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Introduction
To understand the relationship between 
stress and obesity, we need to understand 
these terms distinctively. Obesity is 
over 20% of extra body fat than the usual 
accumulation of an individual’s body 
mass index. It mainly happens when one 
maintains an unhealthy lifestyle and poor 
eating habits. Firstly, if we consume three 
meals a day, the high amounts of energy, 
protein, fats, and sugars need to be digested 
and burnt off for the metabolism of the 
body either by some physical activity or 
exercises. When the body consumes too 
much food, and if we do not work out 
our carbs, it results in obesity. Obesity is 
increasing rapidly throughout the world 
and has major consequences for the public 
well‑being. More than 1.9 billion adults 
were overweight and of these over 650 
million were obese and, 39% of men and 
40% of women were overweight.[1] It is 
estimated that over 13% adult population 
of the world were obese. Throughout 
the world prevalence of obesity tripled 
between 1975 and 2016. Obesity is a 
worldwide health challenge that will cause 
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Abstract
Two highly overriding problems that the society is facing today are stress and obesity. This narrative 
review article explains the vicious cycle of how stress leads to obesity and vice versa. Stress and 
obesity are interconnected to each other through different lines of cognition, behavior, and physiology. 
Stress can interfere with cognitive processes like self‑regulation. Stress can also influence behavior 
by indulging in overeating of foods that are high in calories, fat, and sugar. Stress also invigorates 
the generation of biochemical hormones and peptides, for example, leptin, ghrelin, and neuropeptide 
Y. This article also extracts the contribution of weight stigma and social stress in producing obesity 
in an obesogenic process. Recent Studies describe that psychological distress and elevated cortisol 
secretion promote abdominal fat, a feature of the metabolic syndrome, improvements in mindfulness, 
chronic stress, and cortisol awakening response (CAR) were associated with reductions in abdominal 
fat. Mindfulness intervention for stress suggests that mindfulness training improves eating patterns 
and the CAR, which may reduce abdominal fat over time. Obesity has a multifaceted etiology. In 
this review, several factors of stress are identified that affect the development of obesity. This review 
also provides valuable insight into the relationship between obesity and stress.
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an increase in chronic illnesses and is in 
this way described as a worldwide health 
crisis.[2] Diet and workout have been the 
real assignments concerning preventive 
measures and treatment of obesity; in 
any case, different elements are presently 
being all the more firmly considered 
including the role of the HPA axis, 
releasing cortisol.[3] In the previous years, 
there is evidence that stress causes obesity 
especially when there is an increase in the 
levels of the stress hormone cortisol called 
glucocorticoid which plays a crucial role in 
the development of obesity. Glucocorticoid 
redistributes the white adipose tissues to 
the area and increases the hunger pangs and 
craving for energy‑rich food like sugar and 
fat called comfort food.[4] In our modern 
society, the prevalence of obesity is linked 
with an increase in the cortisol production 
which in turn increases chronic stress, 
intake of food with high sugar and fat 
content and less sleep.[5,6]

Stress, on the other hand, is our 
psychological experience that helps in 
the development and maintenance of 
obesity. For this article, stress is defined 
using Andrew Baum’s comprehensive 
characterization: “a negative emotional 
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experience accompanied by predictable biochemical, 
physiological, cognitive, and changes in behavior that 
are directed either toward altering the stressful event or 
accommodating to its effects”.[7] A national survey showed 
a majority of US citizens’ reports moderate to high levels of 
stress.[8] About one‑third of US adults have a BMI of more 
than 30, which falls under the obese category. Stress is 
depicted as a condition in which desires whether, hereditarily 
modified, built up by earlier learning, or concluded from 
conditions, do not coordinate present or foreseen impression 
of the internal or external condition.[9] Stress, both physical 
and mental, can be viewed as a part of life that each 
individual will experience somewhat. Stress is characterized 
as a ‘’condition of undermined or perceived as compromised 
homeostasis’.[10] Stressors, including damage, commotion, 
extreme cold, loss of work and low social standing 
may initiate the stress system and cause an immediate 
or perceived risk of homeostasis.[11] The stress system 
comprises of two noteworthy parts: (i) the sympathetic 
nervous system, which without anyone else’s input and 
by means of the adrenal medulla secretes noradrenaline 
and adrenaline and triggers the fight‑or‑flight mechanism; 
and (ii) the hypothalamic– pituitary– adrenal (HPA) axis, 
which release cortisol, an adrenal cortex‑derived hormone 
that plays a main role in the physiology of stress reactions[11] 
as well as illness.[12]

