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RS OR T 126 X H s AR IR T2 b BEFH A 55

FOE L 95,5 B HEAE SRR A ST e
(" FMEMKRFALAER, KM 550004;
FMEAKFREER &K P ] WA, 5 550004)

WE BB RS D 126 (RPL26) 76 B 41 (GC) w3k K HOX e 4 o 1= 8B 152, 753 Western
blot 6 & R _E 57 4l GES-1 F1 GC Zifiuikrf RPL26 MFRIKIE L. e HE GC 4y HGC-27 #4 d it 3Rk RPL26 Fo 5% 40 i bk,
GC 4}l HGC-27 \AGS #4J @/ fIik RPL26 A3 5% 4 Mutk , I F Western blot £ RPL26 53 3% 3k Fe i {IR A0 % . 4 p it 507 & 8
(CCK-8) M TLRETE M I2 90 S Transwell SZ56 A6 4 38 R RPL26 J5 % GC Al I 58 T RE J7 1 3R ; Western blot 46 )
T FEIRFIRUAL RPL26 Fadet 40 M bk v i s e JOLIEE -3 -3 ( PI3K) /2R 1S B AKT) {5538 B AHDC R F PI3BK  AKT R b PI3K
(p-PI3K) IR AL AKT(p-AKT) KT IR T-AHOCEE 11 B Itk 40 a2 £5 15 (Bel-2) (Bel-2 AH2¢ X &5 H (Bax) S 4 i 8 )
H I A(Cyclin A) (G, /S-F¢ S I F1-D1( Cyelin D1) (CDK J 145 RO R B8 (CDK) 4 (CDK2 135k, %8R 5 GES-
AHE, RPL26 £ HGC-2T W 8 53R5A (1yeey =4.97;P <0.05) 78 AGS Rk T (H2E 7 Gt 5 L. 78 HGC-27 (AGS 41
Mirh: CCK-8 3ERETE W L4 , mifik RPL26 J&5 4t i ) 3% 5E BE 77 T K 5 Transwell SEIG 7R @i {ik RPL26 )5 4 Mo i 7% RE 77 9l 55 5
Western blot S256 71 , i flk RPL26 J5 HGC-27 (AGS 4iffii 4 Bel2 FiA PR (tyoeny = 11.50 8,0 =4. 77;P <0.05) , Bax Fik T
5 (tygoar =9. 63,1465 =4.05;P <0.05) ;76 HGC-27 4R, B RPL26 J& p-PI3K/PI3K Fil p-AKT/AKT [ HAE FFAR (£, prsicvisk
=3.86,1, sxraxr =8.29;P <0.05) A A 11 Cyclin A Cyclin DI ,CDK4 ,CDK2 3K T [ (2, s =9- 61, te 0 m =5. 10,
topks = 11,64 top, =7.81;P <0.05) ,1fj7E HGC-27 4t 3235 RPL26 W R BUAH [ #a#h, &5i8 @ik RPL26 n] g 18 1 71 il
PI3K/AKT {55 , i 40 i S IBHIR T G,/S 399, DT 400 i) 4 Hfa a4 78 AR e PR T

KR B ERHAED 126, PI3K/AKT {553 % ; 40 L4 5 ; 4 i i

hE4SEE R735.2

XERERER A IELHES 1000 - 1492(2025) 11 —2043 - 09
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B i (gastric cancer, GC) J& 11163 ¥ WL AHIR
2022 AR ERE 29 97 T s fE L, GC &
RS LR 3 T E T, RS R
1%, ZHUBF a2 H i, 45 i EE TR,
ARG A 2 R Y . AT GC
Sy TR, RAR AT A e Y AR T,

% ¥k % H 126 ( ribosomal protein 126,
RPL26) J& FRMEARE O 124P Kk, S 52 F Y
AP R, Hoid F6 K T A MDM2-p53/p73 i
PEAM AT SR, 7 A AL RS
H1, RPL26 25 [ R BT H 5 A B 1S A7 56 DBk

2025 -10 - 03 $24%

HEWH SUNE BRI (9 - $BL& 202K (2024 ] — i
196 ) ; SN DA (R ZE Bl 2 HR 2242 (465 « gzwki2021-
168 ) 5 SN BB R 2 1 L BHIE IR 3 3 4 (465 - ayfybsky-
2021-31 , gyfybsky-2021-66 )

