OBESITY IS A DISEASE

Dysregulated Energy Balance
is Central to Obesity**
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Complications of Obesity
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Complex Pathophysiology of Obesity Leads to a Variety of Diseases?'
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Barriers in the Management of Obesity
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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; Gl=Gastrointestinal; GLP-1=Glucagon-Like Peptide-1; LH=Luteinizing Hormone; MASLD=Metabolic

Dysfunction-Associated Steatotic Liver Disease; NAFLD=Non-Alcoholic Fatty Liver Disease; PYY,  =Peptide YY__.; SHBG=Sex Hormone-Binding Globulin; SNS=Sympathetic Nervous System; TSH=Thyroid Stimulating Hormone.
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