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[ Abstract] Pentraxin 3( PTX3) is a new type of acute phase inflammatory response protein,which can be rapidly produced by various

cells in response to inflammatory cytokines and exogenous microorganisms. Through interacting with complement, nuclear factor-kB and P-

selectin, PTX3 regulates the natural immunity caused by virus, bacterial and fungal infection, inhibits the process of cancer and promotes

tissue repair. Recent basic and clinical studies have shown that PTX3 plays an important role in the occurrence and development of

atherosclerosis, plaque stability and thrombosis, and can be used as a predictor of adverse cardiovascular events. This article briefly summarizes

the recent research progress of PTX3 in coronary atherosclerotic heart disease.
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