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Abstract

Coronary atherosclerosis is a chronic inflammatory disease involving a variety of inflammatory cells and inflammatory factors.
Currently, many novel inflammatory biomarkers have been proved to be closely related with coronary atherosclerotic heart disease
occurrence, severity of coronary artery stenosis, and poor prognosis of disease. The resulting use of anti-inflammatory treatment to
further reduce the risk of coronary heart disease residual has become a new hope for the future treatment of coronary heart disease.
This paper summarizes the correlation of inflammatory biomarkers with the progression of coronary heart disease and the progress
of anti-inflammatory treatment strategies for coronary heart disease in recent years, and explores the correlation of inflammatory
biomarkers and the occurrence and progression of coronary heart disease to provide new ideas for the diagnosis and treatment of
coronary heart disease.
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