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humanities, social sciences, and even in the health sciences remain unconvinced. In
this paper, we address a set of arguments coming from these academic fields that
criticize medical models of obesity for their supposedly flawed diagnostic categories
that shift focus onto individuals and support moralizing judgements. Clarifying some
key claims in these models and explicating the view of obesity in terms of energy
dysregulation, we aim to tease apart misunderstandings and argue that not only do
these models not say what they are often accused of saying, but their apparent vices
may actually be virtues in helping to combat stigma. Building on the social psychology
of stigma and disease labeling, we then suggest that current medical models are
largely supportive of many moral and political aims promoted by critics of
these models.
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1 | INTRODUCTION

dysregulations now characterizing obesity. In what follows, we take

explanations of obesity and its causes to be (among) the core aims of

Numerous public health organizations consider the unprecedented
rise in obesity rates a health crisis."? In tandem, major health
organizations such as the American Medical Association (AMA), the
WHO, the European Commission, The Obesity Society, and the World
Obesity Federation all largely converge on viewing obesity as a
disease, but their definitions remain heterogeneous, some relying on
body mass index (BMI), largely for epidemiological aims, and others
focusing on the pathophysiology of abnormal or excessive adipos-
ity.3'4 As we discuss, this latter characterization has led to several
medical models of obesity (hereafter MMOs) that go beyond BMI to
include physiology, neuroscience, and evolutionary biology, as well as
ecology, sociology, and economics, which all contribute to describing

the pathophysiology and etiology of the systemic energy

such models. These MMOs are thus the set of working hypotheses
that are central to much of the current medical research on obesity.
For that reason, our sketch of MMOs relies largely on recent reviews
in high-impact obesity journals.

Yet, not all researchers are convinced that obesity constitutes a
major public health problem or that it is clearly pathological.
Medicalization critics have long argued that many medical categories
(e.g., addiction, ADHD) are rationalizations of moral judgments: trans-
lating badness into sickness.>® According to many of them, this is
especially evident with obesity, where claims of importing moral
judgments about otherwise “naturally occurring bodily diversity”
abound.”"*® Their concerns are reflected in academic and activist
circles such as Fat Studies, Health at Every Size, National Association
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to Advance Fat Acceptance, and Fat Underground, and have
influenced the general public. These movements and fields argue
that the pathologization of obesity is largely ideology masking shoddy
science.

Within this debate, distinct issues have been explored by critical
theorists, scientists, and philosophers, ranging from asking whether

1112 3nd evaluating the role of genetics and GWAS

obesity is a disease
studies,'® to questioning the reliance on BMI.1* These debates center
around both the empirical claims made by MMOs and their supposed
links to perpetuating antifat bias and stigma.’>*¢ This raises the
challenge of determining how and whether MMOs have such harmful
implications.

We take up this challenge as follows. First, we sketch some of the
main arguments in the humanities and social sciences against MMOs
and the moralizing assumptions often associated with them. Second,
we engage with scientific literature about MMOs to provide a broad
overview of how distinct models converge on explaining obesity and
its causes. We use this to address misunderstandings and argue that
not only do these models not say what critics often claim they are
saying, but their apparent vices may actually be virtues in helping to
combat stigma and increase empathy. Finally, we disentangle issues
surrounding the moralization and stigmatization of disease labels by
appealing to social psychology. We argue that some aspects of these
models, for example, the clarification of etiology, can contribute to
counter-moralizing efforts. Given the trade-offs with combatting
weight-related stigma, such findings should be cautiously celebrated.
Overall, we argue that the strong empirical and philosophical reasons
to defend MMOs have complex, yet largely supportive, implications
for the social-political aims of critical theorists of obesity, such as
improving the body image, well-being, and treatment of individuals
living with obesity.

2 | THE APPARENT VICES OF MEDICAL
MODELS OF OBESITY

There is a shared interest among philosophers, social scientists, and
critical theorists to analyze conceptual issues facing obesity diagnoses,
and to evaluate whether the aims of obesity research align with those
of improving public health.}%12141517-1% The aims of these analyses
are quite heterogeneous. Here, we focus on challenges specifically
targeting MMOs and their implications.

There are several broad, and often intertwined, arguments used
to challenge MMOs:

1. Some evidence seems to challenge viewing obesity as a disease,
for example, that mortality appears lowest at moderate levels of
overweight (the so-called obesity paradox), or the possibility
of being metabolically healthy while having obesity. According to
the critics, these findings (and others) show that the diagnostic
category is fundamentally flawed.”*¢? A strong version claims that

“[flat is simply not the culprit in the etiology of chronic disease”

(p. 298),%° whereas a moderate version stresses that BMI cutoffs
are “arbitrary” and not based on solid scientific evidence.?!

