewart et al., 2006;
Crisafulli et al., 2008; Roehrig & McLean, 2010). This “volitional” stigma is measured by
endorsement of survey items describing people with AN/BN as “acting this way for
attention,” or “able to pull themselves together if they wanted to,” etc. (Stewart et al., 2006:
322; Crisp et al., 2005; Roehrig & McLean, 2010). While personal responsibility is a
component of stigma in other conditions (e.g., Corrigan et al., 2002), survey respondents
hold people responsible for eating disorders more than for schizophrenia, depression, panic
attacks, or dementia (Crisp et al., 2000). Greater volitional stigma in AN/BN may be due to
a number of reasons: people are usually held responsible—or even given credit--for similar
food-related behaviors (Roehrig et al., 2010); some with AN intentionally pursue and defend
it as an identity (e.g., Giles, 2006; Rich, 2006); agency is implied in understandings of AN/
BN as protest--”hunger strike” (Orbach, 1986)—or capitulation to women’s oppression
(Malson & Burns, 2009); and psychiatric definitions themselves imply volition (e.g.,
“refusal” to gain weight; APA, 2000).

Genetics and Two Kinds of Eating Disorder Stigma
What impact might genetic causal attribution have on these two broad forms of stigma?
Genetic etiology tends to make mental illnesses seem more medical (Shostak et al., 2008),
more serious (Phelan, 2005), and necessitating hospitalization and medication (Phelan et al.,
2006). Therefore, the idea of genetic influence could exacerbate the first form of stigma
(from being perceived as mentally ill), and alleviate the second form (from being perceived
as behaving badly, rather than being mentally ill).

For the first form of stigma, biological attribution would locate the problem in the individual
body. As with schizophrenia, genetics would be expected to exacerbate stigma by making
the problem seem to be an essential and permanent aspect of the person (Phelan, 2005);
rather than having a problem, the person is a problem. This “genetic essentialism” (Phelan,
2005; Lippman, 1992; Nelkin & Lindee, 1995) would make those with AN/BN
fundamentally and permanently different from others. In the context of eating disorders,
genetic essentialism would also draw attention away from social factors as outlined in the
feminist/cultural model (e.g., Bordo, 1993), which has been theorized as a form of stigma
because it sets women who struggle with disordered eating apart from the continuum of
normal women as mentally ill (Way, 1995).

Regarding the second, volitional form of stigma, genes would help to alleviate stigma. The
eating disorder may become something one is or has, but it may no longer seem like
something one does. If genetic involvement makes mental illness appear more serious
(Phelan, 2005) and disease-like (Shostak et al., 2008), volition is less plausible because
people don’t “choose” to get serious diseases. Second, genetic involvement is often
counterposed to free will (Levitt & Manson, 2007; Parens, 2004), and following causal
attribution theory, would relieve responsibility for causing the disorder (Phelan, 2005;
Weiner, 1986). By either logic, perception of AN/BN as “genetic” would serve to alleviate
volitional stigma. Researchers and advocates hope genetic factors will make people take
eating disorders more seriously (Bulik, 2004; Stewart et al., 2006; Holliday et al., 2005;
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O’Hara & Smith, 2007; EDC, 2008), and there is evidence to support such a strategy
(Crisafulli et al., 2008; 2010; Wingfield, 2011).

Genetics and stigma reception
One way to examine the potential impact of genetics on mental illness stigma is to interview
people with the diagnosis, whose evaluations draw upon past experiences and observations
in their social contexts. Expectations about stigma – its content and likelihood--are highly
important in shaping the impact of stigma. Stigma may be internalized (Corrigan & Watson,
2006; Livingston & Boyd, 2010), or resisted--by deflecting it from oneself (e.g., “I’m not
like that”) or challenging its validity (e.g., “we are not like that”) (Thoits, 2011)--
demonstrating the importance of recipients’ interpretations. Moreover, stigma need not be
enacted by others to be important; “felt” stigma—shame about a condition and fear of
stigma-enactment (Jacoby, 1994)—also affects labeled persons, including whether and how
one interacts with others (Link et al., 1989).

