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Abstract Excessive accumulation of ectopic adipose tissue is a high-risk factor for coronary heart disease in type 2 dia-
betes mellitus (T2DM). Epicardial adipose tissue (EAT) is a type of ectopic fat adjacent to the myocardium and coronary
arteries. In T2DM settings, the volume and function of EAT have undergone dramastic alteration. By secreting adipokines,
inflammatory factors and free fatty acids, EAT promotes local insulin resistance, damage and inflammation in cellular compo-
nents of coronary arteries. Moreover, factors from EAT directly cause damage to myocardium. Thereby, EAT in T2DM in-
creases the occurrence of coronary heart disease and susceptibility of myocardium to ischemic events. Existing evidence sug-

gests that EAT may be potential therapeutic target for T2DM combined with coronary heart disease. This review intends to

probe into the current proceedings in this field and future research highlights.
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