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[(WZE] BB 9IH Wilms ¥ 1M HE A (Wilms’ tumor 1-associated protein, WTAP)7E {4 P XF 8 % & 9 19 1E
H R0t JLAE B R W T URIE AL I . 3k M B A RS MR AR Y | A A N KO SR 9IE W T AP 76 B 98 & AE
TPER . 7E WTAP &R HGC-27 B 9 40 M rp 347 5% AL )3 I 05 3£ W TAP (W8 76 T IR S o SR S i 2%
6 s B W FE 5 B 4 4% 20 % W (quantitative real-time PCR, qRT-PCR) A il 4 & R & 1 Y &% &k AMPA B! W
3(Glutamate ionotropic receptor AMPA type subunit 3, GRIA3)¥E 36 5] 1 i £ 25 9 4 2 S 55 18 % A 4L L) e T 9 4
it 25 v £ 2 1 KO- | 0 0 2 Ak e G R T T 0 T AT 2 4 P GRIAS B8 11 2638 /K ol i S i o ek e &
qRT-PCRHI WTAP 5 GRIA37E B % 40 i rp 119 3 5 467 S HVE S 0 o 38 b 40 34500 77 £ -8 Ccell counting kit-8,
CCK-8) } Transwel i S I #8958 GRIAS X SR AN RERI R . SR ARSI B/, 5X A ML, WTAP
PR 2 bR AR AR e Ki-67 A UK B R AIL, 2 R A S R L () P<0.05), @4y AEYER
2o T BOCHRR R W) AP ik 1 GRIA3SH WTAP MV E TR N, qRT-PCR 45 2R iR , GRIA3 7% 21 8L (1
F I8 WA T 55 IEH 41 ZL(P<<0.05) , 76 B i 40 i 2 v (¥ 3R 3% 7R B 0 o5 1 1E 00 B 2 B 1 R 4l it (35 P<<0.05) , %
928 20 UL 2 1 45 R 4R R A B AL 8P 19 R B IR i TR 95 IR 2 ZU(P=0.005) o HiE s Y 8 2 qRT-PCR 45
s, WTAP £ 276 40 M 4 M 0T rf 2235, GRIA3 32 276 48 Jf 7 200 Jf 5 v 22 3% , W TAP 5 GRIA3 7 48 i it rh 77
FE WA A9 3 E 7, H GRIA3 235 % WTAP . CCK-8 K Transwell 25 5 8 7% w % GRIA 3 7] #0441 5 92 40 Jfg A 3%
BGTMAEE S . B WTAPEMA R Al {2 #E B % 4 K, GRIA3 5 WTAP 76 B & 40 i ih 3t 52 7 4 WTAP R
i #0035 DR A S 2 U0 A i 2R R 38 v 0 AR GRIAS ml 4000 5] 5 9 40t Ay 384 3 3 RS i 0, 8 A ) o 1 oh T i
RERAEVE .
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WTAP-mediated abnormal expression of GRIA3 promotes gastric carcinogenesis
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[Abstract] Objective To clarify the role of Wilms’ tumor 1-associated protein (WTAP) in the pathogenesis
of gastric cancer (GC) in wvivo and to screen for its downstream target genes in GC. Methods A nude mouse
xenograft tumor model was established to validate the role of WTAP in GC tumorigenesis in vivo. Transcriptome
sequencing was performed in WTAP-knockdown HGC-27 GC cells to screen for potential downstream target genes of
WTAP. Quantitative real-time reverse transcription polymerase chain reaction (qRT-PCR) was used to detect the
expression levels of glutamate ionotropic receptor AMPA type subunit 3 (GRIA3) in cancer tissues and adjacent
normal tissues from 36 GC patients as well as in GC cell lines. Immunohistochemical staining was performed to assess
GRIA3 protein expression in paired GC tissues. The co-localization and interaction between WTAP and GRIA3 in GC

