
 
 
 
 

 

www.EndoText.org   1 
 

USE OF THE HISTORIAL WEIGHT TRAJECTORY TO GUIDE AN OBESITY-
FOCUSED PATIENT ENCOUNTER 
 
Gitanjali Srivastava, MD, Associate Professor of Medicine, Pediatrics and Surgery. Vanderbilt University School of 
Medicine and Vanderbilt University Medical Center, Dept. of Medicine, Division of Endocrinology, Diabetes & Metabolism, 
719 Thompson Lane, Suite 22200, Nashville, TN 37214. gitanjali.srivastava@vumc.org. 
Robert F Kushner, MD, Professor of Medicine. Department of Medicine, Section of Endocrinology, Diabetes & 
Molecular Medicine. Northwestern Medicine Feinberg School of Medicine |Northwestern University. 645 North Michigan 
Avenue, Suite 530. Chicago, IL 60611. rkushner@northwestern.edu 
Caroline M. Apovian, MD, Co-Director, Center for Weight Management and Wellness, Division of Endocrinology, 
Diabetes and Hypertension, Department of Medicine, Brigham and Women’s Hospital. Member of Faculty, Harvard 
Medical School. 221 Longwood Avenue, RFB 490, Boston, MA 02115.  capovian@partners.org  
 
Updated October 14, 2022 
 
ABSTRACT 
 
Obesity is a chronic, complex, and challenging 
disease to address by clinicians. Thus, it is crucial for 
practitioners to obtain a thorough weight history from 
patients to identify potential triggers that influence 
weight gain trajectories and their relationships to 
development of disease co-morbidity and mortality. 
Obtaining a weight history from a patient can be 
approached systematically, similar to key elements of 
a history of present illness, as we will discuss.  
Furthermore, patient-drawn life-events graph or 
readily available electronic health records graphs can 
elucidate in visual context pertinent contributing 
factors to the etiology of obesity. Often, biological, 
social, behavioral, and psychological causes of 
weight gain can be elicited through the use of weight 
histories. In this chapter, we will also explore life-
events graph more in detail as they can provide 
remarkable value to the overall assessment and plan 
of care (whether lifestyle intervention alone or in 
combination with pharmacological, surgical, or 
combination thereof) in the patient with obesity.  

 
INTRODUCTION 
 
Obesity adversely affects all organ systems in the 
human body and causes and/or exacerbates 
numerous medical disorders such as cardiovascular 
disease, diabetes, kidney disease, and some forms 
of cancer. Today, the average adult weight has 
increased (1), disproportionately skewing rightward 
(2) in the body mass index (BMI) distribution curve 
(Figure 1) with a higher percentage of the population 
meeting criteria for Class 1 obesity or greater (>30 
kg/m2) and more disease severity (Class 2 obesity or 
higher;  BMI >35 kg/m2). In addition, the average 
waist circumference has increased across US adults 
since 1999 (3). Increases in abdominal girth (>35 
inches for women;  >40 inches for men), commonly 
called central or abdominal obesity, is a surrogate for 
visceral adiposity, which increases risk for the 
metabolic syndrome, type 2 diabetes, inflammation, 
and cardiovascular disease (4). 
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Figure 1.  Changing shape of BMI distribution curve over time (2).  
 
Obesity is defined as a pathologically elevated and 
defended body fat mass due to dysregulation of the 
pathways that determine energy balance. The 
complexity in these pathways, including biological, 
genetic, developmental, epigenetic, environmental, or 
behavioral factors, lead to substantial variability in the 
pathophysiological expression of both amount of 
unwanted weight gain experienced by an individual 
as well as the number and severity of co-morbid 
conditions (diabetes, hypertension, etc.) (5-9).   
 
In addition to the variability in phenotypic 
presentation of weight gain and fat distribution in 
individuals with obesity (10), weight loss responses 
to lifestyle, pharmacological, and surgical treatment 
are also heterogeneous. Although most patients elicit 
an average response to a distinct type of treatment, 
some patients will have an above average response 
to the intervention, while responses in others may be 
sub-optimal, or they may not respond at all. Thus, a 
thorough weight history in combination with a 
clinically applied and integrated understanding of this 
disease, its root causes, and etiology can help guide 
successful treatment.  
 
