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Association of genetic variations of LncRNA PRNCR1 and risk of gastric cancer
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[Abstract] Objective: To investigate the susceptibility of four genetic variations of prostate cancer non-coding RNA 1 (LncRNA
PRNCR1)to the risk and pathological characteristics of gastric cancer. Methods: A total of 300 gastric cancer cases and 300 health
controls were enrolled in this case - control study. The Mass - array gene analysis platform was applied to genotype the enrolled
participants. Enzyme - linked immunosorbent assay was used to detect the H. pylori infection. Results: There were significant
differences of LncRNA PRNCR1 rs16901946 genotypes distribution between the cases and the control group (P=0.018) , and the AG
(ORujuser=1.41,95%CI: 1.00-1.98, P=0.048) , GG (OR jjui=2.57, 95%Cl : 1.15-5.75, P=0.022) and AG/GG genotype (OR yjuea=1.51,
95% CI: 1.09-2.09, P=0.014) were associated with increased risk of gastric cancer, respectively. The results of subgroup analysis
showed that LncRNA PRNCR1 rs16901946 was associated with the risk of gastric cancer in the subgroup of male (AG/GG vs. AA:
OR.jusei=1.82,95% CI: 1.23-2.69, P=0.003) , and individuals with H. pylori infection (AG/GG vs. AA: ORujue=1.83,95%CI: 1.16-
2.89, P=0.009). In addition, LncRNA PRNCR1 rs16901946 was associated with risk of cardia cancer (AG/GG vs. AA : OR.ju=1.58,
95% CI:1.10-2.28,P=0.011). Similarly it was associated with risk of gastric cancer in clinical stage T1-T2(AG/GG vs. AA : OR.gji=
1.88, 95% CI: 1.18 -2.98, P=0.008) but not in T3 -T4. Conclusion: This study indicates that LncRNA PRNCR1 rs16901946 is
associated with the increased risk of gastric cancer, especially for male and individuals with H. pylori infection.
[Key words] gastric cancer; LncRNA PRNCR1 ; polymorphism
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Table 1 Clinical characteristics of cases and controls

SreH P sl (n=300) X BEZH (n=300) X/ H P

FE(x +s5,%) 63.72 £ 11.82 64.42 £ 12.75 1.670 0.197°

P [n(%) | 1.597 0.206"
5 221(73.67) 207(69.00)
5’8 79(26.33) 93(31.00)

R n(%) ] 0.021 0.884"

= 25(8.33) 26(8.67)

= 275(91.67) 274(91.33)

WA (%) ] 1.098 0.295"
gk 51(17.00) 61(20.33)
w 249(83.00) 239(79.67)

H. pylori G n(%) ] 5232 0.022"
FHM: 169(56.33) 141(47.00)
[Yikes 131(43.67) 159(53.00)

as JRSTREAS ARG 5 b 2 U ARG 56

0.048) . GG H [ A (£ 1F J§ OR=2.57,95%CI : 1.15~
5.75, P=0.022) } AG/GG FE R I (#5 1F J5 OR=1.51,
95%C1:1.09~2.09, P=0.014 ) [ B I X} % 905 IXURG: 458
m(F£2),
2.3 1516901946 1% & 5 F J& K i W[ o Ib. 48 547
XT 1516901946 37 5 5 B 9 % WU 14743 )2
AT R 27 55 5 R s U A G (12 T
Jii OR=1.82,95%CI: 1.23~2.69, P=0.003) , Ilii 5 Zc Pk
RIS B M . 7E H. pylori B N

27 A5 B IR R XU A G (82 IE J§ OR=1.83,
95%CI: 1.16~2.89, P=0.009 ) , Ifij 7 JC 8% 4 N B %
A 5 AR (K 3),

XoF Jib g P BRARR AR EA TS0 4H AT 7, 67 0
BRI 18 1Y &9 KUz AH G (12 1E J& OR=1.58,95%
CI:1.10~2.28,P=0.011) , i 5 AL 5T [ 158 & I KU TG
L AH e (R 1E J5 OR=1.38,95%CI1:0.96~1.98, P=
0.084) . MM, BFFT A BN, AL S5 R E
(T1~T2) XU B AH ¢ (4% IE J5 OR=1.88, 95% CI:

x2 EBEEZTMMRSBENEXES T

Table 2 Association of genetic variations with risk of gastric cancer

SNPs & it I [ n(%) 1(n=300) XHEZH [n(%) 1 (n=300) OR (95% CI)* P1H
1s16901946 AA 155(51.67) 186(62.00) 1.00 0.018"
AG 125(41.67) 104(34.67) 1.41(1.00~1.98) 0.048

GG 20(6.67) 10(3.33) 2.57(1.15~5.75) 0.022

AG/GG 145(48.33) 114(38.00) 1.51(1.09~2.09) 0.014
1513252298 AA 135(45.00) 125(41.67) 1.00 0.712"
AG 133(44.33) 141(47.00) 0.85(0.60~1.21) 0.367

GG 32(10.67) 34(11.33) 0.87(0.51~1.53) 0.665

AG/GG 165(55.00) 175(58.33) 0.86(0.62~1.19) 0.351
157463708 TT 142(47.33) 138(46.00) 1.00 0.861"
GT 127(42.33) 127(42.23) 0.97(0.69~1.36) 0.843