cells were examined by immunofluorescence co-staining and qRT-PCR. The effects of GRIA3 on the function of GC
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cells were investigated by cell counting kit-8 (CCK-8) and Transwell migration assays. Results In vivo experiments
showed that compared with the control group, the WTAP-knockdown group exhibited significantly reduced tumor
volume, weight, and Ki-67 expression levels, with statistical significance (all P<Z0.05). Through transcriptome
sequencing, bioinformatics analysis, and literature review, GRIA3 was preliminarily identified as a potential
downstream target gene of WTAP. qRT-PCR results revealed that GRIA3 expression was significantly higher in GC
tissues than in adjacent normal tissues (P <Z 0.05), and also markedly higher in GC cell lines than in normal gastric
mucosal epithelial cells Call P<Z0.05). Immunohistochemistry results indicated that GRIA3 protein expression was
elevated in GC tissues compared with adjacent normal tissues (P=0.005). Immunofluorescence co-staining and
qRT-PCR showed that WTAP was mainly expressed in the nucleus and cytoplasm, whereas GRIA3 was
predominantly localized in the cytoplasm and cell membrane; clear co-localization of WTAP and GRIA3 was observed
in the cytoplasm, and GRIA3 expression was regulated by WTAP. CCK-8 and Transwell migration assays confirmed
that GRIA3 knockdown inhibited the proliferation and migration of GC cells. Conclusion W TAP promotes gastric
cancer growth in vivo. GRIA3 colocalizes with WTAP in gastric cancer cells and serves as a downstream target gene of
WTAP, showing high expression in both gastric cancer tissues and cell lines. Knockdown of GRIA3 inhibits the

proliferation and migration of gastric cancer cells, suggesting that both may play critical roles in gastric cancer

progression.
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2% P S b i R D 52 B 1 3 R ROGHEER AR I 1, 3t
[P mRNA B BT 45 . B2k . B0 S i 55 A
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TG, WTAPHUA . A &R B 1 832 & AMPA
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CR# BRMARAR, KB4 MiE . RPMI 1640
R A EE Gibco AT, 1N HHEE —iEHE
5 G418 fE TR MM MW AL st RKEEA A,
Lipofectamine 2000 W H & [ Invitrogen 28 ] ,
WTAP 5 &3¢ RNA (small hairpin RNA, shRNA)
. GRIA3 /N T #t RNA (small interfering RNA)
sIRNA-GRIA3 Z &) M Z ae 5L N A7 BR & | & Ak,
CCK-8 Iy A m R i MEHE A 7], Transwell I %
INEI A EERET AR, 4% 2R F R R4 8
W H AL R E A

1.3 4 M K5 3R LR g KRR Bk O ik BT A 4
i (GES-1, MKN74., HGC-27) ¥ 10% fi
A . 1% 8 R —HERE R 1 RPMI 1640 35 % 5
HEE IR, AE 37 “CF 590 A AR A6 1 T IE Y 3 IR AR
R R A . WTAP shRNA B9 A5 2% % 91 h .
GGCAAGTACACAGATCTTAAC, 441 s fil &
5 #) 80% ~90% B, #% M Lipofectamine 2000 /1y
vt B 5 7E HGC-27 40 il v % Y WTAP shRNA K&
sIRNA-GRIA3, 6 hJ5Z k%9 . 76 5% 4 siRNA-
GRIA3J5 #E47 5 4 CCK-8 5286 & Transwell i % 52
. 1EF: Y WTAP shRNA J5 48 h #4752 & Bk 40
b R O A < O AH BR R 3R R B O & A 600 mg/L
G-418 AT HAL P E RS R, FFRHE T 0
B a IR RS, B B R G418 Wk A &
300 mg/L, ZJEaksz b7 4 M3 5 H 25 10 K.
Ja SEFEAT WT AP 23K 7K P46 I DABR I B % bk 4 2t
B

