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WE. a4 KA TK4IE%A RNA ¥ @iy % 5+ %1% 1(long noncoding RNA plasmacytoma variant transloca-
tion 1, IncRNA PVT1) % £ B A A Fml § 5% ( gastric cancer, GC) KJ& 4 A4 & 69 18 , 5 #7 IncRNA PVTI1 T § %
MG 1R a, & RA R Hﬁ‘ R & % & PCR ( quantitative real-time polymerase chain reaction,
RT-qPCR) %47 196 #] GC 4L L2 B st & £ F § B4 42 F IncRNA PVT1 #= c-Myc & ik K -F, KA Western
blotting A4 M GC L4 ¥ c-Myc & @ £k | 47 GC A8 X 16 JRm B AF A2 69 £ B 547 F= Cox WA 547, M TR G
BEAR L MGC-803 4m it A A 50 5t %, ¥ #5 4 siRNA-IncRNA PVTI1 204% 4 52 3640 | 4% 4 siRNA-NC 483% % 4 32 3
KT R (SINC) |, & & 3t BE 20 R #E 474547 45 4 Western blotting # ] GC %8 &P c-Myc & & & ik , i@ i& CCK-8,
Transwell 52 B4 GC 4w i3 78 12 &, 4% GC 484 % IncRNA PVTI & ik (P=0.002) .c-Myc mRNA 4% &
(P=0.013) & AX(P=0.020) BE 5 TREFEFTAL; LR EALA,>HA S B L Cox B AHH T+, F#b
(P=0.004) .Lauren’s & (P=0.021) A 55 B3Rz 18 (P<0.001) . pTNM 5-#1 (P=0.020) B3k & 445 (P=
0.002) .IncRNA PVTI 4.3k K-F(P<0.001) 5 GC &% ¥ & &4 (overall survival, OS) BF A% ALk T E%EH
%, AT IncRNA PVT1 92 X BARA M BEAE 1 5 25 3508 £ 5% 5% 4 0.997.0.937.0.828 ; &L
IncRNA PVTI /&, 5 siNC 28485k siPVT1-1907 21 c-Myc mRNA ( P<0.001) =% & & ik (P=0.006) . 28 i3 74 ( P<
0.001) fef £ 48 /1 (P=0.028) 3 B H Ak, % IncRNA PVT1 & B &+ &k, 5 &%‘Tﬁf’;w_f—#ﬂ% & F
IncRNA PVT1 #95) & B AR A B 5 KU £ A5 A &7 69 M 48 /7, IncRNA PVTI i@ 42 3t § & 29 J8 Myc
o) F ik B AR AR, & &L % IncRNA PVTI E\Lﬁﬁiﬁ‘%gzéwﬂ@i‘??ﬁ\ﬁﬁﬁﬂ”ﬂﬂ ,)bm: IncRNA PVT1-Myc i
BT RR A BRI K GI7 e #7358

KBR @B EFHIE ;88 F6 ;9 KB ;B AR Myc;RNA TiL

HE S E S RT35.2 XHEFRERG A

The role of IncRNA PVTI in prognostic assessment
and malignant progression of gastric cancer

a study based on nomogram model and functional cellular experiments

CHEN Wenliang' , WANG Huanhuan®, HAO Jinjin’, GONG Rui’, ZHAO Qiang’,
ZHANG Fei’, GAO Lei’, DONG Jingxun*
(1. Department of General Surgery, The 2nd Affiliated Hospital of Shanxi Medical University, Taiyuan 030001, Shanxi, China;
2. Department of General Surgery, Jincheng People’s Hospital, Jincheng 048026, Shanxi, China;
3. Graduate Department of Shanxi Medical University, Taiyuan 030001, Shanxi, China;
4. Department of Minimal Invasive Digestive Surgery, Shanxi Provincial Cancer Hospital,
Taiyuan 030013, Shanxi, China)

%5 B #A:2025-01-07
BEE£UH . IL7HE A 4RF2=3R4m LW H (201801D121320)
BIEEE MR, E-mail: wichen2100@ 163.com



