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Research progress on action mechanism of traditional Chinese medicine in treatment
of chronic obstructive pulmonary disease

ZHANG Tong-mao, LIU Wei, KONG De-ying
Department of Traditional Chinese Medicine, the Second Hospital of Tianjin Medical University, Tianjin 300210, China

Abstract: Chronic obstructive pulmonary disease (COPD) is a common chronic respiratory disease with incomplete airflow restriction
with high incidence and mortality. It has become one of the major chronic diseases threatening human health worldwide without no
effective treatment drugs. In recent years, the prevention and treatment of COPD has become a hot topic for the majority of medical
workers, especially the research on action mechanism of traditional Chinese medicine on COPD. Traditional Chinese medicine can
control airway and lung inflammation, improve airway remodeling, reduce airway responsiveness, regulate oxidation-antioxidant
processes, and play a certain role in the adjustment of protease-antiprotease imbalance, immune imbalance, and pathologic change of
lung function, hemorheology, and serum markers. The action mechanism of traditional Chinese medicine in treatment of COPD is
reviewed in this paper, providing new ideas and approaches for the research on the action mechanism of traditional Chinese medicine
in treatment of COPD and the treatment of COPD.
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