1.4 BB TR L b e B AR YR 4
BIRAFIWIA SR HErE BALB/c# R 10 2, KL
Gy Rt BEYL RN AL, B4l 5 H . 4R R IR T C AR
FE 9% JBL IR (specific pathogen-free, SPF) 2% 3 ¥
Gy, WIAEFRAEL 22 °C, S6/mE AW 12 h/12 h,
B HR A0 O OK AR, SR F AR E % 4 shRNA-NC
5 SARNA-WTAP iy HGC-27 1 i 40 Jifid 1 7 % 1R 20
5 WTAP @ Ik 41 82 8, 40 i 4% 5 10° 4~/
100 pL. (RPMI-1640 ¥ F2 5) Bl G, K F 4
THB AR, ASMEHEARKE, 52K
— WM KA SRR, JFEANX V=K1 X EARY/2
TR MR AR ER . 2 b AR AR 0 1 000 mm B 4k 58
BEL, BB MR SR E , IR L 10% PR S
MR 5 #EAT A AL R B, TR 22 HE K
SEH LU 50T

1.5 FHAKE — P4 (hematoxylin and eosin, HE) %
o A Y] R E T 60 "ClE AR kg i R

Jaa M. VIR & ZWENRS, JHKRWGE o K &
Pt S AN Tl b B 2 Tt Vs W AT K Ak, Bl S FH 25 18 K
FEAr M. VIR BT IR R R G e 035 Y )
Ji, HHERKPUE R R KA, JEE1T 0k KR
W Ah B 4 A S BT BRT 00 R 2K A . B S 1)
FE T OV i gy, A BT % A R T
M, JEEmi)E, YA SmME R K.
THOREW, RERATHMES . TR
T T W5 4 ZUR 385 27 20U 1 AT 40 BRI 5%

1.6 A8z g A 43 Y iR 41 4R
ARESLY R, BT 60 CR A UL o & H .
Ki-67 5 GRIA3E A 48 45, P T7E e B AR 4
PG B A5 I 45 B A G Sk B R A i ) S 5
i R 1:2 500 & 1:500, AP R 465 CHERIE,
MU A F R RS [R) B 3 2 it v R A7 O 0 5 K Ak
B J5 DL 7518 K K PBS G2 ohil 72 43 T k. R & —
fe DU Ryt W T IRB 2, YRR IER
PEFMIGE ARG H EZR, L2 PBS 2 of ik 5
Pk S I P R A A LT R, TR R
99 75 LA EL 1T P 5 Ao SR Bl P . U0 R A K-
67 — ¥ 5 GRIA3 —¥i, 4°CWMHE SR ; KH R
JG 4 PBSTE PR, MU A RN 3G 5% B B AR bt
FERE 1 R o R DAB & Ok Rt 47 {4
R, 58 R L E R K &R OB, I 3R AT O
KEZY . b FOR WAL . IR &8 2 B
Ko ZHEREW G, AP ERRE . ELE
OB T X g o g5 R AE AT AR 504N, R WE
e, HR A G 0o 5 K BH P AN L ) E AT 1 G T
gy, I LA IRIT 4 36 B Sy die ¢ ) s R A

1.7 B Wy o 5 T % § shRNA-NC 3§
shRNA-WTAP 24 hJ5 U4 HGC-27 B 4i ffd, 42
HUZH B 25 RNA . 7 RNA FEAS 28 5 4546 I 45 TE 15
Ye v B T o8 B A A T B SR, 4 il A Sk e R
AR o RNA SCE A HE I e Skl e 4G4
RIEH B DA RN A ChEEND Rk, RH
DNBSEQ M J7~F- 5, LAl 6 MEA, &AFEA
FRIARAF LY 6. 70 G T A L TR AR I BOlE
Je 2 SOAPnuke FAF HEAT B0, 2 BR A 5T ek 2
5O E A, B R AR BT iR bR (Q30=90%0) .
B J5 A HISAT2 % &5 B i 7 91 L ) 28 5 2% 3L A
41, AT R R i AR Rk g A b . IR R
Xof i Si A BB Y R R AR R AT IR, AR R R AR
T ALY 56 B L PR A X I A A A M. A
TR R MEAE, R FPKM/TPM Jr ik #k 17
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BE N G i bR EAL L T FE o 20 B (principal
component analysis, PCA) F A [a] 4 3¢ 1% 43 Hr
VAR A 521 5 B S B, O 8 DESeq2/
edgeR B 1 i & 22 S RGN FE N o 22 57 3 38 L I 1Y i
EEME : log2 2255 8>1, QfH<0.01.

