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[ Abstract )

atherosclerotic heart disease, hypertensive heart disease, valvular heart disease and other heart diseases. It is characterized by

Diabetic cardiomyopathy (DCM) is caused by diabetes, which cannot be explained by coronary

diastolic or systolic dysfunction and eventually develops into heart failure, which is closely related to the high mortality of diabetic
patients. The pathogenesis of DCM is complex, and there is still a lack of specific treatment. Silent information regulator 6 (SIRT6)
is a newly discovered target for the treatment of DCM, which is widely involved in various physiological activities such as DNA
repair, telomere maintenance, glycolipid metabolism, and inflammatory response. This paper mainly reviews the pathogenesis
and treatment of DCM, and illustrates the mechanisms of SIRT6 regulating DCM: reducing myocardial fibrosis and lipotoxicity,

anti—oxidative stress and anti-inflammation, and regulating mitochondrial function, in order to provide some references for the

treatment of DCM.
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