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[ Abstract] Proprotein convertase subtilisin/kexin type 9 ( PCSK9 ) inhibitors are novel therapeutic strategies significantly lowering

plasma level of low density lipoprotein cholesterol, with great potential for the treatment of hyperlipidaemia and secondary prevention of

cardiovascular disease patients at high-risk. Accumulating evidence shows that PCSK9 inhibitors reduce cardiovascular events partially due to

their inhibitory effect on platelet function. PCSK9 inhibitors may directly attenuate platelet function through inhibiting PCSK9, or indirectly

affect platelet function through influencing lipid levels. The efficacy of PCSK9 inhibitors on improving platelet hyperreactivity and the potential

benefit of administering PCSK9 inhibitors at acute phase of ischaemic cardiovascular disease are worthy of further study.
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