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Theoretical Approaches to Research on the Social
Determinants of Obesity
William C. Cockerham, PhD1,2,3

This article reviews selected theoretical approaches explaining the social determinants of obesity.
The signiﬁcance of this topic for medicine, public health, and other areas of obesity-related research
is the growing body of evidence showing that the social environment is often key to understanding
the risk of obesity. A review of relevant literature and analysis of empirical evidence linking theory
to data in studies of obesity was performed. Several studies show that differences in social behavior
and living conditions associated with SES, lifestyles, inequality, and other social variables have
important roles in weight gain. Because the social determinants of obesity often begin in childhood,
life course theory and its concepts of cumulative advantage/disadvantage and cumulative inequality
are initially reviewed, followed by a discussion of how fundamental cause theory, health lifestyle
theory, and cultural capital theory can be applied to obesity research. The stress process model and
the concepts of social networks and neighborhood disadvantage concerning obesity are also
included.
Am J Prev Med 2022;63(1S1):S8−S17. © 2022 American Journal of Preventive Medicine. Published by Elsevier
Inc. All rights reserved.

INTRODUCTION

T

he causes of obesity are complex. They are not
just genetic, metabolic, and psychological but
also social. Although social determinants interact with other determinants, several studies have found
examples in which the social is a predominant causal
variable for obesity.1‒7 Differences between people in
SES (as determined by income, education, and occupation), lifestyles, social inequality, racial/ethnic cultural
practices, and living conditions have signiﬁcant roles in
weight gain. Obesity, in turn, can elicit reactions of social
stigma and discrimination on the part of society directed
toward those who are obese.8
The relevance of social determinants for medicine,
public health, and other areas of obesity-related research
is the growing evidence showing that the social environment is often key to understanding the risk of obesity.
Consequently, this review article examines the current
research on the social determinants of obesity and how
they are explained theoretically. Theories are important
in all scientiﬁc research because they provide explanatory models of the processes being observed and tested.9
Although there are several facets of obesity in which
sociologically oriented theories can be applied, the focus
in this review is on theories and perspectives explaining
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the causal contributions of social disparities to excessive
body weight.
According to WHO, the social determinants of health
are “the conditions in which people are born, grow,
work, live, and age, and the set of forces and systems
shaping the conditions of daily life.”10 The social determinants of health include the social practices and living
conditions that affect the health of individuals, groups,
and communities, either positively or negatively.11,12
To put it simply, the “social determinants of health are
nonmedical factors that can affect a person’s overall
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health and health outcomes.” Social determinants differ from social risks because risks are systematic ways of
dealing with harm, whereas determinants either cause
harm or provide protection.
Because the social determinants of obesity often begin
in childhood, life course theory and its concepts of
cumulative advantage/disadvantage and cumulative
inequality are initially reviewed, followed by a discussion
of how fundamental cause theory, health lifestyle theory,
and cultural capital theory can be applied to obesity
research. The stress process, social networks, and neighborhood disadvantage, which are not theories but
important concepts associated with obesity research, will
also be examined. All of these perspectives have an
established body of literature supporting their use, and
their utilization in studies of obesity depends on the
research question being investigated.