EERIN A, & W ;
SR, B, B, B A 0, Gl {F AE F, E-mail
936458581 @ qq. com

RPL26 LA 5 , 20 i 8 78w w254 i, ELAn Ao o Tk
— . X —F B GS RPL26 38 i i #
p53 il p73 et T Y AR AT, $2 75 FLAE R o
AP I LA A2 S 2% . HRT, RPL26 7 GC
WAy DhRE s A o IXBF TR RPL26 X GC
AN T ST L, B A O — R R AR GO
2 P R A B AR B A1 S 30 A5 B K0

1 #RSHE

L1 FRAERRAF ABEAER AGS MKN4S
HGC-27 15 R JBE | Bz 40 ffs GES-1.. AR Ji ' 200 il
HEK-293T ¥l [ [ B} 27 B 40 i % s DH-S o KM
BATEANNL G B A TA ) TR (B ) A IR 2
w5 H B JFORE 3 FORE pMD2. G psPAX2 Il [ )7 M
AW BARA R AT 64 s W B LA )
Bioind /A 7] ;0. 25% Trypsin-EDTA | DMEM , RPMI-
1640 BLfitli s 72 5L B 56 [ Gbico 23 w] 5 FURL2 I
ME g B R AR (dbat) AR A A Li-
po8000 ALY [ il 2= KA A A FRA
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] ; PEG8000 W [ 7 #% ¥4 B 7 L 25 ( 1) A4+ 5 G-
418 JRAL R EBIRTE 1% 25 SR Yl 5 x A LA
S R AN B4 41 RIPA 3 | 8% 1 D 7l
57 ( phenyl methane sulfony fluoride, PMSF) | 28 & 3t
PR IE T 16 ( butyleyanoacrylate , BCA ) 2 11 #¢ 2
R G HIL R R E A Z R RN H AL
TR A5 20 M3 £ R & 8 (cell counting kit-8,
CCK-8) 187y A K& S &2 7l 5 Transwell /N2 1 [
%[ Corning 23 ] ; RPL26 H A HTA I § 26 [ Ther-
mo 23 A} 5 — P SRPTAH I -3 - R I U ( glycer-
aldehyde-3-phosphate dehydrogenase, GAPDH) Il H B
BB A 7 3B WL IE-2 LT B-cell Tympho-
ma-2,Bcl-2) .Bel-2 #H3¢ X & [ ( Bel-2 associated X
protein, Bax ) It H ;7 Proteintech 2 ] 5 2 i J& ] &
(1 A(Cyelin A) . G,/S-H 5% J5 1 28 (1-D1 (G, /-
specific cyclin D1, Cyclin D1) | JE ] &5 [ 46 4 154 1t
(cyclin-dependent kinases, CDK )4, CDK2 4 B & FH
TR 8 HTE B (protein kinase B, AKT) @R
1k AKT( phosphorylated AKT, p-AKT) 4 § 3¢ [ CST
N WS I L EE-3 -3 i ( phosphatidylinositol-3-ki-
nase, PI3K) | #§ % k. PI3K ( phosphorylated PI3K, p-
PI3K) W B b 5t 19 B R AR 20 W) 5 BOR o SR A P e L
FPR_IUE B R 7 R IR S A R
H £ [E Millipore 23] .

1.2 FJERIESH  WCEEWELT B NEEEE (8-
LactaMase ,LACTB ) ffIG B2 AH I #4) %f BR AGS F3. 5% 4
JHRR A B CTE , P2 OS8R 1, Bradford 5871 5 25 1
WEE . H20 pg 5 H#E1T SDS-PAGE HLIK, HL UK 45
WG Bl sd ik R-250 Yk 478 1 Bow i s 4 2
HAE AR T MTM $Ric; {1 L-3000HPLC R 48, {4
A Waters BEH C18 HEATVR R IF WA 18 53 B 45
A IY LA HC L pe #ERE, ] Q ExactiveTM
HEF-X BT ASCGHEA T B 338 A 0 5 A= s o i A ) D e %5
&, fd %4 Proteome Discoverer 2. 4 ( PD2. 4, Ther-
mo ) HEATRE 73T . B o A L I B AL Bt
RECERHE A A BRA 7] 58 .

1.3 #pEiEs 4T3 10% a4 Iig i) RPMI-
1640 F1 DMEM ¥: 3523+ ,37 °C 5% CO, 3535+
Bige.

