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LESSONS LEARNED AT THE INTERFACE  
OF MEDICINE AND PSYCHIATRY
The Psychiatric Consultation Service at 
Massachusetts General Hospital sees medical 
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require the integration of medical and psychiatric 
knowledge. During their twice-weekly rounds, 
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Service discuss the diagnosis and management  
of conditions confronted. These discussions  
have given rise to rounds reports that will  
prove useful for clinicians practicing at the 
interface of medicine and psychiatry.
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Obesity: Its Epidemiology, Comorbidities, and Management
Jana Jarolimova, BS; James Tagoni, DMD, MD; and Theodore A. Stern, MD

Have you ever wondered why people allow themselves to become 
obese? Have you ever been frustrated by not knowing how to help 

your obese patients control their appetite and weight? Have you assumed 
that psychiatric conditions can drive weight gain and its downstream 
complications? If you have, then the following clinical vignette and 
discussion should prove to be a useful stimulus for learning more about 
obesity, its assessment, and its treatment.

CASE VIGNETTE
Ms A, a 49-year-old woman with a history of severe obesity, bipolar 

disorder, anxiety, and multiple medical problems, was admitted to the 
hospital with severe anasarca and a chronic pleural effusion. 

At age 40 years, she underwent gastric bypass surgery. In the 2 
years that followed, Ms A lost almost 200 lb. However, over the next 6 
years, she regained most of that weight, and she reached her maximum 
weight of 375 lb at age 48. At that time, Ms A developed progressive, 
bilateral, lower-extremity edema that gradually became diffuse and most 
prominent in the dependent portions of her body. A workup revealed 
severe hypoalbuminemia as well as vitamin and nutrient deficiencies. 
Soon afterward, Ms A was admitted to a long-term rehabilitation facility 
for management of severe deconditioning, muscle wasting, chronic 
hypoalbuminemia, widespread anasarca, a nonhealing right leg wound, 
and a persistent right pleural effusion. Over the following months, staff at 
the rehabilitation facility became concerned about Ms A’s capacity to make 
decisions about her eating. Despite strict nutritional recommendations, 
Ms A developed an intense aversion to food, citing lack of appetite and 
unhappiness about her weight and body habitus, while often blaming other 
facility residents for being too “disgusting” for her to eat around them. Ms 
A’s clinical condition continued to deteriorate, and she required hospital 
admission for more active management.

WHAT IS OBESITY AND HOW IS IT CATEGORIZED?
The most basic definition of obesity refers to having excess fat. Measuring 

body fat can be cumbersome (ie, measuring the percentage of body fat). 
Two common methods to assess the degree of obesity are measuring waist 
circumference, a surrogate for abdominal fat, and calculating the body 
mass index (BMI). Large waist circumference (> 40 inches for men and 
> 35 inches for women) has been shown to be an independent predictor 
of risk factors for obesity and increased morbidity.1 Waist circumference 
has been shown to be the anthropometric index that best predicts the 
distribution of adipose tissue in fat compartments such as the abdominal 
region.2 Certain body shapes among obese individuals have a strong 
relationship with an increased incidence of type 2 diabetes mellitus and 
metabolic syndrome. Apple-shaped individuals have increased visceral fat 
and a higher incidence of these diseases.3 Pear-shaped individuals have 
increased subcutaneous fat and a lower risk of these diseases.3 The BMI 
quantifies the relationship between height and weight4 and is calculated 
as weight (kg)/height squared (m2). Obesity is defined as a BMI > 30. 
This definition is further subdivided into obesity classes 1 (30–34.9), 2 
(35–39.9), and 3 (> 40). These classifications allow for identification of 
individuals at increased risk of obesity-associated complications and for 
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specific disorders.4 Overweight in children is defined as 
a BMI > the 85th percentile,5 while obesity in children is 
defined as a BMI > the 95th percentile.2