SELECTED SOCIAL DETERMINANTS OF
OBESITY THEORIES
Life Course Theory
Life course theory maintains that people pass through a
sequence of age-based stages and social roles within particular social structures over their lifetime that affects
their health, including their body mass.3,6,14−21 The basic
premise underlying life course theory is that (1) cohorts
of people born during the same time period experience
(2) transitions to new roles in the same sequence and (3)
life events (in which earlier events condition later
events), which together form life trajectories that result
in particular outcomes. The focus is on studying the trajectories of the patterns of behavior extending through
an individual’s lifespan. The transitions and events that
affect the direction of the trajectories are included to
determine how later life is affected. The theory is
intended to provide an understanding of the processes
by which individuals and groups maintain their health
advantages or experience increasing disadvantage as
they age.18
Life course theory is best utilized in studies employing
longitudinal data that follows individuals and their
health circumstances and behaviors over time. Longitudinal data can determine when changes occur and
account for any attrition in a sample because of loss of
participants to mortality or other causes. Statistical techniques that can be employed include latent class analysis
(LCA), hierarchical linear modeling, structural equation
modeling, or linear growth curve models applied to data
from the age-based cohort or cohorts under investigation at different stages of the life course. In addition,
some studies of the life course and others using different
theories combine social data with biomarker measures
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to show how social circumstances elicit biological
responses.
Life course theory has 2 major theoretical approaches
to determining health outcomes, including obesity. The
cumulative advantage/disadvantage theory came ﬁrst,
followed by cumulative inequality theory. Not all life
course studies on obesity utilize these 2 theories, but
most appear to use one or the other. They are not competing or alternative views and are closely related. The
cumulative advantage/disadvantage approach holds that
socioeconomic and other disadvantages originating in
childhood accumulate over the life course to produce
obesity (or other health problems and early mortality).
Early childhood is a critical period, both biologically and
socially. Conversely, socioeconomic and other advantages over a person’s lifetime likewise accumulate but do
so to avoid obesity. The accumulation of disadvantages
over time is the source of enhanced weight as negative
exposures in life experiences build up to increasingly
negative outcomes. Children from low SES families are
typically found more likely than children in high SES
families to be overweight and obese in childhood and/or
thereafter with weight increases in subsequent stages of
life.3,6 Low SES, unhealthy parental lifestyles, lack of
exercise, poverty, poor nutrition, childhood abuse, and
emotional and behavioral problems are signiﬁcant variables leading to obesity.3,6,7,19,20
Research on gender and race have also supported a
cumulative advantage/disadvantage explanation in
showing that lower SES women are more likely to gain
weight over the life course as seen in signiﬁcantly higher
BMI scores than higher SES women and men generally
at age 18 years and again at age 54 years.6 Other data
show low-SES Black women in particular with increasingly higher BMI scores over the life course.3 According
to Ferraro et al.,15 “Whether in sociology or toxicology, a
core thesis is that the accumulation of negative exposures raises the risk of subsequent health problems.”
Cumulative inequality theory likewise maintains that
early life disadvantage, beginning even in the womb,
increases the later potential for obesity, chronic illness,
and the higher probability of a life ﬁlled with hardship
over time. Stressors during early childhood are considered especially important with respect to a child’s physical development and social functioning, although
stressors may also emerge in force during adolescence or
later. Ferraro and Shippee16 suggest 5 axioms that
underline cumulative inequality theory: (1) social systems generate inequality (meaning that inequality does
not stem from individual choices/actions but macrostructures, such as stratiﬁed social hierarchies); (2) disadvantage increases risk and advantage increases opportunity; (3) life course trajectories are shaped by risks,
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resources, and choices; (4) present life trajectories inﬂuence subsequent trajectories; and (5) cumulative inequality leads to premature death.
Not all of these axioms apply directly to obesity, but
when obesity is investigated within this theoretical
framework, it is associated with chronic stressors linked
to low SES.16 Obesity results from how people respond
to long-term disadvantage and the associated stress on
their biological functioning over time. In addition, the
cumulative inequality view notes the importance of family (i.e., shared living environment, genetic lineage) and
other social relationships (linked lives) in which the trajectory of an individual’s life course is linked with the
trajectories of other people (family, friends, etc.).3,16
Thus, events that affect an individual can affect others in
their social network and vice versa. Close relationships
are reciprocal because all in the network can be affected.
This cumulative inequality approach also recognizes
the potential of mid-life resources to prevent or reverse
obesity.15 That is, accumulated advantages/disadvantages may not always accumulate over time but may be
turned off at some point and fail to matter, thereby stopping or mediating the direction of outcomes.19 Possible
mediators are higher adult SES, psychological well-being,
and physical activity that can offset weight increases in
mid and later life.6,20,21
In summary, life course theory provides 2 major models for investigating the causal events and transitions
occurring during different life stages that explain why
some people’s trajectories feature excessive weight gain
and others do not. Again, age, SES, and chronic stressors
are key variables.

