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Research Progress of PCSK9 and its Inhibitors in Cardiovascular Field
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ABSTRACT: The increase of low-density lipoprotein cholesterol (LDL-C) in serum is one of the major
risk factors for atherosclerotic cardiovascular disease (ASCVD). Statins and cholesterol absorption
inhibitors are commonly used clinically to lower LDL-C, but some patients cannot reduce LDL-C to the
target level when using these two drugs together, which greatly elevatesthe risk of ASCVD. Proprotein
convertase subtilisin/kexin 9 (PCSK9) inhibitorsarenew drugs which affect blood lipids and reduce
the level of cholesterol, that bring new hope for the prevention and treatment of ASCVD. This article
systematically introduces the genetics and mechanism of PCSK9 , various types of PCSK9 inhibitors,
and the advantages and risks of two monoclonal antibodies, Evolocumab and Alirocumab. We hope to
provide some help for clinicians when selecting drugs.
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