HOW COMMON IS OBESITY?
The prevalence of obesity in the United States continues 

to increase. In the United States, obesity has increased from 
20.9%6 to 33.8%7 over the last decade. The prevalence of 
obesity among immigrants to the United States varies among 
subgroups, but it is more common among Latin/Caribbean 
immigrants who are living above the poverty level.8 Those 
who have lived in the United States longer also have higher 
rates of obesity. Interestingly, a higher prevalence of obesity 
among immigrants living in the western United States has 
been noted, contrary to trends seen in the native population.8 
The prevalence of obesity in Hispanic women and men is 
higher than in other ethnic groups.4 Black women tend to 
have higher rates of obesity than white women, while white 
men tend to be obese more often than black men.4 Unlike the 
adult population, which has seen an increase of obesity in the 
last decade, the level of obesity among children has stabilized 
over the last decade. During 2007–2008, 16.9% of children 
(2–19 years old) were obese (ie, > the 95th percentile).9 

The trend of increasing obesity is also of concern 
because of its economic impact, increased comorbidities, 
and associated decreased lifespan. Most Americans tend to 
have an increase in weight of 0.2–0.8 kg (0.44–1.76 lb) per 
year.10,11 This weight gain has been largely attributed to the 
holiday period between Thanksgiving and New Year’s Day 
when American adults tend to gain 0.48 kg (1.06 lb).12 When 
applied to the population as a whole, these trends become 
alarming, as some studies estimate that, by 2030, nearly 
51.1% will be obese.13

WHAT BIOLOGICAL AND PSYCHOLOGICAL  
FACTORS CONTRIBUTE TO OBESITY?

The biology of obesity is multifactorial; it includes genetic 
and endocrine defects. To date, only a handful of well-
characterized single-gene disorders have been associated 
with obesity. Contributing factors include the melanocortin 
peptides that play a role in energy homeostasis14; the “ob” 
(obese) gene, which appears to regulate the body fat reserve15; 
and gastric inhibitory peptide, which aids in the absorption 

of ingested fat.16 However, these disorders account for only 
a small proportion of obese individuals. In addition, there 
appears to be a genetic influence and a degree of heritability 
of BMI and obesity.17 The current understanding of obesity 
does not completely align itself with the notion that weight 
gain versus weight loss is simply a balance between energy 
intake and energy expenditure. A “set-point” of body weight 
is believed to play a role in some individuals’ difficulty in 
reducing their body weight. A study of 18 obese subjects and 
23 nonobese subjects showed that a weight loss of 10% to 
20% correlated with a decreased resting energy expenditure; 
the same was true of a 10% weight increase for increased 
resting energy expenditure.14

There is no clear psychological or psychiatric cause for 
obesity, but there are psychiatric conditions that contribute 
to the development of obesity. Some of the more clearly 
elucidated of these are seasonal affective disorder and 
atypical depression.18 Among obese patients undergoing 
bariatric surgery, nearly 50% have a history of mood or 
anxiety disorder.19,20 Thus, there is evidence that psychosocial 
factors are implicated in the development of obesity.

WHAT COMPRISES AN EVALUATION OF OBESITY?
It is important for primary care physicians to evaluate 

obesity, as it is associated with higher mortality and comorbid 
conditions (eg, diabetes mellitus, hypertension). Once a 
diagnosis of obesity has been made, an assessment of risk 
factors and a treatment plan can be formulated; however, 
evaluation is not as common (or as easy) as it may seem. 
A retrospective study from the Mayo Clinic, Rochester, 
Minnesota, identified 9,827 patients who underwent general 
medical examinations; of these, 2,543 were found to be 
obese, but only 19.9% of these obese individuals received a 
diagnosis of obesity and 22.6% had an obesity management 
plan formulated.21 A correlation between childhood/
adolescent obesity has been found in most studies, although 
the strength of this correlation varies. Guo and Chumlea22 
conducted a retrospective cohort study of 555 women and 
men and found that being overweight/obese at younger ages 
(which included 18, 13, and < 13 years old) was predictive 
of one’s BMI at 35 years of age. The strongest predictor in 
this study was the BMI at age 18 years (odds ratio of 14.9 
and 27.7 for men and women, respectively).21 In contrast, a 
study from an Australian cohort by Magarey and associates23 
of 155 boys and girls showed that one-third of overweight 
and obese adults (20 years old) were overweight or obese 
in childhood at the ages of 2, 8, and 11 years old. They also 
noted that the relative risk increased with increasing age, due 
to the fact that the interval to early adulthood decreases with 
increasing age; however, the relative risk for being obese was 
greater than 1 at every age.23

