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[ ABSTRACT ]

mote the occurrence and development of atherosclerosis.

expected to be one of the effective methods to reduce the residual risk of cardiovascular disease.

Chylomicrons, as the main source of intestinal triglyceride-rich lipoproteins and their remnants, can pro-

Therefore, reducing chylomicrons and their remnants are

This review describes the

key proteins in the production of chylomicrons and their molecular mechanisms, as well as the progress of Chinese and

Western medicine therapy systematically in order to provide reliable new ideas for the prevention and treatment of athero-

sclerosis.
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Figure 1. Schematic diagram of chylomicron generation and drug mechanism of action (revised from Dash et al"*!)
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Table 1. Drugs targeting chylomicron production
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