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Abstract: Vascular aging is an important risk factor for many cardiovascular diseases, and its mechanism is related to the changes of arterial function
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and structure caused by metabolic diseases in the elderly. Type 2 diabetes mellitus is an important pathological basis of vascular disease, and its
participation mechanism in the process of vascular aging is complex, involving glucose and lipid balance, inflammatory response, oxidative stress,
autophagy pathway inhibition, angiotensin Il and other aspects, which is the focus of academic discussion in recent years. In this paper, the research
on the relationship between type 2 diabetes mellitus and vascular aging is expounded, and the influence mechanism of type 2 diabetes mellitus on
vascular aging is discussed, so as to provide reference for the early intervention of the disease.
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