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Epicardial Adipose Tissue in Heart Failure
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[ Abstract] Epicardial adipose tissue( EAT) is a visceral fat depot located on the surface of myocardium. Studies have shown that EAT

can mediate the occurrence and development of heart failure through a variety of mechanisms. This article mainly summarizes the anatomy and

physiological functions of EAT,its role and pathogenesis in heart failure, and the relevant treatment methods that use EAT as a therapeutic

target.
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