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[ Abstract] Atherosclerotic cardiovascular disease( ASCVD) is one of the biggest threats to public health worldwide. It is a trend of high
incidence rate and younger age. Abnormal lipid metabolism is the main risk factor. Remnant cholesterol (RC) is the cholesterol of very low
density lipoprotein and intermediate density lipoprotein in fasting state, and the cholesterol of chylomicrons in postprandial state. More and
more evidence shows that the level of RC is related to the occurrence of ASCVD,especially when low density lipoprotein cholesterol is at the
appropriate level, it is considered to be another feature of atherosclerotic lipoprotein profile. This review summarizes the definition and

quantitative evaluation of RC,and demonstrates the relationship between RC and ASCVD through and epidemiology evidence , genetic evidence

and treatment.
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