Although stigma-recipients’ perceptions are central to stigmatizing process, their
interpretations of genetic framing are rarely considered. Diagnosed people can provide more
proximal information about the likely impact of genetic framing than the general public,
whose views may not be communicated to or internalized by “targets.” There are few data of
this kind, and findings are mixed and of uncertain relevance to eating disorders. In a sample
of adults with diverse psychiatric diagnoses, endorsement of genetic involvement was
associated with increased guilt but not perceived responsibility (Rusch et al., 2010). For a
sample of adolescents with diverse psychiatric diagnoses, endorsing biogenetic explanations
correlated with greater self-stigma (but so did endorsing social, familial, and trauma-based
explanations; Moses, 2010). However, two qualitative studies found that people with bipolar
disorder (Meiser et al., 2005) or with depression (Laegsgaard et al., 2010) expected genetic
involvement to relieve stigma.

Genetic reframing may or may not be deemed helpful for countering stigma by women with
eating disorders. It may increase stigma for respondents who resist the idea that they have a
mental illness (first form of stigma, above), reduce it for those who resist its classification as
voluntary behavior (second form), or have other effects. How do women with eating
disorders conceive of the impact of genetics on stigma? Do they expect genes to exacerbate
or reduce stigma, and if so, how?

METHODS
Recruitment and Sample

This dataset consists of semi-structured interviews with 50 women who were in treatment
for, or recovered from, either AN or BN (see Table 1). I recruited those in treatment
(inpatients, outpatients, and participants in a BN treatment study) through a hospital-based
clinic at a large US university. I recruited recovered women via mass email to the same
university’s faculty, staff, and students. Recovery status was defined as three years without
significant restricting, bingeing, or purging (self-reported based on five questions). I
excluded those with current AN/BN who were not in treatment, to reduce the risk of harm
from fatalistic interpretations of genetics. While fatalism was possible for any respondent, it
seemed less likely for recovered people, and mitigated for those receiving treatment.
Moreover, interview questions and debriefing discouraged deterministic interpretations.
Four clinicians approved the guide. A safety plan provided professional counseling in case
of serious distress during the interview (there was none), and all respondents received
information about local and national eating disorder treatment resources. In recruitment and
consent materials, I described the study topic as “your ideas and opinions about eating
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disorders and what causes them,” as genetics was not the sole topic. The study was approved
by the university IRB.

Most respondents were white, with at least some college education (see Table 2). This
sample is generally similar to clinical populations of women with eating disorders, which
tend to be white and educated (Striegel-Moore & Bulik, 2007: 182). However, those who
meet criteria for eating disorders frequently do not seek treatment (Hudson et al., 2007;
Hoek & Van Hoeken, 2003), and demographics of the general population of people with
eating disorders are difficult to characterize because of low prevalence and under-reporting
by respondents (Hoek & Van Hoeken, 2003). However, among young adults, white women
are more likely to have experienced AN or BN than black women (Striegel-Moore et al.,
2003). Respondents in the present study ranged from 18 to 64 years of age. Some had
experienced little or no treatment; others multiple hospitalizations. Those currently in
treatment had more extensive treatment histories than those who had recovered (p=.017,
Fisher’s exact test, not shown).

Data Collection and Analysis
The interview guide elicited the most salient responses to genetic involvement in AN/BN,
whether these included impacts on stigma or not. I began by asking about experiences and
understandings of eating disorders, to provide context and enable genetics to come up
naturally. About halfway through the interview, I introduced the idea of genetic
involvement. I began with general reactions to the idea (“Some say genes could play a role
in eating disorders…”), and targeted progressively more specific topics (e.g., whether and
how genes could plausibly influence AN/BN, whether and how genetic framing had good or
bad implications). Some questions were asked in the context of two hypothetical scenarios.
The first presented “a media campaign to publicize the idea that genetics play some role in
[AN/BN],” and asked what good or bad effects this would have, whether for people with
eating disorders or others. The second scenario described a hypothetical test for genetic
susceptibility to AN or BN, to elicit reflection about whether they would prefer to find out
(post-diagnosis) whether they had a genetic predisposition or not, and what consequences
this might have. To guard against deterministic interpretations, I described it as follows:
“Because both genes and environment play a role, it’s not likely that a genetic test could
predict whether a person would develop an eating disorder. There is no test like that. But, for
a moment let’s say you could get a genetic test to find out if your genes made you more
likely to develop an eating disorder.” At interview I clarified this was not a predictive
genetic test, but one given after developing an eating disorder.

