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[Abstract] Objective To investigate the epithelial-mesenchymal transition in respiratory epithelial cells stimulated by ciga-
rette smoke extract in vitro for the new clue of the airway remodeling of COPD due to cigarette smoke. Methods The messenger ri-
bonucleic acid levels of E-cadherin, N-cadherin were measured by RT-PCR combined with agarose gel electrophoresis after the treat-
ment of different concentrations cigarette smoking extract (0%,0.5%,1. 0% ,2.5%,5.0%) for 72 hours in respiratory epithelial
cells. The concentration of TGF-81 was quantified by enzyme linked immunosorbent assay in the supermatant. After the treatment
of 2.5% cigarette smoking extract in respiratory epithelial cells, the morphological changes measured by inversion microscope, the
messenger ribonucleic acid levels of E-cadherin, N-cadherin and complement component C3 by RT-PCR combined with agarose gel
electrophoresis and the protein concentration of TGF-81 and complement component C3a in the supermatant by enzyme linked im-
munosorbent assay were conducted at different times(0,12,24,48 h). Results The stimulation of different concentrations CSE for
72 hours in BEAS-2B cells decreased the level of E-cadherin mRNA expression accompanied by rising expression of the messenger
ribonucleic acid level of N-cadherin compared with the control group in a concentration dependent manner, Simultaneously, after dif-
ferent stimulations there was a significant increase in TGF-B1 protein level in the supermatant (P<C0. 05). After the treatment of
2.5% cigarette smoking extract in respiratory epithelial cells at different times, BEAS-2B cells acquired an elongated, shuttle-like
shape in morphology,besides which there was an inverse change that the mRNA expression of E-cadherin was reduced compared
with the control group as a significant increase in a time dependent manner in the mRNA expression of N-cadherin and complement
component C3 (P<C0.05) ,as well as the protein level of TGF-81 and complement component C3a in the supermatant were elevated
after BEAS-2B cells treated with 2. 5% CSE exposure at different times (P<C0. 05). Conclusion Cigarette smoke extract may be
induced epithelial to mesenchymal transition,in which the activation of complement C3 may play a role.
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