GG 31(10.33) 35(11.67) 0.73(0.42~1.27) 0.268

GT/GG 158(52.67) 162(54.00) 0.92(0.66~1.27) 0.604
157007694 TT 154(51.33) 164(54.67) 1.00 0.681"
CT 127(42.33) 120(40.00) 1.13(0.81~1.58) 0.477

cC 19(6.33) 16(5.33) 1.32(0.64~2.71) 0.456

CT/CC 146(48.67) 136(45.33) 1.15(0.83~1.59) 0.403

a: ZAENE MR R AT K Hopylor YA HE S s b« 2H R 22 53R F A5G
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Table 3 Stratified analysis of the rs16901946 associated
with gastric cancer risk
AA AG/GG
BR Sl w we) xp OR 9% CD by
PER]

E 110 134 111 73 1.82(1.23~2.69) 0.003

“ 45 52 34 41 1.01(0.54~1.91) 0.972
H. pylori &Y%

FHM: 86 84 83 57 1.83(1.16~2.89) 0.009

B 69 102 62 57 1.11(0.68~1.81) 0.678

ar ZAFEIE PR AR R B Hpylori JE GG HET o

1.18~2.98,P=0.008,74),
3 3t i

ABFFEFESE T 300 % 5 968 S fet T BE, X Line -
RNA PRNCR1 MG B 35 A% Z2 8 A a5 ' i b I
PEIEAT T 43T, 45 5 SR rs 16901946 47 45 5 B i &
o RUBS: AE G o FLIZAE s 5 15 8 04 20 AU 5 4R
PER H. pylori JBG% K B MR BRRFAEAR OC o

LncRNA PRNCR1 fiz 52 78 5 51 Bt g b e &
LB, 1s16901946 v 54 F LncRNA PRNCR1 1) 4
TSI, A BT B 2 A 155 e 118 g RS AL G

R4 1516901946 5 B IR AE M R 0 4B 4

Table 4 Subgroup analysis of the associated between rs16901946 and risk of gastric cancer with different pathological char-

acteristics
Ji I s I R 43 41
FEH A HITRAL e e P T1~T2 T3~T4
() B%L  OR(95% CD*  #I%  OR (95%Cl)* il OR (95% CI)*  #il¥t  OR (95% CI)*
AA 186 43 1 112 46 1 109 1

AG/GG 114 49  1.58(1.10~2.28) 96

1.38(0.96~1.98) 53

1.88(1.18~2.98) 92 1.36(0.94~1.97)

a: ZAR M W KT B H.pylori JERYAS HESS o

LncRNA PRNCR1 ] D)y =75 24 i ] 30, 2 177 2 i
Jed 4 A K1 116901946 1] BE 2 T PRNCR1
RNA 1) =045, e 7 H S5 AL R 454, 3T
SRR KA A S R S IR AR ]
g WL , Li 257X DU A TERY A AR 5 28 A
KRGS E e T 8 R S S A B, TF AR A
W AT 4R T 3 25 AR 4 BT 25 R Az o 5 g
B 2 9 RS T AR A DG . AR SR it — 25 0 2
SEAT R IZA AR5 R AR G R A M
BN H. pylori JB&Ye | HAZA 55,5 H 98 A5 KU 7E AN
[ BRI B B P A R 25 5. R ikt 2 &
HHFRAT AR R 2EZRWERRNE, L,
AHFFELGNA BRI NHE T Li 557 W58 (42 U )|
NBE, T REAFAEA TG 2J 1B L H. pylori JRYL R H
ZE5t X Ee T B R TGS R 2 I E R A
ARG L5 2 R B % 5 5 B
IR RS FIH. pylori BRI . ARJITJEVHI, H. pylori
JERYL B R A A RSB A A
X — P R PR 25+ 2 5 R SE R F
ST 5 30 I 1 T AN A e R B R R A . AR
i LincRNA PRNCR 1 A B 12 5% 0w 20 A i) 301 4ok
S5 Mgk R I 5y T 5 H. pylori &L
AIREAFFEVRTE M S EAE M i A S BB Rk .

AN AR PR 4 v By 15 1B g e XU A7
5%, Fl LncRNA PRNCR1 15 i 51 i 9 2 9 RGBS WF 5
—H T SR BRI B R
KA AL K PR 23 39 AT 220 70 A 7, LneRNA
PRNCRI rs16901946 5 5% [ 1 K% FL40] B A4 76 1 3%
FHIME, BEZ5 R JE 4278 LncRNA PRNCR1 25 5
I e BEERE AT L SR Sk, A 15 1 B8 2 LAl T
FEHATIRDY . AU — AN R ZAL  BET A
AUREA SR AR XS B/, AT BE 22 i B BT 223800 5 R
X2 B R 5 R R kB Ir X RS T
PRI SN LA BT R o DR A E T 25 Rk A
BT HRFEAS B 3 20 A TR BB 2k
Zi EPA AW 5T 45 R 278 LncRNA PRNCRI
rs 16901946 (14383 1% 22 25 (32 4515 15 988 26 s AL A
X FE B S H. pylori JERGEBEE NFEH AR XU 55 o
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