THE OVERWEIGHT AND OBESITY-FOCUSED 
ENCOUNTER 

 
History, Physical, and Laboratory Testing of the 
Patient who is Overweight or Has Obesity 
 
The evaluation and diagnosis of a patient with 
obesity includes the taking of a standard medical 
history with special attention to identification of 
potentially weight-promoting medications and 
obesity-related complications (11), a medical 
examination that characterizes the amount and 
distribution of weight as well as possible signs of 
secondary causes of unwanted weight gain, and 
review of relevant clinical laboratory tests. In addition, 
the history of present illness includes generation of a 
chronological weight graph (ideally using the 
electronic health record (EHR)) that incorporates a 
review of life events, lifestyle patterns and 
preferences, and previous successful and 
unsuccessful interventions.   
 
The physical exam should note the distribution of 
weight (especially truncal and abdominal) and areas 
of conspicuous absence of fat characteristic of 
lipodystrophies (12), both of which herald increased 
cardiometabolic risk, as well as areas of 
disproportionate accumulation of excess fat, such as 
lipomas and lipedema (13); documentation of cardiac 
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status looking specifically for evidence of heart 
failure; abdominal palpation for hepatomegaly; 
identification of inflammatory or degenerative joint 
issues that may limit activity; and skin/neurological 
examinations to look for evidence of hypercortisolism 
(wide striae, proximal muscle weakness), 
hypothyroidism, hirsutism/acne that might indicate 

polycystic ovarian syndrome, and acanthosis 
nigricans over extensor surfaces/neck/axilla. 
Laboratory evaluation at the initial visit should include 
a comprehensive metabolic panel, complete blood 
count, assessment of thyroid status, and 
cardiometabolic risk assessment including a lipid 
panel and A1c (Table 1).   

 
Table 1.  Key Elements of an Obesity-Focused Encounter 
History of Present Illness 
(HPI) 
 

Weight History and timing to life events, 
developmental milestones (including puberty, 
pregnancy, menopause), medication use, and injuries, 
surgeries, or illnesses. 

Past Medical and Surgical 
History (PMH, PSH) 
 

In addition to a general review, identification of 
obesity-associated comorbidities and procedures:  
gastroesophageal reflux, hypertension, HFpEF, 
asthma, OSA, OA, type 2 diabetes, CAD and PVD, 
menstrual irregularities/infertility/PCOS, bariatric 
surgery. 

Social History (SH) Lifestyle, health practices, nutrition, physical activity, 
sleep, smoking and recreational drug use, stressors, 
occupation, marital status. 

Family History Parental obesity, cultural patterns, family eating 
patterns. 

Medications Weight-gain promoting medications. 
Physical Exam BMI, waist circumference 

Distribution of body fat, lipodystrophy, lipedema, 
hypercortisolism, acanthosis. 

Laboratory and Diagnostic 
Testing 

Risk assessment:  comprehensive metabolic panel, 
complete blood count, 25-OH vitamin D, C-reactive 
protein, TSH, hemoglobin A1c, and lipid panel.  When 
indicated, screening for co-morbid conditions such as 
obstructive sleep apnea, non-alcoholic steatohepatitis, 
and PCOS. 

Assessment and Plan Based on risks, complications, comorbid conditions 
and barriers to care. 

 
Identification of obesity-related co-morbidities during 
the patient encounter and lab testing may necessitate 

referral for further evaluation, such as non-invasive 
imaging or liver biopsy to establish non-alcoholic 
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steatohepatitis, a sleep study to diagnose obstructive 
sleep apnea, or X-rays to assess osteoarthritis in 
weight-bearing joints. Patients reporting low-level 
chest discomfort, dyspnea on exertion, or orthopnea 
should be considered for referral to a cardiologist for 
the possibility of cardiac ischemia or heart failure with 
preserved ejection fraction (HFpEF), an increasingly 
recognized disorder of severe obesity. Findings of 
weight-related medical conditions during the initial 
visit may prompt increased motivational drive toward 
behavioral and lifestyle changes as well as 
acceptance of recommendations to use anti-obesity 
medications or for referral for bariatric surgery.   

