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Mechanism of PCSK9-induced Atherosclerosis
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[ Abstract ] Atherosclerosis is a chronic inflammatory disease that invades the blood vessel wall. Current studies have shown that

proprotein convertase subtilisin/kexin type 9(PCSK9) has anti-atherosclerotic ability, and in addition to conventional routes, there may be a

new way of anti-atherosclerosis effect of PCSK9. This review focuses on how PCSKO is involved in the formation of atherosclerosis and focuses

on the key role of immune regulatory mechanisms in the anti-atherosclerosis of PCSK9.
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