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Effects of Toll-like receptor 4 mediated macrophage foam cells in atherosclerosis
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Abstract ; The predominant innate immune cells in atherosclerotic plaques are mononuclear macropha-

ges. Increased blood lipids and over-expression of inflammatory cytokines stimulate the activation of mono-

cytes into macrophages. Lipid peroxidation in the vascular wall leads to lipid metabolism disorder and ampli-

fication of the inflammatory cascade,resulting in the formation of macrophage foam cells. In atherosclerosis,

micro-environmental signals take part in the initiation and progression of atherosclerosis by controlling the

behavior and results of macrophages via Toll-like receptors ( TLRs). Cholesterol crystals and modified lipo-

proteins also act directly on TLRs, promoting lipid accumulation in macrophages and accelerating the devel-

opment of atherosclerosis. In this manuscript,we aimed to review the advances of TLR4 activation mediated

macrophage inflammatory response and lipid metabolism disorders in the pathogenesis of atherosclerosis.
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