- 656 - e RG24 7 2021 45 9 A%E 39 &55 9 Chin J Clin Lab Sci,Sep. 2021, Vol.39,No.9

DOI; 10.13602/j.cnki. jels.2021.09.04 c e ARERISHFR -
LneRNA NPSRI-AS1 75 [ 4 1 335 J% AR R BLA

HELA, 5&%}%“,?%&%8 MR ETH, AR AR, RS, TR, PR (IAHARFHBARER
a. EIME b P S R F e AV 2SN, I AR 4RI 212002)

HWE. BB K3 LncRNA NPSR1-AS1 & B %% ( gastric cancer, GC) P R X R W R E X, oM LA BB MO AWM FIT AN
v feE A ALH . ik WEB6 B BEB R BMLAEFHLR, FKE 2L 6§ & EF R EES o RATK, KA Lok
%% PCR(RT-qPCR) #- i1 & 28 LncRNA NPSR1-AS1 ¢4 & ik K F, 5t 5 & % 16 & % 72 A 4748 £ % 5 7, siRNA 38
NPSR1-AS1 &, R B %0 3% 783X 3 | Transwell X367 X 20 B KA S5 20 JE 38 74 245 1% & A T4 71, 5F A RT-qPCR &l if
BAAFEARKETW T, &R LncRNA NPSR1-AS1 /£ § /& 48 4% #’é’a;ﬁ;ﬁﬂi%’—m%ﬂ'ﬁ,ﬂ% M KA (1=11.02, P<
0.01) HE LM (1=2.30,P<0.05) . TNM 4 (1=3.55,P<0.01) A% o % R AV %43 & (1=3.10,P<0.05) B F A0 % ; b
LncRNA NPSR1-AS1 # % % /%5 ROC w1 £, F @A ( AUC™®) 4 0.696, LncRNA NPSR1-AS1 & J5 T4 GSK-3p(r=16.15,P<
0.01) #= E-cadherin(¢=10.17, P<0.01) % i Eif,B-catenin(t=4.869, P<0.05) ,N-cadherin(¢=3.77, P<0.05) ,Snail (t=9.372,
P<0.01) #= MMP2(¢=15.57, P<0.01) £k Fif, %51 LncRNA NPSRI-ASI SR THr4) B G mpig st 4 R4i2 2 H 551
B, AR AR S B R - R AL (EMT) A %

KEEIE : F % K4k dE % 5 RNA;NPSR1-AST; & & - 18] fir 4546

& 525 :R446;R-33 CERFRETD A

Expression and action mechanism of LncRNA NPSR1-AS1 in gastric cancer

XIE Wenjie" , ZHANG Heteng®, TANG Yinbing", LU Jiawei", HOU Wenji*, ZHOU Xiaodong", XU Ying", ZHANG Wenbo", YU
Qiang”, ZOU Chen"( a. Department of General Surgery, b. Central Laboratory, c. Department of Neurosurgery, Affiliated People's Hospi-
tal of Jiangsu University, Zhenjiang 212002, Jiangsu, China)