62

93
A

=

Wy,
L

1 NI s )

*

Abstract: Objective To explore the prognostic value of the long noncoding RNA plasmacytoma variant translocation 1
(IncRNA PVTI1) nomogram model in predicting postoperative survival in patients with gastric cancer (GC), and to
investigate the effects of IncRNA PVT1 on the proliferation and invasion of GC cells. Methods A quantitative real-
time polymerase chain reaction ( RT-qPCR) was employed to measure the expression levels of IncRNA PVTI and
c-Myc in GC tissues and paired gastric mucosa tissues from 196 patients. The expression of c-Myc protein in GC tissues
was detected using the western blotting technique. The investigation involved the implementation of survival analysis and
Cox regression analysis, with the objective of elucidating the clinicopathological factors associated with GC and the con-
struction of a prognostic model. In vitro, MGC-803 cells were subjected to transfection with a specific interfering RNA
(siRNA) designed to target IncRNA PVTI1. The experimental design involved the establishment of three distinct groups:
the experimental group, which received the targeted knockdown via the PVT1-siRNA, the control group, which
received a non-specific negative control via the PVT1-siRNA, and a third group that served as a blank control, receiving
no transfection. The expression of c-Myc protein in GC cells was measured using Western blotting, while cell prolifera-
tion and invasion were evaluated using CCK-8 and Transwell assays, respectively. Results
PVTI1 (P=0.002), along with c-Myc mRNA expression ( P=0.013) and protein levels ( P=0.024) , was significantly

elevated in GC tissues compared to adjacent normal tissues. Univariate survival analysis and multivariate Cox regression

The expression of IncRNA

analysis identified several factors significantly correlated with overall survival (OS) in GC patients, including age ( P=
0.004) , and Lauren’s classification (P=0.021). The following factors were found to be statistically significant; local
tumor invasion ( P<0.001), pTNM stage (P=0.020), local lymph node metastasis (P=0.002), and the expression
level of IncRNA PVT1 (P<0.001). The expression level of IncRNA PVTI was found to be an independent risk factor.
The nomogram model based on IncRNA PVT]I predicted 1-year, 2-year, and 3-year OS probabilities of 0.997, 0.937,
and 0.828, respectively. Furthermore, following the silencing of IncRNA PVTI, a significant reduction in both c-Myc
mRNA (P<0.001) and protein levels (P=0.006) was observed, as well as a reduction in cell proliferation ( P<0.001)
and invasion ability ( P=0.028) in the siPVT1-1907 group compared to the siNC group. Conclusion The present study
has showed that the expression of IncRNA PVT1 is elevated in cases of gastric cancer, and that this elevation is
associated with a poor prognosis for patients. The IncRNA PVT1-based nomogram model demonstrates good predictive
capability for postoperative survival in GC. Additionally, IncRNA PVTI1 appears to promote carcinogenesis by
upregulating c-Myc expression in GC cells. This finding indicates that the IncRNA PVT1-Myc regulatory network may
represent a viable target for the clinical management of gastric cancer.
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B i ( gastric cancer, GC) 1Y & i K MAET- K
TEid Zp)— ML 2D T @S, R, B
N BRI B  FEAR L AR BRI R 56 4 X A HeAT
WA E 20 GC BT, GC & —Fh7E [a]—
IR TR — e AR Z B R B T IR RS
FFI T T RAIE 22 5 ) e B S O PR X o e S
AIFAAE RN GC BB BORS 2 A MARAE IR 7 Y
EEFEH R, TR EE U DGR 4 TR A
BAFINEE , KBRS RNA A0 M0 2 57 5
f7 1 (long noncoding RNA plasmacytoma variant
translocation 1, IncRNA PVT1), {ii T A & e o {k
8q24.21 IXIk, Myc 3 K T Ui 57 kb Ab, HA 7
MBURETERRE Y o e iA 8q24 DX IR 5 PR 25 19
SSOL,, AR TR R LD Y | g (8 5T 5 AL 5 1Y
ZAFER AL O MIFFE R Y] IncRNA PVTI

