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[ Abstract] Coronary heart disease is considered as an inflammatory disease ,and anti-inflammatory therapy has become a hope to further

reduce the residual risk of coronary heart disease. Recently,there have been several large cardiovascular outcomes trials of anti-inflammatory

therapy targeting different anti-inflammatory pathways in coronary heart disease, and some valuable conclusions have been obtained. This

article reviews the status and prospect of anti-inflammatory therapeutic pathway for coronary heart disease.
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