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[Abstract] Diabetic cardiomyopathy is one of the chronic irreversible and serious cardiovascular complications in diabetic
patients. Recent studies have shown that the mitochondrial dysfunction caused by the disturbance of mitochondrial dynamic
balance is closely related to the occurrence of diabetic cardiomyopathy. Dynamin related protein 1 (Drpl) is an important
regulator of mitochondrial fission. Studies have shown that increased activity of Drpl in diabetes cardiomyocytes can lead to
increased mitochondrial fission and decreased mitochondrial fusion which leads to mitochondrial dysfunction. Drpl can lead to
the occurrence and development of diabetic cardiomyopathy by inducing oxidative stress, energy metabolism disorders, apoptosis,
insulin resistance, and lipotoxicity in cardiomyocytes. In addition, inhibition of Drp1 activity may improve cardiac function in
diabetic cardiomyopathy. Therefore, the mechanism of Drpl in diabetic cardiomyopathy have been reviewed in present paper in
order to provide new ideas for the prevention and treatment of diabetic cardiomyopathy and drug development.
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