2. By defining obesity as an individual, bodily problem, increasingly
targeted by pharmaceutical agents, interventions tend to focus on
biology, for exsmple, losing weight via drugs or surgery, thereby
obscuring or not addressing the (more) harmful social or political

t.22

environmen This critique reflects a widespread argument in the

“«

can obscure
6,23

medicalization literature that individualizing
the social forces that influence well-being” (p. 152).

3. MMOs carry implicit and explicit moral judgments, for example,
their language implies deviations from a socially acceptable “ideal”
weight,”?* and, more importantly, they carry attributions of
individual responsibility, for example, medical models translate the
moralizing view that obesity is due to gluttony and sloth into over-
eating and not exercising enough.'® This critique is closely linked
with the second one: individualizing health problems foregrounds
personal responsibility because health is something to be self-
regulated.?® Similarly, failed interventions, for example, surgery or
diet, may represent failures of self-discipline.?> As one scholar puts
it, “the medicalization of obesity has not served to limit the
stigmatization and discriminatory treatment to which obese
persons are subject because of their body size. Instead, by making
obese persons individually responsible for their fatness, biomedical
discourse fuels and even legitimizes lipophobia” (p. 1181).2¢

4. The negative health effects of obesity are less than the negative
(health) effects of the measures taken against it—typically through
label-induced stigma.'®27 In this vein, Mehl'® argues that it is an
“unlikely assumption” that pathologizing obesity will improve
patient outcomes given the high prevalence of antifat bias in
healthcare. The claim is that stigma and other harms are (1) caused
by the diagnosis and (2) are worse for health than the “supposed”
disease.

Argument 1 largely raises empirical or evidential questions about how
obesity is described and explained within MMOs. While argument 3 is
partly about the importation of value judgments, together with
argument 2, these arguments also question the etiology of obesity
advanced by MMOs. Argument 4 targets the psychosocial effects of
MMOs, which is largely an empirical issue and requires a careful
analysis of the trade-offs when using disease labels.

While these critiques and their targets are quite diverse, there
seems to be a shared feeling that MMOs imply that there is something
“wrong” with having obesity that needs fixing and that this diagnosis
assumes or entails a moral failure in self-control:

Medicalizing diversity inspires a misplaced search for a
“cure” for naturally occurring difference. Far from
generating sympathy for fat people, medicalization of
weight fuels anti-fat prejudice and discrimination in all
areas of society. People think: If fat people need to be
cured, there must be something wrong with them.

(pxiii)2®
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Many critics retort that there is, in fact, nothing wrong with
having obesity, that the problem and responsibility are largely social,
and that pathologizing it only worsens bias and stigma.

Any analysis of what a medical model explicitly claims, or
implicitly assumes, should aim to be as accurate and charitable as
possible. Yet, many of the above concerns reflect outdated views on
obesity, which are at odds with the teams of scientists around the
world trying to better understand obesity because they believe that
doing so will help improve the lives of those living with it.2” So how

do MMOs conceive of obesity?

3 | ENGAGING WITH MEDICAL MODELS
OF OBESITY

Building on philosophical attempts to clarify scientific descriptions of

12-14 \ye take a broader perspective. In what follows, we expli-

obesity,
cate an apparent consensus in current MMOs that obesity is a disease
characterized by systemic energy dysregulation that drives abnormal
or excessive adiposity. We take the main aims of MMOs to be (1)
precisely describing the dysregulations involved (pathophysiology)
and (2) what causes them. To that end, we first set out an evolution-
ary argument as to why having excessive adiposity is harmful; we then
discuss how current medical research nuances BMlI-based definitions
by clarifying the roles of appetite and adiposity dysregulations in driv-
ing excess adiposity, and we survey evidence for the etiology of these
dysregulations, largely identifying environmental mismatches. Overall,
we aim to provide a solid basis from which to address some misunder-

standings and moral implications of MMOs in subsequent sections.

3.1 | Explaining obesity pathophysiology

First, what evolutionary pressures may have led to the existence and
regulation of fat tissue and when could its excess be (evolutionarily)
harmful? Evolutionary models suggest that having dedicated tissues
where fat can be stored as energy, and mechanisms to monitor and
regulate fat levels, likely evolved to survive periods of illness, to pro-
tect against food insecurity, and to support energy intensive events,
such as reproduction or migration.3%3! While the adaptive ability to
deposit fat likely helped avoid the costs of having too little fat
(i.e., starvation), organisms likely also faced selection pressures from
depositing excess fat.2>%23% An upper limit to fat storage may thus
have evolved through fitness costs, for example, higher weight
worsens mobility and increases energy demands, which requires more
time foraging and thus increases the risk of predation.3*%° As
Matthewson and Griffiths®® point out, phenotypic changes that
leave an organism more likely to die from predation leave it worse
off in any relevant biological sense. Biologically “optimal” levels of
fat storage thus reflect a trade-off between having enough to
avoid starvation, yet not so much as to increase predation risks. In
line with this, animals experiencing higher predation tend to reduce

fat stores.333%7

_Wl LEYJL”Z

One often misunderstood implication is that while storage
of some fat may reflect the adaptive benefit of surviving for
roughly 3-6 weeks without food or a similar period of sickness,
chronically abnormal or excessive adiposity reduces fitness in natural
environments. Moreover, the extremely high levels of body fat
observed in recent years do not correspond to any known disease
process or period of food shortage for which such adiposity would be
adaptive.®®

