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[Abstract] Objective To analyze the significance and biological role of MAGEAG6 expression in gastric cancer. Methods

The tissue microarray samples of 90 cases of gastric cancer resected surgically in the hospital sample bank from December 2009

to June 2010 were collected. The expression of MAGEAG in gastric cancer tissue microarray was detected by immunohistochemical
staining, and the relationship between MAGEAG expression and clinicopathological features of gastric cancer was analyzed.
Kaplan-Meier analyzed the relationship between the expression of MAGEAG6 and the prognosis of gastric cancer. BGC-823 gastric
cancer cell line was cultured in vitro. Set si-MAGEAG6 group (transfected with si-MAGEAG6) and si-Ctrl group (transfected with
vector), the cell proliferation ability and apoptosis rate were detected by CCK-8 and flow cytometry. Western blotting detected the
expression of MAGEAG, apoptosis-related proteins [b lymphoma-2 gene (Bcl-2), bcl-2 related X protein (Bax)], autophagy-related
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proteins [microtubule associated protein light chain 3-II (LC3-1I), p62 protein (p62), autophagy-related gene S (AtgS) protein,
yeast Atg6 homolog (Beclin 1)], Akt/mTOR signaling pathway-related proteins [protein kinase B (Akt), phosphorylated protein
kinase B (p-Akt), mammalian target of rapamycin (mTOR), phosphorylated mammalian target of rapamycin (p-mTOR)]. The
autophagy flow and autophagosome formation were observed by laser confocal microscope and electron microscope. Results The
immunohistochemical score of MAGEAG in gastric cancer tissues was higher than that in adjacent tissues [(3.77 + 1.50) points vs.
(2.58 + 1.11) points, P<0.05]. Patients with high expression of MAGEAG6 were significantly related to age and TNM stage (P<0.05).
The cell viability of gastric cancer cells in si-MAGEAG6 group was lower than that in si-Ctrl group (P<0.0S). The apoptosis rate of
gastric cancer cells in si-MAGEAG6 group was higher than that in si-Ctrl group (14.97% + 0.86% vs. 4.63% =+ 0.55%, P<0.05). The
protein expression levels of MAGEAG, Bcl-2, p62, p-Akt, and p-mTOR in si-MAGEAG6 group were lower than those in si-Ctrl group,
the protein expression levels of Bax, Atg$S, Beclin 1, and LC3- I /LC3- Il were higher than those in si-Ctrl group (P<0.05). In the
si-MAGEAG6 group, autophagy bodies increased significantly, and autophagy bodies and lysosomes formed autophagy lysosomes.
Conclusions  Gastric cancer tissues showed a significantly increased level of MAGEAG. Silencing MAGEAG expression inhibits
the proliferation of gastric cancer cells, suggesting that MAGEAG6 may be an effective biomarker and potential therapeutic target for
gastric cancer.
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Expression of MAGEAG in gastric cancer and paracancerous tissues
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Fig.3 Effect of knockdown of MAGEAG expression on proliferation and apoptosis of gastric cancer cells
A. CCR-8IEMAMANAEIEHTIRE 1 s B. WA B AACT AN I 1500 Ssi-CelZHL LLAR, (1)P<0.05

F W/ IMA SV RATE B A S I, $on BImAil P K[p-Akt: 0.47 +£0.07 vs. 0.90 £ 0.07, P<0.05;
b5 (1517) . p-mTOR: 0.34 £0.04 vs. 0.58 £ 0.04, P<0.05, [¥8].
2.6 FINMAGEAG3KIAXS 5 % 4 il Akt/mTORTH i )
SR Western blotting # I 25 5 W7, 3 W

si-CtrlZl Fllsi-MAGEA641 Akt , mTOREHK [ &k 7K BT ACE AR, A AR,
2 TG E L(P>0.05) 5 Hisi-Cerl4AfLL, e P 8 S0 24 A ek R SR 0%, T U
si-MAGEAG64lp-Akt, p-mTORME [HRIAKFIIE  ANRBEARRMERE . TR 45 X0 5 98 h s T



