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[ Abstract ]

fibrosis, and eventually cause heart failure. Diabetic cardiomyopathy (DCM) is one of the causes of death in diabetes patients,

Diabetic can cause damage to cardiac structure and function, cause left ventricular hypertrophy, myocardial

and also one of the chronic diseases that threaten human life and health and reduce the quality of life. With the continuous
development of traditional medicine in recent years, there are more and more studies on the treatment of DCM with traditional
Chinese medicine, but there is no systematic summary of its mechanism. This article mainly reviews the mechanism of action of
traditional Chinese medicine on DCM from the perspectives of antioxidant stress, anti—inflammatory effects, anti apoptosis, anti
myocardial fibrosis, and other aspects, and points out that the active ingredient of traditional Chinese medicine are complex and

diverse, and the treatment of DCM with traditional Chinese medicine is characterized by multiple targets and mechanisms, which

provides more options for clinical screening of effective therapeutic targets.
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