I conducted all interviews, which were 1½–2 hours long. Interviews were digitally recorded
(with respondents’ permission), professionally transcribed, and de-identified. All interviews
took place in private locations, usually one of two offices on the medical campus (for
recovered people, outpatients, and treatment study participants), or private clinic locations
(for inpatients and day program patients). Participants were paid $40 cash.

Although I did not ask directly about stigma, questions about past experiences and preferred
understandings of eating disorders (e.g., as a “mental illness,” as a “choice”) prompted
discussion of stigma-relevant topics. Questions about genetics did as well, particularly
probing about good or bad implications of genetic framing or predisposition. I did not use
the word “stigma” unless respondents did first. (At the end of the interview, I also asked
some respondents a leading question about volitional stigma but omit results here.)

I analyzed transcripts in several stages. The first was extensive note-taking while reviewing
transcripts for accuracy and removing identifiers. After entering transcripts into a qualitative
software program (N6), I began coding, that is, I identified and tagged material relevant to
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research questions, first with “open” coding, then more “focused” coding, and ultimately
taxonomy-creation (Lofland et al. 2005, Strauss & Corbin 1990). While coding I also
created theoretical memos to record observations, hypotheses, and ideas for future coding.

Link and Phelan (2001) observe that stigma is defined in different ways by different
investigators in working on different disorders and coming from diverse disciplines. I chose
to use a broad definition of stigma centered on the negative evaluation of people with AN/
BN (not their relatives), including negative self-evaluation. This general definition of
individual stigma as devaluation is consistent with classic approaches (e.g., Goffman, 1963),
includes both felt and enacted stigma (Jacoby 1994), and is flexible enough to accommodate
what matters most to respondents in their moral experience and social worlds (Yang et al.
2007; Shostak et al. 2011). I coded as “stigma” any and all allusions to negative beliefs,
images, stereotypes, social evaluations, and discriminatory treatment of people with eating
disorders.

For the present analysis, coding focused on discussions of stigma solely in relation to
genetics. When coding text indicative of stigma reduction or exacerbation via genes, I
included only discussions clearly related to individual stigma. I therefore excluded the
following themes unless respondents clearly linked them to stigma: feelings of “relief” if
genetics played a role (because genetics might relieve cognitive uncertainty as well as moral
responsibility); concerns about genetic fatalism (because fears about recurrence or
persistence of behavior indicate severity but not necessarily stigma); guilt about passing
“bad genes” to children (because sorrow and concern about prognosis and prevention need
not be stigmatizing). Respondents who offered ways that genetics could both reduce and
exacerbate stigma were coded in both categories; coding was at the level of the text rather
than the respondent. To categorize subthemes, I grouped answers according to similarity and
labeled them using concepts from stigma literature, when applicable.

RESULTS
The clear majority of respondents (45/50 or 90%) anticipated genetic causal attribution
would reduce stigma of AN/BN (see Table 3). About a third (17/50 or 34%) anticipated it
would exacerbate stigma; 12 mentioned both. After presenting subthemes that illustrate
expectations about stigma reduction and exacerbation, I place in context the most frequent
sub-theme--volitional stigma (mentioned by 44/50 or 88%)—by characterizing the value of
volition to respondents, despite its stigmatizing potential. Theme frequency did not differ by
treatment status (recovered vs. in treatment); treatment experience (ever in highly structured
treatment program vs. never); primary diagnosis (AN vs. BN); age (30+ vs. younger); or
education (BA+ vs. less) (Fisher’s exact test, data not shown). Quotations are attributed
using pseudonyms, recovery status (R=recovered, T=in treatment) and primary diagnosis
(AN or BN).