Abstract: Objective To investigate the expression and clinical significance of LncRNA NPSR1-AS1 in gastric cancer ( GC) and its
effect and action mechanism on the biological behavior of GC cells. Methods The tumor tissues and adjacent tissues from 86 GC pa-
tients and plasma samples from 21 GC patients and 21 healthy controls were collected, and the expression levels of LncRNA NPSR1-
AS1 in these tissue and plasma samples were detected by real-time quantitative PCR (RT-gPCR). The correlations of NPSR1-AS1 lev-
els with clinicopathological parameters were analyzed. After NPSR1-AS1 levels were knocked down with siRNA, the proliferation, mi-
gration, invasion and apoptosis of tumor cells were detected by the cell proliferation test, Transwell test and flow cytometry, and the ex-
pression levels of tumor-related genes were detected by RT-qPCR. Results The expression levels of NPSR1-AS1 in GC tissues in-
creased significantly, and were significantly correlated with tumor size (¢=11.02, P<0.01), lymph node metastasis (¢=2.30, P<
0.05), TNM stage (¢=3.55, P<0.01) and tumor vascular or nerve invasion (¢=3.10, P<0.05). The area under the ROC curve
(AUC™) of plasma NPSR1-AS! expression levels for screening GC was 0.696. The knockdown of NPSR1-AS1 was able to increase
the expression of GSK-3B (¢=16.15, P<0.01) and E-cadherin (¢=10.17, P<0.01), and reduce the expression of B-catenin (7=
4.869, P<0.05), N-cadherin (t=3.77, P<0.05), Snail (¢1=9.372, P<0.01) and MMP2 (:=15.57, P<0.01). Conclusion The
knockdown of LncRNA NPSR1-AS1 can inhibit the proliferation, migration and invasion and induce the apoptosis of GC cells, and its
mechanism is related to the epithelial mesenchymal transition (EMT).
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LneRNAJE K& KT 200 MR , Bk = 5 F 50 4
fHEJT, 55 DNA (RNA I H BAH EAE T, 730
B B S SR S G KK b R O B Y R 4 AR
FH'?', LncRNA NPSRI-AS1 FZgEMNF 7 S fn
{& p14.3, Huang 4031 I\ The Cancer Genome Atlas
(TCGA) BG4 BT T 149 1141 M  hepato-
cellular carcinoma, HCC) B[] LncRNA FEikfE
DL BAHIE 1 i R &K , Ao NPSR1-AST 5 HCC
TG A, HA A HCC 3697 AR . BEAk,
He 45 HUEBARE 51 4047 , IA Ol NPSRI-AST J2t— 7
GO M LneRNA 5 405 519 NPSR1-AST A g
LR T MAPK/ERK i& 42 KA i HCC 21 Jfd i) 3
5 FVWE B A7, O 2B AT HCC 397 . ks
NPSRI-AS1 5 B 9w 9 ¢ &, A #F 58 & W T
NPSR1-ASITE B Ji 85 2H 21 S i 3% Hh i 2R 16 0L
S5 B 1 Im R s BRLTE RE, J3 Bt H 5 NPSR1-AS1
FIRER R, [, b AT T 20 i S Re il &
L POERE i PCR(RT-qPCR) A6 fif J83 4 ¢ 3 [H
Ik, IF it — B W5 HAE FIBLI , LA il R 2
ISP R LS IAR Y o

1 BeRbsik

1.1 WFFEx%  YHE 2015 45 4 H % 2019 4 7 H
FULIHARERE AN BB B S BHE 52 F AR IEI7 1
86 171] 5 JI 88 £ 2 1140 98 4 43 R I 1 9 5 2L 4 (BB
MR >5 em) o ik 24 I, 50k 62 fi, 4E
47~82 % | HPARIE 68 % 5 IR i KAE>5 em 3 22
B, <5 cm % 64 3] ; bk EL 45 5L RS B M (NO) 38 4],
PHPEE (N5) 48 5 598 TNM 43128 T ~ 11 11 40
B, I~ IV 46 . 99 AbRHE: (1) 2R 2 4
A EAEEIBEC A2 W B IR (2) s B8 R AT
PIRBEZ T AT HHEAAETF AR YT HE
BRbRifE: (1) A Hopb g 2 (2) A m i B IR
I O IR | B s RN S B RGP . B AL
bR R R R 21 B (B 14 B, Lotk 7
YA 52~76 %) kI 2% H NPSR1-AS1 ) 33iA7K
o THAI, BEAILCEE FE AR B RS O AR 1Y 21
(HBE 12 ], Ltk 9 B, AR 27 ~ 46 %) (K fil )
F ML ARASAE 3 BB 2, AT 29T 95 K 2 b
RN R B B e FE 2 B4 A AL o (It oE ST
K20180016Y) . JIifg ik & MK @ ki Al .

