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Abstract

Cerebral small vessel disease has a hidden onset and can manifest as lacunar infarction, cognitive impairment, motor disorders, etc.
It can lead to neurological loss and cognitive impairment. Remnant cholesterol is the content of all cholesterol rich in triglyceride
lipoproteins, which can directly promote the development of atherosclerosis by damaging endothelial cells, promoting inflammation
and thrombosis and other mechanisms. The current treatment plan is mainly to adjust lifestyle, use lipid lowering drugs and so
on. The paper mainly explores the relationship between remnant cholesterol and cerebral small vessel disease, the definition and
evaluation methods of remnant cholesterol, metabolic pathways, pathogenic mechanisms, and influencing factors, in order to provide
reference for clinical control of remnant cholesterol.
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