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[Abstract] Atherosclerosis is the basis of a variety of cardiovascular and cerebrovascular diseases, which may further lead
to myocardial infarction, cerebral infarction and other life-threatening diseases. At present, the main therapy for atherosclerosis
is to control the levels of cholesterol and low density lipoprotein. High density lipoprotein (HDL) is one of the main protective
factors of cardiovascular disease. In recent years, more and more studies have revealed the relationship among atherosclerosis, HDL
and immune system. The inhibitory effect of HDL on immuno-inflammatory responses could be one of the targets for treatment
of atherosclerosis. The mechanism of HDL involved in the regulation of immuno-inflammatory responses of atherosclerosis was
summarized in present paper for providing a new idea on treatment of atherosclerosis
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Fig. 1 Influence of HDL regulating cholesterol content of lipid rafts on the function of antigen presenting cells
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