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[ Abstract] Obesity-related glomerulopathy (ORG) is a renal lesion caused by insulin resistance and
chronic inflammation caused by obesity and metabolic syndrome. The mechanisms are complex, especially
glomerulus hemodynamic changes, inflammatory reaction, oxidative stress, insulin resistance. Recently, a

number of studies have reported that glucagon-like peptide-1 receptor agonists have a protective effect on

ORG.
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