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[ Abstract ] Long-term diabetes can cause diabetic cardiomyopathy(DCM) , a specific form of cardiomyopathy, independent hyperten-

sion, coronary heart disease and other diseases. DCM is a progressive disease and its pathogenesis has not been fully understood. Its pro-

gression is affected by high blood sugar, high cholesterol, inflammation and myocardial function disorders and many other factors. In this pa-

per, the latest research progress of DCM is summarized as follows in recent years.

[ Key words ] Diabetic cardiomyopathy; Pathogenesis; Pathological changes
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