 
CLINICAL IMPORTANCE OF A WEIGHT 
TRAJECTORY 
 
During the weight-focused portion of the history of 
present illness, it is important to document changes 
in the health that led the patient to seek medical 
attention over time and establish a clear and 
chronological description of the sequential events, 
including weight gain or loss, leading up to the 
current visit (14-16) (Table 2). 

 
Table 2.  Key Elements of an Obesity-Focused History of Present Illness (16) 
Onset When did your weight gain start. 

What did you weigh in early, late childhood, puberty, by 
decade as adult? 

Nadir and Maximum 
Weight 

What were your lifetime lowest and highest weights 
(excluding pregnancy)? 
How did you achieve your lowest weight? 

Precipitating Factors What events in your life coincided with unwanted weight 
gain (puberty, pregnancy, menopause, starting or 
stopping smoking, starting a new medication such as 
insulin or steroids)? 

Quality of Life What is hardest to do at your current weight? 
When did you feel your best? 

Weight Loss Efforts What did you try that helped you lose weight? 
What interventions were successful for you? 

Setting In what context were you successful at your previous 
efforts?  Why do you think those efforts worked? 

Temporal Patterns What is the nature of your weight loss and weight gain 
over time? 
Do you ever weight cycle (yo-yo) or is it gradual or rapid 
over time? 

 
Multiple studies have demonstrated that an early 
childhood upward weight trajectory can be predictive 
of future development of obesity, obesity-related 
comorbid conditions, disability, and mortality (17-21). 

A lifetime maximum BMI (compared to a single 
baseline BMI measurement) in the overweight or 
obesity categories, coupled with 16 or more years of 
weight history, is associated with an increased all-
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cause and cause-specific mortality including 
cardiovascular disease and coronary heart disease 
(22).   
 
As will be discussed below, temporal patterns of 
weight gain that raise concerns in a weight history 
might include: (a) an early adiposity rebound during 
infancy or early childhood years (23,24), (b) 
adolescent weight gain that correlates with 
progression to severe adult obesity and related 
medical conditions (25), and (c) excessive weight 
gain during pregnancy or menopause. Other 
temporal associations with weight gain often not 
appreciated by patients and providers include those 
that accompany smoking cessation (26), resolution of  
hyperthyroidism (27), initiation of medications for 
depression, anxiety, and pain management (e.g., 
beta-blockers, amitriptyline, gabapentin, others) (11), 
and normal age-associated sarcopenia where  
skeletal muscle mass gradually declines and visceral 
fat preferentially increases (28).  
 
Early Growth, Childhood, and Puberty 
 
The timing of excessive body weight gain during 
one’s life is a predictor of future disease severity. 
Early and rapid weight gain during youth is predictive 
of co-morbidities later in life and these patients often 

experience a more steeply inclined weight trajectory 
into later stages of adulthood (19). During the ages of 
2-6 years, children normally have lower adiposity and 
are usually at their nadir weight before “rebounding” 
back up during normal growth (Figure 2, blue line). 
When adiposity rebound occurs at less than one year 
of age as visualized on the BMI for-age and gender 
appropriate growth charts, typically expressed in 
percentile for age and sex, syndromic, congenital, 
and monogenic causes of obesity should be 
considered. Such a very early clinical weight gain 
history should trigger consideration for genetic testing 
of genes in the canonical melanocortin pathways 
(LEPR, PCSK1, POMC, MC4R), which range in 
incidence from very rare to being implicated in up to 
1-6% of early-onset severe obesity (23,29,30). 
Genetic screening for obesity genes can also be 
triggered by rapid weight gain from early infancy, 
development of severe obesity (> 97th BMI percentile) 
at early ages (especially before the age of 10), 
persistent food-seeking behaviors indicative of poor 
appetite control, parental consanguinity, and tall 
stature/increased growth velocity (31). A weight 
trajectory following an early adiposity rebound (> 1 
year age, ≤ 6 years of age, Figure 2, red dotted line) 
is a strong risk factor for obesity in adolescence and 
beyond (24,32) and should be can be an indication 
for early family-oriented lifestyle interventions. 
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Figure 2. BMI Percentile Growth Chart. 
 