1.8 SE W % Ot E i A ot A MR R
I, (quantitative real-time

reverse transcription

9 2 2
B i 20 i Y B RNA 2 B0 2K RNA -easy 24 i
o, HLUREAR {80 “Cuk A B 5 B Tk I,
FREE FF BT G 3 2188, I A RNA-easy 24 il W S AiF
JEER, SRR S AL T A 513K s 2 MO RE A L)
PBS WG B3I A RNA-casy 24 i i 24 il . 241
WKW R, EO . FHEDE. 75% CREB
WIE RS RNADUIE, 253 TG DL 258 1K
B o R FH R A0 4 56 6 B o E R DU RNA 40 B R ik
JE, A260/280 5 A260/230 ¥ 8 1.8~2. 2 H ¥ &
A BORMBEARN TR 255 .

P38 ) £ U B 2R AT mRNA 33 5 St N, X
N ZR L Oligo (dT) R34, B A RNA i %
S eDNA, I 254 37 °C 15 min, 85 C 5 s,
SN 25 5 % cDNA #EAT# B4 . qPCR R
SYBR Green & R AT, 75N AR F o in AR 5 Pk
19 M cDNA BEM, T 50 28 6 it PCRAX |-
Iy 3, RN & F R 95 CHLAS % 5 min, B 5 LA
95°C 10 s, 60 °C 1 min B J W 55 14 47 45 B .
DL B-actin R NS, R 27> kit A s
FE mRNA WAEXf Rk, raimd s/ bER 3
UK LA S UE 45 SR i AT FE 1
1.9 MRSt HGC-27 40 fl 4570 T 6
LA TH B R AL, B TR FRA DR
IR, TR TS MERE (24 b AT IR S .
B 6 fLMr, I PBSEZIWEWE 3. MFMA 4%
22 B W1 ] 40 20 min, 2R [ & WS LA PBS
WHYE. R 0.1% Triton X-100 X 28 Jfd 3 17 38 135 4b
L, OEEPFE 20 minJ5 A PBS W YE. A 2% 41l
& [ (bovine serum albumin, BSA) #f [
T &= 30 min PLg D AERE R PRS0 #%1:100
o451 20 ) i B WTAP 5 GRIAS —Hi iR &, Kk
BREMTRAE PR L, 4 CHEWELR. K
H B U) R 1 S PAPBS W U6, B JE in A% 1: 500
B B IR IR A 28 6 hniC B0 Q0% Kl £ 4
MO ZHEBOCHE 1L h, 2PBSHE®E, R
DAPLXS 4l i A i A7 Yo (6 o fi 2l T B0 28 6 v K 8

polymerase chain reaction,qRT-PCR)

R E Ao RPN B MOEE WA R E KGR . 45
KA GE S, WTAP M BHPE Gk 52 4 05200,
GRIA3ZH I BH T £k R 40 a5, DAPIARICHI 40
ik 55 {696 %, WTAP 5 GRIAS3 3t & 47 X I 5
B A0,

1.10 CCK-8 L5 45 41 40 fu DL &5 L 1 X 10° 4> 40
JiLF % B A ) A T 96 FLAR Y, A SE b R
AT RS FR . A TR S 24, 48, 72 % 96 h, &
FLm A 10 p. CCK-8 AR, k£ & 2 ho
Promega GloMax & Y6 K il {X (Promega, 2 i,
JER TR RN, £ ED I E 45 FLAE 450 nm Y K Ak 1Y
WO B

111 TranswelliZ % 5280 K 3> 104> 40 i & %
T 200 pLL JE ML 55 FR e, A Transwell %€ & 1Y
FE. FTEMA 700 pl 58 455 37 3 DL 5 40 1)
TiER . W48 hE, FHME A X BRI kMR R B I
E AR, BN E B PBS YRR 20K, RIE L 4%
Z R H L 2 30 min, FLL0.1% &5 & Y o
20 min. Y% {0 )5 R PBS Bk % DL 25 B 2 A 45
5. FEMLIEIR 3B AT IR, I 4 H Image J
R X e o 20 R R AT