Next, physiological models face the challenges of explaining
energy regulation in a way that aligns with an evolutionary explana-
tion of fat storage, while also explaining why so many people today
are storing so much (i.e., the obesity epidemic). The central models
focus on mechanisms involved in regulating energy intake and expen-
diture, in feedback with appetite control systems, as central points
where dysregulations occur. Given the growing emphasis on the neu-

rology of appetite and energy regulation,®®

with key factors being
AGRP neurons involved in food seeking, the lateral hypothalamus
involved in food consumption and reward, and CGRP neurons
involved in satiety, various researchers have suggested that obesity is
at least partly a neuroendocrine disease.24374C

To explain obesity's pathophysiology, some models thereby target
disruptions in energy balance or homeostasis based on interactions
between increasing fat levels, alterations in some of the above brain
regions, and hormones regulating intake and satiety (e.g., leptin, ghre-
lin, insulin), which form feedback loops maladaptively defending

»41-43 (for variations on these models,

higher body weight “set points,
see*¥). By identifying pathways where adiposity and appetite systems
are dysregulated, these models partly clarified how humans store
(excess) fat, the physiological compensations to fat loss,*> and the
possible links between energy expenditure, the drive to eat, and sati-
ety.*® Yet, it remains unclear why such tight regulation of set points
would have evolved and, more importantly, why environmental fac-
tors have been persistently disrupting these set points in so many
people.31:33

Challenging the notion of a single set point or a fixed set range,
others propose dynamic models.>¥** One is the dual intervention point
model in which there are genetically based lower and upper thresholds
of body weight where active physiological regulation occurs to defend
against excessive leanness and excessive weight gain, and between
which there is no regulation, with weight varying due to environmen-
tal factors.*%2® This model not only explains nuances in fat regulation
but aligns with an evolutionary explanation and may help explain the
obesity epidemic. While the lower limit likely reflects the evolutionary
pressure of starvation, as we evolved the use of tools, fire, and
weapons for hunting, and developed social defenses and protections,
we largely removed the selection pressure of predation.>?** This may
have contributed to relaxing any selection against the upper limit of
fat storage, entailing that mutations could persist and drift in recent
populations, leaving some with genetic resistance (narrower thresh-
olds) and others genetically predisposed (wider thresholds) to weight
gain and obesity,*” thus explaining some interindividual variability. In
this model, obesity is a disease largely afflicting those with genetic

susceptibilities to excess weight gain, due to inheriting a higher upper
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limit (including other genetic factors discussed below), and thus
struggling to regulate appetite and fat deposition in modern environ-
ments, for example, where energy-dense food is abundant and
designed to disrupt regulatory mechanisms. As nothing in this model
requires that the limits correspond exactly to typical BMI cutoffs, it
appears consistent with a “personal fat threshold,” which can be at
various levels of BMI, and beyond which excess energy is deposited
as fat, largely visceral but also subcutaneous, which can damage
pancreatic beta cells and induce metabolic dysfunctions.*®4? In these
models, weight gain reflects chronic positive energy imbalance, where
overeating is a necessary but not sufficient cause, just as is lower
energy expenditure.*> As we discuss, these models align with
etiological aspects targeting mismatches between apparently
adaptive/genetic mechanisms for fat deposition or food intake and
modern environments.

Critical approaches to MMOs rarely discuss the intricacies of
these models. Still, one can imagine objections to these scientific
explanations. For instance, one could ignore the evolutionary argu-
ment by pointing out that current individuals with obesity face little
risk of predation and are thus safer than ever. Furthermore, what is
bad for an individual's realized fitness (say celibacy) need not be bad
for the individual. This would even be convincing, if it were not that
MMOs also explain why obesity was not just bad for our ancestors'
fitness, but also negatively affects individuals today. After all, central
to these models is the notion that the health impairments are progres-

3,50,51

sive and likely chronic, which rests on research specifying meta-

bolic and endocrinological alterations, various biomechanical and

52,53

cardiometabolic complications, mechanistic links with other dis-

eases such as diabetes, cardiovascular disease, cancer, and proinflam-

54757 and obesity ultimately being an independent

58-60

matory cascades,
risk factor for all-cause mortality.