Weight gain leading to obesity during the adolescent 
development period correlates highly with 
progression to severe adult obesity. Development of 
adolescent obesity can affect timing of puberty (early 
vs. delayed) when body composition and fat 

distribution are rapidly changing (33). During normal 
pubertal development and growth, males acquire 
greater fat-free and skeletal muscle mass, whereas 
females attain higher fat mass (34).     

 

 
Figure 3. Schematic depiction of abnormal BMI percentile growth curves for adolescents with severe 
obesity.  Greater than or equal to the 95th BMI percentile corresponds to cut-offs for pediatric obesity. 
Other important considerations that determine therapeutic criteria are if the adolescent’s trajectory 
falls at or above 120th% and 140th% the 95th BMI percentile for age/gender (see Table 3). 
 
Most patients who experience unwanted, excess 
weight gain in childhood and adolescence develop 
obesity-related complications that, when severe, 
often require pharmacologic intervention and/or 
bariatric surgery. Early identification and treatment 
are recommended as for prevention (35).  Currently 
there are six FDA-approved anti-obesity medications 
available for chronic weight management (orlistat, 
phentermine/topiramate, liraglutide 3.0 mg, 
semaglutide 2.4 mg, and setmelanotide). 
Phentermine/topiramate and orlistat are approved for 
>12 years respectively, phentermine alone is 
approved for age >16 years, and setmelanotide can 

be used as early as 6 years of age  (35,36). Use of 
anti-obesity pharmacotherapy in adolescents with 
severe obesity (>95th BMI percentile plus the 
presence of obesity-related comorbidity or >120th of 
95th BMI percentile) is now considered standard of 
care for pediatric obesity treatment (35).  
Furthermore, vertical sleeve gastrectomy and Roux-
en-Y metabolic and bariatric surgery procedures are 
available options for adolescents with severe obesity 
(>120th of 95th BMI percentile plus obesity-related 
comorbidity or BMI >140th of 95th BMI percentile) 
(37).   

 
Table 3. Available therapeutic options based on BMI percentile cut offs of weight 
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trajectory in adolescent patients with severe obesity (38). 
BMI percentile as 
per CDC growth 
chart 

>95th BMI 
percentile 

>120th of the 95th 
BMI percentile 

>140th of the 95th 
BMI percentile 

Intensive lifestyle 
intervention √ √ √ 
Anti-obesity 
medication 

With comorbidity 

√ √ √ 
Adolescent bariatric 
metabolic surgery  

With comorbidity 

√ √ 
 
Pregnancy, Breast Feeding, and Menopausal Transition 
 
Pregnancy and menopause can be a time when 
women’s weights and body composition may become 
permanently altered under the influence of dramatic 
shifts in sex steroid levels.  Excessive weight gain 
during pregnancy can result in epigenetic changes in 
the developing fetus leading to adult-onset chronic 
disease such as diabetes, cardiovascular disease, 
and obesity (39-45) .  Furthermore, maternal obesity 
and excessive gestational weight gain have been 
linked to maternal-fetal complications such as 
increased risk of C-sections, preeclampsia, shoulder 
dystocia, and macrosomia in the infant (46-48). Data 
from large population-based epidemiological studies 
have shown that roughly 50% to 60% of women after 
pregnancy will return to their pre-pregnancy weight, 
but the other 50% will retain extra weight, with a third 
of all pregnant women shifting a BMI category 
(normal to overweight or obesity) (49). 
 