Methodology
A literature review was undertaken that linked stress 
and obesity from various cognitive, behavioral and 
physiological perspectives. Electronic databases, including 
Medline, Cinahl, Cochrane Library, PscyhInfo and Google 
scholar were searched for relevant studies from articles 
published in English language between 2000 and December 
2020. Search terms used in these databases included, but 
were not limited to: stress, obesity, cognition, cortisol 
awakening response (CAR), metabolic syndrome, leptin, 
ghrelin, and neuropeptide Y, HPA axis and BMI.

Causes of obesity and  stress

There are one or more factors like strong genetic origins,[13] 
eating behavior and environment that causes obesity. 
Nowadays, most of the people eat anything, regardless of 
its nutritional value, without bothering about the quality or 
quantity of the food. Increasing demands and population results 
in introductions of more cultures and traditions, which lead to 
new pop food cultures and the opening of fast food outlets in 
every corner of the world. These kinds of foods are high calorie 
and have trans‑fat content which raises the cholesterol levels, 
particularly the LDL, i.e., the bad cholesterol and can lead to a 
lot of factors such as high blood pressure, heart disease, stress, 
diabetes type 2 and can even cause death.[14]

Even if you are eating ‘comfort food’ in large portions, 
it is still risky and unhealthy as it will cause indigestion. 
Consumption of canned products and sugary drinks 

which are high in sugar as well as fat also leads to 
obesity. In earlier studies, there is evidence that stress 
causes obesity especially when there is an increase in the 
levels of stress hormone cortisol called glucocorticoid, 
which plays a crucial role in the development of obesity. 
Glucocorticoid redistributes the white adipose tissues to 
the area and increases the hunger pangs and cravings 
for energy‑rich food consisting of sugar and fat.[4] High 
levels of cortisol hormone may increase stress‑related 
eating as well.[15] Data suggested by[16] that stress‑related 
eating is more common among women as compared to 
men. There is evidence suggesting the adverse effects of 
stress on eating behavior. For instance, some people skip a 
meal, and some indulge in binge eating.[17] Irregular eating 
pattern increases insulin level in the body.[18] Humans 
are not the only ones who change their eating patterns 
under stress. A study on rats stated that rats eat lard and 
sugar‑rich food when they are stressed.[19] Let us now see 
how obesity and stress are correlated with each other and 
how do they impact our human bodies. In our modern 
society, the prevalence of obesity is linked with an increase 
in the cortisol production which in turn increases chronic 
stress, intake of food with high sugar and fat content 
and decreases the sleep.[5] Chronic stress has various 
emotional and physiological factors like interpersonal 
conflicts, relationship problems, unemployment, loss of a 
close family member, chronic illness, hunger deprivation, 
insomnia and, some drug effects which cause obesity.[20]

Stress can disrupt the activity level by increasing sedentary 
activity or by decreasing physical activity. A survey on 
12000 participants found that higher stress level was linked 
with less physical activity. People having office desk jobs 
have more hectic life which leads to stress as it is already 
so packed up for them.[21] They do not have the energy to 
go back home either by walking rather prefer a conveyance 
such as a bus or a car to go home. To divert their mind 
from the stress, they sit down, relax and watch TV while 
surfing the internet. Nowhere in their minds, have they even 
thought of working out in the gym to burn calories. This 
kind of lifestyle becomes monotonous leading to the stress 
and tension because of working competition pressures 
and health conditions being not maintained parallelly. It 
becomes one of the demotivating factors of one’s lifestyle 
contributing to self‑doubt, and lack of fitness leads to an 
obese body structure.

