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Binl gene inhibit migration and invasion abilities of non-small cell lung cancer
A549 cell through NF-kB pathway

WANG Jiali, ZHANG Xiangyu, DENG Jia, HAN Xiaonan, WANG Xuexiao, JIA Yunlong, LIU Lihua ( Department of
Biotherapy, the Fourth Hospital of Hebei Medical University, Shi jiazhuang 050035, Hebei, China )

[ Abstract ] Objective:To study the effect of bridging intergrator-1 ( Binl ) gene over-expression on migration and inva-
sion abilities of non-small cell lung cancer A549 line cell, and initially discuss mechanism of its action. Methods: Eu-
karyotic expression plasmid CMV-MCS-GFP-SV40-Neomycin-Binl containing full length Binl gene sequence was trans-
fected into the A549 cell using cationic liposomes and gene transfection technology ( as Binl transfection group ), as well
as blanck control and empty plasmid transfection groups were set up. Expressions of Binl mRNA and protein in various
treatment groups were detected with PT-PCR and Western blotting assays. Effects of Binl over-expression on migration and
invasion abilities of the A549 cell were examed by scarification and Transwell invasion tests respectively. Western blotting
assay was used to detect effects of Binl over-expression on NF-kB phosphorylation level and expressions of migration-relat-
ed proteins, E-cadherin, N- cadherin and MMP-9, in the A549 cell. Results: Comparing with blanck control and empty
plasmid transfection groups, expressions of Binl mRNA and protein in the A549 cell of Binl transfection group increased
significantly ( all P <0.05 ). Cell abilities of migration and invasion in Binl transfection group were significantly lower
than those in empty plasmid transfection and blanck control groups ( number of penetrating cells: [ 50. 50 +3. 15 ] vs
[124.00 +4.25 ], [ 130.00 £4.37 ], all P <0.05 ). In the A549 cell of Binl transfection group, expressions of NF-kB
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and E-cadherin obviously increased ( all P <0.05 ), and expressions of p-NF-kB, N- cadherin and MMP-9 significantly

decreased ( all P <0.05 ), compared to empty plasmid transfection and blanck control groups. Conclusion: Over-expres-

sion of Binl could inhibit abilities of migration and invasion of the A549 cell, and its mechanism might be associated with

inactivation of NF-kB pathway and expression changes of cell migration and invasion-related proteins.
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A: The bands of proteins in Western blotting image ;
B: Statistical histograms of proteins
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