From this “constellation” of anatomy and physiology>? comes an
apparent consensus of obesity characterized by systemic dysregula-
tions of energy homeostasis and appetite, resulting in abnormal or
excessive fat deposition, which form feedback loops driving subse-
quent complications, comorbidities, and mortality risks. One reason
BMI remains useful for establishing population level trends, even if only
61,62

providing a partial, and sometimes misleading, clinical picture, is

763 of these

that it serves as an anthropometric proxy or “indicator
dysregulations and health risks (see Figure 1 and further nuances
below). Accordingly, MMOs are providing more precise explanations
of epidemiological associations based on coarse-grained BMI

measures.

3.2 | Explaining obesity pathogenesis

Now, what causes these dysregulations? Obesity is generally consid-
ered a multifactorial disease, but genetics play an important role in
explaining body weight variability,®* with the genetic heritability for
BMI being between 40 and 70%.9°~%7 GWAS studies have identified
roughly 900 variants contributing to body weight variations.** This

helps explain the strong correlations between parental and childhood

Energy
imbalance

Excess,
abnormal
adiposity

o
S ~is

Obesity

FIGURE 1 Overlapping circles delineating obesity. Not everyone
in a positive energy imbalance will develop obesity, but some will. Not
everyone with excess or abnormal adiposity has obesity, but some
do. The first two groups are heterogeneous, reflecting larger
populations. Obesity, a subset of these roughly correlating with BMI
and related anthropometric measures, is a disease characterized by
systemic energy dysregulation that drives excessive and abnormal
adiposity. The exact cutoff or diagnostic line is still under debate, as
with many medical conditions (hence the dotted lines), but the aim is
to identify and group clusters of dysregulations to guide research and
treatment.

obesity,>4%8¢? with high maternal BMI,”° gestational diabetes,”* and
potentially high paternal BMI,”? all predicting childhood obesity.

This in no way implies that obesity is “genetically determined”
but that genetics help explain individual susceptibility (interindividual
variability)—why not everyone develops obesity in the same environ-
ment. Hence, obesity etiology is often described as a “gene-by-envi-
ronment” interaction.33¢ That said, there are important distinctions
between rare monogenic forms of obesity and so-called common
(polygenic) obesity. In the former, specific genetic mutations are grad-
ually being identified,*®’* some of which pertain to “syndromic”
forms of obesity, whereas the latter mutations involve quantitative
variations in susceptibility. Most of the latter influence energy
regulation, many relating to neurology,”® for example, responsiveness
to food cues, degree of food reward, appetite/satiety signaling,
ability to metabolize and absorb nutrients, degree of fat deposition
following caloric surplus, basal metabolic rates, and nonexercise
activity thermogenesis, each of which influences susceptibility to
environmental changes.

*For nuances in the scientific and philosophical debates about whether or in what sense
heritable traits that are mediated by the environment (gene-environment covariances) are
“genetic,” see Lynch and Bourrat.”*
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Accordingly, environmental factors explain a significant portion of
common, polygenic obesity,”® with a growing role played by the
notion that many changes in modern environments are exceeding our
capacities to regulate metabolism and appetite. Some highlight
changes early in life, such as the effects of poor parental nutrition,
stress, and lifestyle on the fetus; macronutrient content of infant for-
mula; and early life adversity.>® Most, however, highlight the recent
and drastic changes in our food environment that drive prolonged
energy imbalances—an evolutionary mismatch due to an “obesogenic”
environment.®””778 While there is little debate as to whether this
mismatch exists, much debate focuses on specific nutritional

437980 \yith many agreeing on an increased consumption of

causes,
cheap, readily available energy-dense foods, such as ultraprocessed
foods, which are designed by food manufacturers to bypass satiety
mechanisms.81"8% There is also considerable evidence that protein-
diluted dietary patterns, for example, increases in consumption of fats
and carbohydrates with a relative decrease in percent protein (often
from ultraprocessed foods), work against our evolved nutrient-specific
appetite systems that regulate food intake 884786 These changing
eating patterns involve complex links to globalized food systems®”
and marketing practices.5®

Other established etiological factors include sleep disturbances,
ingesting more chemicals and endocrine disruptors (“obesogens™), less
variability in ambient temperatures, medications with the side effect
of weight gain, for example, some antibiotics and psychotropics, and
specific alterations in our gut microbiota.”®8° Moreover, there are
robust links with socioeconomic inequalities, with higher obesity
prevalence in upper-income populations of middle-income countries,
and higher rates in lower social strata in high-income countries,”??
education levels,”® and stress.”* All these factors can exacerbate or
be exacerbated by predispositions and mismatches with food
environments, further complicating cause and effect.

Overall, while open questions remain (next section), when it
comes to explaining what obesity is and what causes it, these models
and the multiple lines of evidence adduced point more towards
consilience than confusion; they suggest a working hypothesis that
the distinct mechanisms and dysregulations cluster, despite their
multifactorial etiology, around systemic energy dysregulation. These
MMOs are also consistent with the notion that having obesity is
“normal” in modern environments, but this does not make it any less
maladaptive or harmful. Still, there are issues with interpreting some
statistical anomalies and with refining measures of obesity for various

purposes.

