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Effect of up-regulation of LRIG1 on invasion and migration of glioma U251 cells

TAO Xiang, ZHANG Wen—fei, LIU Jun—hui, ZHU Xiao—nan, JI Bao—wei, ZHANG Ge, XU Hai—tao, CHEN Zhi—biao. Department of
Neurosurgery, Renmin Hospital of Wuhan University, Wuhan 430060, China

[Abstract] Objective To explore the effect of up—regulation of leucine—rich repeats and immunoglobulin-like domains 1 (LRIG1)
on the invasion and migration of gliona U251 cells. Methods The U251 cells were cultured in vitro and than transfected with plasmids
pLRIGI-GFP (pLRIG1-GFP group) and pEGFP-NI1 (pEGFP-NT1 group). The U251 cells which were risitant to G418 were used for
further experiments. Those cells without transfection of pLRIG1-GFP or pEGFP-N1 were used as blank control group. The mRNA and
protein expressions of LRIG1, and biomarkers of epithelial- to— mesenchymal transition (EMT) including SNAI2, E- cadherin, N-
cadherin and vimentin were detected using qRT-PCR and western blot, respectively. The invasion and migration abilities of U251 cells
were detected by Transwell experiments. Results The glioma U251 cells with high expression of LRIG1 were successfully constructed.
The expression levels of LRIG1 mRNA and protein in the pLRIG1-GFP group were significantly higher than those in the pEGFP-N1
group and the blank control group (P<0.05), but there was no statistical difference between groups pEGFP-N1 and blank control (P>
0.05). The number of invasion and migration cells in the pLRIG1-GFP group was significantly lower than that in the pEGFP=N1 group
and the blank control group (P<0.05), but there was no statistical difference between groups pEGFP-N1 and blank control (P>0.05). The
mRNA and protein expression levels of SNAI2, N-cadherin and vimentin in the pLRIG1-GFP group were significantly lower than those
in the pEGFP-NT1 group and the blank control group (P<0.05), the mRNA and protein expression levels of E-cadherin were significantly
higher than those in the pEGFP-NT1 group and blank control group (P<0.05); there was no statistical difference between groups pEGFP-
NT and blank control (P>0.05). Conclusion Up—regulation of LRIG1 can inhibit the invasion and migration of U251 cells, which may be
related to the regulation of cell EMT process.
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