NN

Al 3 3 5% 4 N U PE RNA ( competing  endogenous
RNA, ceRNA) Jii 4 FIE ST Myc J JE R &5 i fa s
P, HE T 5 0 22 B R A0 MG Y 1S B | 4R 28 R
251680 Myc % DB PVT1 283k 88 i % 4= 76 98%
AL B 8q24 5 DB I B i 9 . A 5% In-
cRNA PVTI 7 5 ¥ A& o i i IHL A AS + 20 7
A PSRRI IncRNA PVT1A] 3@ 43 7 M 845 miR-
16 {2 CCND1 ik, Hi5H GC 4 Ml i) 3 58 A= 28
RESO AT I BRI YAP {23 GC 4 s |
(REAEBIF IR T 7E AGS B 41 &
g — T Bk IncRNA PVTL 7] FEAIX GC 4 il %) 48
R BRI 27, B AU TR o T AR
BIL,EEE T YY1 IncRNA PVT1 Myc J#5&[H 2
WAETE 5 % Y)HE 2, IncRNA PVT1 78 B4 41 h 4%
TEE 26k {H IncRNA PVTI E KRB0 H
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R F TS LK IncRNA PVT1 il Myc 35 H 2
[T AFTE M ELAE M R 4, A A BEE AT 3 A IR
ABIFSE . I, A9 5 7E4R1T IncRNA PVT1 7
T e 0 H 1 FH LA B ) 5 98 200 it 348 5 42 28 11 5%
ey, A7l ARTR YT 8 Je A B

1 #BERFE

1.1 &l
11w PRBE

TPEHLL PG BB K2R 58 — R B i@ AR R VT 4
iyl B2 e T AL BRI SR 2017 4 4 A %2019 4 8 A
fEBER) GC /B 196 BIVEABEIEXT SR, J 118 B %
78 1] s AEHE 26 ~79(59.63£10.67) % . GC Iifi s B
G391 R HH R B s 6 B R 5 EIRARE B A5 2 1265 8 Il
B TNM R4 Rat AR 25 0T Ak
T A EABPTEIGIT , R 127 W& %52 T Bk
57, RIE 3 AN A IR RBE DS (IR 12 R ) |, BE VS
FHET SRk A 2023 4R 2 A, APPSR
K TR R R S ME[(2019) YX 48
(294) %5 ], BRI AT /A W B AE R &
1.1.2 SEEe A A0 3 2R

5 40 i Bk MGC-803 11 IE & 1 2 5% 41 ffd Ak
GES-1 40 T~ R} 2 B - v 240 A= Wy 2 58
PrimeScript™ RT Master Mix i 7 & g A H &
TAKARA A #], oligo dT g [ ¥ T/ F], Trizol
BF 4 H &[] Invitrogen /A F] ,dNTP Fl Rnase Inhib-
itor I F 5% [ promega /A F] , Primer (R&F) W4 H L
/3 7, SYBR Master Mixture 14 [ 7 51 Vazyme
A H), BCA € i 7 & M A 2% [§ Thermo Fisher
Scientific/A /) , Pt A\ C-Myc . B-actin Ff g FEHTIAR N
4 35 [# Proteintech 2~ 7], PVDF &I [ 3£ E Milli-
pore A, ABI 7500 %! Real time PCR {1y [ 3% [
Applied Biosystems 2 F], Western Blot HL K {3 Fil§%
JEEAS B ARA I B b RARAE AR A ]
12 A&
1.2.1  SZHF2¢ %6 % i PCR ( quantitative real-time

polymerase chain reaction, RT-qPCR) £ {ill
GC 441 IncRNA PVTI1 fll c-Myc ik

O I b5 A 57 B0 BT B8 A A7, IR AE T
-80 CWRA, 73 41 2 Ky L Te vt 1 5 5 9 4 8L3h
%>5 em ¥ o5 IEH H BB AH LU #1700, B
50~ 100 mg ZH4Y, #R 4 Invitrogen 23 F] Trizol #AE UL
BB HEAT GC ¥ 4l 21 R 55 1E W B B 41 81 5
mRNA# 2, #]°4 RNase-free #21E, # #i TAKARA