1.2 iR GARAGEE  BImAiiR R AGS(H
Flsspe F AN ) o RNA BEEBURAF ( Trizol , 35
Invitrogen /3 7] ) , 338 4% SR & 92 & PCR i

& (L Sigma 24 7)), Fe YL ik 7] Lipofectamine
2000( H4s TaKaRa /A #]) , siRNA-NPSR1-AS1 /pF
P RNA BT XS B/ T8 RNA (R 3 A H)
Annexin V-FITC/PT 41 Jiid 8 7= 155 & (VL9538 = K
NT)) o Transwell /NZE ( 32 [ Corning 2\ H] ) , Matri-
gel FJRIE(Z£E BD /A2 7]) , NanoDrop 1000 £ i 48
ShAI L3066 T (FEE Eppendorf 23 7] ) , CFX96
FGE i PCR AL (SE[E ABLAH]) o

1.3 RNA $£HUK RT-qPCR SR AIZE B - A0 il 4
¥ F5 IR Trizol 1205 Ui W -5 M\ 15 98 2 21 1 3 % 15
Y Fp A RNA 3 ] NanoDrop 1000 74 g 2541
AL UL 3 ' O B A I G e B A Al R IR '
(Ao an/ Asgo ) TH R 1.9~ 2.1 WIREA ] T )5 2238
By o A0 SR A U ] R RNA REA 005 51y
cDNA  FEAR B T -20 CI- 1. HIE GenBank 11y
FH 55, A Primer Premier 5.0 4111514,
Ik BigAET AV G (K 1), H4E SYBRRT-RT-
qPCR Mixture 257 15 B 43 il {4 5 , 40 s 4 240
ML 3% RT-qPCR & %&. 10 pL 2 x PCR Mixture,
10 wmol/L I [R5 14745 0.4 pL,1 wL il cDNA,
8.2 wL ddiLO, I 13RIk R B T ABI 3k 5 Bt
PCR A, G2 %1:95 °C 5 min;95 °C 10 s,
59 °C 205,72 °C 34 s,3L 40 RIEH, 72 CHfRE
2¢AE5, fdiH 7500 System Software-SDS 2.2 #fff-i#
TR e M. dIEAIZH 2L B-actin NS Hk
R, 3K LL U6 SR, HI R IR RR A 2722
EHE

L4 AT S0 AGS AL, B 1x10° A
A (AL 200 pL) 8 12 FLARREEE TRt , & T
MR FRAH (37 °C 5% CO,) G SR, i Ho 40 i %
FEik 60% ~ 80% If 5 4L Fi R Lipofectamine 2000
VT 48 45, 0 1 3 B IR Ak O ) % g R 2
si-RNA TAEV, 3B 15 2 41, 43934 : si-NPSR1-AS1
20 (50 pL JCIM %5 /) RPMI 1640 15 32 +2 pl
Lipofectamine 2000 +2 pL si-NPSR1-AS1) ;si-NC 24
(50 wL JE I 3% M9 RPMI 1640 B % i + 2 pl
Lipofectamine2000 + 2 wlL si-NC ), 43 51| & 2] i &
20 minJi5 HEATHEGE 4~ 6 h J5 B Ny 58 4 B R LAk
SRR

L5 gifgAKllige B EARFE YL 48 h J5 1Y AGS
i (si-NPSR1-AS1 411 si-NC 41) , /] 2.5 ¢/L Jift
R AL, R, LLRAL 1x10° A 41 i
RN T 12 FLANMIRE IR AR, FELH I 6 AL
BT AMIETFRHE (37 C 5% CO,) hEigR, B AR dk
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3 d T 1R, B 24 h FEGAE AR T AR RO
THEC, G5 SR BCAE, 2211405 d, AR Ps A i 4 it 2
il A R R, T AN e A e

1.6 ~“FHscpEE ks B R Y 48 h J5 1)
AGS 4i Jfg ( si-NPSR1-AS1 41 F1 si-NC 41), H
2.5 o/ LIS (A BN 1k, A, LA FL 1x10°
BN FE AP T 6 FLAR MR IR AR, BT 40

BiF#H (37 C 5% CO,) e, HigrAeag 3 d B
1R, TEREFRIGEE 10 K, 4 40 s 7T PBS #hik 3
K, 4% 22 J W [ 72 4N 30 min, 0.5% 4% i 5% 8k
et 15 min, FFH PBS 60k 2 ~3 W, fF H AT
J& b2 A AT EOR T 30 A4 AT
KK 0.4~1.0 mm B TERE,

