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[ Abstract] Neutrophils are one of the main components of the body’ s immune system and play an important role in defending against
infection and inflammation. In recent years, studies have shown that in addition to its traditional role,neutrophils can also participate in the
occurrence and development of a variety of diseases,including coronary heart disease, through the release of exiracellular traps, that is, more
and more evidences show that neutrophil extracellular traps also play a key role in the process of coronary atherosclerosis. Therefore,
intervening in the formation and release of neutrophil extracellular traps may be a new strategy for the treatment of coronary atherosclerosis and
its complications. At present, the intervention of neutrophil extracellular traps has become a research hotspot, and in the future, the intervention
of neutrophil extracellular traps may become one of the new directions of coronary heart disease treatment. This article reviews the mechanism
and application prospect of neutrophil extracellular traps in the occurrence and development of coronary heart disease.
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