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[ Abstract] Diabetic cardiomyopathy is a kind of specific cardiomyopathy caused by diabetes, independent of hypertension, coronary
artery disease and structural heart disease. The pathogenesis of diabetic cardiomyopathy is complex and diverse, including oxidative stress and
mitochondrial dysfunction. 8-Oxoguanine DNA glycosylase 1 (OGG1) can restore the damaged mitochondrial function to normal, so as to
maintain the normal energy supply of living organisms. Many studies have confirmed that OGG1 plays an important role in cancer,immunity,
neurodegenerative diseases and cardiovascular diseases. OGG1 is closely related to the occurrence and development of diabetic
cardiomyopathy , which is worthy of further research and development of related treatment strategies. This article reviews the role of OGGI in
the pathogenesis of diabetic cardiomyopathy.
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