A large impact of obesity is derived from the psychosocial 
burden on patients. Chronic obesity that begins in childhood 
as opposed to onset in adolescence is associated with 
oppositional defiant disorder and depressive disorders.24 A 
cohort study of obese women noted that they were more 
likely to have completed less schooling, were less likely to 
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Patients with psychiatric disorders are especially prone to   ■
the development of obesity and metabolic derangements.

Physicians caring for patients with psychiatric disorders  ■
should conduct careful assessments of obesity risk factors 
and metabolic derangements.

Numerous treatment modalities have shown success in the  ■
treatment of obesity in patients with psychiatric disorders as 
well as those in the general population.

Patients with preexisting mental illness or disordered eating  ■
are especially vulnerable to complications following bariatric 
surgery.
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be married, and were more likely to have lower household 
income and higher poverty rates compared to their nonobese 
counterparts.25 Eating disorders are also common (nearly 
20%–40% of obese patients in at least 1 study26) among 
obese patients. Mood disorders constitute another class of 
comorbid conditions among obese individuals.27 Obese 
patients additionally tend to have higher rates of depression,28 
a condition that may affect treatment adherence; hence, a 
thorough psychiatric evaluation may facilitate treatment.

WHAT COMPLICATIONS CAN ARISE  
AS A CONSEQUENCE OF OBESITY?

Obesity has long been associated with increased morbidity 
and mortality. Among the well-known complications of 
severe obesity are increased risks of developing diabetes, 
hypertension, and hyperlipidemia. The development of 
type 2 diabetes mellitus has been associated with obesity 
in all ethnic groups and is positively correlated with BMI.29 
Similarly, excess body weight is thought to account for up 
to one-fourth of cases of hypertension in adults.30 Obese 
individuals, especially those with central fat distribution, are 
at increased risk for several abnormalities in lipid metabolism, 
namely, high serum cholesterol, low-density lipoproteins, 
and very low-density lipoproteins  and triglycerides, as well 
as a mild reduction in serum high-density lipoproteins.31,32 
Heart disease and ischemic stroke are other significant 
and well-evidenced complications of morbid obesity.33,34 
Obesity also increases mortality from a number of cancers, 
most significantly of the esophagus, colon, rectum, liver, 
gallbladder, pancreas, and kidney, as well as non-Hodgkin’s 
lymphoma and multiple myeloma.35 Severe obesity has been 
associated with an increased rate of death from all causes36 
and decreased life expectancy37 regardless of age, smoking, 
educational achievement, geographic region, and physical 
activity levels.

WHEN (AND HOW) CAN PREVENTION  
OR TREATMENT OF OBESITY BEGIN?

Prevention of obesity should begin in childhood and 
adolescence, as research in women has shown that being 
overweight in adolescence is independently correlated 
with an increased risk of premature death in adulthood.38 
However, for those adults who present to their physicians with 
preexisting obesity, primary care providers play a key role in 
screening and treatment. The US Preventive Services Task 
Force recommends that clinicians screen all adult patients for 
obesity (calculating the BMI) and offer intensive counseling 
and behavioral interventions to promote sustained weight 
loss for obese adults.39,40 Guidelines from the American 
College of Physicians recommend that clinicians counsel 
all obese patients on lifestyle and behavioral modifications 
and work with each patient to determine individual goals for 
weight loss and improvements in other parameters (such as 
blood pressure and fasting blood glucose).41 Unfortunately, 
brief counseling interventions in the clinical setting have 
not reliably led to significant reductions in weight over 
the long-term. Instead, modest success has been seen with 

more intensive interventions, such as nutrition education, 
individualized goal-setting, behavioral approaches, walking 
groups, and other social activities.42 Physicians should provide 
information to all obese patients on their increased health 
risks and should refer patients to intensive, multidisciplinary 
programs for weight loss and physical activity (if they have 
access).

