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Abstract: Diabetes mellitus is a metabolic syndrome that increases the risk of cardiovascular disease. Diabetic cardiomyopathy is one
of its complications and independent of coronary artery disease and hypertension, and becomes a major cause of morbidity and mortality in
those suffering from diabetes mellitus. It is a complex disease caused by multiple factors. Mitochondria occupy 35% ~40% of cardiomyocyte
volume and supply almost 95% of ATP. When they are impaired, the heart function may become disordered. This review provides an over-
view of mitochondrial dysfunction in the mechanism of pathogenesis of diabetic cardiomyopathy.
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