1.4 F3RiEm{R RPL26 3 7E 40 il & B 49 32
RPI26 3 % ik 18 5 % pCDH-CMV-MCS-EF1-Neo #
{A& RPL26 /]r % J¢ RNA (shRNA) 18 5 % PLKO. 1-
Neo ZAARFIAE T 8 X5 BEZH 1895 B 28 (4 by 7 M S0
W ERAT BR S FI A o B A 4 1 R 22 DH-

Soc BeAl SEARIRAT RV Y, SR TS 0 B ROR
I BRI AR IOL BRI AT JooR 2 50 F H 1 kL 5 0 ¢
ik psPAX2 .pMD2. G, 7 Lipo8000 ™ #% Juiz 57 T ¥
HA% A HEK-293T 4 fiti,6 h J5 4y b 34, Bl 5 1
££24 48 .72 h 19 LW R B R, LA T x
PEG8000 NaCl #4705 8E M e 4 FH b3k Wk 4 5 75
WY HGC-27 (AGS 2 ffd , #4345 9 shRNA 5 7k
Y H P40 Me HGC-27 [ AGS, K 21 i 53 Sy % HR2H ( sh-
NC) FIEAE4L (sh-RPL26) , i G-418(5 mg/ml) i 1%
TR AR . DARIARE 0 5 Al i3 638 RPL26 1)
HGC-27 ZHfifl , 40 i 53 A 4T R (Vector) Flid ik 4
(OE-RPI26) .

1.5 CCK-8 M ZmpmissE B 5 K 4n i &
W, 15 96 LA, #54L 100 wl/S 000 SZHf, 7351 7E
0.24 48 72 h H4:fLIA 10 pl CCK-8 XK F 2
h, FEGFR AN 72 7 450 nm Kb YIRS , RR2H i 3
MEAIFERE 3 K,

1.6 SEFERASEI  BOMECEKAIMEW , 2/ T
6 FLA H, A FL 2 ml/1 000 44,37 °C 5% CO,
B E 14 ds 2R P EEEE 30 min, 0. 1% 45
fm YL 20 min, [ ARFE XTI AU B e FE 2
1.7 HRIEBXIE = A HCC-27 4ifig 200
wl/780 000 4 fifd \AGS i fifd 200 wl/50 000 44 fif
FIAN LY 3 R 2, R EIMA 650 pl & 10% Jig
A 1L 37 1) RPMI-1640 15 #73E,37 °C 5% CO, 5546
H(HGC-27 ZHEiF 75 48 h AGS ZH #7524 h) ; BX
AN 2 R EEE 2 30 min, 0. 1% 45 5 5 ¢
8,20 min, A 25482 5 UE FBE P 2 I A L, B AR R E R
T, BB TR (100 x )

1.8 Western blot WS4 UTHE, W PLIEHMA
RIPA 2Lk ( Z4# WK + PMSF =100 = 1), 7K |4
30 min, #7E BEEAN TS0 244 ,4 °C 12 000 r/min B
0> 20 min BB, BCA G B vk . A
/4 AR S x EE FREZ BRI m
AR, J30 e 85 H#E T SDS-PAGE HiJK , H i
EREN B R I AL, 5% IBLRRAF WA P 2 h, i
A B9 —3T, GAPDH (1 : 10 000) \RPL26(1 : 5
000) \Bax(1 :1000) .Bcl-2(1 :1000) .CyclinA (1
:500) .CyclinD1(1 : 500) .CDK4(1 : 500) .CDK2(1
:500) \PI3K(1 :1000) .p-PI3K(1 : 10 000) . AKT
(1:1000) .p-AKT(1 :1000),%F 4 °C $EKT
o WHPEREE 4 W, ZHr(1 : 10 000) = EMEH 2 h,
DRI 4 U, BRGR5Y

1.9 %it=43E F|/H Graphpad Prism 9.5 yEf7



ZHEA K FFIR  Acta Universitatis Medicinalis Anhui 2025 Nov;60(11)

- 2045 -

SEHT TR BORIIIE £ AREZE (v +5) F7R , L]
PORCAE T ¢ K5 5 22 A IRDRCE SR T B IR 3= 5 22 0
PA P <0.05 J2E A it 13

2 HR
2.1 EBARESTER HAFGEOIERER

34 AR R FA RN, Hop 18 AR B3R, 16 4
FEPR R e ATkt RPL26 AR NAEREN . WL 1o

4 - AGS R 3.vsAGS R

Down
None

Up

Log,, P value
)

