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[ Abstract] Diabetic cardiomyopathy has been recognized as one of the main causes of death in diabetic
patients. Its pathogenesis is not related to hypertensive heart disease and other types of heart disease. Its exact
mechanisms include vascular endothelial dysfunction, microangiopathy, oxidative stress, and insulin resistance.
Cardiac endothelial cells play an important role in normal myocardial function, including capillary angiogenesis,
changes in vascular permeability, and cardiac tissue remodeling. Therefore, it is necessary to emphasize the role
endothelial dysfunction playing in the pathogenesis of diabetic cardiomyopathy, and establish a therapeutic
intervention system targeting endothelial cells by identifying the key factors involved in diabetic cardiomyopathy.
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