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[Abstract] Apolipoprotein M, which is a member of superfamily of lipoprotein, is mainly bound to high
density lipoprotein (HDL) particles. The hydrophobic signal anchor located apoM to the single phospholipid layer
of lipoproteins. Human apoM gene is located in the major histocompatibility complex (MHC) class 1l locus on
chromosome 6 located close to the genes of tumor necrosis factor a and lymphotoxins. Recently, the investigation of

apoM show a series of inflammatory agents can regulate the level of apoM. Meanwhile, the study indicates that apoM

is mainly related to atherosclerosis, diabetes mellitus, sepsis and autoimmune disease.
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