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[ Abstract ] Apolipoprotein is a type of protein that binds to plasma lipids and transports blood lipids to various tissues of the body for

metabolism and utilization. Studies at home and abroad have found mutations in the apolipoprotein gene to form apolipoproteins with different

alleles and different phenotypes, leading to disorders of lipid metabolism and cardiovascular and cerebrovascular diseases. It is well known

that hyperlipidemia is one of the independent risk factors for coronary heart disease. This article reviews the current research and research on

apolipoprotein gene polymorphism and coronary heart disease research progress.
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