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FOXC?2 overexpression promotes proliferation, invasion and migration of glioma U87 cells via activation of Wnt/3—catenin
signaling pathway

PAN Ke, XIANG Chun— hui, ZHOU Long, WANG Wei, WANG Guo—zhen. Department of Neurosurgery, Enshi Twjia And Miao
National Center Hospital, Enshi 445000, China

[Abstract] Objective To investigate the effect of FOXC2 overexpression on the proliferation, invasion and migration of glioma
U87 cells. Methods The human glial cells HEB and glioma U87 cells were cultured in vitro. The U87 cells were randomly divided into
four groups, i.e., blank group (without transfection of plasmid), FOXC2-NC group (transfection of pcDAN3.1-FOXC2 negative plasmid),
FOXC2-overexpression group (transfection of pcDNA3.1-FOXC2 mimics), inhibition group (transfection of pcDNA3.1-FOXC2 mimics+
inhibitor of Wnt/B- catenin signaling pathway). The mRNA and protein expression levels were detected by qRT=PCR and western
blotting, respectively. CCK-8 method, clone formation experiment, and Transwell cell experiment were used to detect cell proliferation,
invasion, and migration abilities. Results Compared with HEB cells, the mRNA expression level of FOXC2 in U87 cells significantly
increased (P<0.05). FOXC2 overexpression significantly promoted the abilities of U87 cell proliferation, invasion and migration (P<
0.05), significantly increased the protein expression level of Vimentin, Wnt1, and B—catenin, and the cell clone formation rate (P<0.05),
and significantly reduced E—cadherin protein expression levels (P<0.05). Inhibition of the Wnt/B~-catenin signaling pathway significantly
inhibited the effect of FOXC2 overexpression on the U87 cells (P<0.05). Conclusions Overexpression of FOXC2 can promote epithelial—
mesenchymal transition in the glioma U87 cells through the activation of Wnt/f— catenin signaling pathway, thereby increasing the
proliferation, invasion and migration abilities of glioma U87 cells.
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