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Research progress on effect of traditional Chinese medicine on

TGF-p signal pathway of COPD"
CHEN Yunkun .WANG Jie. LI Xiuhua . ZHANG Wenbin®
(Department of Respiratory and Critical Care Medicine ,Chongqging Municipal Hospital
of Traditional Chinese Medicine ,Chongqing 400021,China)
[Abstract] TGF-R belongs to a newly discovered group of cell growth factors that regulate the cell
growth and differentiation, which can regulate the immune response, cell proliferation and differentiation, tis-
sue repair,extracellular matrix synthesis and apoptosis,and is at an important link in the pathogenesis of chro-
nic obstructive pulmonary disease (COPD). Therefore, by regulating TGF-8 signal pathway,reducing or dela-
ying airway remodeling of COPD will become one of the important methods of clinical treatment of COPD.
This paper introduces the role of TGF-8 signaling pathway in COPD and the research progress of traditional
Chinese medicine(TCM) regulation and control of TGF-8 signaling pathway to reduce or delay the airway re-
modeling of COPD, which provides an important theoretical basis and opens up a new direction for prevention
and treatment of COPD.
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