I8 A SRR UL AT S 20 pL ROVAR R B
3 ANEE, 95 CTHUZZEYE 15 5,40 MG 95 C
55,60 C 30 s, @RT-qPCR & N 75 51 ¥ )7 4.,
PVT1 Fi#514) 5'-GTTACACCTGGGATTTAG-3',
519 5'-GACTGGCTCTTAATTCTC-3'; c-Myc
%5149 5'-GAACAAGAAGATGAGGAAGAA -3’
T 51 % 5'- CAGAAGGTGATCCAGACT-3'; B-
actin [ i#51% 5'-CATGTACGTTGCTATCCAGGC-
3, TG4 5'-CTCCTTAATGTCACGCACGAT-3',
2N H IR R A
1.2.2  Western blotting SZE K c-Myc & H £k

P GC HA BT R 1 mm® K/, JiIA 1 xLysis
Buffer Z4f# 30 min 5 ,4 C 12000 r/min &[> 5 min,
M 3T 1.5 ml EP 4 ", Jil A 5xLoading
Buffer,95 C ~100 CHI# 5 min, BCA ¥ F ¥ ¥
M5E, 5 H FiE 2 SDS-PAGE ¥ Ii% 1 ¥k )5 %% =
PVDF i, & 5% IR 4F W5 %) TBST ¥ W & iR £ 4]
2h, MMA—¥i,4 CHELSKR., —HERTFER
2h, ECL B,
1.2.3 A% S e

MGC-803 Fll GES-1 4fi fg b fifi f RPMI 1640 %
FRIEREFR VBT 37 C 5%CO0, . 70% ~ 80% 15 J¥E [ 18
WIEFEFE 2 O B K W A 40 i kAT e g
siRNA-IncRNA PVT1 (siPVT1) A HBHE X} HR siR-
NA-NC (siNC) H H [ 75 1 5 B 5L A "l it &
Ao FIAIRE B3 0004 YL i siPVT1 AR X
M8 SINC 43 G | 25 PO SRS A g, BIR
AU 05 Yk F) 5 SsiRNA % iR R i & 15 ~
20 min J5 ITAZIMI, 55 3% 48 ~ 72 h J5 W4 40 T e
I, PVT1-homo-417 J¥ ¥]. GCUGAAUGCCU-
CAUGGAUUTT AAUCCAUGAGGCAUUCAGCTT;
PVTI-homo-1152 J¥%]: GGACUUGAGAACUGUC-
CUUTT AAGGACAGUUCUCAAGUCCTT; PVTI-
homo-1907 J¥ 41l CCGGCCUCGUGUCUAUUAATT
UUAAUAGACACGAGGCCGGTT,
1.2.4  CCK-8 Kl 4 it 444 5

siRNA-IncRNA PVT1-1907 . siNC 43 5] %5 ¢
MGC-803 Ztifitl, 4 96 FLARIIRL, 55 2 K (LK 0 h) [r]
FFLINA 10 L CCK-8 %5 ,3.5 h A1 (450 nm
W) Kl OD fH, A3FG 24 h #II—K, EL%E 72 h,
1.2.5 Transwell ¥ il 40 M1 =28

BB B 4 1Y BE IS (100 . Matrigel £1 RPMI
1640 ¥5572 54 125 WHINR A ) 8 T Transwell /NE
JZ,F 37 CHlLE 2 h, siRNA-IncRNA PVTI-1907 .
SINC 73 3l%% . MGC-803 4 i, il A 24 LA} Tran-
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swell /N% )2, T Transwell /& T2 IMAE 20%)1h
MU SR AL 750 ul, 24 h S TYL (0 JF4TIIR,
1.3 Sit=z4iE

K JH SPSS22.0 4i itk , GraphPad Prism 8.0
YEEL, X TR A RS BUE R & B DL xes £
N, PHEH [B) 22 53 HU R R ST AR AR ¢« K36 220 Ly
ZEF5 IR 2 [R1 %) B R R R 7 28 0Bt (F K
5, PP IME e 8% LSD 25, B Hrfili i R
RAs 4.1.3, {#i A “survival” £3 #1“ survminer” £ 45,
TR ERZHE Cox [MIASMT, 34 iR A7
2, KK a=0.05,

yE

=H

2 R

2.1 BEALDA IncRNA PVT1 # c-Myce RikkFE

RT-qPCR %58 iR . B2 IncRNA PVTI
TR E R TS IEH41241(0.33£0.15 vs. 0.28+
0.13, t=3.800,P=0.002) , WL 1A, 557 1% 4
ZUMLE, B4 2UH - Myc mRNA F£ ik B E 7 &

