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Protective Effect of Hydrogen Sulfide in Diabetic Cardiomyopathy
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[ Abstract] Diabetic cardiomyopathy is a specific cardiomyopathy that occurs in diabetic patients and can not be explained by

hypertensive heart disease, arteriosclerosis, or other heart conditions. Studies have shown that hydrogen sulfide ,as an endogenous gas signaling

molecule, has a protective effect on heart of diabetic cardiomyopathy patients,and its mechanism is mainly related to reducing inflammation,

reducing oxidative stress,inhibiting cardiomyocytes apoptosis,and promoting autophagy.
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