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Research progress on the effect of PCSK9 inhibitors on atherosclerotic plaques
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[Abstract] Reducing low-density lipoprotein cholesterol (LDL-C) has always been the main means to
reduce and prevent atherosclerotic (AS) cardiovascular diseases. Proprotein convertase subtilisin kexin type 9
(PCSK9) inhibitors can significantly reduce LLDL-C and reduce cardiovascular related events. At the same
time, PCSK9 inhibitors can promote the regression of atherosclerotic plaques,and play an anti-AS role by re-
ducing lipoprotein a, improving endothelial cell function, reducing the inflammatory response,and inhibiting
platelet activation. In this paper,the effects of PCSK9 inhibitors on AS plaques and their anti-AS mechanism

were reviewed to understand the role of PCSK9 inhibitors more comprehensively and provide a reference for

the clinical application of PCSK9 inhibitors.
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