Fundamental Cause Theory
Fundamental cause theory developed by Link and Phelan22 focuses on disease causation but has been used in
studies of obesity. For a social variable to qualify as a
fundamental cause of disease, it must (1) inﬂuence multiple diseases through, (2) multiple pathways of risk, (3)
be reproduced over time, and (4) involve resources that
can be used to avoid the risks or minimize the consequences of disease if it occurs. Thus far, Link and Phelan
have identiﬁed SES, stigma, and racism as fundamental
causes of disease.22−25
SES meets these criteria because a person’s social class
position inﬂuences their level of risk and outcomes of multiple diseases in multiple ways, higher SES persons have
the resources to better avoid health problems (including
obesity) or minimize them when they occur, and the relationship between SES and disease has endured for centuries. In addition, SES is related to multiple diseases
through multiple pathways that change over time because
individuals and groups use their resources (money,

knowledge, status, power, and beneﬁcial social connections) to adapt to the changes, avoid the risks, and adopt
protective strategies. Conversely, lower SES persons have
fewer such resources in dealing with threats to their health.
For example, the global nutrition transition in the last
few decades has shifted less healthy diets, physical inactivity, and obesity away from the rich to the poor.26,27 Lower
SES people are now consuming more animal fat and added
sugar in their diets and less cereal and ﬁber while working
in occupations that require less energy than in the past.26
This change has increased obesity for lower SES groups,
including those living in developing countries. Higher SES
persons, in contrast, have the knowledge and the means to
eat more healthily and are more likely to engage in healthpromoting leisure-time exercise and to normatively reject
obesity for themselves and others.3,4,7,11,20
Fundamental cause theory’s basic principle is that a
greater assortment of ﬂexible resources permits higher
SES persons to avoid disease and early death more easily.
This includes obesity. The socioeconomic resources a person has or does not have inﬂuence individual health
behaviors and lifestyles with respect to whether people
know about, have access to, can afford, and are motivated
to engage in health-promoting practices as well as determining access to jobs, neighborhoods, and social networks
that vary dramatically in the amount of risk and protection they provide. Resources and the ability to use them
are most effective for preventable causes and less so or
ineffective for those that are not preventable, such as diseases and disabilities associated with growing old.
Numerous studies have conﬁrmed a signiﬁcant relationship between SES and obesity.3,4,20 The higher the social
class, the lower the obesity; conversely, the lower the class
position, the greater the obesity. Fundamental cause theory
can be used to explain how the lessened resources and
behaviors of lower-SES groups make it more challenging to
maintain healthy body weight. For example, investigations
of SES disadvantages in childhood utilizing the theory
show signiﬁcant links to heavier body mass in mid-life for
lower SES groups, especially women.6
Stigma has additionally been indicated as a fundamental cause of health inequalities because it can be a
signiﬁcant source of stress and disadvantage in life.25
Obesity itself is a stigmatized social status subjecting persons who are obese to discrimination, stereotyping, and
constraints such as loss of opportunities, disrespect, and
social rejection. The stigma associated with weight predicts future weight gain and a greater likelihood of
obesity.8,28
Phelan and Link29 have also argued that racism should
be considered a fundamental cause of health inequalities.
They observe that (1) racism is a fundamental cause of
racial differences in SES, (2) SES is a fundamental cause
www.ajpmonline.org
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of health inequalities, and (3) racism is a fundamental
cause of racial differences in health and mortality independent of SES. Consequently, they “conclude that racial
inequalities in health endure primarily because racism is a
fundamental cause of racial differences in SES and SES is
a fundamental cause of health inequalities.”29 Therefore,
racism, SES, and health are all connected.
Phelan and Link29 added freedom to their list of ﬂexible socioeconomic resources in relation to race because
freedom refers to the ability to control one’s actions and
circumstances in life, which is curtailed in racist environments. Examples from the past cited by Phelan and
Link29 are slavery and, more recently, the disproportionate arrest and imprisonment of African American men,
but constraints on freedom could also apply to situations
in which racism acted to limit or deny decision making
and opportunities to act freely and participate fully in
activities on the basis of race. A particular feature of the
harmful effects of racism on health stems from racism’s
creation of stressful situations causing adverse physiologic reactions within the body.
Phelan and Link29 recognize that much of the
enduring relationship between race and health is
based on inequalities in SES and the resources associated with class position in which racism is a major
underlying factor. Although many of the impacts of
racism on health are linked to differences in SES,
they ﬁnd that racism does have some independent
effects on health that operate through multiple pathways, such as racial discrimination as a stressor, residence in racially segregated neighborhoods with less
healthy housing and sources of food and water, and
greater exposure in these locales to crime. In addition, there may be fewer opportunities for good jobs
and substandard neighborhood schools.
Although fundamental cause theory has not been utilized extensively in studies of obesity, the variables discussed earlier are nevertheless relevant in racially based
obesity research. They can help explain why the prevalence of obesity in 2017‒2018 (the most recent year
available) was highest among non-Hispanic Black
women (56.9%) than among all other racial groups and
why Hispanics were highest among men (45.7%).30