1 1 1 1
-2 -1 0 1
Log2 Fold Change AGS_R_3.vs AGS_R

1 2REERNL
Fig.1 Volcano plot of differentially expressed genes

2.2 RPL26 7£ GC i gy RIE i if Western
blot £zl GC 4 i bk o RPL26 11 8 (1 2 ik K-, 25
HEIR: 5 GES-1 ], RPL26 7E MKN45  HGC-27
EP%%%%ijj(lMKNAS =4.56;1y500, =4.97;P <0.05)
£ AGS dliffih ik Fm HER LRI E L. L
2,

2.3 RPL26 tFRIETAEMBEMR K RPL26 Ri{R a4
ROdERRMIELE R Western blot £ RPL26 i ik
K RSO, 45 Bow, 78 HGC-27 4 il : OE-
RPL26 41 1) RPL26 % [ Kk /K F- 4 Vector 175
(t =7.99, P <0.05; & 3A,.D); sh-RPL26 41 [
RP126 #1136k /K -5 sh-NC ZH[5A% (1 =12.62, P
<0.05;F 3B.D), 7E AGS 4ijigf,sh-RPL26 41/
RPL26 & 13235 7K F-4% sh-NC 4 7RFEA% (¢ =11. 10,
P<0.05;K 3C.D), PhEg5R$EIR RPL26 33 325k
T e AR A AL R )

2.4 BH{K RPL26 3t GC HBaRyIEsHEEE R B0
CCK-8 755 : 1 72 h i} OE-RPL26 4 I St 54

ku

RPL26 o | |

GAPDH | s s s s | 30
B 15

.8
Q
2
& ¥ o
O
(o]
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g T
5]
Soskt [
8
o
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a b c d

E2 GCHESIEFZEMHP RPL26 ByRiEKF
Fig.2 The expression level of RPL26 in GC
cells and normal cells
A The relative expression of RPL26 in gastric cancer cells was de-
tected by Western blot; B: Histogram of protein expression statistics; a:
GES-1; b: AGS; ¢: MKN45; d: HGC-27; *P<0.05, **P<0.01
vs GES-1 group.

Vector ZH#&T—2 (& 4A) , 1 sh-RPL26 2H [ 1% '
JE 5 sh-NC ZHFRAG (theeny = 11.29 1,65 =33.19,P <
0.05;4 B.C), saf&IE S50 /R : OE-RPL26 4]
R e H 5 Vector 28 T—30 (K 4 D), 1M
sh-RPL26 41 () 240 MY ve 1% %0 B B 2080 2D (tyoer =
9.31,t,,=6.74,P<0.05; 4 D.E), LI 55842
7N AIC RPL26 J5 4 JE 1 386 58 g 1 F B, 1 Rk
RPL26 Ji= 20 L34 58 e 1 AR A B i el A8

2.5 BiE RPL26 X} GC £8BaiT #% 8 11 B 5200
Transwell 2 i #8 5250 E. 78 « 76 HGC-27 4 ffd 1,
OE-RPL26 A i 28 /NE 4L H = T Vector 41 (¢
=9.48,P <0.05; & 5A) ; 7£ HGC-27 .AGS #i i,
sh-RPL26 ZH 41 Jifd % 2ok /)N % /19 %0 B AR T sh-NC 24
(tpecor wrrizs = 31. 00, & 05 qorpias = 36.07, P <0.05;
K 5B.C) . LA EZERIER ik RPL26 J5 4 MUt 8
AE I 555

2.6 BL{E RPL26 3 GC @A T HIS N i
Western blot £ , £ HGC-27 4 i . 5 Vector ZH4H
I, OE-RPL26 41 Hpr (¥ fi i T AH AR 5 ) Bax Kk
TR PTG Bel-2 Fik i (1, = 13. 61,
thas =4.56;P <0.05,F6A), 5sh-NCH A I,
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ku

Vector OE-RPL26

B HGC-27 C
sh-NC  sh-RPL26 K
u
RPL26 - _ 17 RPL26
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Fig.3 Construction of RPL26 overexpression and knockdown stable cell lines
A': The overexpression efficiency of RPL26 in HGC-27 cells was detected by Western blot; B: The knockdown efficiency of RPL26 in HGC-27 cells

was detected by Western blot; C: The knockdown efficiency of RPL26 in AGS cells was detected by Western blot; D: RPL26 protein expression statistical

histogram; ** P <0.01, *** P <0.001 compared between two groups.

