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[ Abstract |

system, its morbidity and mortality are higher. The lung function decreases gradually, the labor force and the
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The chronic obstructive pulmonary disease ( COPD) is a common disease of respiratory

quality of life of patients was affected seriously. It is gradually understood with knowledge of COPD in recent years,
the relevant pathogenesis of COPD and research literature of traditional Chinese medicine on COPD are analyzed in
this paper. Based o the results of our scientific research, pathogenesis of COPD relevant with inflammation, airway
mucus secretion of excessive, oxidation/antioxidant imbalance, reconstruction were viewed. From the point of
pathogenesis, the therapeutic methods are important in finding action targets for COPD, and it was of traditional
Chinese medicine has certain advantages in treatment of COPD.
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