Relationship between Stress and Obesity
Nowadays, when a patient is diagnosed with any medical 
condition, a doctor examines all the factors related to the 
cause of that condition. One of them is a psychological 
factor that observes the level of mental stability and 
checks if stress is worsening that medical condition or not. 
For example, in autoimmune diseases such as psoriasis, 
particularly psoriatic arthritis, stress is one of the main 
factors which can worsen these medical conditions. In this, 
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a healthy weight has to be maintained, and especially in 
cases of people of older age, not losing weight will put 
them under stress and further worsen their mental and 
physical well‑being and cause a further decrease in physical 
activity leading to obesity [Figure 1].

According to a study, stress has not been given importance 
to understand obesity.[22] There have been studies and 
researches done to examine the relation of the above 
two issues through surveys and psychological methods. 
These studies have classified stress into two categories: 
acute and chronic. In chronic stress, there is a significant 
risk factor of excess weight gain or heart disease.[23] This 
kind of stress is observed when the body’s metabolism 
is not functioning properly during dieting. In general, 
blood pressure and heart rate are measured to examine 
the levels of chronic stress. According to a study there is 
a relationship between chronic stress, food cravings, and 
body mass index (BMI).[24] A community‑based sample 
of 619 adults was collected and their heights and weights 
were measured. Chronic stress had a major direct impact 
on food cravings, and food cravings had a major direct 
impact on body mass index. The overall effect of chronic 
stress on the body mass index was significant. According 
to the research, chronic stress might enhance motivation for 
rewarding substances and behaviors and indicate that high 
food cravings may contribute to stress‑related weight gain.

It has been shown that hunger and stress are correlated 
leading to the phenomenon of “reactive obesity” test.[25] In 
this research, people eat more during the afternoon‑evening 
hours, as proved in the survey. Besides this, as we consume 
all our “guilty pleasures” of having all kinds of comfort 
food, is indeed “guilty” enough, meaning, bad enough for 
the body itself leading to medical stress and psychological 
stress at a higher rate. To figure out the relationship 
between stress and obesity number of experimental and 
psychological research studies were conducted in the past. 

Firstly, the concept of Body Mass Index (BMI) is calculated 
by one’s weight (kg/lbs) divided by the height squared and 
categorized according to the BMI score as BMI of 25‑29 
is overweight, 30‑34 is obese, 35‑40 is severely obese; 
BMI >40 is morbidly obese. Majority of studies have 
determined that the optimal BMI with the least risk for 
mortality is a BMI of 23 to 24.9. BMI below or above this 
range seems to increase mortality risk.[15]

A study engaging medical participants via psychiatric 
interviews was aimed to know their condition by knowing 
how they tackle themselves, their behavior towards certain 
given situation as an example, how do they respond in 
problematic situations, the stability of their mind and 
the personality of the person himself. This study was an 
active way of deciding how the mechanisms of stress 
work mentally in their minds in terms of alternative scale 
levels described.[22] There is use of statistical methods in 
a more logical way with the help of models and further 
calculations based on statistical analysis stating the study 
group and the control group percentages denoting the social 
classification, marital status, education level, psychiatric 
examination, professions, and BMI. From the above, it has 
been seen that the control subjects are facing more primary 
illness rather than obesity. But overall, children of divorced 
parents and the younger generation are more prone to 
obesity comparative to the control group. There are studies 
showing that high emotional behaviors lead to an individual 
eating anything without even considering what he/she is 
eating and how much portion is being consumed during that 
mental trauma or rather depressed state. Thus, the reasons 
for leading stress levels can be genetic, unemployment, bad 
lifestyle choices, personal tensions, food addiction, and an 
unhealthy diet have contributed to the risk of obesity.