A 15E - Vector B 250 e sh-NC ok
g = OE-RPL26 E 20f * sh-RPL26
=4 - sokok
2 1.0 Z 15}
3 >
£ 05t s LOf
— <
2 3 0.5
£
< 0 1 1 1 2 0 1 1 ]
0 24 48 72 0 24 48 72
Time (hours) Time (hours)
D Vector  OE-RPL26 sh-NC  sh-RPL26 E  sh-NC sh-RPL26
100 1 80 -
T
80 iE T 0
< 60 2
Q Q
3 S 40
— St
840t s 2
20 F
20}t 1
0 0
Vector OE-RPL26 sh-NC  sh-RPL26 sh-NC  sh-RPL26

Absorance (450 nm) O

sh-NC
sh-RPL26 stk
ETTY
P
1 1 1
24 48 72

Time (hours)

B4 RPL26 3f HGC-27 ,AGS
YRR IETE BE ST Y S50
Fig.4 The effects of RPL26 on
the proliferation of HGC-27
and AGS cells

A The effects of RPL26 overex-
pression on the viability of HGC-27
cells detected by CCK-8; B: CCK-8
was used to detect the effects of RPL26
knockdown on the viability of HGC-27
cells; C; The effects of RPL26 knock-

down on AGS cell viability was detected by CCK-8; D: Colony formation assay was used to detect the effects of RPL26 on the colony formation ability of

HGC-27 cells x2; E: Colony formation assay was used to detect the effects of the knockdown of RPL26 on colony formation ability of AGS x2; *P<
0.05, “*P<0.01, """ P<0.001 vs sh-NC group.
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sh-RP1.26 21 7 Bax Fih T, Bel-2 Fih FRE(ty,, =
9.63,1,,, =11.50;P <0.05, & 6 B); 7E AGS 4l iy
i1, 5 sh-NC ZHAH L, sh-RP126 2H ' Bax ik TFi,
Bel-2 F6ik R (1, =4.05,1,,, =4.77;P <0.05,
6 C), DL SRR @ik RPL26 W] fEfEiE GC 41
ML T

A Vector OE-RPL26 B
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2.7 BY{E RPL26 3t PI3K/AKT 4 ffl {5 S 3@ 85 119
208  Western blot #1ll] RP126 %} PI3K/AKT {55
i A G BT [ PI3BK  AKT  p-PI3K  p-AKT (5200,
g5 /R 5 Vector 41 M b, OE-RPL26 411 p-
PI3K/PI3K Al p-AKT/AKT #) HCAE S (2, prsicpsk =
3.61,¢, qpaxr =7-99,P <0.05; 817 A) ;5 sh-NC £

sh-RPL26

sh-RPL26

N

[

S
T

IS

(=

(=]
T

seskskok

=

soksksk

[ ]

(3]

(=3

(=]
T

Migrated cells per field

Vector

OE-RPL26 sh-NC

0
sh-RPL26 sh-NC

sh-RPL26

5 RPL26 3t HGC-27 AGS 4T AE TRIZ M x 100
Fig.5 The effects of RPL26 on the migration of HGC-27 and AGS cells x 100

A: The effects of RPL26 overexpression on the migration of HGC-27 cells was detected by Transwell; B The effects of RPL26 knockdown on the mi-

gration of HGC-27 cells was detected by Transwell; C: The effects of RPL26 knockdown on the migration ability of AGS cells was detected by Transwell.

*r*P<0.001, """ P<0.000 1 compared between two groups.

