
OBESITY IS A DISEASE

Obesity has been defined as “a 
chronic, progressive, relapsing, and 
treatable multi-factorial, 
neurobehavioral disease, wherein 
an increase in body fat promotes 
adipose tissue dysfunction and 
abnormal fat mass physical forces, 
resulting in adverse metabolic, 
biomechanical, and psychosocial 
health consequences”1

Multiple Environmental Factors Contribute to Altered Energy Balance5

Complications of Obesity

Pathogenesis of Obesity6

Barriers in the Management of Obesity
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Complex Pathophysiology of Obesity Leads to a Variety of Diseases21 Physiological Changes Occurring Due to Obesity6,22,23

Obesity is categorized into 3 
classes1:

A BMI of ≥30 kg/m2 is consistent 
with a diagnosis of obesity

Class I Obesity: 30.0-34.9 kg/m2

Class II Obesity: 35.0-39.9 kg/m2

Class III Obesity: ≥40.0 kg/m2

The complex biological systems 
that regulate energy balance are 
believed to be disrupted in 
people with obesity2

Energy Expenditure: Affected by age, sex, 
genetic/epigenetic factors, neuroendocrine factors, 
body composition, medications affecting metabolic 
rate, the thermic effect of food, and amount and 
activity of brown adipose tissue (BAT)4

Physical activity: May be influenced by social 
determinants of health, physical limitations, chronic 
medical conditions, medications, or emotional 
barriers4

Factors Contributing to The 
Development of Obesity4

Dysregulated Energy Balance 
is Central to Obesity3,4 

Food Intake: Food intake may be affected by 
sociocultural determinants of health (e.g., social 
and community factors, economic and educational 
factors, the food environment or access to healthy 
food), mental health, hunger and satiety signaling, 
sleep, and medical conditions or medications that 
impact food intake4
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Abbreviations and References
BAT=Brown Adipose Tissue; BMI=Body Mass Index; CCK=Cholecystokinin; CNS=Central Nervous System; FFA=Free Fatty Acid; GI=Gastrointestinal; GLP-1=Glucagon-Like Peptide-1; LH=Luteinizing Hormone; MASLD=Metabolic 
Dysfunction-Associated Steatotic Liver Disease; NAFLD=Non-Alcoholic Fatty Liver Disease; PYY3-36=Peptide YY3-36; SHBG=Sex Hormone-Binding Globulin; SNS=Sympathetic Nervous System; TSH=Thyroid Stimulating Hormone.
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