Stress to Obesity and Obesity to Stress
One of the most important factors to understand is that 
obesity causes stress and stress causes obesity. Stress affects 
eating behavior, sleep cycle, physical and psychological 
changes which interfere with executive, cognitive and 
self‑regulation function of a human brain. Stress decreases 
self‑regulatory cognitive and executive functioning.[26] A 
study wherein 224 children were given a medium plate 
of candy which they could eat now or later, and it was 
observed that children with higher stress levels ate then and 
there and they also ate a larger quantity of candy. Failure 
in self‑regulation deteriorates human behavior and increases 
eating disorders, sleep deprivation and physical inactivity.[27] 
Obesity is a stress with the presence of the weight stigma, 
which is a vicious cycle in itself where stress leads to obesity 
and obesity leads to stress.[28] Various pathways are finest for 
intervention. Some of them were the[29] mindfulness 4‑month 
eating program and stress‑induced eating.[30]

Some studies also show that eating reduces the 
psychological stress of the HPA axis on the body. Hence 
targeting eating is a greater challenge. New researchers 

Figure 1: Relationship of Stress and Obesity. The vicious cycle of stress and 
obesity shows stress can increase appetite, cravings for fat and sugar-rich 
foods, which further leads to obesity
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have found that if the physiological and biochemical levels 
are targeted, obesity can be eliminated efficiently. The most 
logical pathway is stress itself as it also intervenes in stress 
stigma and helps in reducing obesity[31‑34] [Figure 2].

Cognition

Self‑Regulation can be defined in many ways. It involves 
controlling behaviors such as bad eating habits and low 
physical activity which is required to prevent obesity.[35] 
Stress can interfere with brain functions which are essential 
for self‑regulation.[36] A study by[37] stated that stress 
can also trigger unhealthy eating by hindering cognitive 
emotion regulation.

Sleep duration

Stress is known as a sleep disruptor.[38] Sleep is an important 
indicator of overall good health. The decrease in sleep 
duration is directly proportional to obesity.[39] A review of 
31 cross‑sectional studies found that a decrease in sleep 
duration is directly associated with obesity and overweight 
and other abdominal adiposity markers.[40] Another model 
is based on the results of experimental studies on sleep 
deprivation that connect poor bedtime habits like going 
to bed too late leads to weight.[40] Thus, many pathways 
connect decreases in sleep duration to obesity.

Reward processing and gut microbiome

Foods higher in sucrose and fat through reward processing 
motivate people to overeat them.[41] Fat and sugar‑rich 
foods have addictive qualities. Stress triggers the release of 
dopamine, a neurotransmitter that increases the desire for 
foods which leads to obesity.[42] Another pathway that links 
stress to obesity is the gut microbiome. There is evidence 
suggesting that the gut microbiome is responsible for stress. 
An animal study has shown that the gut microbiome is 
affected by acute and chronic stress.[43,44] The gut microbiome 
also affects the eating behavior in animals, but as of now, 
there is less human literature on gut microbiome & obesity.

Role of Hormones in Obesity
Leptin, Ghrelin, and neuropeptide Y are the biochemical 
hormones that are pertinent to weight gain & obesity.

Leptin and Ghrelin
In contrast to stress & cortisol, a small amount of literature 
found for leptin and ghrelin’s response to stress. One study 
stated that leptin decreases appetite and ghrelin increases 
it.[45] Another study examined that leptin increased stress 
generated eating.[46] For this, study participants were 
repeatedly sampled for leptin and were offered a range of 
high & low fat sweet and savory foods. Those participants 
who reacted to the stressor with the most leptin ate a little 
amount of high fat sweet food. Stress could, therefore, 
lead to obesity and leptin resistance by increasing leptin 
repeatedly. According to a study, Ghrelin stimulates food 
cravings and plays an important role in reward‑driven 
eating behaviors.[47] Compared to leptin, ghrelin constitutes 
a simpler path from stress to obesity.[48] In their study, they 
noticed that ghrelin levels increased in stressful conditions. 
In a study, post‑stress participants were offered food which 
led to a decrease in ghrelin levels in non‑emotional eaters.

