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Abstract : Systemic lupus erythematosus(SLE) is a chronic and repeated autoimmune disease with multi-
ple system damage. The main death causes of the patients with SLE are severe multi-organ damage and infec-
tion. However,the long-term causes of death included the chronic renal insufficiency.drug adverse reactions
and other complications(including atherosclerotic heart disease,hypertension, diabetes,etc. ), which is closely
related to the early-onset,high occurrence of dyslipidemia and plasma high density lipoprotein level. The main
metabolic outlet of cholesterol in the human body is that extrahepatic tissue and intracellular cholesterol is
transported to the liver by plasma high density lipoprotein, converted into bile acid in the liver and excreted
with bile. This process is the reverse cholesterol transport. A large number of studies have shown that the
transport processes such as the migration of cholesterol from extrahepatic cells to high density lipoprotein,
cholesterol esterification and cholesterol ester transport need the participation of scavenger class B type [ re-
ceptor (SR-B [ ). This paper reviews the role of SR-B [ in the outflow pathway of cholesterol,as well as the
correlation between the development of atherosclerosis and impairment of SR-B ] mediated cholesterol efflux
pathway in patients with systemic lupus erythematosus.
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