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(Abstract] Vascular aging is an important pathological basis for the aging of various organs and systems in the human
body, exerting a significant impact on the occurrence of common cardiovascular diseases such as hypertension, atherosclerosis,
myocardial ischemia-reperfusion injury, and coronary heart disease. The pathological mechanisms of vascular aging mainly
include cellular aging, oxidative stress, mitochondrial dysfunction, chronic low—grade inflammation, endothelial dysfunction, telomere
dysfunction, and epigenetic changes. Research on Chinese medicine focuses more on monomers and compound formulas of
Chinese medicines, mainly regulating signaling pathways such as TLR4/MyD88/NF-«kB, NLRP3/Caspase—1, MAPK/ERK1, TNF-
o/NF-kB, and PI3K/AKT to inhibit cellular aging, oxidative stress, and inflammatory, thereby delaying vascular aging. This
article has systematically reviewed the related mechanisms of vascular aging and its role in cardiovascular diseases, as well as

the pharmacological research progress of Chinese medicine in delaying vascular aging, aiming to provide new insights for the
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prevention, diagnosis, and treatment of cardiovascular diseases.

(Keywords] vascular aging; aging; cardiovascular disease; cellular aging; oxidative stress; mitochondrial dysfunction;

chronic low—grade inflammation; endothelial dysfunction
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