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[ Abstract] Diabetic cardiomyopathy is one of the main causes of death in diabetic patients, and its pathogenesis has not been fully
elucidated. Mitochondria, as the cell” s energy factories, are closely related to the occurrence and progression of diabetic cardiomyopathy.
Previous studies have found that mitochondrial energy metabolism disorders, enhanced oxidative stress, calcium homeostasis imbalance, and
mitochondrial autophagy are closely related to diabetic cardiomyopathy. In recent years, mitochondrial dynamics as an upstream event of these

pathological mechanisms have attracted widespread attention. This article reviews the role of mitochondrial dynamics in the pathogenesis and

progression of diabetic cardiomyopathy.
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