How genetics may alleviate stigma
Almost all who expected a positive impact from genetics upon evaluation of people with
eating disorders mentioned themes I coded as volitional stigma (44/45), that is, critical
ascriptions of fault, blame, and responsibility for causing or not stopping AN/BN. This clear
majority expected genetic involvement to increase compassion and reduce blame by making
the eating disorder seem less like a choice. As respondents put it, rather than being “their
fault,” a “personal failing,” and something to be ashamed of, genetics would provide
evidence that there was “an objective reason,” “something real,” “something that does
exist,” to explain their behaviors. Jackie (T-BN) explained, “Having people realize that you
really can’t help it… would do a lot for the stigma.” If genetics played a role, respondents
expected less stigmatizing treatment from others. Liana (T-AN) expected her parents would
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“be a little more accepting to think, ‘… this wasn’t her choice. This was just part of her
body.’” Respondents imagined ways of using genetic reframing to actively resist volitional
stigma and self-stigma. For example, “it might be a little bit of relief. Because … if there
was a genetic factor, I might not be as like… “What were you thinking? Why did you do
that?” … just criticizing yourself for like leading yourself down that path” (Barbara R-AN).
Genetics also strengthened resistance to stigma from others. For example, Isabelle (T-BN)
could say to a critical friend who saw BN as a matter of willpower, “Hey. Here’s this
research…I’ve got, like, science to back me up here.”

Respondents expected genetic reframing to assist in alleviation of several other forms of
stigma as well. Many of these were negative moral ascriptions and logically dependent on
the idea of voluntary choice. With genetic causal attribution, eating disorders would no
longer be seen as a “lazy,” “bad,” or “stupid” method of losing weight. Genetics would
challenge stereotypes of people with eating disorders as “shallow,” “vain,” “conceited,”
“selfish,” or “indulgent.” Those with AN/BN would not seem as “weird,” “crazy,” “bad,” or
“freaky” if genetics were involved, often because such qualities were ascribed only to those
who chose such behaviors. For example, Irene (R-BN) expected that with a genetic
explanation, people would be “[f]eeling less stigmatized. Feeling less of a failure. Like ‘I’ve
chosen to do this messed up thing. And, now I’m a freak.’ I think it would be helpful to
them.”

How genetics may exacerbate stigma
A third of respondents (17/50) anticipated more negative evaluations of themselves as a
result of genetic framing, with three broad sub-themes (see Table 3). First, several raised
concerns I grouped together as “genetic essentialism,” a broad category centered on
reduction of the person or her condition with her genes. “[I]t would almost put like a stigma
on my genes… I wouldn’t want to have, like, a bad gene” (Yolanda T-BN). Zinnia (T-BN)
anticipated others would think, “because it’s a genetic problem that there’s something wrong
with them.” Nell expected others might speculate as follows:

[I]f you have this genetic pre-disposition for anorexia, what else is wrong with
you?… [M]aybe the gene for anorexia is also close to the gene for mental illness or
schizophrenia or something that people are really scared of… [W]hat if it’s related
to the gene that makes you abuse your kids or something like that? Or makes you
do something else in some other horrible way… that makes people scared.” (Nell
R-AN)

Having a genetic problem could exacerbate stigma if it implied other, scarier genetic
psychiatric problems.

Respondents were also concerned about the reduction of the eating disorder itself to
genetics, which I included as a form of stigma from genetic essentialism if respondents
anticipated negative evaluation as a result. For Irene (R-BN), if BN were “essentially”
genetic, it would supplant her personal narrative centered on childhood abuse, which would
make her feel worse about disclosing it to others.

