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Role of vascular smooth muscle cells in atherogenesis should not be underestimated
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[ ABSTRACT]

Recent studies show that as many as 70% of all cells in atherosclerotic lesions are smooth muscle cells-derived.

atherosclerosis;  vascular smooth muscle cells; plaque formation; mechanism research

Vascular endothelial cells, macrophages, and smooth muscle cells (SMC) participate in atherogenesis.
Inflammatory
cytokines and immune modulators secreted by smooth muscle cells in the atherosclerotic plaque promote smooth muscle cell
proliferation, migration and inflammatory response, and activate and recruit macrophages to the atherosclerotic lesions in a au-
tocrine or paracrine manner. Moreover, smooth muscle cells in atherosclerotic lesions express receptors for lipid and can
take up modified lipoproteins, leading to a massive accumulation of cholesterol esters and the formation of foam cells in the
atherosclerotic plaque. Thus, smooth muscle cells play a key role in the formation of atherosclerotic plaque, the role and

mechanism of action of smooth muscle cells in the atherosclerotic plaque pathogenesis need to be further studied.
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Figure 1. Regulatory mechanism of SMC phenotypic switching and proliferative vascular diseases involving SMC

phenotypic transformation
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Figure 2. Exosome-mediated miR-155 transfer from smooth muscle cells to endothelial cells decreases tight junction protein

expression in endothelial cells
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