Neuropeptide Y
It is a peptide biochemical hormone that stimulates 
appetite[49] and lipogenesis[50] and converts glucose into 
fat. Most of the evidence from animal studies shows that 
chronic stress stimulates the secretion of NPY.[51] This area 
needs further research as this study did not show high food 
intake related to ghrelin levels and increase adiposity.[52] 
Overall animal & human studies examined the ability of 
NPY to raise the effect of stress on obesity, but this area 
needs more research.

How can Social Stress Contribute to Obesity?
Here we will focus on how chronic stress plays a major role 
in the development of obesity and what are its effects on 
the lifestyle preferences, food consumption and the regional 
distribution of adipose tissue. There is evidence from both 
human and animal studies which show a linkage of the 
nervous system to hypothalamic‑pituitary‑adrenal axis 
hyperactivity with the issue of obesity and how stress comes 
to a role‑play altering the food patterns and promoting 
human being’s craving for “comfort foods”.[53] Over the 
past decades, obesity has risen dramatically due to a 
sedentary lifestyle and overeating unhealthy foods including 
genetic, cultural, and industrial factors. In perspective of 
social aspects, this kind of stress is faced by people who 
are dealing with socioeconomic status, personal conflicts 
with family, friends and colleagues, stressful working 
atmospheres, high level of self‑doubt, low self‑esteem, 
underestimating oneself, maintaining office life versus home 
life etc.[54‑57] As chronic factors, they affect body weight 
drastically and increase the belly fat. All these factors can 
be controlled if these are addressed properly with the easy 
accessibility of the health care, counselling, supportive 
resources which could result in steady control of managing 
social stress with the participation of society.[58] Stress 
also has an impact on the food diet and its lifestyle. Many 

Figure 2: A pathway that shows how stress leads to obesity. Stress can have 
a direct effect on cognition, our behaviour, and physiological functions. It 
can also trigger the release of biochemical hormones thus increasing the 
desire for foods, which eventually leads to obesity
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people have said that whenever they have stress either they 
eat a quantitative amount of “comfort foods” or they have 
a loss of appetite. This depends on how these ‘stressors’ 
reflect different personalities in different ways. Also, 
‘craving’ leads to an increase in food intake of high content 
in sugar and fat, i.e., carbohydrates.[59,60] Although it satisfies 
our mind for a temporary time then gets into an aggravated 
state of multiple mood swings. Thus, chronic stress occurs 
due to the easy access of high‑palatable “comfort foods,” 
energy‑dense foods and lack of active physical environment 
which sets the rise of obesity in a drastic manner.

Stress and the HPA Axis
In health, stress is defined to disturb the equilibrium of the 
human physiological balance. Although it is considered a 
negative aspect, its response is there to check on how to 
tackle this homeostasis (equilibrium).[61] In acute stress, 
there is a functioning system of the autonomic nervous 
system (ANS) which gets activated with the following axis 
known as the hypothalamic‑pituitary‑adrenal (HPA) axis 
this controls the functioning of the blood pressure, heart 
rate, digestion, hormone release, and respiration.[62] How 
does the sensory system and endocrine framework work 
during distressing circumstances? The endocrine system 
under chronic stress brings up many changes. Endocrine 
system comprises organs, hormones, circulation and target 
organs. The major endocrine organs engaged with the stress 
response are pituitary, adrenal and thyroid gland.

