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Roles of Transforming Growth Factor — B in the Airway Remodeling in COPD and the Protective Effect of Anticholinergic Drugs. Yu Wen-
yan ,Wei Yue,Yu Xihao et al. Clinical Medicine School of Ruijin,Medical School of Shanghai Jiaotong University ,Shanghai 200025 ,China

Abstract Objective To investigate roles of transforming growth factor — B in the airway remodeling in COPD and the protective
effect of anticholinergic drugs. Methods LPS mouse tracheal instillation was used to produced COPD model. 30 mice were randomly di-
vided into four groups: control group (saline airway instillation), COPD model group and two intervention groups: tiotropium ( inhala-
tion) , anisodamine (inhalation). After a nine — week modeling and treatment, the mice were killed. TGF — 81 in Lung homogenates was
test with ELISA. Lung tissue in Smad —2, pSmad —2 and a — SMA expression was detected with Western blot. Masson staining was used to
observed collagen deposition in lung tissue and smooth muscle layer thickening situation. HE staining was used to observed airway inflam-
mation. Results  TGF - g1, pSmad -2/Smad -2, a — SMA of animals in COPD model group were significantly increased. In addition,
there appeared significantly airway wall collagen deposition, smooth muscle layer thickening, airway inflammation,etc. In the intervention
group, the phenomenon was attenuated. Conclusion TGF - g1 plays an important role in airway remodeling. Anticholinergic drugs, to
some extent,not only have anti — inflammatory effect but also have anti — remodeling effect.
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