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[ Abstract] Inflammation plays an important role in the advance of atherosclerosis. The pathological process of atherosclerosis is caused
by the injury of arterial endothelium and abnormal plasma cholesterol level. Subsequently, various immune cells are recruited to the arterial
intima through inflammatory response, and participate in the formation and progression of plaque. These cells include macrophages, dendritic
cells, smooth muscle cells, T cells, B cells, mast cells, etc. Each of the immune cells is composed of proinflammatory subtype and anti-
inflammatory subtype, and produces corresponding pro-inflammatory factors and anti-inflammatory factors to coordinate innate homeostasis.
Starting from the inflammatory cells involved in the development of atherosclerosis, this paper briefly reviews the mechanism of inflammation
and its double-edged sword effect in the development of plaques, and proposed possible targets for the future anti-inflammatory treatment
strategies of atherosclerosis.
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