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Abstract

Gastric cancer is one of the common malignant tumors, with the incidence rate and mortality rate both at the forefront. Leptin is an
important regulator of basal metabolism and food intake, and plays a key role in obesity. Obesity is an increasingly global disease
and a risk factor for triggering a variety of complications, including metabolic syndrome, diabetes, hepatic steatosis, cardiovascular
disease and even cancer. In the past decades, obesity and leptin have been associated with the occurrence, proliferation, and
progression of many types of cancer. However, the molecular interaction of these mechanisms in GC is still unclear, and further
studies of leptin effects on GC may reveal potential future research directions and therapeutic targets of GC.
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