WHAT MODALITIES EFFECTIVELY TREAT OBESITY?
Management of overweight and obesity starts with a 

combination of diet, exercise, and behavioral modification. 
Behavioral treatments for obesity have aimed at either 
decreasing energy intake or increasing energy expenditure; 
those that focus on decreasing energy intake generally 
have a greater potential for achievement of weight loss. A 
plethora of diets exists, and the selection of a diet should 
start with the patient’s preferences. A realistic expectation 
for dietary therapy is a loss of at least 5% of body weight 
after 6 months; if this is maintained and accompanied by 
improvement in associated risk factors, then dietary therapy 
can be considered successful. Unfortunately, over half of all 
patients reach a plateau before losing 10% of their initial 
(prediet) body weight. Exercise, similarly, should be tailored 
to the patient’s preferences; often, the incorporation of short 
periods of activity into one’s daily schedule can be as effective 
as achieving weight loss with structured exercise (eg, aerobics 
classes).43 Structured behavioral interventions in primary 
care settings have produced significant weight loss compared 
with no intervention at all.42

The American College of Physicians recommends that 
pharmacologic therapy be offered to obese patients who have 
failed to achieve their weight loss goals through diet and 
exercise alone. Pharmacologic therapy can be considered for 
patients with a BMI > 30 or a BMI of 27–30 with comorbid 
conditions44; the choice of agent depends on the specific side 
effect profile and the patient’s tolerance of those side effects. 
Prior to July 2012, orlistat was the primary pharmacologic 
agent used for treatment of obesity; however, the US Food 
and Drug Administration has approved 2 new agents for the 
treatment of obese patients: a controlled-release preparation 
of phentermine and topiramate and lorcaserin. When 
considering pharmacologic treatment, it is critical to involve 
the patient in a discussion of drug side effects, the lack of 
long-term safety data, and the temporary nature of weight 
loss achieved with medications.44

Finally, bariatric surgery is becoming an increasingly 
common therapy for obesity that has failed to respond to 
other treatments. Indications for bariatric surgery stipulate 
that the patient must be well-informed and motivated, have 
a BMI > 40 or between 35 and 40 with serious comorbidities 
(such as diabetes, sleep apnea, or degenerative joint disease), 
have an acceptable surgical risk, and have failed previous trials 
at nonsurgical weight loss.41 Bariatric surgery encompasses 
a range of procedures, from purely restrictive procedures 
(such as gastric lap banding) to combined restrictive and 
malabsorptive procedures (such as the Roux-en-Y gastric 
bypass). Although bariatric surgery carries inherent risks, 
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the safety of the procedures has improved significantly 
since the early days of these operations.45 The majority 
of patients undergoing bariatric surgery for obesity 
experience improvement or complete resolution of diabetes, 
hypertension, hyperlipidemia, and obstructive sleep apnea46 
in addition to significant and sustained weight loss.

WHAT ARE THE LONG-TERM WEIGHT LOSS  
RESULTS FOLLOWING BARIATRIC SURGERY?

Bariatric surgery results in significant and relatively 
sustained weight loss. In one meta-analysis of 10,172 
patients,46 the mean excess weight loss for all surgery types 
was 61.2% (95% CI, 58.1%–64.6%). In most cases, weight 
loss outcomes did not differ significantly at 2 years or less or 
at more than 2 years after the procedure. Thus, the majority 
of the excess weight was lost during the first 2 years following 
surgery, and a significant percentage of this weight was not 
regained.

