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[ Abstract] Coronary atherosclerotic heart disease (CHD)is a common disease that threatens human life and health. Among them,
dyslipidemia is the most important risk factor for CHD ,which is closely related to the occurrence and development of coronary atherosclerosis.
Plasma apolipoprotein B( ApoB) is one of the main components of plasma lipoprotein,which participates in the occurrence and development of
atherosclerosis by mediating lipoprotein retention ,inducing immune inflammation and cell apoptosis. Studies have shown that plasma ApoB is

an important risk factor for CHD. In this paper, the molecular structure, metabolic pathway, atherogenic mechanism and clinical application

value of plasma ApoB in CHD are reviewed as follows.
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