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Abstract

Chronic Obstructive Pulmonary Disease (COPD ) is a common chronic respiratory system inflammatory disease. Tradi-

tional Chinese medicine( TCM ) has significant effect on the prevention and treatment of COPD, and regulating the inflammatory re-

sponse is one of its important therapeutic mechanisms. This paper reviewed the inflammatory cells and inflammatory factors that in-

volved in the inflammatory response of COPD and the intervention effects of TCM on COPD inflammation.
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