In a prospective Swedish study of post–bariatric surgery 
patients,47 weight change was maximal 1 year after the 
procedure. After 2 years, total weight had decreased by a 
mean of 23.4% in the surgical group (compared to 0.1% 
in a conventionally treated control group). After 10 years, 
however, mean weight loss in the bariatric surgery group was 
16.1% below inclusion weight, indicating some measure of 
weight was regained despite persistently significant weight 
loss.47 However, at 10 years after the procedure, 8.8% of 
gastric bypass patients, 13.8% of vertical-banded gastroplasty 
patients, and 25.0% of gastric-banding patients had a loss 
of less than 5% of their inclusion weight, indicating either 
initial failure of weight loss or relapse. Bariatric surgery is 
thus an effective method of achieving clinically significant 
weight loss for the vast majority of patients.47

WHAT COMPLICATIONS CAN DEVELOP  
FROM THE TREATMENT OF OBESITY?

While the health risks of obesity justify targeted 
treatment, available therapies are not without risks. Diet 
and exercise therapy are associated with the lowest risk, 
while pharmacotherapy and bariatric surgery carry 
significantly higher risks of complications and adverse 
events. Orlistat, until recently the most commonly used 
adjunctive drug therapy, has predominantly gastrointestinal 
side effects (including cramps, flatus, fecal incontinence, 
oily spotting, and flatus with discharge)48,49 that typically 
occur early following initiation of treatment and subside 
with enhanced adherence to the recommended dietary 
intake of no more than 30% fat.50 Decreased absorption 
of fat-soluble vitamins A, D, E, and β-carotene has been 
reported, and benefit may result from supplementation 
with these vitamins during therapy.48 Safety profiles of the 
newly approved pharmacologic agents are still incompletely 
understood, although some cardiovascular effects such as an 
increase in heart rate of the controlled-release preparation of 
phentermine and topiramate have already been noted.51

Bariatric surgery is associated with a number of 
perioperative and postoperative complications, some of 

which, such as band erosions or marginal ulcers, are specific to 
bariatric surgery, while others, such as deep vein thrombosis 
or venous thromboembolism, are common to many types of 
surgery.45 While these complications occur more frequently 
in extremely obese patients,45 the overall rate for experienced 
surgeons is low.45,46 Metabolic derangements and electrolyte 
abnormalities occur most frequently with the malabsorptive 
or combination procedures and are due to inadequate 
intake of nutrients as well as to decreased absorption by the 
anatomically altered gastrointestinal tract.52

Additionally, following bariatric surgery, many patients 
who have experienced massive weight loss continue to suffer 
from perceived deformities due to excess skin. This excess skin 
is unsightly, can be painful, and can increase susceptibility to 
intertriginous infections. Consequently, the rate of surgical 
“body contouring” procedures has grown dramatically in 
recent years, with over 50,000 such procedures performed 
in 2004 alone.53 Furthermore, many patients experience a 
profound alteration in their psychosocial function following 
the dramatic weight loss that usually results from bariatric 
surgery, and these changes may lead to exacerbations of 
preexisting psychological conditions or difficulties with 
coping that may be best addressed by an experienced 
psychologist or psychiatrist through a long-term support 
group.

DO PHYSICIANS AND LAYPEOPLE FEEL  
NEGATIVELY ABOUT OBESE INDIVIDUALS  

AND TREAT THEM DIFFERENTLY?
Unfortunately, research has repeatedly shown that 

obese individuals are subject to obesity stigmatization both 
in the public sphere and in the health care setting. The 
overwhelmingly negative views of obesity prevalent in the 
public arena and in the media lead to a negative self-perception 
by obese individuals and a shared negative perspective by 
health care practitioners.54 Some of the common negative 
stereotypes associated with obesity include laziness, lack 
of willpower, and emotional and moral instability.54 These 
perceptions may lead obese individuals to avoid contact with 
the health care profession through primary care and thus fail 
to receive adequate care and follow-up for obesity-related 
health conditions (such as diabetes).54 A number of studies, 
mostly of women, have shown that those with a higher BMI 
are more likely to delay seeking routine care, including 
screenings such as pap smears or mammography.55,56 
Another study found a positive correlation between patients’ 
negative perceptions of their weight and weight-related 
reasons for a delay in or avoidance of seeking care.57 Smaller 
qualitative studies in obese men have also found that stigma 
against obesity plays a role in their ability to make positive 
lifestyle changes.58 In addition, studies have identified lower 
levels of physician respect59 for obese patients as evidenced, 
for example, in one study showing a negative correlation 
between patients’ BMIs and their physicians’ perceived levels 
of their medication adherence.60 Since obesity has repeatedly 
been associated with increased rates of depression, decreased 
quality of life,61,62 and significant comorbidities and adverse 
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health outcomes, it is important to address the stigma of 
obesity as a factor that negatively affects the willingness of 
obese patients to seek care.