4 | NUANCED IMPLICATIONS AND
SCIENTIFIC VIRTUES OF MMOS

First, it has long been known that some subpopulations living with
obesity appear to have no concurrent negative health effects,®” often
deemed “metabolically healthy obesity”.”® In addition to their being
no equivalent discussions about “healthy” Parkinson's disease or

healthy cancer, such debates are relics of relying on BMI-based

_Wl LEYJL”Z

studies and, similar to the subpopulations of smokers who do not
develop lung cancer, are nevertheless insufficient to undermine
the robust associations between obesity and adverse health
outcomes.>®?¢ If we shift from health snapshots to longitudinal
studies, we find more evidence for the adverse effects of living with
obesity, even the “metabolically heathy” forms.””~%° Relatedly, the
“fit-but-fat” phenotype is often used to suggest that obesity is or can
be harmless, whereas the nuanced interpretation in line with MMOs
is that individuals can mitigate the harms of obesity by increasing their
lean muscle mass and cardiorespiratory fitness.°°

Second, there are many nuances surrounding the role of BMI in
MMGOs. Critics are correct that BMI remains sometimes too central to
research about and some definitions of obesity and their operationali-
zation, but the role it plays needs careful consideration. For instance,
while the AMA cautions against an over-reliance on BMI, mainly in
clinical settings, it does not recommend to jettison it, but to contextu-
alize it as one tool among others.'°* As mentioned above, researchers
have long acknowledged the use of BMI as a population screening tool
that is important for establishing cross-country and temporal compari-
sons, especially in low-income settings,1°%1°% despite its limitations
for clinical diagnoses.1”>¢¢1¢267 BM| thus remains a useful “proxy”
that correlates with the disease and helps to cluster various dysregula-
tions and symptoms. Moreover, some findings suggest that BMI
classifications might even underestimate the effects of adiposity on
health.14

Now, according to one critic, the “medical model of obesity” is
built on three assumptions®® (p. 3): (1) Other things being equal and
above a certain threshold, the more one weighs, the unhealthier one
is (or vice versa); (2) an “overweight” or “obese” body is to some
degree inherently unhealthy; and (3) people who are “overweight” or
“obese” are so because they do not eat properly and/or do not
exercise enough.” We can now see why each of these is misleading.

First, most MMOs do postulate a threshold beyond which
adipose tissue becomes harmful, for example, through reduced
fitness or physiological dysregulation, or by crossing a “personal fat
threshold”.*’ The nuance is that, as with any continuous variable, the
threshold for excessive fat deposition will vary, but there remains a
persistent trend of increasing weight and worse health outcomes
when looking at larger studies and the broader evidence base.>®7:7¢
Such claims, however, neither require nor imply the assumption that
less weight is always healthier (e.g., Mestre et al.” explicitly address
this), nor that weight loss is always the optimal intervention,’®1%>
especially when eating disorders are involved.1°4107

Next, as MMOs focus on obesity as a disease process, they do not
take overweight to be pathological any more than other models of
continuous variables like blood pressure or cholesterol take elevations
above “normal” to be so; in general, increasing weight is a potential

risk factor to be monitored.®> As Rubino et al.*

claim, while overmedi-
calization is a real concern, the implication should not be to abandon
MMOs, but to develop clinically relevant definitions in line with best

evidence (e.g.,>31%8)

. Moreover, for many patients or families living
with obesity and facing lack of healthcare, social disadvantage, and

stigma, under-medicalization, or unmet clinical need, is a serious

85U8017 SUOWILIOD BAIIERID 8|qeol|dde ayy Aq peusenob afe se[oie VO ‘@SN Jo SN 10} Aeiqi8ulUO A8]IM UO (SUONIPUCD-pUe-SLLRIAL0D A8 |1 AfeIq1[pU1|UO//SANY) SUORIPUOD Pue SWe | 3u88S " [,202/TT/ST] uo AriqiTauluo o] Xnespiod 8Q @BISBAIN AQ 8Z8ET IGO/TTTT OT/I0P/W00"A3|IM"Aeaq 1 puluo//:Sdiy Wwoly papeojumod ‘2T ‘202 ‘X689 T



SHOLL and DE BLOCK

s9112 | \WLEY—OBESITY

problem.6>1%? While there is much to be understood about the
boundaries between overweight and obesity, these findings do not
fundamentally challenge the core claims of MMOs.

Finally, while various etiological factors interact with physiology
to drive chronic energy imbalances, none of these imply individual
failures in willpower or self-control, and many obesity researchers are
very explicit about this.®%'1°-112 |n other words, contra some
critics,*® nothing in the current MMOs supports the moralizing claim
that obesity is caused by “sloth and gluttony,” nor do these MMOs
target an individual's failure to eat well or exercise as etiological
factors.