%1 RT-qPCR 5|4/%%1

HH P95 FIMFSI(5'—3") B (C) PR (bp)
NPSR1-AS1 NC_000007.14 R:TGTTGAGAAGTGCACGGTCC 60 164
F:GGGGTGTGTGAGCACTCAAT
B-actin LT575466.1 R:CATTCCAAATATGAGATGCGTTGT 60 103
F:TGTGGACTTGGGAGAGGACT
U6 NC_015438.3 R:CTCGCTTCGGCAGCACA 60 94
F:AACGCTTCACGAATTTGCGT
GSK-38 KJ206238.1 R:TGGTGCTGGACTATGTTCCG 60 180
F:CCAACAAGAGGTTCTGCGGT
B-catenin M77013.1 R:ACGAGCTGCTATGTTCCCTG 60 177
F:ATTGCACGTGTGGCAAGTTC
Snail NM_057384.4 R:GCTCGAAAGGCCTTCAACTG 60 150
F:GACATGGCCTTGTAGCAGCC
E-cadherin 735402.1 R:GGTCTGTCATGGAAGGTGCTC 60 123
F:CAGGATCTTGGCTGAGGATGG
N-cadherin 545013.1 R:TCAACTGCAACCGTGTCTGT 60 142
F:ATCGATCTGGGTCCTGAGCA
MMP2 NC_000016.10 R:CATGGCGATGGATACCCCTT 60 158

F:CCATCGGCGTTCCCATACTT

1.7 Transwell 40T 58 F1Z 281856

171 BRI YL 48 h J5 1Y AGS il (si-
NPSR1-AS1 4] il si-NC 41),2.5 g/L [ & H i
A6, I A TG I 3 85 57 B IF TR, TR A Tk
M 1x10°/mL, 4R )5 L4 fL 200 L #E 50T Tran-
swell /N 5 N EHRRLLINA 750 L 582855
Heo H5FE 24 h )5, 4% 22 5 I E 40 30 min,
0.5%%% ff 5 e 5 15 min, A 25482 1 I =5 1T 5% 4 2
JtL, 6 B30 40 BT BE AL % 10 S (x
100) B2 gk, A5 AR BUAME

1.7.2 &8 BOCIME B 373 44 L 1 Matri-
gel 6 pL RS R, 1% A Transwell /NE g 5
JEE SR G BT 24 fLAN S S B T AR T
4 h, HRPRETER AL

1.8 ZHf ks B R AR 48 h 519 AGS
4 fifd ( si-NPSR1-AS1 4 il si-NC 4] ), 1 x Binding
buffer FALAHM, THEOF A PBS, &5 4H M vk 52
2x10°/mL, KA 10 WL Annexin V-FITC .5 L
PLIRA, REJGHE 15 min Ji5 FH U0 =X 40 A 430K DU 20
M TR (R T+ R ) .

1.9 SEitaortr BRI SPSS 23.0 it

F74Eit 434t , GraphPad Prism 7.0 i {4 53 #r il € o
PR B S7 T 52 3 K, TR BOR DL S AR
PR AL FCEBORFH ¢ K30 THEPERER X K
$oo A7 M 2R A Kaplan-Meier 3% 224, LA P <
0.05 2257 A giita i o

2 Hig

2.1 NPSRI-ASI 7£ B 9 41 23 J 1 3% v i 2% 36
RT-qPCR 25 £ & 7, 86 il B 4@ 4l 81 45 A&
NPSR1-AST A% ik (3.98+0.36) I 2% & T8
FHL(2.78+0.31), R H AL E XL (1=
2.51,P <0.05), 1fi 21 i & 4 & & MK h
NPSRI-ASTHAHN ik (4.35+0.39) IR & & T
21 AR R (2.51+0.50) , 2 HA G E
X (t=2.89,P<0.01),

