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Effects of fluid shear stress on monocytes/macrophages in atherosclerosis
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Abstract The mechanical stimulation of fluid shear stress is transduced into biochemical signals in organisms
that regulate the phenotype and functions of monocytes/macrophages. These signals have influences on monocyte
recruitment, macrophage phagocytosis and polarization. Then, they participate in process of atherosclerosis. This
review covers recent advances in the effects and mechanisms of fluid shear stress on monocytes/ macrophages.
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Figure 1  Effect of fluid shear force on mononuclear-

macrophages in atherosclerosis
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