[Interviewer: Is there anything appealing about having that genetic idea to tell
people?] Irene: Make me feel less of a stigma?… No. I think in fact if anything it
would make me feel less good about telling them about my bulimia. Because, I
think it’s a very graphic, dramatic way to explain the awfulness of my childhood.
“It resulted in this.” But, if that is genetic, it takes away from the drama of
explaining everything that happened to me. (Irene, R-BN)

Reframing the disorder as “genetic” would overshadow childhood abuse and dismantle a
dramatic understanding of the disorder that enabled Irene to feel better about herself. A few
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others expected that genetic involvement would lead to a medically reductionist,
oversimplified understanding of eating disorders as easily curable with an injection or pill.
They anticipated that this erroneous presumption would exacerbate blame because ongoing
struggle against AN/BN would be interpreted as refusal to be cured.

I think some would be outraged. “…– I work really hard to be – to get to where I
am. Or to recover. And how dare you say that this is something that ‘Shoot. All you
got to do is give her a shot and she’s fine.’ “ I think that would be really frustrating
for some people. (Sydney, T-BN)

Genetic medical reductionism could downplay individual effort in treatment and recovery,
leading others to overlook or minimize the challenges, hard work, and achievements of those
with AN/BN. For these respondents, genetic causal attribution would leave out important
aspects of the treatment and recovery process that were important for others to understand.

Wendy (T-BN) made the clearest and fullest statement connecting stigma to reductive
genetic essentialism of eating disorders. She said she was “against” the idea of a genetic
explanation because it seemed to confer more blame and make the disorder a permanent and
essential part of her (boding ill for recovery).

… it makes it sound like it’s my fault that I have it…Well maybe not so much my
fault. But just like that’s who I am. And I don’t like that. Because I don’t see my
eating disorder as who I am. I see it as something that’s, like, invaded my life and
that I want to get rid of.

Wendy attributed her eating disorder to problematic interactions with her parents. Therefore,
locating the eating disorder in her body implicitly increased her own role, albeit non-
volitional. Reacting to the idea of a media campaign featuring genetics, she went on to say,

I feel like that would lead to people judging you… Like it being an inherent part of
you. And just people labeling you as, “Oh. That person is a bulimic person.” … it
would just kind of in the back of people’s heads teach them to make snap
judgments about bulimia. And just assume that there’s an easy cure. … Like it’s
like a shot. You get a shot. And you’re cured. Or just something like that. But
bulimia you don’t cure it like that. It’s thought patterns. And it takes a long time to
cure. You have to re-train yourself how to think. And you also have to re-train your
behavior how to eat. And it takes time.

Describing BN in terms of genetics was thus an oversimplification that led to labeling,
judgment, and blame.

Second, a few raised concerns generally related to discrimination from school, work, or
insurance on the basis of genetic test results. As Alyce put it (R-AN), “there may be one or
two genes that make such a strong contribution it would be obvious if you get your child
genetic testing. It could be part of everyone’s school. But, I don’t think we have the
protections for that. People with genes for different conditions could really be in bad shape
then.” Ingrid (T-AN) even imagined future “genetic engineering” to get the “perfect baby”
with “perfect mental health,” implying genetic discrimination and devaluation of people
with AN/BN. Genes would thus determine one’s value to society or an organization, leading
to bad treatment from others.

Third and last, several respondents anticipated stigma resulting from genetic causal
attribution in a different way: that invoking a genetic explanation for behavior would lead
others to think them irresponsible. Amy (T-AN) expected her family to react by saying,
“Okay, you’re still making excuses.” Likewise, Mary (T-AN) implied that others would
challenge claims about genetics, and say, “‘Oh, yeah. Blame it on something else.’ Rather
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than the person taking responsibility for it.” Such reactions suggest that claiming genetic
influence would be interpreted simplistically, and therefore rejected not only as implausible
but irresponsible.

Reasons to retain volition, despite stigma
Because 90% of respondents anticipated that genetic causal attribution would reduce stigma,
compared to just a third who expected an increase, one might conclude genetic framing of
AN/BN is good for people with AN/BN. Indeed, respondents did not want to be stigmatized,
and cited benefits from alleviation of volitional stigma (self-forgiveness, treatment-seeking,
social support, hope for a cure). But the picture is more complicated, because alleviation of
volitional stigma via genetics—mentioned by 88% of respondents—entailed unwanted
implications for future health and behavior if responsibility were entirely removed. Here I
focus on the finding that, while discussing genetics, about half of respondents (26/50, 52%)
articulated a desire to preserve some measure of volition—even volitional stigma--to help
them recover from eating disorders. Far more respondents likely shared this view, given
widespread concerns about genetic fatalism or hopelessness generally, and majority
endorsement that AN/BN had elements of “choice.” (Indeed, only four respondents strongly
rejected the idea of AN/BN as “choice,” and never raised concerns about either genetic loss
of agency or genetic fatalism; all four were receiving treatment in the inpatient unit or day
program.)