A

P=0.002
0 -1

IEH S EREEEN

0.8 |-

0.6 |-

04+

02F

IncRNA PVT1 AH*f ik

Bl 1

BB ZH 2% IncRNA PVT1 Fll c-Myc mRNA F3é357K -

(1.983+0.881 vs. 1.554+0.817,1=2.583,P=0.013) ,
2 HAGIEE S, WA 1B,
2.2 BREHALAR c-Myc EBFRIX

Western blotting 45 5% . 71 ; 5 98 55 1E # 4L 4UAH
o, B o-Myc 5 R 5 0E FH i (1.243+
0.571 vs. 0.764+0.335,t=2.563,P=0.024) , 2= 7 H
At L, W 2,
23 BEEXERFEHTENERZREESH

196 5l GC & A 14 BIREREVIE B, K
FT71%, GC BERIG 42~48 MHNEIHIET 114
B, di BB 58.2% , 524 182 i) GC BHE N AY
Mro WA A7) (median survival time, MST) & X
B FE R TR B BT SO BEVI 45 A H B,
50% £ K AR A T X6 Rz fg s D e, BRAES A
453K ] : IncRNA PVT1 KKKV B4R
KN 3B R BREHZR 53 e Jmy i | Jmy vl i £
455 pTNM 433 5 58 25 it R 45 Jmy A1 985 %% U0 AH
Ko WFE1,

™

P=0.013

c-Myc mRNA FHX} ik &
w

0 ! )
IEH A ERE N

ml

A:IncRNA PVTI 7i B i 4R 55 1E LU Y335 B c-Mye mRNA 75 B i 44U 55 1E W AL SV Y 3k

Figure 1

Expression of IncRNA PVT1 and c-Myc mRNA in GC tissues

A; Expression of IncRNA PVT1 in gastric cancer tissues and adjacent normal tissues; B: Expression of c-Myc mRNA in

gastric cancer tissues and adjacent normal tissues.

A

c-Myc

— — —
PN IEEAS Hmdg

K2 BIRAL T c-Myc & HRIEKF

P=0.024

c-Myc &5 FIAHXS Rk &

EH A A

o
s

A Western blotting ¥l c-Myc & 1235 ; B :c-Myc & FA AN R,

Figure 2 Protein level of c-Myc in GC tissues

A Expression of c-Myc detected by Western blotting; B: Column chart of relative expression level.
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Table 1 Univariate survival analysis of clinicopathologic features in GC patients

Gy W%/ n AR/ A KB /[ HR(95%CT) | P

el 0.811(0.555,1.183) 0.277
5 106 26
I 76 23

iy % 1.805(1.238,2.630) 0.002
<60 81 29
=60 101 22

i ge AL 1.082(0.739,1.585) 0.686
iR 70 24
AR /32 it 112 23

Jid98d /1N cm 2.316(1.578,3.399) <0.001
<2 67 35
>2 115 22

Lauren’s 4375 <0.001
Jiz 80 32
PR8I 62 22 2.343(1.351,4.066)
A 40 19 3.687(2.281,5.969)

AR <0.001
= 65 43
h 35 23 4.536(2.380,8.643)
ik 82 20 3.834(2.449,6.002)

RIHRE 3.949(2.645,5.895) <0.001
T1/T2 91 33
T3/T4 91 19

pTNM 434 3.469(2.304,5.225) <0.001
[/ 99 32
/v 83 26

NRERL T 3.471(2.355,5.116) <0.001
7 66 43
A 116 21

PVTI %3k 1.746(1.154,2.642) 0.008
fiekix 48 32
[SIE SN 134 23

ENEEIARIES 0.253
B R(S-1) 41 225

R+ B VPR (SOX) 41 20 1.061(0.631,1.783)

R E5 i + B Vb )40 ( XELOX) 45 18 1.497(0.913,2.455)

M 3 ATLLE #|, B F R =60 ¥ 98K
>2 cm  Lauren’s 4354 75 & AU al {8 A &Y BEOM A
AT 43 Ak ) b 9 40 B T3 ~ 4 9] pTNM 43 1]
M/IV JEERMkE 45 N1 ~3 FHYE IncRNA PVTI &3