ARE THERE PSYCHIATRIC PRECURSORS TO  
AND PSYCHIATRIC IMPACTS OF OBESITY?

Many studies have assessed the association between 
psychiatric illness and obesity and have evaluated various 
models of obesity treatment and behavioral change in 
patients with mental illness. A positive association between 
psychiatric disorders and the development of obesity has been 
demonstrated for multiple mental disorders, including mood 
disorders,63–65 personality disorders,66 and schizophrenia.67 
These correlations vary from 1.2–1.5 for major depression 
and bipolar disorder to 2.8–3.5 for schizophrenia. Similarly, 
obesity has been identified as one of the common comorbid 
conditions associated with bipolar disorder.68 The associations 
between obesity and psychiatric disorders are complex and 
most likely involve a combination of poor self-care/lifestyle, 
illness-related symptoms, lower income, metabolic side 
effects of various psychiatric medications, and possibly the 
subsequent development of mood disorders related to effects 
of the stigma associated with obesity. While the exact causal 
and temporal relationships between these 2 variables remain 
to be fully elucidated, the need for adequate obesity-related 
care in the primary care setting for patients with psychiatric 
disorders is clear.

While obviously not responsible for the full association 
between mental illness and obesity, psychotropic medications 
are a well-known contributing factor to obesity rates 
among psychiatric patients. Weight gain is a side effect 
of antipsychotic medications that affects 15% to 72% of 
patients being treated for schizophrenia, and antipsychotic 
medication has been associated with weight gain in patients 
with bipolar disorder as well.67 Weight gain is known to 
be highest with clozapine and olanzapine compared with 
other antipsychotic agents. However, all antipsychotics 
have been associated with weight gain in treatment-naive 
patients; antidepressants and mood stabilizers have also been 
associated with weight gain.67

WHICH INTERVENTIONS CAN TREAT OR PREVENT 
OBESITY IN PATIENTS WITH PSYCHIATRIC ILLNESS?

The majority of outpatient interventions aimed at 
reducing obesity among patients with psychiatric illness 
have been studied in patients with severe mental disorders, 
most commonly schizophrenia and psychotic disorders.69–71 
Current rates of screening for metabolic risk factors by either 
psychiatrists or primary care physicians are low,72 and many 
experts have called for greater monitoring by mental health 
providers of weight-related parameters (waist circumference, 
BMI, metabolic parameters, change in BMI) for all psychiatric 
patients as well as screening for metabolic risk factors in 
patients taking antipsychotic medications.67–71 This strategy 
should also be offered by primary care physicians who care 
for such patients. Additionally, patients should be encouraged 
to monitor and chart their own weight.68

As increasing numbers of mental health patients are 
treated in the community rather than in the inpatient setting, 
attention must be paid to the physical health of these patients 
in regular clinical encounters. Various interventions for 
preexisting obesity and psychiatric medication–induced 
weight gain in psychiatric patients have been studied. One 
meta-analysis focusing on patients with a variety of psychotic 
disorders showed that various nonpharmacologic lifestyle 
interventions (including diet, physical activity, counseling, 
and information sessions) were generally able to reduce 
weight by an average of −0.98 BMI points compared to 
control patients who received treatment as usual.72 While this 
decrease in the BMI does not meet the threshold of 5% body 
weight reduction required to classify these as “successful” 
interventions, such a change in body weight can still have a 
significant positive impact on the metabolic derangements 
more commonly found in this patient population.71 Similarly, 
experts advocate for the integration of lifestyle modifications 
into education and treatment programs for patients with 
mental illness.68

