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[Abstract]

disease, valvular disease, congenital heart disease, and hypertensive heart disease, characterized by metabolic disorders

Diabetic cardiomyopathy (DbCM) is a cardiovascular complication independent of coronary artery

and myocardial dysfunction. Its clinical manifestations are early impaired diastolic function, impaired late systolic func-
tion, and eventually heart failure. The pathological process of DbCM is complicated, and some biological components in
exosomes may play an important role in the pathological process of DbCM. Therefore, this study reviews the recent ad-

vances in exocytosis and diabetic cardiomyopathy from the pathogenesis of diabetic cardiomyopathy and the role of exo-
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somes in DbCM, which may provide a new direction for the early identification and treatment of DbCM.
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