Consider the etiology of common, childhood obesity. Some
children may carry genetic and epigenetic predispositions to excess
fat deposition, with body weight influenced by their prenatal environ-
ment; the children might inherit higher upper limits for storing fat;
perhaps they metabolize or absorb nutrients less effectively, leaving
them regularly hungry, and they might be more prone to weight gain
due to taking medications for mental health or other conditions.
Responsibility and blame make little sense, unless we are to blame
children for their genes, upbringing, and physiological capabilities. As
blame may shift onto parents, we can also consider environmental
causes—while individuals face difficult choices when navigating their
environment, they have little to no control over what foods are avail-
able, how processed foods are designed, the ingredients they contain,
the fact that satiating nutrients like fiber and protein tend to be more
expensive, or, importantly, how their evolved appetite systems leave
them susceptible to overeat in energy-dense, protein-diluted food
environments. Not to mention that some children may come from
broken homes, experience trauma, economic adversity, and/or stigma,
each of which can exacerbate the above factors. The phenomenon
and etiology of obesity is no different in adults; it just involves
increasingly complex exacerbating factors. When the relevant
etiological drivers are considered, there is scant room left for blaming
individuals, let alone populations, for their supposedly collective
failures in willpower as a cause of modern rates of obesity. The
underappreciated take-away should be that of empathy as we better
understand the myriad challenges everyone faces in preventing
obesity, let alone living with it.

It should be noted, however, that MMOs can challenge fatalism
by proposing interventions on multiple levels. If modern obesity is
largely due to mismatches with obesogenic environments and
gene-environment interactions, then the most effective public health
interventions are likely those targeting environmental causes!'®
(p. 272). Accordingly, researchers increasingly cite socioecological or

92114 guch as improving school lunches,

socioeconomic interventions,
developing community-based activity programs, supporting govern-
mental bans or taxes on specific foods, increasing high school comple-
tion rates, as well as addressing internalized weight biases and the
stigmas fueling them.>¢11? As such, there is no inherent link between
pathologizing and interventions at the level of the individual.

That said, individual interventions exist.'*>*%® While in some
cases weight loss efforts can be counter-productive, for example, if

eating disorders are involved, in most cases there are significant

health benefits from even moderate weight loss,**” many pertaining
to obesity-associated metabolic diseases.}*872° This is complicated
by the observation that maintaining long-term weight loss and
adhering to dietary changes is difficult, largely due to physiological
compensations to losing weight, such as increased appetite or energy

expenditure,¥34>121

as well as persisting obesogenic food systems.
There is increasing promise in obesity drugs (e.g., GIP and GLP-1
agonists) that may rival the effectiveness of bariatric surgery, without
the invasiveness.*??22 Finally, while physical activity may play only a

124125 the robust evidence that it can

moderate role in weight loss,
improve metabolic and cardiorespiratory health, increase lean muscle
tissue, help regulate appetite, satiety, mood, and sleep, and even

126-130 4| make physical activity an indis-

reduce all-cause mortality,
pensable adjunct regardless of its effects on weight. Consequently,
we can and should promote health at every body size, but this does
not mean that every body size is optimally healthy or that weight loss
has no benefits.

In sum, not only do many obesity researchers explicitly reject the
stigmatizing assumptions about what causes obesity and its links to
individual responsibility,?1° but there is no obvious way in which
current MMOs support these assumptions. Importantly, MMOs
readily acknowledge the considerable weight stigma and prejudice
that exists in many societies,°! as well as the admittedly unhealthy
obsessions with thinness and extreme diet cultures.”*3!

Now, some might still object that pathologizing obesity,
even if based on seemingly coherent scientific models, remains
problematic because it exacerbates antifat stigma and discrimination
by other means. However, studies in the social psychology of
disease labelling further nuance the links between pathologizing and

moralizing.

5 | WHYPATHOLOGIZING IS SOMETIMES
COUNTER-MORALIZING—-THE MORAL
VIRTUES OF MMOS

Few people would deny that talk of “obesity” emphasizes the health
risks of fatness. But does it also support the idea that a person is
responsible for their weight? Building on the insights above from
MMOs, social psychology sheds further light on this question.