1.12 Gtk R SPSS 27. 0 Gt 544 By
B, A IESSMNTTRER U s EsRoR, b
BRI ek g AR IER AR M (QR)
For, B R Wilcoxon BE FIKG 56 . 22 4H 18]+ &
GBI BRI 2R 07 25001 . 2R T 250 .
FA R )T 2200 . SNK-¢ K. P<<0.05 Jy 25 5%
BT FE L.

2 % R

2.1 R WTAP A £E A 3 oK -4 il o g A
R T AR IR RS WTAP 76 B & A e,
FATE S TR E MU WT AP KA R X IR 41 18
AN . qRT-PCRERIER, SXFIAMIL, &
R4 WTAP By &R KPR, ZRAZRITFE
X (P<0.05), WLF1. BEJEH ik 2 2 40050 5
F1 WMRASHRARZEMABK WTAP mRNA REKF
Table 1 The expression levels of WTAP in the control

group and the knockdown group of stable cell lines

(n=6,7+s)
21 5] WTAP mRNA HI %t %35 &
Xt B 41 1.0010.049
g i 0.623+0.033
21 9.083
P8 <0.001
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TEST BARBUL N, N7 S R RS A AL . 25 2R

RBARE T X R, R 2 A 98 MR R B /N

1, 4|, Wi ZHIR] - B R A2 B 25 S8

WHGH%E Y (P<0.05), W2, EREER, R

W3 30 B FH qRT-PCR ) J7 15 X6 98 14 41 21

WTAP W R B KA R, 250 57 w4l b

WTAP By R kW B, ZRBA%IT¥EE

X (P<0.05), W4, HE Y25 B BoR & T

MG LEMERL (B 2) | pe L2 Y o 4 .

RN AR WTAP G, I8 A A 33 58 b 75 ) Ki-67

M RIKAKF N RE (B3, RS o ARG RERY]

M WT AP AT ZEAR Y i 1 988 19 2R G o

22 WTAP R K GRIASTE B m &L E1 REGEER

N T — R WTAPTE & 9% &4 e FIMLE Figure 1 Nude mouse tumor model
x2 BERMEBERTHERL

Table 2 Changes in tumor volume in nude mice

(n=6,7+s,mm®)

415 AR H6K LD $10K H12R H14 K # 16K 18K
RORE:] 18.90+4.47  36.94+8.67  56.27+14.50  84.394+21.90  145.76+30.78 254.19+37.00 489.42499.40  696.974-110.52
AR EH 2.7240.90 4.7141.46 7.04+1.07 9.58+1.59 20.12+4.20 38.35+7.62 57.96+12.03 96.70-21.20
#H 1] F1{4=52.760 P{<20.001
I s 1] F{£=88.230 PA{H<20.001
2 7] - i 25 7] F{=32.150 P1{E<C0.001

IR

B2 #HEETEBAAHERE( x400)

Figure 2 HE staining of subcutaneous tumor tissues in nude mice ( x400)

PR

Ki-67 §

Figure 2 Immunohistochemical staining of subcutaneous tumor tissues in nude mice ( X400)
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Table 3 Tumor weight in nude mice

(n=6,7+s,g)
215 iy R
Xof 1A 24 0.760-+0.190
Akl 0.0824+0.021
(H 7.982
P{H <£0.001
T4 WNRAEFHRAE TEHALWTAP RIEKFE

Table 4 The expression levels of WTAP in the
subcutaneous tumor tissues of the control group

and the knockdown group

(n=6,7=%s)
2531 WTAP AHX 35 5
it B2 1.00120.040
AR 0.529-+0.010
HH 16.190
P <£0.001

