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Overexpression of CBX7 inhibits the migration and invasion of gastric cancer cells by regulating PTEN/Akt
signaling pathway to interfere epithelial-mesenchymal transition

TAN Bin, LIU Jian-bo, LI Fang-fang, PENG Yan,ZHONG Yue-yuan, DENG Hui, WANG Xiu-li (Department of Gastroen-
terology,Central Hospital of First People’s Hospital of Chenzhou,Chenzhou Hunan 423000,China)

Abstract: Objective To investigate the effects and related mechanisms of chromosome box protein homologue 7 (CBX7) on epithelial-
mesenchymal transition (EMT), migration and invasion in gastric cancer cells. Methods The CBX7 overexpression plasmid and negative
control plasmid,CBX7 siRNA and negative control siRNA were transfected into human gastric cancer cells SGC7901 cultured in vitro.The
mRNA and protein expression of CBX7 in cells were detected by qRT-PCR and Western blot,the cell proliferation was detected by CCK-8
method, the cell migration was detected by scratch wound healing assay,the cell invasion was detected by Transwell assay,the expression of
cell EMT related proteins and phosphatase tension protein homologue gene (PTEN )/protein kinase B (Akt) signaling pathway related proteins
were detected by Western blot. Results  Compared with the pcDNA-NC group, the survival rate, migration rate and invasion number of
SGC7901 cells in the pcDNA-CBX7 group were significantly decreased,the protein expression of E-cadherin and PTEN in cells were signifi-
cantly increased,and the protein expression of N-cadherin, Vimentin and the ratio of p-Akt/Akt were significantly decreased,with statistically
significant differences (P<0.05).Compared with the si-NC group,the survival rate,migration rate and invasion number of SGC7901 cells in the
si-CBX7 group were significantly increased, the protein expression of E-cadherin and PTEN in cells were significantly decreased,and the
protein expression of N-cadherin, Vimentin and the ratio of p-Akt/Akt were significantly increased, with statistically significant differences
(P<0.05).Conclusion  Overexpression of CBX7 can inhibit the migration and invasion of gastric cancer cells by inhibiting the EMT process,
and its mechanism may be related to the regulation of PTEN/Akt signaling pathway.

Keywords: chromosome box protein homologue 7;gastric cancer;epithelial-mesenchymal transition; migration;invasion; PTEN/Akt

signaling pathway

2 T A S R R 22—, RO R A R [
P Bb R TP 58 2 007, AT AR R AR 3. AR PR
BRI PE FARI7 ik e e ity Kop i B e
I7 B R AR R i S T 5 o R A AR A7 30, SR T g
e Mo A S R ATy AN Al sl A, S B0 i R UG 22 A AT

[BE1EE] EFHN,F-mail:814981848@qq. com

JRAEARE Rk, IRAWETE B SR 71 P
Wy b, b J — 0] 58 51 % 4k (epithelial-mesenchymal
transition, EMT) J& [ ik A 55 7% ik A5 rp i) SC AL IR 2
—, I PR b, EMT 588 58 FiUS A R DI SC, e
P& H FEY) 7(chromosome box protein homologue 7,
CBX7) BZ M AR i — 5, J& T R R i 5=
et B e AR b Y [R) I8 4, 52550 A T 4 i



B G A %%k ] REG ANAT OPER SURG 2023,32(5)

http://www. jjssxzz. cn 395

g e arh ik 5 Y 6 5 2455 LY, CBXT
[ 2e3k 5 ZFIEAE R B 1S FZ 225 MO, fodE
i & A RN SR R 2 FEE AR Y, S R, CBXT
e B A LU IR R IA R 5 B R A A R
J R0 A A7 AR B A, CBX 73 3 p16 Fl Akt/NF-kB/
miR-21 {55 53 [ I 75 5 g A0 A 104 - 200 R AR
H CBX7 X} & Ji 4 Ml 7% 4228 2 EMT A 52 ) v A B
Wi DHUL, ASHFSE 8 CBXT7 % 5 i 4 Ml iE 7 528 I
EMT (9 820 e 80, IF 40 I HO B AE A IR

1 #R57FE

1.1 EEMHH

N B4 SGCT7901 (H [E R 2= Be 4t B )2 ) ; CBX7
ik 3K TR B X BRSO CBX 7 siRN A FITRF A X HE
siRNA (135 B E Y28 7)) s RPMI-1640 35 77 3 (BRI
18 2 BB FR S 7)) ; Lipofectamine 2000 %4 2 12 5
£ (€ [ Invitrogen 22 7] ) ; CCK-8 X5 &5 . BCA 5 [ &
A& ECLIRXA & (LR = RAEYH AR AR 45
i 52 G A (DR TR A BR A B 5 Matrigel 25T
Ji¢ Transwell /N (22 [E BD /A #) ) ; CBX7 Al GAPDH 5|
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