IR ARE BT R 35 1 e (P 19<0.01) . J35ME
182 I HAT Bt 17 Bk} i) (8 3 b, RS #2532 5 B Ak g7
127 5] ( S-1 5125 41 5] SOX 41 5] XELOX 45 i) ,
AN [FARTT 5 S8 5 BB U CRA K,
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A B C
1.00 — 1.00 — 1.00 =y
TR Gender e Age Location
2 + =~ Female 2 2 =~ Middlc/distal
Z 075 o Male =075 z 0.75 Proximal
< a < <
E 2 2 )
2
& 5050 B 0.50f neeenememnneenneas e
E E E i
2 2 0.25 2 0.25 P=0.686 -
OF, . L . , ot A . . , 0t L i , )
0 12 24 36 48 0 12 24 36 48 0 12 24 6 48
Time(m) Time(m) g Time(m)
. Number at risk Number at risk = Number at risk
5 Female} 76 71 35 9 0 & <60 51 % 3 1 0 S Middle/distall. 112 104 45 8 0
£ Malef 106 100 2 9 0 < =60|_101 95 33 [ 3 Proximal} 70 67 32 10 0
[&] 0 12 . 24 36 48 0 12 24 36 48 0 12 . 24 36 48
Time(m) Time(m) Time(m)
D E F
1.00 i ) 1.00 Lauren’s classificatio 1.00 Histologic grade
z My e 2 S g g
= Intestinal = P
£ 075 >2 £ 075 v E 075 el
=3
: £ :
U ] e e L s 5 —aamt B K e
£ £ s
§ 025 & 025 E 025
@A D2 peo.0ol [ P<0.001 a P p<0.001
=] i ' +
-2 P : | y
~ Ok, 1 1 1 1 s Of. 1 L 1 o Ok, L 0 1 1
£ 0 12 .24 36 48 < 0 12 24 36 48 2 0 12 24 36 48
5 Time(m) 2 Time(m) B Time(m)
S Number at risk = Number at risk ) Number at risk
<2k 67 6 a4 12 0 Diffuse |- 62 56 12 80 Modgrate |- 35 3
’é >z|:||5 109 36 [ 0 ": "“ﬁi‘&i-“ng% i bt Vi g '% g}\?ﬁfEEZ Zz ﬁ |? §
=) 0 12 24 6 48 I 0 12 24 36 48 7 0 12 24 3 48
ot Time(m) E Time(m) <5} Time(m)
G H I
1.00 1.00f — = M st 1.00[ —*L Ly node metasasi
Invasion depth P stage > ymph node metastasis
= = 2 1 =
E 075 T £ 075 Iy g 075
i £ .
B .50 s=s=snens=sencocd Hzsemransass : R ] R s e 1]
S I V < <
E : ; £ g :
3 ! !
2 0251 p<o.001 : Z 025 p<o.001 @ 0251 p<0.001 ;
ok, L ) fy , (] L . . | % ok, : . M
k=) 0 12 24 36 48 0 12 24 36 48 7] 0 12 24 36 48
& . Time(m) Ea Time(m) § Time(m)
"z Number at risk @ Number at risk £ Number at risk
S T2k 91 89 58 15 0 S o by 9 55 17 0 9 ()} 66 62 45 16 0
@ TITAE 9 82 19 3 9 E mv k&3 77 2 1 9 B ks 109 32 2 0
2 0 12 2 36 48 =~ 0 12 24 6 48 = 0 12 24 36 48
= Time(m) Time(m) “é Time(m)
>
Q
J
1.00 Chemotherapy after surge 1.00 h
= iyl =Y > L= PVTI expression
= -~ SOX £ LI-\_ == Low level
§ 0.75 — XELOX ‘_g 0.75 . High level
: 2
= 0.50f o 5 050
Z
& 02 pg2s3 2 O3 p-o.o0s e
(] =i ' ' L ' g O, L L L .
0 12 .24 36 48 ‘@
Ee . Tide(m) g 0 12 Ti2dm) 36 43
5 & Number at risk S Number at risk
Zz ss}if il 2 i 9 H 5 Lowieel} 45 43 26 5 0
E j: XELOX i ?.g a1 — i( £ High Mcll: 134 128 il 13 0
] 3
o Time(m) Z 0 2 Tinddm) B "

