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[ Abstract] Diabetic cardiomyopathy ( DCM) represents a severe cardiovascular complication of diabetes, primarily driven by structural
alterations and functional abnormalities in the heart induced by diabetes. In the initial stages of DCM , partial structural alterations in the heart
are manifested , but the cardiac function remains compensatory, while in the later stages,it can progress to heart failure. Resveratrol is a natural
polyphenolic compound that can regulate glucose metabolism, oxidative stress, inflammation, and autophagy, offering potential application

prospect for the prevention and treatment of DCM. In order to further understand the effect and mechanism of resveratrol in the prevention and

treatment of DCM,, this article reviews relevant studies,aiming to establish a theoretical foundation for clinical management of DCM.
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