Health Lifestyle Theory
Obesity is often caused and maintained by a weightpromoting lifestyle. Health lifestyle theory formulated
by Cockerham9,31−35 offers a model of the behavioral
practices people adopt that affect their weight and
other aspects of their health, either positively or negatively. These practices include eating habits, smoking, drinking, exercising, and similar behaviors that
cluster into distinct lifestyle patterns characteristic of
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speciﬁc groups and social classes. Health lifestyles are
deﬁned as collective patterns of health-related behavior based on choices from options available to people
according to their life chances or circumstances.31
Although the individual chooses these lifestyle behaviors, the choices are shaped by the norms, values,
and material resources consistent with the individual’s living situation or chances in life that align the
chooser with others sharing the same SES.
Health lifestyle theory maintains that 4 categories of
structural variables—(1) class circumstances; (2) age,
gender, and race/ethnicity; (3) collectivities (social networks of kinship, religion, politics and ideology, the
workplace, etc.); and (4) living conditions (quality of
housing, access to basic utilities, neighborhood facilities,
public safety, etc.)—collectively constitute life chances
(structure) and provide the social context for socialization and experience that inﬂuence choices (agency).
Choices and chances interact dialectically to commission the formation of particular dispositions (a habitus)
toward acting, leading to practices (action) involving
food and calorie consumption, alcohol use, smoking,
social distancing, and other health behaviors. Health
practices constitute the components of health lifestyles
whose reenactment results in their reproduction (or
modiﬁcation) through feedback to the habitus. This
model is shown in Figure 1.
Although these practices have a general binary character (positive or negative), such practices may not be
exclusively healthy or unhealthy in differentiating
between lifestyles. Some lifestyles may be a mixture of
varying degrees of both good and bad practices that are
nevertheless patterned in an SES gradient from low to
high. The most healthy practices and least obesity are
characteristic of people at the top of the social ladder,
and the least healthy practices and most obesity are that
of those at the bottom.
For example, Christensen and Carpiano36 found that
social class membership was directly associated with
body mass by inﬂuencing diet-related values, food preferences, eating behaviors, and exercise in a sample of
Danish women. In other research, Daw and colleagues,37
utilizing LCA, found obesity increasing from 7% to 36%
among American adolescents during their transition to
adulthood. The highest proportion of persons with obesity had low SES parents and the least healthy lifestyle.
Andrews et al.38 observed that education was a key factor
in determining dietary health lifestyles. In other studies,
research on a late middle-age sample found that health
lifestyles, including dietary practices, remain strongly
patterned by SES at this time of life, with change most
likely to occur among those with a diagnosed medical
condition.39
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Figure 1. Health lifestyles.