The post-partum period following delivery of the 
newborn infant is also a vulnerable time for weight 
retention. Moreover, the relationship between 
breastfeeding practices and postpartum weight 
changes is largely unclear due to the difficulties 
examining breastfeeding and weight management in 
observational research and confounding variables 
(50,51). Breastfeeding overall has other notable 
health benefits to the infant, including reducing atop 

and improving , cognitive development, bone health, 
and maternal-infant attachment (52).   
 
Weight gain during midlife is common, and about 
two-thirds of women ages 40 to 59 and nearly three-
quarters of women older than 60 are overweight or 
have obesity (BMI greater than 25 kg/m2). On 
average, midlife women gain 1.5 pounds (0.7 kg) per 
year (53). Thus, it is not surprising that menopause is 
often depicted as a weight-gain trigger on a patient’s 
life-event graph, especially in older women who gain 
weight after a period of weight maintenance.  
Towards midlife, women undergo redistribution of 
body composition with increase in total body fat and 
enhanced inclination toward central abdominal 
visceral adiposity (54).  Excess body weight during 
menopause is associated with elevated 
cardiovascular (55) and metabolic risk, including 
insulin resistance and Type 2 diabetes mellitus 
(56,57). Early or late-onset menopause (with final 
menstrual cycle age < 45 years or age > 55 years 
respectively) compared to age 46-55 years is 
associated with increased risk of Type 2 diabetes 
mellitus [HR 1.04, 95% CI 0.99, 1.09 and HR 1.08, 
95% CI 1.01, 1.14, respectively] (58). Undergoing a 
hysterectomy or an oophorectomy increases 
diabetes risk further (RR 1.17, 95% CI 1.07-1.29) 
compared to peri-/post-menopausal women (59). 
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CASE LESSONS IN PATIENT-GENERATED 
WEIGHT GRAPHS 
 
While in the clinic, having a patient generate their 
own drawing of weight graph accomplishes two-fold 
goals. First, it provides a template on which weight 
inflections in the patient’s life can be potentially 
identified with causative or contributory life events, 
medical conditions, and medications; and secondly, it 
provides a platform to guide the clinical discussion 
regarding appropriate goal setting and best 
approaches to help them achieve as close to a 
healthy weight range as possible.   
 
Impact of Medications 

 
The patient in Figure 4 experienced steroid-induced 
weight gain, a very common iatrogenic cause of 
obesity.  Exploring reasons for why this patient was 
initiated on steroids and communication with other 
specialists regarding opportunities to switch to 
another non-steroid dependent medication, if 
available, might mitigate the weight gain and prove to 
be a successful weight management strategy. Similar 
discussions of alternative approaches may also be 
undertaken with other commonly prescribed 
medications that promote weight gain, including 
some birth control methods (e.g., Depo-Provera), 
histamines, beta-blockers, amitriptyline, gabapentin, 
pregabalin, sulfonylureas, thiazolidinediones, and 
insulin (60).  

 

 
Figure 4. Life graph showing effects of repeated exposures to steroids on weight for chronic 
inflammatory arthritis. 
 
Effects of Situational Life Changes That Impact 
Weight 
 

In Figure 5, the patient’s weight was at its nadir 
during college years until graduation.  Subsequently, 
marriage and job change were identified as life 
factors timed to weight gain.  In addition, pregnancy 
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and menopause were identified biological 
associations with upward weight trajectory over time. 
Psychological stressors appear to have further 
augmented weight gain over time. Resilience to 
major life stressors (marriage, divorce, loss of 

spouse, unemployment, death of a loved one, major 
illness or injury, moving/relocation) is, unfortunately, 
not as common as is thought and can precipitate 
psychosocial disorders such as anxiety, depression, 
and alcoholism  (61,62). 

 

 
Figure 5.  Life graph showing effects of several situational life changes that impact weight.  
 
The patient In Figure 6 had a stable weight prior to a 
physically traumatic incident that led to immobility 
and sedentary behaviors. Identification of this specific 
event contributing to upward weight trajectory in the 

patient helped tailor the treatment strategy toward 
physical therapy, rehabilitation, and a customized 
exercise prescription to mitigate the weight gain. 
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Figure 6.  Life graph showing effect of a traumatic incident (a motor vehicle accident in this case) on 
weight.  
 
