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Abstract : Diabetic cardiomyopathy( DCM) is a major complication of diabetes and is a common cardiovascular compli-

cation independent of coronary artery disease and hypertension. This disease causes hypertrophy of cardiac cells, proliferation

of cardiac fibroblasts and collagen deposition on the basis of metabolic disorders of cardiac cells and microvascular diseases,

resulting in stiff ventricular wall and cardiac function injury,and eventually leads to heart failure. To date,the exact patho-

genesis of DCM is not completely clear. It is believed that DCM is the result of the combined action of sugar,fat metabolism

disorder and insulin secretion abnormality. Abnormal cell autophagy has been discovered,and the co-action of multiple fac-

tors that cause abnormal subcellular components and inadaptive immune responses are also involved in the occurrence and

development of DCM.
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