In a series of studies, Crystal Hoyt and colleagues'®? presented
subjects with different messages about obesity. In one study, they
asked one group of participants to read a vignette claiming that
obesity is a disease, and another group to read a vignette explicitly
arguing that obesity is not a disease. In general, they found that the
people with obesity who read the “obesity is a disease” vignette were
afterwards less dissatisfied with their bodies and subsequently chose
higher calorie meals than people with obesity given the “obesity is not
a disease” article. Hoyt and colleagues argue that the effect of the
disease and nondisease messages on calorie consumption is mediated
by body satisfaction. The message that obesity is a disease makes
people with obesity more satisfied with their bodies, which keeps

them from making the lower calorie choices.
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First, this research suggests that it is wrong to think that
(a particular form of) pathologizing obesity will always result in health-
ier choices, which is why clinical treatments of obesity recommend a
close provider-patient relationship. Secondly, the authors of the
paper explicitly state that the disease message tends to have a posi-
tive influence on body image satisfaction, which seems to run counter
to claims that medicalizing fatness leads to unhappiness among people

1.139), Interestingly, the reason

with obesity (see also Monterosso et a
Hoyt and colleagues give for the positive effect of the disease label
on the well-being of people with obesity is that representing obesity
as a disease reduces attributions of moral responsibility. In other
words, it has the opposite effect of representing obesity as a product
of weak will. Other studies corroborate this hypothesis. In one (small-
scale) study, individuals with obesity who watched a narrative video in
which obesity was described as a chronic but treatable medical condi-
tion reported less internalized weight bias and more positive views on
patient-provider relations.*** In another study, labeling obesity as a
disease reduced blameworthiness and this led to more positive
attitudes towards individuals with obesity.'3>3¢ These studies
suggest that pathologizing need not be moralizing in the sense of
implying culpability or personal responsibility for one's condition or
one's treatment.

Although research on the exculpatory effects of the pathologiza-
tion of obesity is still largely exploratory, its conclusions are in line
with what research on other conditions shows: pathologizing often
has a counter-moralizing effect.*® Yet, what exactly is someone not
responsible for and how can the disease label reduce the attribution

of responsibility? Hoyt et al.»®2 (

p. 997) argue that the disease label
“suggests that bodies, physiology, and genes are malfunctioning. By
invoking physiological explanations for obesity, the disease label
encourages the perception that weight is unchangeable.” Indeed,
other studies confirm that strong endorsement of a genetic etiology
of fatness is predictive of a belief that people with obesity have no
control over their weight.?*®*3 This works, in part, by activating
psychological biases concerning how people understand genetic
explanations. These researchers also noted that a nongenetic physio-
logical attribution led to a somewhat increased perception of control
over one's weight, compared with a genetic etiology of obesity (see

1.149). So, it seems clear that the disease label alone

also Lebowitz et a
does not directly remove blame. What removes blame is the etiology
suggested by the disease label. This matters for moralization because it
shapes whether individuals are considered responsible for their
actions: the more uncontrollable the cause, the less one is held
responsible.24!

Consequently, obesity may be perceived as beyond a person's
control (1) if it is viewed as genetically determined, (2) when the speci-
fied etiology implicates uncontrollable external factors (e.g., food
availability, costs), or (3) internal factors (e.g., the person cannot
control their physiology or behavior). The first possibility entails that
someone would become or stay obese regardless of their behavior
because their obesity is viewed as determined by their genes.'%® Like-
wise, emphasizing external etiology may picture individuals as victims

of (gene-) environment interactions, with little or no control over their

OEESIYT WL Ey-L2o®
life in general or their food choices in particular (e.g.,2*%>1%%). This may

partly remove blame, but it may also undermine a sense of agency.

The third possibility is when an internal cause is seen as compul-
sive, or as hindering one's choices, similar to addictions.** While we
are not necessarily supporting the notion of “food addiction,” there is
evidence that obesity involves neurological, hormonal, and behavioral
changes that resemble other addictions.?®”245-147 These changes can
exacerbate food-seeking behaviors by increasing hunger and
fatigue,*® which parallels the pathologization of alcoholism. Moreover,
research shows that viewing obesity as involving a compulsion can
reduce stigma. When individuals were educated about obesity and
food addiction, there was less weight bias, individuals with obesity
were seen as less at fault, and there was a reduction in the belief that
obesity involves lack of willpower.2*® This counterfactual perspective
suggests that seeing obesity as involving compulsions reduces stigma
because people are not seen as responsible for their condition (but
see Frank and Nagel'*%). Studies indicate that if weight is seen as con-
trollable through diet and behavior, stigma increases.?*®**! Finally,
considering how the body resists weight loss by, for example,
overriding satiety signals, increasing appetite and food reward, such
physiological counter-regulatory mechanisms show that obesity is not
a lifestyle choice, but involves significant biological factors, akin to the
compulsions found in other conditions.

If anything, these studies suggest that depathologizing obesity may
inadvertently support the view that it is a lifestyle choice reducible to
gluttony and sloth, and thus (more) under one's control, which has
been shown to increase antifat prejudice.