The 26 respondents raised concerns about the potential for a self-fulfilling prophecy; if
genes played a role, people with eating disorders might believe themselves to be helpless
and give up. For example, Eva (T-BN) said people “might not work as hard at recovery as
they could.” Recovery was understood to require hard work and effort, and there was a
danger that genetics could not only discourage people with AN/BN. Furthermore,
respondents said it could also provide an “excuse” and a way to rationalize the behaviors; “if
this is a person that’s going to choose to have anorexia anyway… they would just say,
‘Okay. I’ve got the [genetic] link. So, why not just go for it all the way?’”(Amy T-AN).
Fran, who developed and recovered from BN decades earlier without treatment, reflected:

I think it [genetics] would have been an enabler for me. I wouldn’t have stopped
the behavior. Because, I would have thought I couldn’t. I would have seen that as
the reason I couldn’t. That I didn’t have control over it.” (Fran, R-BN)

Delia (T-AN) theorized that her exposure to biogenetic explanations actually did prevent
recovery:

Well, that kind of made it easier for me to continue doing it. Because, then it took
the blame off me. And, say “Oh. I can’t control this as much. Because, it’s
biological. It’s in my genes. So, therefore I can’t control it.”

Others spoke about genetics providing a “green light,” an “excuse to do it,” a way of
“staying in denial,” a “cop out,” and “a crutch,” which would appeal to but perhaps
ultimately harm some individuals.

DISCUSSION
I found respondents far more likely to expect genetics to reduce stigma than exacerbate it,
primarily because they expected genetic explanations to reduce stigma from perceived
volition and responsibility for behavior. However, half anticipated that less perceived
agency could be harmful for people with eating disorders. A third identified additional
stigma from genetic framing, reflecting some unique characteristics of eating disorders.
Taken together, these findings are more congruent with the “second form” of stigma (AN/
BN assessed as voluntary behavior) than the “first form” (as mental illness). All respondents
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had personally experienced an eating disorder, giving them firsthand knowledge of the types
of stigma likely to be experienced, internalized, and/or resisted, and how these might be
affected by genetic framing.

This study relied on respondents to spontaneously volunteer their stigma-relevant thoughts
as they contemplated the idea of genetic involvement. To capture the most salient
anticipated consequences of genetic re-framing, I did not explicitly ask respondents about
stigma, much less restrict them to a set of response options. In addition to maximizing
salience, my approach enabled respondents to use their own words, follow their associations,
and explain their logic in response to probes. A disadvantage was less standardization across
interviews, such that findings reflect diverse interpretations of genetic influence, and some
may apply to imagined others rather than respondents themselves. Moreover, my asking
about genetics likely prompted any initially skeptical respondents to consider the idea more
seriously as the interview continued; answers were produced in a specific interview context.
Last, my sample excluded women with current untreated AN/BN, and men, who may have
different perceptions of stigma and genetics.

The general finding that genetics would more likely reduce than exacerbate stigma for AN/
BN is congruent with prior research on students (Crisafulli 2008, 2010; Wingfield 2011),
and with advocates’ expectations (e.g., EDC, 2008), as well as qualitative studies of people
with bipolar disorder (Meiser et al. 2005) and depression (Laegsgaard et al. 2010). Findings
are also consistent with Schnittker’s (2008) argument that the impact of genes on stigma
depends on the disorder; although I examined only one disorder, its characteristic
“volitional” stigma was central to the interpretation of genetics by respondents. For
disorders perceived as irresponsible behavior rather than serious and dangerous mental
illness, conveying genetic etiology might reframe the problem just enough to make it less
volitional. The potential “costs” of claiming genetic etiology may thus be less for eating
disorders than schizophrenia and other diagnoses, at least with regard to stigma. Future
research could compare the impact of genetic etiology on stigma in different diagnoses,
perhaps comparing diagnoses stigmatized as volitional (eating disorders), dangerous
(schizophrenia), or both (conduct disorder, addiction to illegal substances).

