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Mechanism of IL.-33 regulation of epithelial-mesenchymal transformation induced

by cigarette smoke extract through TGF-B1/Smad3 signaling pathway "
LIANG Xiaobo ,LAN Nan,ZHANG Yun ,WANG Song ping sL1 Yuying”
(Department of Respiratory and Critical Care Medicine /In flammation & Allergic Diseases Research
Unit , The Affiliated Hospital of Southwest Medical University ,Luzhou ,Sichuan 646000,China)
[Abstract| Objective To investigate the mechanism of 1L-33 in the epithelial-mesenchymal transition
(EMT) induced by cigarette smoke extract. Methods Human bronchial epithelial cells (16HBE) were divided
into the control group,the CSE group,the CSE+ Anti-I1.-33 group and the CSE-+11.-33 group. According to
the experimental groups,PBS,5% CSE,5% CSE+ Anti-1L-33 (3 pg/mL),5% CSE-+IL-33 (40 ng/mL) were
administered for 72 h,respectively. The fluorescence intensity of E-cadherin and Vimentin was detected by im-
munofluorescence. The expression of E-cadherin, Vimentin, Suppression of Tumorigenicity 2 (ST2) , transfor-
ming growth faction-81 (TGF-81), Recombinant Mothers Against Decapentaplegic Homolog 3 (Smad3) and
phosphorylated Smad3 (p-Smad3) were detected by Western blot. Results Compared with the control group,
the expression of E-cadherin protein decreased and the expression of Vimentin, ST2, TGF-1 and p-SMad3
protein increased in the intervention groups after CSE exposure,with statistical significance (P <C0. 05). Com-
pared with the CSE group,the expression of E-cadherin protein in the CSE+ Anti-11.-33 group was increased,
Vimentin,ST2, TGF-B1 and p-Smad3 were decreased,and the expression of E-cadherin protein in the CSE+
11.-33 group was decreased. The expression of Vimentin,ST2, TGF-1,p-Smad3 protein was increased. Conclu-
sion 11.-33 may up-regulate TGF-1/Smad3 signaling pathway through I11.-33/ST2 axis,and promote the for-
mation of CSE-induced cell EMT.
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