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ABSTRACT: Macrophages are important cells of the immune system, which have the chemotaxis, phagocytosis, immune, secretion
and other functions. In the process of atherosclerosis, macrophages phagocytose the ox-LDL, which the process of inflammatory
cytokines chemotaxis, phagocytosis lot of oxidized LDL and become "foam cells", which leads to atherosclerotic lesions and generate
substances such as tumor necrosis factor-a secreted by immune function and accelerate the progress of disease, a member with
chemotaxis, phagocytosis, and secretion of immune function, inflammatory cytokines by oxidative modification of LDL occurs during
chemotaxis, phagocytosis lot of oxidized low-density lipoprotein, become "foam cells", which led to atherosclerotic lesions, and generate
substances such as tumor necrosis factor-a accelerates the progress of disease through immunization and secretory functions which
change and atherosclerosis formation and development are closely related. ADRP as the PAT protein, a member of the family, because of
the important role in the formation of lipid droplets and attracted widespread attention. ADRP is atherosclerosis, a key molecule in the
process, not only in improving inflammatory lesions plays a dual role and regulation of lipid metabolism, but also by limiting the
formation of foam cells, which will affect the trend of atherosclerosis.
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