Cognitive-behavioral therapy, group counseling, and 
motivational interviewing are all behavioral approaches to 
the treatment of obesity that have shown a significant degree 
of success in achieving and maintaining weight loss,71,73,74 
although maintenance of weight loss has consistently proved 
challenging with these techniques. Improvement of long-
term weight maintenance with these treatment modalities 
has been linked to extended periods of treatment and follow-
up, combinations of various dietary and physical activity 
strategies, and increased patient-provider contact.73 Some 
of these methods have been studied among patients with 
mental illness, revealing similar results.71,75 Pharmacotherapy 
has also shown promise in patients with mental illness; 
however, success has been limited by significant medication 
side effects and long-term weight regain.75 With regard to 
pharmacologic contributors to obesity in the population 
of patients with mental illness, experts have advised that 
providers not be reluctant to consider switching psychiatric 
medications in patients who have gained > 5% of initial body 
weight on treatment or who have signs of metabolic side 
effects, such as hyperglycemia or hyperlipidemia.68

CASE DISCUSSION
Ms A was hospitalized for more than 1 month, during 

which time she underwent a thorough workup for any 
potential causes of malabsorption, including protein-losing 
enteropathy (stool α1-antitrypsin), a malignancy due to 
a persistently elevated mean corpuscular volume, a 24-
hour stool fat study, and a 14-day trial of metronidazole 
for suspected bacterial overgrowth secondary to long-
term effects of her bariatric procedure. The workup was 
negative, and the antibiotics did not significantly improve 
her nutritional status.

However, after further questioning, concern grew over 
the possibility that Ms A had anorexia and significant anxiety 
surrounding food, with long periods of eating very little over 
the preceding 2 years. It was unclear whether Ms A had been 
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taking her prescribed vitamin and nutrient supplements, and 
she had missed countless recent appointments with primary 
care and mental health providers. She described intense 
anxiety about eating, with explanations ranging from early 
satiety and loss of appetite to fear of gaining more weight, 
shame over her current appearance, and loss of desire to eat 
anywhere near other residents in her rehabilitation facility 
due to disgust for them. She had met with nutritionists in 
the past who had given her advice on what to eat, but she 
intermittently refused to follow their recommendations. 
She had been unable to adhere to her nutrition regimen at 
home and was similarly nonadherent in her rehabilitation 
facility. Notably, she had already been hospitalized several 
months earlier for psychiatric concerns at another hospital 
and had her psychiatric medications adjusted there. During 
this hospitalization, she was seen by the psychiatry team and 
was prescribed lorazepam before meals (to reduce anxiety) 
and mirtazapine (to stimulate appetite). However, she was 
unable to maintain sufficient oral intake and was started on 
total parenteral nutrition during her admission. Ms A had a 
semipermanent catheter placed for drainage of her persistent 
pleural effusion. Once her albumin levels improved, her 
pleural drainage slowed, and her right leg wound began to 
heal, she was discharged to a rehabilitation facility with the 
plan to eventually transition to home with visiting nurse 
services.

Unfortunately, records were unavailable to assess how 
thoroughly Ms A had been psychologically screened before 
gastric bypass surgery, and she was unable to provide a 
coherent history regarding the events that had led to her 
regaining weight and developing anorexia.

CONCLUSION
Health care providers commonly care for patients with 

obesity, a problem that has become an increasingly serious 
threat to the health of the general population. The causes and 
presentations of obesity are multifaceted and complex and 
lead to numerous comorbidities and medical complications. 
Advances in health care over the past several decades have 
provided us with a wider and more effective set of tools to treat 
obesity; however, many of these treatments come with their 
own risks that can lead to significant health complications. 
It is therefore critical that the benefits and risks be weighed 
for each individual patient when recommendations are made 
for obesity treatment. Importantly, psychosocial factors 
play a significant role in the development, perpetuation, 
and management of obesity; therefore, it is important 
that patients are evaluated from a psychiatric and social 
standpoint when being counseled on obesity prevention and 
treatment options.

Drug names: lorazepam (Ativan and others), lorcaserin (Belviq), 
metronidazole (Flagyl and others), mirtazapine (Remeron and others), 
orlistat (Xenical).
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