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FOXP2 inhibits GBM cell invasion and migration through regulating PI3K/Akt pathway
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[ Abstract ] Objective:To explore Forkhead box P2
U87 and U251 GBM cells. Methods: RT-qPCR and Western blot were used to detect the mRNA and protein levels of FOXP2 in NHA
and GBM cells. pEGFP-FOXP2 was constructed according to the manufacturer’s instructions and transfected into U87 and U251

(FOXP2) expression in GBM cell and its effect on invasion and migration of

cells. Wound healing assay and Transwell assay were used to test the invasion and migration ability of GBM cells. The changes of
PI3K, Akt proteins was detected by Western blot. Results: The expression of FOXP2 was decreased in GBM cells both in mRNA and
protein levels. The overexpression of FOXP2 significantly decreased the ability of invasion and migration of GBM cells and reduced
the expression of PI3K and Akt proteins. Conclusion: FOXP2 is reduced in GBM cells and upregulating FOXP2 could increase inva—
sion and migration of GBM cells through PI3K/Akt pathway, indicating that FOXP2 may serve as a tumor suppresser,which inhibits
invasion of tumor cells during the development of GBM.
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1.2.1 pEGFP-FOXP2 Ji 5 # #

18955 2 Uk (pCMV-VSV-G ) B 7 75 it 28 vl 42
fit, % ML B H RT-PCR ¥ 3% FOXP2 J¥ %1 |
PCR 5411 :FOXP2 mRNA f)F5 331, L
5" -CACGCATTGGATGACCGAAG -3" | F iif 5" -A-
GACGTTCGCGTTCTTTAGAAA -3’ | #4fi {k FOXP2
cDNA Jf % & ] pEGFP-C1 #k & ' 3k 15 pEGFP-
FOXP2 1) 20 kL, 25 45k A VE-FOXP2,
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& 10%06 4 1L 7% 1Y) DMEM 5 4 55 7% 5L 85
F& UST Ml U251 4L & , 55 72 M5 1R & 37°C .CO, ¥ &
5% % 3 d B4 1 Uk, 764X B0 K R T S0,
£ 6 FLA P DL AEFL 3x10° AN . o pEGFP-
FOXP2 Fiki 41l VE-FOXP2 %5 #4143 5 Lipofec-
tamine2000 Ji A& T Opti-MEM | 75 515 YL 49 4b 51
IR WA AR A4 ,24 h J5 45 H & 400 mg/L
G418 M58 a3 5 HL i 1E |3 J8 J5 18 th pi vk so B ik 4
SLPRIEF, HE AR BORR G T, Western
blot %1l FOXP2 & 1A K,
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T 3K,
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IETC M3 55 57 b 55 B/ 3 2 SR 200 L, 24
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AR YL 20 min, AT N USRI, A RE AR
PLIFEL 10 S ETF I3, SEiedamy R
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Figure 1 The expression of FOXP2 in glioma tissues and glioma cells by qPCR and Western blot
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Figure 2 FOXP2 inhibits migration in U87 and U251 cells
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Figure 3 FOXP2 inhibits invasion in U87 and U251 cells by Transwell

XHIEZH  FOXP2

FOXP2 —-
PI3K - e

XHIEZH FOXP2
-
-
-

Ug7 U251
e (] wh e

* I roxr2
ES
L N m

FOXP2 PI3K AKT

|-

tubulin

*
—

H IR

#P<0.01(n=3),
4 Western blot #: il FOXP2 #[@1F#= P13K/Akt 15 518 8§
Figure 4 FOXP2 regulates PI3K/Akt signaling pathway by
Western blot
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