Yet, the psychosocial impacts of disease labels remain compli-
cated. First, negative prejudices and discrimination or bias, both cru-
cial to the concept of stigma, seem only to partially respond to factual
input. This may be in part because feelings of disgust drive negative
perceptions independent of causal attributions.’>?> A meta-analysis
revealed that educational approaches to reducing stigma generally
lead to improved attitudes, but these improvements are not always
consistent and may sometimes be short-lived*>® (see also Teachman

et al.1%%)

. Therefore, a comprehensive strategy that goes beyond fac-
tual education is required to reduce weight stigma.>> Furthermore,
labeling obesity as a disease may sometimes increase stigma by acti-
vating “essentialist” biases, which are more likely for conditions that
are seen as genetically caused than for conditions that are associated
with environmental causes.'®® If it is believed that your obesity is due
to genetics, you are more likely to be seen as essentially different than
when people believe that it has social/environmental causes. Such
nonblame stigmatization can involve marginalization, therapeutic pes-
simism, and perceived dangerousness.'®” The study by Hoyt et al.*>?
underscores that pathologizing obesity may have a similar effect, as
that study documented how the disease label led to strengthened
beliefs that weight is unchangeable, and that people with obesity are
thus hopeless. Hence, although pathologizing obesity may take away
blame (and part of the stigma), it may still lead to an increase in other
forms of stigma, including pity. After all, pity involves a power
differential between the person feeling pity and the person who is

pitied, which can undermine the latter's self-esteem.

85U8017 SUOWILIOD BAIIERID 8|qeol|dde ayy Aq peusenob afe se[oie VO ‘@SN Jo SN 10} Aeiqi8ulUO A8]IM UO (SUONIPUCD-pUe-SLLRIAL0D A8 |1 AfeIq1[pU1|UO//SANY) SUORIPUOD Pue SWe | 3u88S " [,202/TT/ST] uo AriqiTauluo o] Xnespiod 8Q @BISBAIN AQ 8Z8ET IGO/TTTT OT/I0P/W00"A3|IM"Aeaq 1 puluo//:Sdiy Wwoly papeojumod ‘2T ‘202 ‘X689 T



SHOLL and DE BLOCK

8912 | \WLEY—OBESITY

Despite these complications, the general implication from social
psychology literature is not to reject MMOs, as their critics suggest.
This literature instead highlights the need for a considerate
weighing of the trade-offs involved. While emphasizing the
gene-by-environment aspects of obesity might decrease stigma by
supporting perceptions of determinism or the role of uncontrollable
etiological factors, the same emphasis may worsen stigma by viewing
individuals with obesity as a homogeneous (essentially different)
group. Consequently, it is important to inform all stakeholders, and
especially people with obesity, that MMOs do not conceive common
obesity as a purely genetic disease. As we saw, MMOs tend to
emphasize the environmental etiology of most forms of obesity.
Doing so may help mitigate these essentializing effects of obesity's
pathologization.'>® The emphasis on environmental causes may even
increase the sense of agency of people with obesity, as environmental
attributions lead to a somewhat increased perception of control over
one's condition, at least compared with a genetic etiology.**?> How-
ever, whether emphasizing such environmental causes will change
public perceptions of obesity remains unclear.*®® Nevertheless,
informing people with obesity about how social and environmental
factors constitute an obesogenic niche may help to identify what they
can change.®” This can involve awareness of the harmful aspects of
one's food environment or of reliable strategies to improve health at
any body size, or it could encourage collective action, for example,
challenging the harmful practices of food companies or supporting
community health efforts. These approaches thus come close to
Hannah Pickard's “responsibility without blame” framework for
effectively and caringly dealing with addictions by helping to identify
where (individual) control exists.*>?

Admittedly, even if these mitigating measures are taken, it can be
expected that some stigma and essentializing biases will remain. But
given the health threat that constitutes obesity, some increases in
stigma may be a necessary trade-off when trying to advance
longer-term public understanding of and viable options for those with
obesity.®* Admittedly, as experienced stigma can induce less healthy
eating behaviors,'° the optimal way to deal with this trade-off may
be hard to find.

6 | CONCLUSION

Body composition mirrors the intricate interplay of habits, pleasures,
and cultural ideals. Across cultures, body size embodies personal
and societal notions of beauty, goodness, and health. Individuals and
groups may value larger bodies for diverse reasons, independent of
any scientific explanation. Nothing in the above contradicts such
choices and values. However, that people continue to drink alcohol,
identify with being a drinker, and take great pleasure in alcohol should
not give scientists pause as to whether to research the links between
excessive alcohol consumption and fatty liver disease. We think obe-
sity is not so different.

Of course, if MMOs would explicitly or unnecessarily stigmatize

individuals with obesity, this would be reason for great concern. Yet,

as we have argued, not only do MMOs not say what many critics claim
they say, for example, ignoring social and environmental causes or
blaming individuals, they provide a sound basis upon which to chal-
lenge prevailing prejudices about obesity, thereby aligning with many
of the moral and political aims of fat activists. If this convergence is to
be better understood and its implications developed, this will require
an honest evaluation of the scientific evidence and models of obesity,
as we attempted here. Going forward, we need multiple efforts
clarifying what our best models say, and what they do not, and to

further promote compassion and informed decision-making.
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