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Abstract: Atherosclerosis (AS) is an important pathological basis for the occurrence and development of cardiovascular and cere-
brovascular diseases.The extracellular matrix metalloproteinase inducer (EMMPRIN) , as a widely distributed, cell surface glycosyl-
ated transmembrane protein, is an important proinflammatory protein of AS.However, the cell signaling pathway in AS is numerous

and the mechanism is complex.lt is focused on the progress of the research on the cross regulation of EMMPRIN around nuclear

factor kappa B (NF-kappa B) and its upstream and downstream signaling pathways to induce atherosclerosis.
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