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Summary Apolipoprotein A5, a novel member in the apolipoprotein family. plays an important role in regu-

lating plasma triglycerides. Its dysfunction is associated with the progression of atherosclerosis. Its gene polymor-

phisms show different influence on the atherosclerotic cardio-cerebrovascular diseases within different regions and

races. This review focuses on the structure, function, mechanism, and gene polymorphisms of apolipoprotein A5,

particularly in the Chinese population in recent years.
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