A HGC-27 B HGC-27 C AGS
Vector OE-RPL26 sh-NC  sh-RPL26 sh-NC  sh-RPL26 |,
Bcl-2 26 Bcel-2 26 Bcl-2 26
Bax 21 Bax 21 Bax 21
GAPDH 36 GAPDH 36 GAPDH 36

N
W

257 L] Vector £ 251 T shNe £257 dshNC
@ | P22 OE-RPL26 2 5ol B4 sh-RPL26 2 77 sh-RPL26
220 £ 20 2 2.0
e 1sr e L15f e 15f
5] 5] 8
S10r S 1.0f S10F
o (=9 (=P
o o [5) *
205} 2 05 Z05¢ f%
= = =
20 2 0 20
Bcl-2 Bax Bcl-2/Bax Bel-2 Bax Bcl-2/Bax Bcl-2 Bax Bcl-2/Bax

6 RPL26 3f HGC-27 AGS A T8I &M
Fig.6 The effects of RPL26 on the apoptosis of HGC-27 and AGS cells

A Western blot was used to detect the effects of RPL26 overexpression on the apoptosis of HGC-27 cells and the statistical histogram of protein ex-

pression was shown; B:Western blot was used to detect the effects of the knockdown of RP126 on the apoptosis of HGC-27 cells and the statistical histo-

gram of protein expression was shown; C:Western blot was used to detect the effects of the knockdown of RPL26 on AGS cell apoptosis and the protein ex-

pression statistical histogram was shown;

*P<0.05, “*P<0.01, ***P<0.001 compared between two 1 groups.
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A EE, sh-RP126 41 fit) p-PI3K/PI3K F p-AKT/AKT
) AL AP ( tyrnkrsk = 3- 80,4 akpakr =8.29,P <
0.05;[& 7B) , it #3k RP126 A% PI3K/AKT
S, M RPL26 A PI3K/AKT {55 38 #% .
DL BSR4 R 78 GC 4l rh RPL26 4 1 ik K F
55 PIBK/AKT {5538 S AH G 8 1 2 TEAR G

2.8 Bi{K RPL26 3t HGC-27 48 jfa J& ¥ i 5% 1

Western blot ¥ i 75 : 5 Vector ZH4H Lt , OE-RPL.26
20 A R W AH 9628 9 Cyclin A [ Cyclin D1 ,CDK4 ,CDK2
Ik BT ( Logtinn =337 5ty = 5005 Lepgy =
6.00;tc, =6.35; P <0.05, K 8A); 5 sh-NC 4
FHEL , sh-RPL26 2H v il 1 AH 5C 25 11 Cyclin A [ Cyclin

[ Vector
OE-RPL26

p-PI3K  p-PI3K/PI3K AKT p-AKT p-AKT/AKT

[ sh-NC
V7 sh-RPL26

sekksk Kk

PI3K

A HGC-27
Vector  OE-RPL26
ku
PI3K 117
20 -
=1
. 117 g
p-PI3K 2sl
g
o
>
o
=
AKT 60 g 10r
o
o
2z
=
205t
p-AKT 60
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sh-NC  sh-RPL26
ku
PI3K 117
20
p-PI3K 117 g
2 15 F
g
o
>
o
=
AKT 60 g Loy
a.
o
=
=
205
p-AKT 60
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7 RPL26 X PBK/AKT 1% 518 B 9 %M
Fig.7 The impact of RPL26 on the PI3K/AKT signaling pathway
A: Western blot was used to detect the effects of RPL26 overexpression on PI3K/AKT signaling pathway proteins in HGC-27 cells and the protein ex-

pression statistical histogram was shown; B: Western blot was used to detect the effects of the knockdown of RPL26 on PI3K/AKT signaling pathway pro-

teins and the protein expression statistical histogram of HGC-27 cells was shown. * P <0.05, **P<0.01,

pared between two groups.

***P<0.001, ****P<0.000 1 com-
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A Vector  OE-RPL26
. 49 [ Vector
CyclinA s OE-RPL26
CyclinD1 34 g
2 1.0r
=
o
=
CDK4 45
S
g,
o
2 05F
=
CDK2 ¥ 32
0
GAPDH 36
B sh-NC sh-RPL26  |q
[ sh-NC
CyclinA 49 1.5 r sh-RPL26
. T
CyclinD1 34 2
g 1.0 |
=
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S
CDK4 34 =
2
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CDK2 34
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E 8 RPL26 3t HGC-27 4 B HA Ky 22
Fig.8 The effects of RPL26 on cell cycle of HGC-27 cells

A: Western blot was u

shown; B: Western blot was used to detect the effects of the knockdown of RPL26 on cyclins and the protein expression

shown. *P<0.05, **P<0.01,

D1 .CDK4 CDK2 F35 45 F B (teamn =9: 61, fesum i
=510, tepe = 11. 64,10, =7.815P <0. 05, [&] 8B) .
DL ESE R - Ik RPL26 A3 o #1 fi] PI3K/AKT
{5530 05 T, A5 240 B R BT RELA T G /S 38T, DA T
il 4 AL ST R T