2.2 NPSRI-ASI 7 5 2H 23 R 1fi 25w i ife R i
Hirfe  NPSRI-AS1 7£ 86 1] 5 Jiz 41 21 A X 3Rk 1t
R AL 0.913, LA Sy FUKs 1 98 58 3 40 b R 3R
KU (n=43) AIKFRIRA (n=43) . 454 RS 2R
PERE, AT NPSRI-AST RIKEM R, 451 B
7% NPSR1-AS1 B £k 5 Bk /N (1=11.02, P<
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0.01) JRE&H S (1=2.30,P<0.05) i3 1fi 3 25
281278 (1=3.09,P<0.01) Fil TNM /33 (1=3.55,
P<0.01) Z OIS . M5 PR AR IS 73 W IR
TR J0 2 35 A OGP (3% 2) o Kaplan-Meier 53 #r 32
Wi, NPSRI-AST Rk 4 B 1 AR A7 R W AR TR

0 20 40 60
AR )

Fkh4H (HR=2.58,95%CI:1.38 ~4.71,P<0.05, K
1A), B8 M5 NPSRI-AS1 K F-12 W i 98 1
ROC # £k F 1 1 ( AUCR) & 0.696, 95% CI K
0.534 ~ 0.858, >4 cut-off {4 9.52 B, ¢ kW
90.5% , fUEh 47.6% . VLE 1B,

AUC=0.696
201 P<0.05

T T T T
0 20 40 60 80 100
100455 1(%)

VE A NPSRI-AS1 ik 15 B ARE A7 R Z AT RSG5 B 113 NPSR1-AST 234K P19 ROC 2k .
B 1 NPSRI-ASI 7£ 5 i 41K 3K H Y 2k

R2 BEEHEHGR NPSRI-AST 3155k A B
SR KA

NPSR1-AS1

SR B ——— X? P1H
& ik
4531 <0.001  1.000
£ 62 31 31
L 24 12 12
(4 0.816  0.366
<60 13 5 8
=60 73 38 35
[ei] 0.068  0.795
f 67 34 33
B2 19 9 10
4 0.244 0.621
i 64 31 33
7 22 12 10
vita 0.063  0.802
H 65 32 33
ik 21 11 10
MAF s 21758 7.938  0.005
[0 3 60 24 36
PR 26 19 7
Jit9g J /N (em) 6.108  0.013
<5 64 27 37
>5 22 16 6
BRI 0.816 0.366
T(1-2) 13 5 8
T(3-4) 73 38 35
W E LR 6.789  0.009
N(0) 38 13 25
N(1-3) 48 30 18
A 0.345  0.557
M(0) 83 42 41
M(1) 3 1 2
TNM 4331 11.965  0.001
I~ 40 12 28
M~ IV 46 31 15

2.3 NPSRI1-ASI @5 % AGS i #2441 i)
sl B AGS 4fififg 48 h J5 4 RT-qPCR 45 34IE
52, siRNA [ RBARCR I =, He ik / (1.03£0.01)
X4 (0.57+0.02) AL, TRET 54.5% (1=
18.92,P<0.05, ¥ 2A) . ZH A= K il £k S 1A v b
TR R 25 R R, NPSR1-AST @il f5 fgfl il AGS
UM Y B RE J) (¢ =12.789, P<0.05, [ 2B; ¢ =
14.00,P<0.05, [ 2C) . Transwell 1T fl1{x% 2818 1
453, NPSRI-AS1 @i J& Re M il AGS 4t i 1ty
T K= 280E )1 (1=25.45,P<0.05, & 2D) , sk
Y LA A I 25 5 57, si-NPSR1-AST i 7~ (1A 9
ToHBR AR T2) el Ry 9.43% , B 2. /& T si-NC 4119
5.22%(1=21.45,P<0.001, [§] 2E) , %] NPSR1-AS1
BOR A S AGS g T .

2.4 NPSRI-AS1 @y %o FifrJed AH G 3k R e 1k 11 52
M NPSRI-AS1 @k J5 , RT-qPCR 5 I Jif 92 A 56
FERZER B R, SXF LA L, GSK-38 F1 E-cadher-
in (AR (4350 1.8620.05 .1.59+0.06) B & |-
P (e 5051k 16.15 1 10.17, P ¥<0.01) | fii B-cate-
nin .N-cadherin  Snail Fl MMP2 [ 35 & (43R
0.7120.05.,0.70+0.08 .0.39+0.07 ,0.23+0.04 ) i &
T (¢ 435 H 4.869 3.77 F19.372,P ¥<0.01) .

