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[ Abstract ] Statins are the most effective medications presently available to reduce low-density lipoprotein cholesterol and decrease the

mobility and mortality of cardiovascular and cerebrovascular disease. However, statin intolerance has been a major limitation in the use of st-

atins, especially at higher doses. Following the discovery of proprotein convertase subtilisin kexin type 9(PCSK9) , a new direction has been

provided to regulate cholesterol metabolism. Alirocumab, which trade name is Praluent (SAR236553/REGN727) ,is a fully human mono-

clonal antibody to PCSK9 and has shown good results in a serious of research. The clinical trials research of alirocumab are reviewed in this

paper.
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