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Effects of FOXC1 on invasion of glioblastoma U87 cells
Qiu Wenjin, Xu Ran, Chen Zhengxin, Feng Shuang, Cai Xiaomin, Liu Ning, Wang Huibo®
(Department of Neurosurgery,the First Affiliated Hospital of NJMU, Nanjing 210029, China)

[ Abstract] Objective: To explore the promotive effect of FOXC1 on the invasion of glioblastoma U87 cells. Methods: The mRNA
and protein expression levels of endogenous FOXC1 was examined in U87 and U251 cells as well as NHAs via qPCR and Western
blot, respectively. The FOXC1-siRNA was transfected into U87 cells. The transfection efficacy of FOXC1-siRNA was examined using
qPCR and Western blot. The wound healing assay and Transwell invasion assay were carried out to investigate the role of FOXCI on
glioma cell invasion. The changes of epithelial-mesenchymal transition(EMT)-related signaling pathway proteins and marker proteins in
glioma cells were identified with Western blot. Results: Downregulating the expression of FOXC1 reduced the invasive ability of
glioma cells, reduced the EMT-related signaling pathway proteins of glioma cells, increased the epithelial biomarker E-cadherin and
decreased the mesenchymal biomarkers N-cadherin and Vimentin. Conclusion: The FOXC1 could effectively promote the invasion of
glioma cells by inducing EMT.
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Figure 1 The expression level of endogenous FOXC1 and the transfection efficacy of FOXC1-siRNA were examined via

qPCR and Western blot

A

25 IV IR 2 BHE X 2

Oh =

100 ~

80

60

40 ~

THE (%)

20 1

- T

2 EXTRAL BATEXT IR

23 P A FHEXT A

e

|

e

SPIRHIRAL B EAL

A FOXCL J5 41 R 98 5256 ("P<0.01,n=3 );B: i {ik FOXC1 J& Transwell 325 ("P<0.01,n=3) .
2 FOXCl R#BREMAMA UST WEEEEN
Figure 2 FOXC1 promote the invasion of glioma U87 cells
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Figure 3 The changes of EMT-related signaling pathway proteins, marker proteins in glioma U87 cells were identified with

Western blot after FOXC1-siRNA transfection.
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