3 itig

BFFE % B, LncRNA AT 3 3o 647 5 986 40 a1 5
TR FIE TS SR A AT, B a4 T
PRIk, 76 B I K A R R B TS v ok 4 T A
Y AL & B LINCO1225% 75 B i 4141
Fk L HE BRI A 1R TR AN L K -]
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AL (EMT) 32 . Yang 257 % 3, LINC0O0665 7
9 A SRR TR A, TR T e 2R R Aok AR v A S )
S A P G P 0TS S R T MAE . HRETOR T
NPSR1-AST i 5EE /D, 2 40 KRR SEHAE B s
MIVERBLE . S T #9 NPSRI-AST 76 H i b2 A7
RAFGEIAAE T, A58 & B0 NPSR1-AS1 7E H 95 /8
FHL I Rk B, s Rk 5

e FE IR /N IR L A B | MR I R 2
fRZEH TNM 73 2. 25 A 5%, OF Hom Rk A AR
Ja B AAE R W] B FEAIR, 2 W] NPSR1-AST 1£ H JiE
KAEENIEAE I SO ARBUR . & @
—H AT RE IS A B, NPSR1-AST ] {2 it B Ji
2 ) MG A RS AR 2, SR W L REAS 12 1k 3 2
N B EAT N

A B C
1.5 20 o) -
~ " —si-NPSR1-AS1 z
v 10 15 —5i-NC
e oL
i ;10 Hkk
3 —
= s % i
= ok %
(=
0+ T T T %
si-NC  si-NPSR1-AS1 0 1 2 4 5 ‘@ si-NC  si-NPSR1-AS1
I )

si-NPSR1-AS1

107
< 10°40.
) 10°4
i 104

E 105
[ eS
£ 104
@] 1Ol1
10°

Bl si-NC
B si-NPSR1-AS1
400 ok
3k 3k
300
<
g 200
F
100
0 4
i 523
10 ek
8
SN
M
4
=
2
0
o si-NC  si-NPSR1-AS1

10 10°
si-NPSR1-AS1

T8 A, NPSRI-AST sl 5 7E 18 S A0 H 9 23250KF- 5 B LG A A 1K i 20 P4 v B iR B0 A NPSR1-AST B85 %) AGS 21 iS4 7 ik ) 19
B3 D, Transwell 1304601 NPSR1-AS1 G805 % AGS AT AR FRAE T A2 IR E , PN ML A A NPSR1-AST s fe % AGS A 7211

oM, s %, P<0.01; % % % P<0.001,

10

B2 NPSRI-ASI @il %) B A M 58 TR R 8 S R T4 AR WA A5 R i)

A2 H KB, LncRNA 7] LU 2 58 ) A [6] 1) 43
TR B s A e R T EMT 2 7%, AT & 4%
MR A o i NPSR1-AS1 fig 5 3 5 EMT
SEL X — ok B H RS T, A WE 5T kB,
NPSR1-AS1 i J5 GSK-38 F1 E-cadherin )33k I
Y, 1] B-catenin . N-cadherin , Snail F1 MMP2 )55 ik
T, EMT AH 5 A2 B B, A SCHR 2 s,
GSK-3BJ2—MZ I RER 22 IR/ 75 A TR Ml , TE 2%
ol 20 % sl b OGS, A A 3 g L oAk R
FIZNA 46 2 Z A5 Sl B, 40 W/
B-catenin , PI3K/ Akt , Hedgehog , Notch 4§, GSK-3p

P LA T ) O AR AL R 0 T R 4 o i 1
ol Wnt/B-catenin {5 5 il B 76 EMT )3 g i 7
WO T B AR %05 S G A S T LA
14 i GSK-3B Ay 6 1, Bl B-catenin AN fE B
GSK-3BMi Rk , 5 B iif By B-catenin K& A%, 1M
B-cateninfEA% PN T LA S % it K 5 19 S 557, AT
P EMT 5% 5 R 7 235 DLBOE EMT i 72, A6
%, GSK-3B i % i J5 AT LA EMT 5720 . A
WFFEAE AR S, NPSR1-AST @5 GSK-3B 7K°F I+
P, N %] T B-catenin }z EMT {5 5, Zheng
4020 %% 91 LncRNA MALATI #] DIAE g GSK-3B 11
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PSR, 0] GSK-3B FiA LAREAR B-catenin I,
T 5 10 25 R e 20 M ) A TR o PRI, 28 3 4 U
NPSR1-AS1 A figif 18 Wnt/B-catenin {55538 19K
6 RO LA 5 EMT A ¢ 0 3% SR T, DT 2 if
EMT 3 7%,

