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Abstract: Remnant lipoprotein cholesterol (RLP-C) are composed of very low-density lipoprotein 3 cho-
lesterol (VLDL3-C) and intermediate density lipoprotein cholesterol(IDL-C) , which are the remnants produced
by the hydrolysis of triglyceride-rich lipoproteins (TRLs). RLP-C levels are significantly related to the occur-
rence of atherosclerotic cardiovascular disease (ASCVD) and are the remaining risk factors for ASCVD other
than low-density lipoprotein cholesterol (LDL-C). Subintimal accumulation of atherogenic lipoprotein particles
causes chronic inflammatory responses,including innate immune responses and adaptive immune responses.
Unlike LDL-C,RLP-C

macrophages without oxidative modification,leading to the formation of foam cells and inflammatory reaction

is more likely to remain under the arterial endothelium and is directly phagocytosed by

in the arterial wall endothelium,thereby forming atherosclerotic plaques. This review summarizes the concept
of RLP-C,the relationship and quantitative detection method of RLLP-C and ASCVD,and the mechanism of in-
flammatory in ASCVD caused by RLP-C.
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