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Abstract : Diabetic cardiomyopathy (DCM) is a special type of heart disease, which increases the risk of heart failure in diabetic
patients to some extent and is also one of the main causes of death in diabetic patients. The pathogenesis of DCM involves many
aspects. Myocardial cell metabolic disorders (such as hyperglycemia and insulin resistance) , myocardial inflammation and
fibrosis are the basis of the pathogenesis of DCM, and these factors act on the occurrence and development of DCM individually
or in combination. At present, there is no effective drug for the radical cure of DCM in clinical practice, and the study of the

pathogenesis of DCM is of great significance in the development of targeted therapy drugs. The pathogenesis of DCM was mainly

reviewed in order to provide theoretical basis for the early prevention and treatment of DCM.
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Fig.1 Pathogenesis of diabetic cardiomyopathy
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