Several other studies use LCA and combine life course
and health lifestyle theories to analyze health lifestyle
practices, SES, and gender from childhood on to early
adulthood and later that include behaviors related to
obesity.40−44 This research ﬁnds that social background
predicts childhood, adolescent, and adult health lifestyles. Those in disadvantaged households are likely to
have lifestyles with more signiﬁcant health risks whose
effects are carried over into the next and successive
stages of the life course. The inﬂuence of peers and
schools can also be substantial.44 Mollborn and colleagues43 note the relevance of the life course perspective
for researching health lifestyles in childhood by observing that children begin life with a received health lifestyle
from their parents and/or other caretakers and gradually

transition to an achieved health lifestyle by adolescence.
Age is an important variable in health lifestyle theory,
which can be successfully combined with life course theory to explain obesity-related health lifestyles and how
they evolve in different stages of life.38−44
In related work, Burgard et al.45 examined health lifestyle practices using latent transition analysis in 5 waves
of the Americans’ Changing Lives Study that spanned a
period of 25 years across the middle and late-middle
ages of the participants. They found stability to be more
common than a change in health behaviors, and participants in the obese proﬁle were least likely to change their
lifestyle practices. In addition, Dumas and colleagues46
employed qualitative methods to examine the association of poverty with obesity. They found that the
www.ajpmonline.org
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obesity-related health lifestyle behaviors of young underprivileged women were determined more by family
norms, ill health, and ﬁnancial responsibilities than the
calculated avoidance of obesity.
As for race, an investigation of Black-White differences in health lifestyles by Cockerham et al.47 and cardiovascular disease found that members of both races
engaged in a combination of healthy and unhealthy lifestyles, with those having predominantly unhealthy lifestyles showing an elevated risk of coronary heart disease.
However, a signiﬁcant difference was that Blacks showed
a higher probability of excessive caloric intake than
Whites in each of the 4 lifestyle conﬁgurations, including
the most healthy.

Cultural Capital Theory
Another theoretical approach seen in the social determinants of obesity literature is cultural capital theory. This
theory is based on the work of Bourdieu,48 whose view
of habitus and social class distinctions inﬂuenced health
lifestyle theory. Bourdieu48 identiﬁed 3 types of capital:
(1) social, which consists of social obligations (social
connections), convertible in certain conditions to economic capital and institutionalized in formal titles (like
doctor, general, president/prime minister, or those of
the nobility); (2) economic, which can be converted into
money and institutionalized in property rights; and (3)
cultural, which exists in an embodied state (dispositions
of mind and body), an objectiﬁed state (i.e., cultural
goods), and an institutionalized state (i.e., schooling),
which can be converted, in certain situations, into economic capital and institutionalized in educational credentials.
Food and culture are closely related. Different social
classes and national, racial, and ethnic groups have distinctive foods signifying an expression of their identity
and food tastes. In his seminal work, Distinction,48
Bourdieu compared the preferences of French professionals (upper‒middle class) who opted for light, healthy,
nonfattening, and tasty food with those of the working
class who preferred meals that were hardy, ﬁlling, cheap,
and nutritious. The working-class meal was characterized as abundant, especially for adult males. Professionals also preferred ﬁne wines, and the working class
preferred beer. In these and other instances, the different
classes showed distinct preferences or tastes in food and
drink, indicative of their respective class-based cultures.
This outcome is seen in research in Italy that showed
that children’s food tastes and dietary compliance in
school cafeterias are primarily inﬂuenced by their family’s cultural background and resources.49 Other studies
of obesity using cultural capital theory include research
in Brazil among mothers who were overweight and
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obese. Dietary preferences favored traditional foodstuffs common in childhood and modern-day fast food;
both were high in fat. Although traditional foods were
likely healthier than fast foods, they were consumed in a
living environment that no longer required high energy
for manual labor. Cultural tastes from the past were
being preserved in the present. Consequently, cultural
capital theory can explain obesity when food tastes
reﬂect a distinct culture featuring either fattening or
nonfattening foods.