Results uncover novel aspects of stigma from “genetic essentialism,” reflecting the eating
disorders context. Phelan (2005) operationalized genetic essentialism for mental illness
stigma generally as differentness, seriousness, persistence, and the expectation that blood
relatives would also have the problem. Differentness was theorized as a direct indicator of
stigma; the other three as moderators affecting the degree of stigma (from social rejection or
reproductive restriction). Only about a third of my respondents discussed exacerbation of
stigma via genetic attribution, and few of these linked differentness, seriousness, or
persistence, to stigma (e.g., Wendy). Genes connoted differentness and seriousness, but this
seemed to mitigate rather than exacerbate stigma, by making AN/BN something outside
normal everyday experience, and therefore not evaluable by customary standards as choice
behavior. While genes did connote persistence and familial inheritance, these elicited
concerns about prognosis rather than stigma. Only one indirectly raised the issue of
reproductive restriction as stigmatization (i.e., Ingrid on genetic engineering). Nevertheless,
Phelan’s (2005: 319) definition of genetic essentialism—“the closely related ideas of genes
as the basis for human identity and of genetic reductionism and determinism”—was general
enough to usefully encompass several forms of stigma raised by these respondents. Genetic-
essentialist interpretations exacerbated AN/BN stigma by disrupting self-understandings and
stigma-resistance strategies; genes distracted from causal narratives centered on abuse or
other environmental causes, and trivialized the personal effort involved in recovery. With
regard to the latter, the presumption of a simple genetic cure implied a tradeoff: less
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responsibility for causing AN/BN, but more responsibility for solving it quickly and
medically (see Brickman et al., 1982).

Based on these findings, I recommend that genetic essentialism continue to be examined in
relation to mental illness stigma, but (1) that it not be equated with stigma; (2) that it be
considered to have multiple dimensions, perhaps the four suggested by Phelan’s (2006)
operationalization--differentness, seriousness, persistence, and expectations about blood
relatives having the same problem--plus two suggested by these data--oversimplification of
the illness experience and of the individual’s role in recovery; and (3) that these dimensions
be separately correlated with other measures of stigma to determine whether and how they
are stigmatizing for different disorders.

Despite near-consensus that genes implied less personal responsibility, respondents
anticipated skepticism and even backlash, if taken as a claim that genes were exclusively or
mostly to blame. This reductive interpretation limited the plausibility and utility of genetic
reframing, and some even anticipated a new form of stigma from such reframing itself:
genetic “excuses” for AN/BN reflect irresponsibility. The anticipated harms largely flowed
from reductionist and deterministic theories of genetics. Notably, respondents’ own genetic
theories were usually more complex, with ample roles for environment and personal volition
interacting contingently over time (data not presented). Nevertheless, they presumed others
to have simple theories, a presumption that has empirical support (Dar-Nimrod & Heine,
2011, but see Condit et al., 2006). Stigma and other potential harms from genetic framing
are likely to depend on exactly how genetic involvement is presented and interpreted,
including environmental and volitional inputs (see Peay & Austin, 2011: 87ff for a helpful
analogy: a mental illness “jar” filled with diverse risk factors). Further research is needed to
assess impact on stigma of non-simplistic presentations; findings thus far are inconclusive
(e.g., Phelan, 2005; Crisafulli, 2010). It remains to be seen whether the perceived benefits of
genetic reframing will persist within a more complex genetic model where environment
matters and genes are not “for” a mental illness (Kendler, 2005).

