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Abstract: Immune inflammation is one of the critical pathological processes linking to the development of coronary
heart disease, in which innate immune—related cells (monocytes, etc.) and adaptive immune-related cells (T cells, etc.)
play an important role in this process. Numerous studies have found that regulating immune inflammation can inhibit
atherosclerosis. Immune inflammation has become a new therapeutic target, while some vaccines and antibodies have
been carried out clinical trials, and show certain clinical efficacy. Exploring the mechanism of traditional Chinese
medicine on immune inflammation of coronary heart disease may provide new ideas for the research and development of
new traditional Chinese medicine.
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