OTHER SOCIAL DETERMINANTS CONCEPTS
Stress Process
We know that the impact of stress on obesity is substantial.28 Overeating, consuming foods high in calories, fat,
and sugar, along with little or no exercise and loss of
sleep, are common ways people respond to stress.28 A
widely used concept to explain stress that originated in
studies of mental health is the stress process model of
Pearlin51 consisting of (1) stressors (any condition having the potential to arouse the adaptative capacity of the
individual), (2) moderators (coping abilities, sense of
mastery, and sources of social support that mitigate
stress), and (3) outcomes.
The stress universe consists of a continuum with sudden traumas beyond anyone’s control (i.e., natural disasters) and life events anchoring on one end and chronic
strain and chronic traumatic conditions on the other
end. Life events generate stress associated with an event,
whereas chronic strain involves relatively enduring conﬂicts, problems, and threats that people face daily.
Chronic strains include conﬂict-laden social roles, role
overload, or captivity in a role (i.e., a bad marriage).
Conﬂict in such roles can be highly stressful. Chronic
strain may be a more negative source of stress than life
events because incumbency in social roles persists over
time; strain is repeated; and other people are involved in
complementary roles, forming a role set around which
personal relationships are formed and structured. Stress
proliferation occurs when a stressor (primary) causes
additional stressors (secondary), which may be even
more stressful.52
The stress process model holds that not all people
respond to stressors the same way because of differences
in moderators, which inﬂuence different outcomes. The
use of biomarkers and genetic measures are commonly
used indicators of stress, along with life event inventories
and social psychological measures. Various studies have
associated obesity with the stress of childhood adversity,20 weight stigma,28 negative life satisfaction,53 racism,54 and ﬁnancial debt.55 The stress process is also a
central component of life course theory. As people move
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through the life course, their statuses and roles change,
along with the stressors they experience and their available moderators. Responses to stressors may involve
weight gain during the transition to old age.16,18

Social Networks
The concept of social networks is also relevant for
explaining obesity. A social network consists of the social
relationships a person has during day-to-day interaction
that serve as an avenue for exchanging information, opinions, ideas, and affection.56 In medical sociology, a social
network is seen as a structure of relationships connecting
individuals, resources, ideas, and information.11 Such
relationships are not just face-to-face but can also exist in
multiple locations and electronically online.57 Social networks represent linkages between individuals in families,
groups, and communities. Such networks inﬂuence,
advise, suggest, or coerce individuals into taking or not
taking courses of action involving their health. Social networks also provide social support and resources to network members. Network inﬂuence ensues when a person
who is linked to other people who engage in a particular
behavior persuade that person to adopt the behavior.56
A seminal study of social networks and obesity is that
of Christakis and Fowler.2 They investigated the inﬂuence of social networks on the spread of obesity with
BMI data from 12,067 adults assessed regularly from
1971 to 2003 as part of the Framingham Heart Study.
The focus was to examine the extent to which close networks of family and friends inﬂuenced weight gain.
Their ﬁndings showed that individuals had a 57%
chance of becoming obese if they had a good friend who
also became obese, a 40% chance if a sibling became
obese, and a 37% chance if it was their spouse. Weight
gains of neighbors made no difference. Christakis and
Fowler thus concluded that the nature of personal ties
within a social network is important for a person’s
weight, with friendship groups having the most signiﬁcant inﬂuence on body mass.
A similar outcome is seen in research showing that
overweight girls are more likely to try to lose weight if
other overweight girls in their school are doing the same
thing.5 The inﬂuence of a social network on obesity can
be either positive or negative, depending on the network’s characteristics, norms, values, and goals.
Neighborhood Disadvantage
Another area of social determinants research predictive
of obesity is neighborhood disadvantage. In this case,
the focus is on unhealthy urban living conditions.
Research on this topic examines the impacts of the structural characteristics of neighborhoods on the physical
and mental health of the people who live in them. Cities

