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[ Abstract ] Coronary atherosclerotic heart disease is one of the diseases with high disability and mortality. In recent years, more and

more studies have been conducted on the relationship between coronary atherosclerotic heart disease and leptin. Especially in obese

individuals, leptin resistance are closely related to the occurrence of coronary atherosclerotic heart disease. It is believed that the gene

polymorphism of leptin receptor may play an important role in leptin resistance. This paper summarizes the research progress of leptin

resistance , leptin receptor gene polymorphism and the incidence of coronary atherosclerotic heart disease,and provides some reference for the

prevention and treatment of coronary atherosclerotic heart disease.
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