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Arterial aging——common mechanism of chronic diseases in the elderly

YU Kai', BAI Xiao-Juan®"

(*Department of Geriatrics, China Medical University, Shenyang 110001, China; “Department of Gerontology and Geriatrics,
Shengjing Hospital, China Medical University, Shenyang 110004, China)

[ Abstract] Arterial aging is one of most principal mechanisms of chronic diseases of the elderly. Studies upon arterial aging are the
important approaches to deal with the burden of aging society all over the world. This article overviewed the association of arterial

aging and elderly chronic disease, the morphology, and the biomarkers of arterial aging.
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