®5 HRRBETALGBRHANFLEEEINER
Table 5 Quantitative analysis results of
immunohistochemical staining of tumor tissues

in nude mice

(n=6,7%s,%)
21 5 Ki-67 5 20 434k 145
Xof 1A 21 7.833+1.344
g (i 2.33340.471
tH 8.636
P <20.001

AW 5T AE vk WTAP 7 J5 19 HGC-27 40 i Hr #E 47
RSN . P45 R Wos, BiE WTAP |5 3
H299M R ERKERAE T BEAL, O
1234 FE R AN 176 AT R ER (K4 , X
176 S N BER PA IS RHE M E AT 2
& (E 5, BfEfE#EEAES (NCBI: htps: //

40 p=
sk L ETET
30 = TERA B AR LB ]
nr » FREE
20 b=
15

-1log10 (U#)

0 4 4

i .

5

OF

L 1 L L L L
-7-6-5-4-3-2-10 1 2 3 4 5
log2 (KR vs. mffi4H)

B4 =RREEBENLE

Figure 4 Volcano plot of differentially expressed genes
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AT H KW
www. ncbi. nlm. nih. gov/, GEPIA2: http: //
gepia2. cancer-pku. cn/, GeneCards: https: //

www. genecards. org/) . SCHRE [ S 25 G b,
W WTAP TRy 3 AWML RHE . CDHI0,
GRIA3. RIMS4 (F5 . gt —4 7 Bmas

(Bl

[Tog2 (FARA/XIRLA) | >1
Ol (ERE/WIRAD) <0.01

CA9, LRP2, PPP1R1B, CHODL,

JAKMIPZ, NDUFA4L2, H2AC18,
H2BC21, CDH10, PARMI, STC1,
GRIA3, CNTN1, RIMS4, FXYD7

5
Figure S5

MRARETRHEERREZEEER

Significantly downregulated genes and

candidate target genes in the knockdown group

40 M v X = R KO HEAT R, 4 AR R
U GRIA3 7E B 4 e (HGC-27. MKN74) K& 8
2P mRNA KK T8, 22948 43
FE N (P<0.05, %6, £7, HET TCGA-

%6 GES-1.HGC-27 .MKN74 41 GRIA3 mRNA
B RIEE
Table 6 The relative expression levels of GRIA3 mRNA
in GES-1, HGC-27, and MKN74 cells

(n=3,7+5s)
2H 1] GRIA3 mRNA A% % ik 4t
GES-141 1.00540.120
HGC-2741 548.581+19.346"
MKN74 21 1.29040.1177
Ffi 958.700
P{H <0.0001

P{H <0.055 GES-1 41 Ik #% 7P {H <<0.05 5 HGC-27 41 It
B (SNK-¢ #:50)

STAD BABI 9 A 47 73 B ith 2k .78 GRIAS 5 % ik 41
B A AR AR R TR A (K6 o B
PR H A e H U e 42 75, GRIA3
OB EANTHNRBEE® TESIEWH
20 (E7, £8) o KWk, AUF5EH GRIA3 W) A
FE N WTAP B WEAE T i S8 L
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®7 ABEREFEZHLF GRIASH MRNARIKKE
Table 7 The mRNA expression level of GRIA3 in human

gastric cancer tissues and adjacent normal tissues

(n=36,7=%s)
21 5 GRIA3 % iEKT
R A 2.45340.693
I 55 1 41 40 1.05440.136
A 11.710
P{H <0.001
BALER
1.0k —— A4k GRIA3 L
.9 —— ik GRIA3 4]
a Logrank p = 0.04
0.8- % o
1) =182
o6k N BB S = 187
la
H 0.4F
0.2F
I 1 | 1 1

1
0.0 20 40 60 80
H¥

6 B.JERZEGRIASBEEELEFTME

Figure 6 Survival curves of gastric cancer patients with

100 120

high and low expression of GRIA3
*8 BERMHEAPGRIASREAAULFELE
EEFHER
Table 8 Quantitative analysis results of GRIA3
immunohistochemical staining in paired

samples of gastric cancer
(n=5,7=%s,4%)