The hypothalamus is a small structure present underneath 
the thalamus or above brain stem. It joins the nervous 
system to the endocrine system through the pituitary 
gland. It controls the secretion of hormones from the 
pituitary gland. Hypothalamus communicates with the 
remainder of the body through the autonomic sensory 
system, sympathetic nervous system. Under stress, bodies 
release ACTH (adrenocorticotropic hormone) which further 
stimulates the release of stress hormone called cortisol

Triggering the HPA Axis
There is also a kind of “fight or flight” response through the 
system of the sympathetic nervous system (SNS),[63] which 
tends to increase all of the functioning under the ANS. The 
HPA axis is lingered due to stress as the Paraventricular 
nucleus of the hypothalamus (PVN) is triggered. HPA axis 
plays an important role in the body’s natural reactions to 
stress.

What happens in stressful circumstances?

• The hypothalamus releases a hormone called the 
corticotropin hormone (CRH). CRH signals the 
pituitary gland to release the Adrenocorticotropic 
hormone (ACTH) into the bloodstream.

• The released ACTH goes to the adrenal gland where it 
prompts the release of glucocorticoids from the adrenal 
cortex.

• One of these glucocorticoids is Cortisol which has a 
significant job in stress response.

• With an increase in cortisol level, epinephrine and 
norepinephrine are released from adrenal medulla.

• The release of cortisol causes various changes that help 
the body to manage stress. For instance, it encourages 
the body to prepare vitality like glucose [Figure 3].

Negative Feedback Component
What happens when cortisol level turns out to be high 
in blood?

When abnormal levels of cortisol reach the receptors in the 
nerve center, the body shuts down the stress response. Thus, 
the HPA response is ended through the negative response 
by the ACTH and the CRH release of hormones and also 
counterbalanced the ANS, meaning that although stress is 
needed to check the survival but it has to be monitored 
as well so that the homeostasis would be maintained 
throughout[64,65]

How cortisol causes belly fat?

When there is an increase in stress, there is an increase 
in blood glucose which results in an increase in insulin 
level. When insulin levels are constantly raised, the cortisol 
causes insulin resistance which subsequently increases 
belly fat. We even observe numerous medical issues like in 
Cushing Syndrome, when cortisol is incessantly raised, it 
makes individuals gain weight.

Figure 3: Made correction in figure “Adrenal Gland instead of Anterior 
Pituitary” 
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Mindfulness Intervention for Stress Eating to 
Control Obesity
It’s established that stress is related to obesity and 
vice‑versa. Obesity and stress cause psychological issues, 
health problems, lack of sleep etc. To overcome stress and 
obesity, it is important that we understand that they both 
are to be studied together. To remove the excess fat from 
the body, focus on serotonin, cortisol and neuropeptide Y 
can help significantly.[66] One must break the cycle and eat 
consciously. Smaller portions of food intake are suggested 
than heavy meals with high‑calorie intake. Simply skipping 
meals is also another mistake that should be avoided. The 
body needs a certain amount of calorie else the cycle for 
stress and obesity will never end. Eating right and eating 
timely is one of the biggest busters to deal with stress and 
obesity.[67]

We all know that obesity causes stress and stress causes 
obesity. Hence to reduce stress one has to control obesity 
and to remove chronic stress from one’s life, one has to 
lose all the abdominal adiposity and excess fat. A study 
was performed on 47 women for four months who were 
obese and overweight. They were analyzed to study the 
effects of a mindfulness intervention for stress eating 
and abdominal fat. Results from the above exploratory 
controlled study on obese women showed that Mindfulness 
training benefits obese women are protecting them from 
metabolic syndrome. It improved their eating patterns, 
responsiveness, CAR which helps in reducing anxiety, 
serum cortisol level, and abdominal fat by.[28]

The abdominal fat reduction did not take place across 
all participants. Participants who consciously reduced 
their emotional eating and chronic stress seemed to have 
benefited more from the mindfulness program. This is the 
first study to acknowledge that CAR was reduced to a 
greater extent in treatment group participants than control 
groups. There was also prevention from gaining weight 
across a subgroup of obese participants. The exercise did 
not help in reducing abdominal adiposity across lumbar 
vertebrae ‑‑ the part with huge visceral fat. There was an 
appropriate dose response that supported the theory of 
improvements in psychological level due to intervention 
leading to further improvements in mindfulness. If this 
program is integrated with active weight loss strategies, it 
may lead to a substantial decrease in abdominal adiposity.[68]