Identification of Response to Weight Loss 
Interventions 
 
The patient in Figure 7 gained over 40 pounds during 
exposure to various antipsychotic medications for the 
treatment of bipolar disorder. The downward shift in 
the weight graph occurred after initiation of metformin 
500 mg once daily (to mitigate antipsychotic 

medication induced weight gain (63)) and 
phentermine. If certain medications are critical and 
cannot be substituted with an alternative, weight 
neutral medication, as is often the case in patients 
requiring anti-psychotic medications, anti-obesity 
medications (64), or bariatric surgery can often 
reverse the weight gain. 

 

 
Figure 7. Life graph showing the effects of antipsychotic medications on weight and effective 
therapeutic intervention with metformin and anti-obesity medications. 
 
Obesity has a multifactorial etiology leading to wide 
variability in its presentation.  Understanding 
causation and association of weight gain promoting 
factors in a patient’s life can help elucidate 
appropriate treatment strategies. Furthermore, initial 
non-response to anti-obesity medication does not 
indicate that the medication is ineffective. Rather it 
may not be targeting the pathophysiological 
pathways involved in metabolic and body weight 

dysregulation in the individual patient and an 
alternative anti-obesity medication or combination 
should be trialed for synergistic or additive weight 
loss effects. In Figure 8, the first blue arrow shows 
the time of initial visit when the patient started to gain 
weight due to multifactorial etiology (strong family 
history of obesity, maladaptive stress related to work, 
unhealthy nutritional habits), followed by initiation of 
anti-obesity medicine therapy and intensive lifestyle 
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intervention (phentermine; 2nd blue arrow). 
Subsequently, the patient developed side effects and 
phentermine monotherapy was discontinued (3rd blue 
arrow). Several other anti-obesity pharmacological 
options were trialed (4th blue arrow); however, the 

patient did not respond. Ultimately, the patient 
underwent bariatric surgery (Roux-en-Y gastric 
bypass (RYGB)) to achieve successful weight loss 
response.   

 

 
Figure 8. The life events graph depicts the response to treatment and strategies for further 
intervention.  
 
Identification of Weight Regain after Successful 
Weight Loss:  Importance of Prompt Intervention 
and Identification of Lifetime Maximum Weight 
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Figure 9.  Life graph showing effect of weight loss program intervention over time with weight regain.  
 
The life-events graph of a 55-year-old patient with a 
history of hypertension, obstructive sleep apnea, and 
severe obesity (BMI 41.8 kg/m2) in Figure 9 shows a 
95 pounds over a 1.5-year period through self-
monitoring using an electronic smart phone tracking 
application, 1800 kcal/day intake, and an increase in 
physical activity as tolerated. However, after 1.5 
years of successful weight loss, despite continued 
intensive lifestyle changes, the patient experienced 
weight regain over the next 3 years. Weight regain 
after a period of caloric restriction is physiologic as 
long-term persistence of metabolic adaptation occurs 
and hunger and satiety signals resist weight loss 
(65). It important to initiate anti-obesity 
pharmacotherapy at this critical stage to help sustain 
the weight loss and prevent weight regain. In this 

patient, starting an anti-obesity medication after 1.5 
years when weight gain had started to occur would 
be recommended. It is also important to identify the 
patient’s lifetime max as the starting point when 
gauging effectiveness of anti-obesity medications in 
this scenario. Simply using the pre-medication weight 
might lead to inappropriate stopping of this treatment 
if weight stabilization is achieved, since the absence 
of subsequent weight loss might be misinterpreted as 
medication “failure.” By determining the lifetime 
maximum weight, however, weight stabilization is a 
very successful ~20% to 30% total weight loss (50 to 
100 lbs. weight loss compared to the lifetime 
maximum weight of 293 lbs., depending on when it 
was started). 
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Figure 10.  Life graph showing a patient status post gastric-bypass surgery with weight regain 
following situational life transitions (marriage, birth of children).  
 