2531 GRIA3 R 41 2UL 24 P oy
Yt 57 1 4L 2.33340.471
B 7.66741.247

tfH 5.657

P1H 0.005

2.3 WTAP 5 GRIA3 £ § % 4 Ml v 77 76 3k @ fir

Hh Tt — %5 WTAP 5 GRIA3 & &7 7 H B

YER, AW 58 48 B A4 B HGC-27 8 % 40 B it 15
Je 55 1EH 4

[}
"
GRIA3 L V¢
| AL
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Figure 7 Immunohistochemical staining of GRIA3 in paired samples of gastric cancer
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Figure 8 Co-localization of WTAP and GRIA3 in gastric
cancer cells
%9 gRT-PCR #& il WTAP.GRIA3 mRNA #HX Rz =
Table 9 Detection of relative expression levels of WTAP
and GRIA3 mRNA by qRT-PCR

(n=3,7%+s,)
-~ WTAP mRNA GRIA3 mRNA
HRAT 35 0t AT 35 0t
ot R 44 1.00040.014 1.00040.027
AR 4 0.381+0.003 0.541+0.008
() 59.820 23.170
P{H <0.001 <<0.001

£ 10 siRNA-GRIAS F 31 fff i
Table 10 siRNA-GRIA3 sequence screening

(n=3,7+5)

2 5] GRIA3 mRNA HX} A5 it
si-NC 4 1.00040.009
si-GRIA3-647 41 0.504+0.005"
si-GRIA3-806 4 0.456+0.017"
si-GRIA3-1417 4 0.4084-0.005"
si-GRIA3-1916 41 0.3654-0.011"

FiH 1 264.000

P1A <0.001

"PH<C0. 055 si-NC 4l % (SNK-¢ K2 5
BRFRE, Hrb, RWEL A TR m6A RNA
e 4 R LA 4 mRNA B M . 5942 . BRIk
il 45 5 TR AR L, © O I AR R L4 18 e A
P 22 ol T e 3 F 5% A TS meA B R
HOE AL S R T . 25 YRR A A ) 52 2R 1 3 2R 0GB A
F U A
WTAP j& m6A W 4% 7 ilg 52 G ) 1) H 42 20 i
B, 7R 2 BRI R b B 52 B R AR .

BEAEBFSY 1 KW, WTAP TEJ5 % 2k 140 i 9 b s
Fik, JEATAER N AME U AN AR K, H KGR
K5 B FH AR UIA G, AT RBAE O W A6 1 1k ST
WG F; fEE R, WTAP %k B A5,
HHES RIS RRBUGHEK " EEEBET,
WTAP AALAR i ik 983 40 it 38 56 Of- 4l v, i ap
i 3 A 5 FLNA B9 m6A & 1 F1 5% 5% 5 I8 5k 44 42
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M8 B AR -, DN AR 2 45 B 1 i 1l 48 A Bl
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BRMRZEFE L0 ey TRAAH R PR, H
e T RS E R Z RS N-I L -d- R & HRZ
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amino-3-hydroxy-5-methyl4-isoxazolepropionic
AMPAR) #1241 # 2 1R #h & 2
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Table 11 The CCK-8 assay assessing the effect of GRIA3 on the proliferation ability of gastric cancer cells
(n=4,7%5)
2 3 24 h 48 h 72 h 96 h
ot BE 2 0.102-+0.003 0.295+0.001 0.8224-0.058 1.426£0.052
A% GRIA3 41 0.047-+0.002 0.152+0.006 0.376+0.032 0.806+0.013
2 (] F {t=648.800 P {£<20.001
i ] FAti=1 398.000 P{H<C0.001
L [H] - I R0 F{i=111.800 P{5<0.001
FKGRIASA.
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Figure 9 Transwell migration assay assessing the effect of GRIA3 on the migration ability of gastric cancer cells
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Table 12 Quantitative analysis results of the Transwell

migration assay
(n=3,7%s,1)

4151 T 200 < AL HF AT % A B A5k
Xt B 21 820.000+26.191
AR GRIAS 4 224.333+22.096

tfH 24.580

P{H <0.001
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