AR TE T S5 56 & 30, NPSR1-AS1 7E H i
BEAR P kKT, BS Bk
HEFNEE S A oG, AR BF 58 F — DR T NPSR1-ASI
XF 8 e 2 MO B TS AR R ANE T s (H R AR
S 40 LR T A At AR AT R S e Ab,
NPSR1-AS1 ] G381 875 GSK-3B By 325 7K,
IMAFE Wnt/ B-catenin {55538 i LA 75 5 M8 1) EMT
IR H 2 A O SE R — 2D UE ] . S SR
AR PR 2K F — 25 B 58 NPSRI-AST 4 fuf i 2
GSK-3@ 721k K5 M B 98 4 M 26 P 2447 0 1) B4R
B, DABA S SHHHT B R IR T AR SR I B 2 Y 5
B AR o

4 %3k

[1]Bray F, Ferlay J, Soerjomataram I, et al. Global cancer statistics
2018 ; GLOBOCAN estimates of incidence and mortality worldwide
for 36 cancers in 185 countries[ J]. CA: A Cancer J Clin, 2018, 68
(6) :394-424.

[2]Taheri M, Omrani MD, Ghafouri-Fard S. Long non-coding RNA ex-
pression in bladder cancer[ ]]. Biophys Rev, 2018, 10(4) : 1205-
1213.

[3]Huang ZL, Li W, Chen QF, et al. Eight key long non-coding RNAs
predict hepatitis virus positive hepatocellular carcinoma as prognostic

targets[ J . World J Gastrointest Oncol, 2019, 11(11) ;983-997.

[4]He H, Chen T, Mo H, et al. Hypoxia-inducible long noncoding
RNA NPSR1-AS1 promotes the proliferation and glycolysis of hepa-
tocellular carcinoma cells by regulating the MAPK/ERK pathway
[J]. Biochem Biophys Res Commun, 2020, 533(4) .886-892.

(5175, B9, WM. SRS RNA 75 85 9T 5 i #
L], ks Ze s, 2020, 38(3) :207-209.

[6]Xu Y, Zhang G, Zou C, et al. Long non-coding RNA LINCO01225
promotes proliferation, invasion and migration of gastric cancer via
Wnt/B-catenin signalling pathway[ J]. J Cell Mol Med, 2019, 23
(11):7581-7591.

[7]Yang B, Bai Q, Chen H, et al. LINCO0665 induces gastric cancer
progression through activating Wnt signaling pathway [ J]. J Cell
Biochem, 2020, 121(3) :2268-2276.

[8]Cheng JT, Wang LZ, Wang H, et al. Insights into biological role of
LncRNAs in epithelial-mesenchymal transition[ J]. Cells, 2019, 8
(10) :1178.

[ 9] Mancinelli R, Carpino G, Petrungaro S, et al. Multifaceted roles of
GSK-3 in cancer and autophagy-related diseases[ J]. Oxid Med Cell
Longev, 2017, 2017.4629495.

[10] Nagini S, Sophia J, Mishra R. Glycogen synthase kinases: Moon-
lighting proteins with theranostic potential in cancer[ J]. Semin
Cancer Biol, 2019, 56:25-36.

[11]Mccubrey J A, Rakus D, Gizak A, et al. Effects of mutations in
Wnt/B-catenin, hedgehog, Notch and PI3K pathways on GSK-3
activity-Diverse effects on cell growth, metabolism and cancer[ J].
Biochim Biophys Acta, 2016, 1863(12) ;2942-2976.

[12]Zheng X, Ren J, Peng B, et al. MALATI overexpression promotes
the growth of colon cancer by repressing B-catenin degradation[ J].

Cellular Signalling, 2020, 73:109676.

( o7 B #:2021-03-29)
(RXHE.FEET)