 
Figure 11.  Life graph showing weight loss in a patient after bariatric surgery followed by weight regain 
after high job-related stress and retirement.  
 
Figures 10 and 11 depict life-event graphs of two 
patients who underwent metabolic and bariatric 
surgery. Following successful weight loss, they both 
experienced weight regain.  Weight regain in the 

postoperative bariatric patient is often difficult to treat 
and is usually of multifactorial etiology (as examples, 
recurrence of obesity-related comorbidities, non-
compliance and adherence to treatment 
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recommendations and routine bariatric care, 
physiologic return of hunger signals, introduction of 
life stressors). Early recognition, evaluation and 
medical management, provided anatomical causes 
have been ruled out, with multidisciplinary team 
support are crucial to removing obstacles to weight 
maintenance and patient’s continued commitment to 
lifestyle improvements. Further, it presents an 
opportunity to intervene early and initiate anti-obesity 
pharmacotherapy, ideally at the expected weight loss 
nadir, usually 1-3 years after surgery, to help 
optimize weight loss response and prevent weight 
regain (66).     
 
Communicating with Patients About the Disease 
of Obesity 
 
To effectively communicate obesity treatment 
recommendations to patients, medical professionals 
first need to translate obesity pathophysiology in 
language understood by patients, without bias or 
stigma. General questions, concerns, or sentiments 
often echoed by patients during their weight journey 
include: 
 
1. “Doc, are you calling me ‘fat?’”   
2. “I have tried every diet in the past.  I lose weight 

only to regain it back.” 
3. “I know it’s my fault I am this weight.” 
4. “I have always been 300 pounds my entire life, no 

matter what.”  
5. “I don’t think I need surgery.  I’ll just have to diet 

and exercise anyways.”  
6.  “I don’t need medications to lose weight.” 
 
Clinically, there are three important concepts to 
convey to patients about the disease state:   
 
1.  Obesity is a disease, like hypertension or 
diabetes.   
2.  Because it is a disease, we can treat it as such, 
either starting with lifestyle and then moving on to 

medical and surgical treatments for obesity, or 
initiating lifestyle plus these treatments in patients 
with severe obesity.   
3. It is not the patient’s fault that they developed 
obesity.  There are strong biological and genetic 
forces at play that determine body mass in addition to 
medical, behavioral, lifestyle, psychosocial, and 
environmental influences.    
 
To clearly communicate with patients about the 
disease of obesity, a thorough understanding of 
energy metabolism is often necessary. Energy 
metabolism is complexly regulated in the arcuate 
nucleus of the hypothalamus to set a defended body 
weight (10,36,67). This body weight “set point” is 
oftentimes biologically and genetically determined 
with influences from the modern macro- and micro-
environments. Chronic exposure to an obesogenic 
environment can increase body fat mass set point in 
susceptible individuals causing the body to defend a 
higher weight regardless of well-intended volitional 
efforts to lose weight. Thus, current treatment 
strategies include coupling intensive lifestyle therapy 
with anti-obesity medications and/or bariatric surgery, 
to allow significant and sustained reductions in the fat 
mass set point. Discontinuation of treatments that 
successfully lower the body mass set point will result 
in regain of body weight to the original, pathologically 
higher body mass set point. Therefore, patients need 
to understand that treatments for obesity are long-
term, as is true for any medication prescribed for a 
chronic medical condition. Regain of weight after 
discontinuation of therapy is not evidence of failed 
treatment or lack of willpower; rather it is 
physiologically expected.   
 
