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Macrophage , an important component of the immune system, plays a crucial role in atherosclerosis and re-

Conventional wisdom holds that macrophages are derived from blood mononuclear phagocyt-

ic system and not renewable, but recent studies have shown that tissue macrophage can proliferate and has played a key

role.  Cell cycle regulators, bone growth factors and oxidized low density lipoprotein are closely related with macrophages

in atherosclerosis.
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This article briefly reviews regulation of macrophage proliferation in atherosclerosis.
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Figure 1. Immunofluorescence showing BrdU * Mac3 * mac-
rophages in aortic root lesions in ApoE ~'~ mice consuming
an HCD 1 and 4 weeks after implantation of BrdU-contai-

ning osmotic pumps
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