3 i

RPL26 &AM AR K JE 60S 12 T, & T+
MR [ 124P 5305, L TANRLTT, 25 4h i N
BB ABGE R, [FIET, RPL26 )27 Z ALY
BUBR , TELERRZ AL RS TN N 5 I 2 15 - o ke 5

sed to detect the effects of RPL26 overexpression o

n cyclins in HGC-27 cells and the protein expression statistical histogram was

histogram of HGC-27 cells was

*** P<0.001 vs compared between two groups.

IR AR . BF5E" W], RPL26 W 3 i 0
p33 FI p73 Fifil 40 38 5, PR I 3% S DR AR R 43 ik og
v R HEAR L PR Th R . A TR A T OIE 1 7 1
JIg Sy ik it RPL26 A AR EEA , Western blot 512
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Effect of ribosomal protein L26 on apoptosis and

proliferation of gastric cancer cells
Wang Qian', Yang Fang®,Nie Wei’, Hu Lihua',Zhang Maolin' ,Zhao Lixiang' ,Jin Xiangren®, Yan Zhiqiang'"
(' Graduate School of Guizhou Medical University ,Guiyang 550004 ; * Center for Clinical Laboratories ,
*Dept of Gastrointestinal Surgery ,the Affiliated Hospital of Guizhou Medical University ,Guiyang 550004 )

Abstract Objective To investigate the expression of Ribosomal protein 126 ( RPL26) in gastric cancer cells
(GC) and its effect on cell apoptosis and proliferation. Methods The expression of RPL26 in GES-1 and GC cell
lines was detected by Western blot. GC cell line HGC-27 was used to construct RPL26 overexpression cell line,
and GC cell lines HGC-27 and AGS cells were used to construct RPL26 knockdown cell line. The overexpression
and knockdown efficiency of RPL26 were detected by Western blot. Cell counting kit-8 ( CCK-8) , colony formation
assay and Transwell assay were used to detect the effects of the overexpression and knockdown of RPL26 on the pro-
liferation and migration of GC cells. Western blot was used to detect the expression of Phosphatidylinositol-3-kinase
(PI3K)/ protein kinase B ( AKT) signaling pathway related factors PI3K, AKT, phosphorylated phosphatidylinosi-
tol-3-kinase (p-PI3K) , phosphorylated protein kinase B ( p-AKT) and downstream factors B-Cell lymphoma-2
(Bcl-2) , Bel-2 associated X protein ( Bax) and Cyclin A |, G,/S-specific Cyclin D1 ( Cyclin D1) , Cyclin-depend-
ent kinases (CDK)4 and CDK2 in overexpression and knockdown of RPL26 stably transfected cell lines. Results
Compared with GES-1, RPL26 was highly expressed in HGC-27 cells (#0007 =4.97; P <0.05) and elevated in
AGS, but the difference was not statistically significant. In HGC-27 and AGS cells, CCK-8 and colony formation
assays showed that the proliferation ability of cells decreased after the knockdown of RPL26. Transwell assay
showed that the migration ability of cells decreased after the knockdown of RPL26. Western blot showed that Bel-2
expression was decreased in HGC-27, AGS cells after the knockdown of RPL26 (tycc, =11.50, t,os =4.77; P <
0.05), and Bax expression increased (#yccar =9.63, tys =4.05; P <0.05). In HGC-27 cells, the ratios of p-
PI3K/PI3K and p-AKT/AKT significantly decreased after the knockdown of RPL26 (t, p/pix =3- 86, 1, sxpakr =
8.29; P<0.05). Cyclin A, Cyclin DI, CDK4, CDK2 protein expressions decreased (¢, =9-61, fegm =
5.10, tepe =11. 64, tep, =7. 815 P <0.05), while the overexpression of RP1.26 in HGC-27 cells showed the op-
posite trend. Conclusion The knockdown of RPL26 may arrest the cell cycle in G,/S phase by inhibiting the
PI3K/AKT signaling pathway, thereby inhibiting cell proliferation and promoting apoptosis.

Key words gastric cancer; Ribosomal protein 126 ; PI3K/AKT; cell proliferation; cell apoptosis
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