contain the best that society offers in terms of jobs, amenities, arts and entertainment, and health care, but they
also include pockets of the worst social and living environments. Neighborhoods contribute to good health or,
conversely, harm it in ways that promote obesity.58−65
Health-promoting neighborhoods are clean and safe,
houses and buildings are well maintained, and residents
are respectful of each other and each other’s property.
These neighborhoods have healthier living conditions
and signiﬁcantly better access to health care. However,
health-harmful neighborhoods reﬂect a breakdown in
social order with litter, poorly maintained houses and
buildings, noise, vandalism, grafﬁti, fear, and crime.
There can be a lack of safe places to exercise and buy
healthy food (i.e., food deserts), resulting in more signiﬁcant obesity and poor nutrition. Food deserts are found
in socially disadvantaged neighborhoods lacking healthy
affordable food, leading to unhealthy eating habits
among people who live there.62
For example, Lippert60 ﬁnds that adolescents transitioning to adulthood in poor neighborhoods are more likely to
become obese than those in nonpoor areas. Interestingly,
those who exit poor neighborhoods are more likely to curtail their weight gain than those who remain behind. Other
studies likewise show that neighborhoods with higher levels
of poverty have higher levels of obesity.61 In addition, Burdette and Hill58 suggest a theoretical model of the process
by which perceptions of neighborhood disorder increase
the risk of obesity by causing psychological distress resulting in the chronic activation of physiologic stress, poor diet
quality, and irregular exercise.
Race is also signiﬁcant because neighborhoods with
higher proportions of Black residents are associated with
a greater risk of obesity than those in which the majority
are White.58,63 In addition to the structural impacts of
neighborhoods, areas with high race-related stressors (i.
e., opposition to the Black Lives Matter Movement) have
been associated with high BMI scores and the prevalence
of obesity among Blacks.54 Consequently, it is not just
the physical and built environments of neighborhoods
that are important, but the social environment (i.e., SES,
norms, social networks, lifestyles, stressors, perceptions
of disorder) within neighborhoods also affects body
mass. A recent review of studies on the impacts of neighborhoods on health in the U.S. shows research on BMI
and obesity to be the most common topic investigated.64
Studies of neighborhood disadvantage and obesity
have been linked to life course theory59 and the concept
of neighborhoods as vital places.61 There is also nonrepresentational theory65,66 in geography that focuses on
practices in everyday life that shape the conduct of people toward one another in particular sites that can be
applied to obesity.
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CONCLUSIONS
The selected theories and concepts presented in this
review show the relevance of social disparities for a person’s weight and explain the processes involved. First,
life course theory and its subcategories of cumulative
advantage/disadvantage and cumulative inequality were
reviewed. This theory ﬁnds the origin of obesity usually
beginning in childhood and tracks its development
through the subsequent stages of life. Next was a review
of fundamental cause theory, emphasizing SES as a primary cause of social differences in the levels of obesity.
Stigma and racism are also identiﬁed as fundamental
causes and help to explain weight stigma and Black‒
White differences in obesity.
Another approach is health lifestyle theory that models the social variables (class circumstances, age, gender,
race/ethnicity, collectivities, and living conditions) inﬂuencing lifestyle practices, including those that cause
weight gain. In addition, cultural capital theory was
brieﬂy reviewed, showing the relevance of culture on
food selection and obesity. Finally, the concepts of the
stress process, social networks, neighborhood disadvantage, and their association with obesity are also covered.
For example, people often cope with socially induced
stress by excessive caloric intake, social networks of family and friends inﬂuence an individual’s weight either
positively or negatively, and both the built and perceptual environments within which people live promote
healthy or unhealthy eating. The causal features of stress,
social networks, and neighborhood environments can
also be incorporated into life course, fundamental cause,
and health lifestyle theories. These theories and concepts
provide a broad background for understanding social
disparities and the social determinants of obesity.
The social determinants of obesity are not the entire
story of excessive weight gain but are key variables in the
process, sometimes acting independently of biological
causes and sometimes acting together to cause people to
become obese. Consequently, biomarkers are increasingly being utilized in sociologic studies of weight gain,
as is the use of social variables in gene‒environment
studies, to provide more thorough assessments of the
causes of obesity.4,67,68 Future developments in theories
of obesity in the social sciences will likely incorporate
both biological and genetic views of the causal factors of
obesity into their models where feasible.
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