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ABSTRACT Blood stasis and aging are mutual cause and effect, it has been a consensus that blood stasis
often occurs in the elderly, and aging caused by blood stasis is more and more common, so that it is worth
exploring. Blood stasis can lead to pulse sluggish, affect the normal physiological function of the human and cause
vascular aging, consequently to premature aging. Combined with the latest research on vascular aging in modern
medicine, the close relationship between blood stasis and vascular aging was systematically discussed from the
aspects of vascular cytological structure, hemorheology, oxidative stress, vascular inflammation and metabolic
homeostasis imbalance in this paper. For the first time, the academic viewpoint of “blood stasis causing aging”
was put forward systematically. This paper also reviewed the latest researches on slowing aging and preventing
premature aging with Chinese medicine of activating blood circulation based on the theory of correspondence
between formula and syndrome. Finally, the outlook for Chinese medicine in delaying vascular aging provided
theoretical support for the follow-up research.
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