At least half of respondents balanced reductions in volitional stigma against other interests,
suggesting a wish to preserve some volition. While a clear majority did not want to be
blamed or held solely responsible for their eating disorders, at least half were concerned that
genetic attribution would weaken self-perceived agency. Treatment for eating disorders
frequently depends on some presumption of agency, and not just for “mild” cases;
hospitalized inpatients are rewarded with greater privileges if they eat according to program
rules. Respondents interpreted their behavior as somewhere between volitional and non-
volitional, and held themselves both responsible and not responsible for behavior. In this
liminal space, genetics helped make the case that the eating disorder was “not all my fault”
(skeptical backlash about irresponsible “genetic excuses” notwithstanding).

If holding people responsible for their eating disorder behavior is essential to the recovery
process, some volitional stigma could theoretically promote positive behavioral change. It
has been argued that stigma is a public health tool in the case of smoking cessation; if
tobacco use were de-normalized and shamed, people would smoke less (Bayer, 2008).
Proponents of the feminist/cultural model might agree to some extent, as stigmatizing
widespread “normal” behaviors such as extreme dieting could help prevent eating disorders.
Respondents appeared to hold a somewhat volitional model of eating disorders themselves,
like other samples of people with eating disorders (Higbed & Fox, 2010; Rich, 2006). Yet
the idea of AN/BN as volitional was also stigmatizing. For people with eating disorders, the
perception of volition is complex, changes over time, and presents ethical challenges, and so
should be approached with caution and sensitivity.
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• Presents semi-structured interviews with 50 women who have a history of eating
disorders (recovered and in treatment).

• Most expected genetic causal attribution to reduce stigma, mainly by alleviating
personal responsibility for the disorder (volitional stigma).

• A third suggested ways that genetic causal attribution could increase stigma,
usually by oversimplifying eating disorders.

• At least half of respondents wanted to retain some degree of personal
responsibility, despite its stigmatizing potential.

• This study is the first to examine how people with eating disorders interpret
genetic causal attribution.
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Table 1

Respondents’ Diagnosis, Recovery and Treatment Status (N=50)

Primarily ANa Primarily BNa Total

Recovered 14 (56%) 11 (44%) 25 (100%)

In treatment 13 (52%) 12 (48%) 25 (100%)

 Inpatient 9 0 9

 Day program 2 2 4

 Outpatient 2 0 2

 Treatment study 0 10 10

Total 27 (54%) 23 (46%) 50 (100%)

a
AN= Anorexia nervosa, BN=bulimia nervosa
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Table 2

Demographic Characteristics of Sample. Frequency (%) or Mean (S.D.) (range) (N=50)

Treatment experience

 Little or no treatment 10 (20%)

 Outpatient treatment 15 (30%)

 One structured programa 11 (22%)

 Two or more structured prog. 14 (28%)

Age: mean (S.D.) (range) 32.7 (12.8) (18–64)

Race/ancestry/ethnicity

 White/European descent 42 (84%)

 Black/African descent 4 (8%)

 Asian descent 2 (4%)

 Hispanic/Latino 2 (4%)

Education

 H.S. diploma or less 2 (4%)

 Some college/Associate’s 19 (38%)

 Bachelor’s degree 8 (16%)

 Some grad./Master’s 18 (36%)

 PhD or MD 3 (6%)

a
”Structured program” refers to psychiatric hospitalization, residential program, or structured day program.
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Table 3

Anticipated impact of genetic explanations on stigma. Frequency (%) (N=50)a

Alleviation of stigma 45 (90%)

 Volitional stigma: Eating disorders are a person’s choice or fault, can be controlled with willpower, people do this to
themselves, they are guilty and responsible

 Miscellaneous other negative stereotypes: Vain, indulgent, weird, crazy, stupid, silly, insecure, morally weak, trying to be cool

Exacerbation of stigma 17 (34%)

 Genetic essentialism: Genes are the essence of the person or disorder: bad genes define the person; genes define and
oversimplify the disorder and its treatment

 Genetic discrimination: DNA test results as basis for discrimination

 Irresponsible to use genetic “excuses”: Genetic framing is a cop-out

a
Does not add to 100% because 12 respondents articulated both.
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