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PCSK9, the ninth member of the proprotein convertase family, is a group of serine proteases se-
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Abstract
creted primarily by the liver and released into the bloodstream. There. it degrades the low-density lipoprotein re-
ceptor(LDLR) thus increasing low-density lipoprotein cholesterol(LDL-C) and promoting the formation of athero-
sclerotic plaque. The emergence of PCSK9 inhibitors has opened up a new way for the treatment of dyslipidemia.
In recent years, more and more studies have shown that PCSK9 not only regulates lipid metabolism in the liver,

but also participates in the physiological and pathological processes of extrahepatic organs, affecting a variety of

cardiovascular diseases. This article reviews the latest progress of PCSK9 and cardiovascular diseases.
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