Med J Chin PLA, Vol. 47, No. 2, February, 2022

0.8 I si- Ctrl?ﬂ
MAGEAG| #—_—_— - 1) E=1si- MAGEAG62

Bel-2| NG -
Bax| A

‘ C“\%% Bé%%' MAGEA6  Bcl-2 Bax
S
v
BEl4 FORMAGEA6H K% B R 40 MAGEAG6 . Bel-2F1Baxik [ 261 I B (Western blotting)
Fig.4 Effect of knockdown of MAGEAG expression on the expression of MAGEAG, Bcl-2 and Bax proteins in gastric cancer cells

G

(Western blotting)
Bel-2. Bk ELAH IR -2 5 Bax. Bel-2AHSCXB 1 Hsi-Cldl AL, (1)P<0.05

- Ctrl4f]
E=1si-MAGEA62H

0=
Lc3-M/Lc3- 1 p62 Atg-S Beclin 1

BEls FIMMAGEAG AT H WA OG8RI 152 11 (Western blotting)
Fig.5 Effect of knockdown of MAGEAG expression on the expression of autophagy-related proteins (Western blotting)
LC3-II. ARG LI HE3- 1T 5 p62. p628E 15 Atg-S. HWEAOCHE S; Beclin 1. FERFATGO[M IR ; Ssi-Ctrldl [L#Z, (1)P<0.08

PUEBHI D, AR VA R R FNVERS B A S RE R I B
I 1 RBUI AU, HLRCER 40 RS 7R & IR 2 A TIT 34
s VI BERI TR ARRYT . T AT E
RMERE S AR, IS AN 2 5Ly 7 259 7= A it
PRI DR, R R A R R R Y 4T ML
XA A A SR IT 25 A 2 L. MAGEZ
B AR ORI R P R, RO
J5E . MAGEHZ Rt f60Z ML, HATA, BFIC
SAWFEE, FEL R RS, HPMAGEA

si—thrl?ﬂ

g LA IR S b T L A g 0,

o8 BRFE % B, MAGEARS IR % A % i R 25 W ik

= HATEE/EMY . MAGEAR ik £ i3 95

W 1 NEA K RIS E I, MAGEAGTE & i 4141

e R O g #eik, Hi#RIAMAGEAGH] B i M sk A 17

Ble HBIMEEHIMMAGEAGK LN HAAE AN/ MATE R TARERIAM B . MAGEAGE; £k 541 K

FRAIE IR IIA 56, $ERMAGEAG T 1E 2k B A 7E 112 Wi
Fig.6 Electron microscopic observation the effect of TS PEAL bR s DA R 367 0 05

knockdown of MAGEAG expression on the autophagosome WF5T R TR, FERhysE iy % AR s A b 4 i TR [

formation in gastric cancer cells &ﬁ%%}i*Tﬁo Bcl-2$ﬂBax;EE'ﬂ§J4ﬁzﬂiﬂ@UﬁT‘: E‘Jéé%ﬁ



TR0k 200202280 Hard ol

GFP

si-CtrlZH

si-MAGEAG64H

RFP Merge

B7 oG R A B AR MO MAGEAGR 1K I B Ji 4 A 11 W e ) A2 4k
Fig.7 Laser confocal microscope observation the changes of autophagic flux after knockdown MAGEAG expression of gastric cancer cells
GEP. (A FLIR 115 REP LLEIOCI 5 #i ko A MR A

Ake | —_— z.

poake| S - 159

mTOR| - — lﬂ 1.0+
A

priTOR S - ol Y B
R
GAPDH | — — ﬂ rl
0~ T T

W si- Ctrl 4
E3si-MAGEAG64H

Gy
[Ny C‘(\ NX P\G& N

5y

G p-Akt

p-mTOR Akt mTOR

B8 FRMAGEA6KRIEX HEMMUAkt, mTOR, p-Akt, p-mTORH [13iE 1954 (Western blotting)
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