Medical professionals can incorporate this scientific 
understanding in a manner that evades bias and 
stigma and transforms the patient’s queries into a 
constructive dialogue. In response to the questions or 
concerns posed by the patients above, medical 
professionals can reply in the following manner:   
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1. “Doc, are you calling me ‘fat’?”   Response: 

“We only use the word ‘fat’ to describe mice and 
rodents, not humans. We are people. There are 
various parameters we check to make sure your 
body is healthy, not only from the outside, but 
also from the inside, similar to us checking your 
blood pressure and cholesterol. Your weight 
indicates that your body-mass-index is elevated. 
It means that it places you at high risk for, or 
already contributing to, other weight-related 
medical conditions. A high BMI is a result of a 
disease process inside your body, like diabetes. 
You have obesity, or adiposity-based chronic 
disease. The good news is that you have 
treatment options beyond just saying ‘eat less 
and exercise more’.”   

2. “I have tried every diet in the past.  I lose 
weight only to regain it back.”  Response: 
“Contrary to popular belief, we don’t consciously 
control our weight. It is regulated by a fat mass 
set point in our brains.  If your fat mass set point 
is abnormally high (again, not your fault), your 
body will continue to defend that weight. This 
abnormal physiology is why weight regain is 
common. There are treatments that more 
effectively lower that fat mass set point, so you do 
not have to struggle. That way, when you are 
making healthy food choices and are active, your 
body starts to respond. If you’d like, we can 
discuss those treatment options and how they 
may benefit you.”   

3. “I know it’s my fault I am this weight.”  
Response: “First of all, I want you to understand 
that it’s not your fault you developed obesity. You 
did not choose to ‘have’ obesity. If you were here 
today to discuss your diabetes diagnosis, it would 
be a completely different conversation, correct? 
Just like you did not have a choice in selecting 
your parents, you did not have a choice in the 
development of your obesity.  Again, contrary to 
popular belief, majority of our weight is not under 

our control.  The good news is that we can treat 
it.”   

4. “I have always been 300 pounds my entire life, 
no matter what.”  Response: “Have you 
wondered why that has been the reason?  We 
now know that there is a weight set point in our 
brain that determines what our brains think of as 
“normal.”. It is biologically and genetically 
determined with influences from the outside 
environment, medications, and other factors. In 
patients with obesity, this weight set point is 
abnormally high—your brain thinks that weight is 
now “normal.”  Thus, when you try to lose weight, 
you regain it back to this set point and, sometime, 
more. If improving your lifestyle isn’t working, we 
have treatments to lower this fat mass set point 
when it is high.  Anti-obesity medications and 
bariatric surgery are great tools to allow your 
brain to be happy with a lower weight set point so 
that you do not have to fight against your body.” 

5. “I don’t think I need surgery.  I’ll just have to 
diet and exercise anyways.”  Response: “Let’s 
explore this further.  Can you help me understand 
more your reasons as to why you think you do not 
need surgery? What are your concerns and 
fears? What is your understanding about bariatric 
surgery? Let’s see if we can address some of 
those today.”  

6. “I don’t need medications to lose weight.”  
Response: “Can you help me understand your 
reasons for not considering medications? What is 
your understanding of obesity medications and 
how they work? If we try to manage your weight 
without medications, I would like to reassess your 
progress in 12 weeks.  If you are still struggling 
despite all your best efforts, please know that it is 
not your fault, and that your body is telling you 
that it needs something more intensive to treat 
the weight gain. You do have options still!”  

 
CONCLUSIONS 
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An obesity-focused medical history is important for 
the care of the patient who is overweight or has 
obesity. In addition to identifying obesity-related 
complications by means of a thorough history, 
physical, and appropriate laboratory work up, using 
electronic health record weight graphs and identifying 
significant medical and life-events that influence body 
weight provide context and relevance for weight 
trajectories in the management of a patient with 
obesity.  For example, these events can help guide 
the clinical discussion in regard to potentially 
modifiable influences on a patient’s weight, including 

identifying causative medical conditions or culprit 
medications that promote weight gain, associating 
weight gain with known life-transitions that increase a 
patient’s risk for becoming overweight or obese (e.g., 
puberty, pregnancy, menopause), help patients to re-
commit to improved lifestyle choices, assess an 
individual’s responsiveness to recommended 
therapies, and help with timing for when initiating 
anti-obesity, therapies such as weight loss 
medications, weight loss surgery, or both, when 
indicated.        
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