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[ Abstract] It is an indisputable fact that apolipoprotein ( Apo) C3 is involved in atherosclerosis caused by blood lipid metabolism. In
recent years, studies have also found that ApoC3 further promotes the formation of atherosclerosis by participating in inflammatory reaction,
endothelial cell dysfunction,coagulation reaction , insulin resistance and so on. With the gradual understanding of the gene sequence and signal

pathway of APOC3, the emergence of antisense oligonucleotides and siRNA opened a new chapter in lipid-lowering therapy. This article

reviews the mechanism, gene polymorphism and new therapeutic strategies of ApoC3 in metabolic cardiovascular disease.
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