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[ Abstract ]

lymphocytes, vascular endothelial cells and smooth muscle cells play important roles in the genesis and development of AS. In

Atherosclerosis ( AS) is the main pathological basis of cardiovascular disease, macrophages,

recent years, researches about role of macrophage autophagy and miRNA in regulating activity of macrophages in the genesis and

development of AS are common. This paper reviews the progress on the role of macrophages in AS.
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