& 3

9o RE e PO B 5L PH 2R B9 Kaplan-Meier A2 77 1 2%

ANER B AR C R AL D2 IR A/ E s Lauren's 738 Fo A B9 G Jay iR I TR s H: pTNM. 20305 1 R EL 45
FeA% ;3. ARSI TT 5 K IncRNA PVTI1 K3k,
Figure 3 Kaplan-Meier survival curve of clinicopathologic single factor in patients with GC
A: Gender; B: Age; C. Location; D: Tumour size; E: Lauren’s classification; F. Histologic grade; G: Invasion

depth; H: Lymph node metastasis; I: pTNM stage; J. Chemotherapy after surgery; K: IncRNA PVTlexpression.

2.4 BEMBXIERFEEERN Cox BRSH

XA TGRS ) 182 1l GC B TN &
MZHZE Cox MIHZHr, TEHFZE Cox [IIH5HT
H AE#Y(HR = 1.810, P=0.002) . JifJ8 K /N (HR =
0.409, P<0.001) .Lauren’s 3% (HR =0.721, P=
0.023) JKHE/rZ% (HR=2.033, P<0.001) i J53
J2iH (HR = 3.553, P<0.001) .pTNM %33 (HR =

3.083, P<0.001) Je#fkE g% (HR=4.017, P<
0.001) . A J5 4 B4k 7 (HR = 0.653, P<0.001) .
IncRNA PVT1 k7K (HR=1.067, P=0.039)3
5 GC B BALF M (overall survival, OS) i 3 A
X, W 4A, FEZHE Cox [ 43 H7 v, WK 4B
FiR AVAERS (HR =1.845, P=0.004) Lauren’s 437!
(HR=0.718, P=0.021) /il ¥ J &8 #= i@ ( HR =
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3.678, P<0.001) . pTNM %3] (HR=1.991, P=
0.020) Jm itk EL 45 % 82 (HR = 2.878, P=0.002) .
IncRNA PVT1 #iA/KF (HR=0.810, P<0.001) 5

GC ffi# 0OS B#HMK, & GC [ OS By Gl
£, TFE L H R 4 A7 B (8] ( disease free survival,
DFS) B i8 225U A9 45 5%, W& 4C D Fi

A

P Hazard ratio !
Gender 0281  1231(0.844-1.794) il
Age 0.002  1.810(1.235-2.654) N o
Location  0.684  1.081(0.742-1.575) F
Tumour  <0.001  0.409(0.268-0.623) WM |
Lauren 0.023  0.721(0.544-0.955) -
Histologic <0.001  2.033(1.619-2.555) '
Invasion <0.001  3.553(2.406-5.247) X —_
pTNM  <0.001  3.083(2.098-4.532) Vo ——
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Figure 4 Cox regression analysis of clinicopathologic features in patients with GC
A; Univariate Cox regression analysis related to OS; B: Multivariate Cox regression analysis related to OS; C Univari-
ate Cox regression analysis related to DFS; D. Multivariate Cox regression analysis related to DFS.
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Figure 5 Construction and evaluation of nomogram prognostic model
A: Nomogram prognostic model related to OS; B: Nomogram prognostic model related to DFS; C. Correction curve

related to OS; D. Correction curve related to DFS.
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Figure 6 Knockdown of IncRNA PVT1 inhibited c-Myc mRNA expression in gastric cancer cells
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Figure 7 Protein level of c-Myc in MGC-803 cells

A Expression of c-Myc detected by Western blotting; B: Column chart of relative expression level.
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ation of gastric cancer cells

B
100 P=0.028

m

=

b

"

=

]

siPVT1-19074

IS %o Bt £

A SRR YA MGC-803 4/ Transwell 1222 K115 (200 5K ) ;B - A1 (R 2240 H AR A
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A Transwell invasion image of MGC-803 cells stained with crystal violet (200xmagnification) ; B; Column chart of the

number of invaded cell.
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