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Summary Aging is a major risk factor for human diseases. and delaying or reducing aging has become an ur-
gent issue for improving the quality of life. Among them, vascular aging runs through the whole process of occur-
rence, development and evolution of age-related diseases(such as diabetes mellitus. neurodegenerative diseases,
atherosclerosis, and hypertension). As the basis of the pathogenesis of vascular disease, what role does diabetes

play in the process of vascular aging is a hot spot in the academic field. This article aims to review the latest re-

search results on the mechanism and treatment of type 2 diabetes in cardiovascular aging-related diseases.
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