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[ Abstract ] Atherosclerosis is a serious disease that is harmful to human health. Proprotein convertase subtilisin/kexin type 9

(PCSK9), a newly recognized protein, which plays a key role in cholesterol homeostasis by enhancing the degradation of hepatic low-density

lipoprotein receptor and causing marked increases in low-density lipoprotein cholesterol concentration and atherosclerosis. This review pro-

vides important links between PCSK9, low-density lipoprotein receptor and the mechanisms of atherosclerosis.
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