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Abstract: In recent years, the burden of diseases caused by abnormal blood lipids has been continuously increasing. The efficacy of
traditional lipid-lowering drugs lipid-lowering therapy is limited and some patients cannot tolerate it, and there is an urgent need to
continuously develop innovative therapies. Proprotein convertase subtilisin/kexin type 9 (PCSK9), apolipoprotein C-III (ApoC3),
angiopoietin-like protein 3 (ANGPTL3), and lipoprotein (a) [Lp(a)] are therapeutic lipid targets with genetic basis, which have shown

potential in regulating dyslipidemia. This article summarizes the research progress of nucleic acid therapy drugs targeting key targets

of dyslipidemia, in order to provide reference for precise lipid management in clinical practice.
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Table 1 Pathogenic mechanisms, genetic foundations, and representative nucleic acid therapeutic drugs for different targets
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