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[ Abstract] Triggering receptor expressed on myeloid cells-1 (TREM-1) is a member of TREM family , mainly expressed on the surface
of myeloid cells. Its role in amplifying inflammation has been widely studied, and its molecular mechanism involves synergistic effect,
autophagy , macrophage polarization , pyroptosis and so on. With the development of research, it is found that TREM-1 plays an important role in
coronary heart disease, acute coronary syndrome, in-stent restenosis, ischemia-reperfusion injury and other stages. TREM-1 inhibitor is
expected to become a new drug for the treatment of coronary heart disease. In this paper, the research status of TREM-1 and its research
progress in coronary heart disease will be reviewed, and the possibility of TREM-1 as a new drug for coronary heart disease will be discussed.
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