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[ Abstract] Dyslipidemia is one of the most important risk factors for cardiovascular disease. The proprotein convertase subtilisin/kexin

type 9 (PCSK9) plays an important role in cholesterol metabolism and is a key regulator of low-density lipoprotein receptor degradation

induced by cholesterol homeostasis. Lowering cholesterol levels may improve coronary artery endothelial function, elevated levels of its

expression may be associated with increased cardiovascular risk, and antibodies that inhibit it may reduce the incidence of cardiovascular

events in patients with coronary artery disease. This article reviews the research progress on the effects of PCSK9 on vascular endothelial

function.
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