Mindfulness intervention helps in reducing the abdominal 
adiposity over time by simply improving eating habits and 
CAR (cortisol awakening response). CAR is measured 
using the Salivary Cortisol wherein the samples are 
collected from the participant’s right after waking up, 
30 minutes post and just before sleeping for four days 
of pre and post treatment. Four days of assessment was 
needed to ensure the presence of a trait measure.[69] Apart 
from that, there were also Serum Cortisol measures that 
checked the empty stomach early morning blood samples. 

A standard stadiometer, digital scale, tape measure, DEXA 
scans are used to measure the height, weight, waist 
circumference, body fat.

Mindfulness skills were also assessed through KIMS 
by (Baer, Smith &Allen 2004) computerized questionnaires 
that focused on the observation, expression, participation, 
attention and acceptance skills, Body Responsiveness Scale 
by[70] appraised on the relationship between the physical and 
the psychological states, Wheaton Chronic Stress Inventory 
helps in calculating the impact of relationships, work, 
problems in life, etc. on one’s life and measures the level 
of stress,[71] and The Perceived Stress Scale appraise on a 
participant’s response and perception to some stress reacted 
issue experienced in the near past,[72] State‑Trait Anxiety 
Scale,[73] Dutch Eating Behaviors Questionnaire (DEBQ) 
assesses restraint, emotional and external based eating.[74] 
Dietary Restrained analyses behavior while try to restrict 
consumption because of being overweight. Anger, anxiety, 
fear triggers emotional eating and external eating assesses 
the impact of the smell of food, the presence of other 
people eating in front of the participant.

The intervention program was developed by extracting 
guided meditation practices that help in realizing 
stomach fullness and satisfaction, food cravings and 
triggers from Mindfulness‑Based Eating Awareness 
Training (MB‑EAT),[75] mindful yoga stretches, 
sitting meditations from Mindfulness‑Based Stress 
Reduction (MBSR),[76] and 3‑minutes breathing space from 
Mindfulness‑Based Cognitive Therapy (MBCT).[70]

Conclusions
Stress and obesity are interrelated, and one leads to the 
other. They both should be studied together. To eliminate 
obesity, one has to target stress itself. This is the most 
efficient way of interfering in the weight stigma and 
correcting the cause. Social stress can be managed by 
healthcare and supportive organizations along with 
participation with the society. Stress is definitely not 
the only factor involved in obesity— many genetic and 
environmental causes contribute to it, but it is one of the 
biggest reasons contributing towards it. Few commonly 
observed reasons behind stress are chronic social stress, 
often arising from poor interpersonal relationships, job or 
unemployment, poor self‑esteem, and low socioeconomic 
status and so on. Researches have revealed that people 
eat more in stress as compared to when they are happy 
because of the release of a hormone by our body called 
cortisol during stress. However, stress‑induced eating can 
be hard to eliminate because eating is pleasurable. Also 
due to lack of awareness, combating stress is not even part 
of the conversation for obesity prevention and treatments. 
A close examination of the patient’s lifestyle, gender, and 
psychological state can also help in analyzing the root 
cause of obesity. Current algorithms to treat obesity focus 
mainly on decreasing energy intake and increasing energy 
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expenditure. Thus, it is advisable for doctors to help their 
patient in taking mindfulness training that may improve the 
ability to cope effectively with stressful experiences and 
reduce the reliance on “comfort foods” to manage stress 
or other negative emotions promoting more favorable body 
fat distribution over time. It sounds easy but is difficult 
to implement especially for someone who is combating 
stress over a long period of time consistent mind training 
can help in developing healthy food habits. Self‑realization 
of stress eating and combating it through measures like 
walking, taking a bath meditating for 10 minutes, etc. can 
also help reduce stress and allow the cravings to pass.
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