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[ Abstract] Diabetic cardiomyopathy is one of the most serious complications of diabetes and the main
causes of sudden death in diabetics. Current studies showed that, exercise has been regarded as an efficient
non-pharmacological treatment for diabetes, it can inhibit the pathological processes of myocardial apoptosis,
myocardial microvascular disease, and myocardial fibrosis through improving myocardial metabolism, enhan-

2+

cing the regulation of Ca™" , and protecting the function of mitochondria in cells, and eventually, alleviating
the occurrence and development of diabetic complication. Describing the mechanisms of exercise on diabetic
myocardium may provide new theory for alleviating, or even reversing the development of diabetic cardiomy-
opathy, and prevent it develop to heart failure.
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