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Differences in E-cadherin expression of lung adenocarcinoma cell line AS49 under dif-

ferent culture conditions and the related significance
HUANG Hai-hui, HU Shao-yi, BIAN Zhi-heng, HE Jian-ming, LIANG Hou-jie (Depaitment of Oncolagy. Southwest Hospital, Third
Military M edical Univesity, Chongging 400038, China)

Abstract: Objective To investigate the roles of E-cadherin on multicellular resistance of lung adenocarcinoma
cell line A549. Methods Three dimensional culture of A549 cells was achieved using rotatable culture bottle and
desk-top water bath shake. Flow cytometty, Western blot, in sifu cell apoptosis detecting kit, MTT, and blood cell
counter were employed to detect the expression of E-cadherin, cell apoptosis, and susceptibility to ADM of A549 cells
under different culture conditions. Results Compared with cells of two dimensional culture system (2D system),
higher E-cadherin expression was observed in cells of three dimensional culture system (3D system), and Gi phase
arrest, lower cell apoptosis rate, and decreased susceptibility to ADM were found in cells of 3D system. The differ-
ences diminished significantly after using SHE78-7 as the blocker of E-cadherin. Conclusion E-cadherin-mediated
enhancement of intercellular adherence can function in multicellular resistance of lung adenocarcinoma A 549 cells
through influencing cell cycle, apoptosis, and susceptibility to ADM.
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