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ABSTRACT Objective: To investigate the association of Arg261Gln polymorphism in the coding region of 12-lipoxygenase
(LOX12) gene with the risk of developing stomach cancer.
Methods: The LOX12 genotypes in 148 patients with gastric cancer and 148 cancer-free controls were
determined by using PCR-restriction fragment length polymorphism (PCR-RFLP). The association between
the genotypes and risk of developing gastric cancer was estimated by logistic regression model.
Results: The allele frequency for LOX12 Arg261Gln in gastric cancer patients (0.544) was higher than that
of the normal controls (0.443). Compared with the Arg/Arg genotype carriers, the risk of developing gastric
cancer was increased in Gln/Gln genotype carriers (OR=2.26, 95%CI=1.15-4.46, P=0.018), while those
with the heterozygous genotype Arg/Gln showed no increased risk of developing gastric cancer (OR=1.37,
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95%CI=0.77-2.44, P=0.284).
Conclusion: The inherited polymorphisms of Arg261Gln in LOX12 gene encoding region may confer genetic
susceptibility to development of stomach cancer.
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FET: G T4 PG AL MR L T- M5 2 2. TR K
ZHW . ZHE. 2P BN K,
i 5 AL B R DIAE G . H T E A 2 I 5
HEB,  — 2045 s L DAY 35t 15 78 S e B 0 R A R
JB v e 45 3 H BAR T o I S R DY) 4 AR AE AR OC
B BRI . DNA B S 3 R A T
Hep A U

LOX12 FEHE AT 17p13.1 ( GenBank accession
number: AY527817) , EJ&H 21 L AN IE A5
R ACH LY, AR ™ ¥ 12HETE 76 /8 & A=
R R A EE AR P R R A
Ji 988 BF 7 B 09— SRR O IR S, A T LOX12 5
261 (% F 1) Arg>Gln 28 5 0] 3 94028 LOX 12
BT ML DRI, AR I 35t A% A S AT RE LR R R
e g J i R R A P AR . AR SCHESE LOX12
DIREVE B AL 75 5 261 Arg/Gln #5728 5 55 B i & IR
JRURS: B G 2R

1 BBSTE

1.1 SHE—BHEM

B HL & BL 2008 4E 12 H —2011 4F 12 A 7
FE T T NBE B2 0 E 8 B 148 1, 4R i%
38~64 % (£ 1) . BEBHZHALURHFHLH
W R o B AIL A BT B A A 2 B B AT il B A A T
A 148 FIAE R X RNHE . BT A X BEIS TC M98 s
SOAUATE, 4EHE 34~68 % (F 1) o WIAAETER .
AEWE L WOHRR B A Hp SR YIRS S0 AT BTGt
#5 (P>0.05),
1.2 AIRFE

P ARES I 2 mL & ki LA 43 2 DNA g
AT R, LOX12 FER Y3 #r . DLIR & il 6k )2
N - BRI B 2 &M (PCR-RFLP) ik
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X LOX12 Arg261GIn # 47 5& H 43 B, PCR 9 3%
L5144 5'-AGT TCC TCA ATG GTG CCA AC-
3'; FIEBI¥ R 5'-TGC TGG GAG CTC CTC ATA
GT-3', PCR =¥ K/NH 298 bp., 7E 25 puL PCR
PMRA WP 20 ng B DNA, 0.2 mmol/L 5[4,
0.2 mmol/L dNTP, 1.5 mmol/L MgCl, M 1.0 U
Taq BA . K5 95 CHZAEE 2 min JiT,
F 94 °C 305,54 °C 30 s #1172 °C 30 s #4735 PE
WY, T 72 CHEMH 10 min, HL 10 plL
PCR 724 2 BRI PE N VTS Ban 11 {HALIS, 7 2%
4 B¢ i W RE I b LK o 261 Arg/Arg R B 7= A
203 bp 195 bp 2 Wi, 261GIn/Gln FEH ™
4298 bp 1A~ W, 444 B 261 Arg/Gln W 7=
4298 bp, 203 bp 195 bp 3 4~ A Wi

®1 BERAMMBAAOZZ
Table 1 The demographic data of gastric cancer group and

control group
- Bl X HE 2 N
MR ) (%) ]

P

3 99 (66.9) 104 (70.3)

& 49 (33.1) 44 (29.7) 0.507
HE (%)

< 55.0 70 (47.3) 63 (42.6)

> 55.0 78 (52.7) 85 (57.4) 0414
W KRR 15

N 69 (46.6) 58 (39.2)

W2 79 (53.4) 90 (60.8) 0.192
Hp BHRAS

[ 51 (34.5) 65 (43.9)

FHYE 97 (65.5) 83 (56.1) 0.096

T 1) WU xR
1) Two-sided x * test

1.3 SitF4hE

K1 SAS8.0 i it At ik A7 e it 2 ab B, Gt
BB R H Xzﬁl\%, L E b (odds ratio,
OR) M H 95% 7] {5 BR (confidence interval,
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CI) FRMXTEREE, F Logistic [MIH 535007 .
PL P<0.05 N ZEFAH SR L

2.1 LOX12 Arg261GIn £ 58 EARHX &

LOX12 Arg261GIn 45 i 5& K 4 R B 9 41
(0.544) & T XF M 41 (0.443) . XF B 41 h
LOX12 Arg/Arg,Arg/Gln,GIn/Gln 3 Ff 3 P 5 43
W5 27.7%, 53.4%.,18.9%, H: 43 4i £5 4 Hardy-
Weinberg *F 7 & fit (P=0.781) . i H & 4 X
380 3 AR A 505 18.9%, 50.7%.30.4%, 5
XF R AL L 22 F A RS # L, A Hardy-
Weinberg F ffif 2 A (P=0.973) . Logistic [ 5
SRR, Gln/Gln 5 PH R4 47 & fECH 8 A9 KU
b Arg/Arg FE R 2 45 47 25 W] 4 3 = ( OR=2.26,
95%CI=1.15~4.46) . 2445 5 & Arg/Gln A 3
TS g A& R XS ( OR=1.37, 95%CI=0.77~2.44)
(%£2),

®2 LOX12 ZEEBERANNSHRESBEEHNK
HIX®
Table 2 The distribution of LOX12 genotypes between the two

groups and its relation with gastric cancer

S B X RRZH
n (%) ] [n (%) ]
LOX12 Are261Gln
Arg/Arg 28 (189) 41(27.7)
Arg/Gln 75 (50.7) 79(534)
Gln/Gln 45 (304) 28(189)

Arg/Gln, OR (95%CI) " 137 (0.77~244) , P=0284 —
Gl/Gln, OR (95%CI) " 226 (1.15~446) , P=0018 —

TH: 1) OR (95%CI) THRZ M5 AFH . WAEAR
BRIE

1) OR (95%CI) adjusted with sex, age and smoking

status

2.2 B#HEAZEREE LOX12 Arg261GIn &35
ZEERXNBELZFRNZMN
gk — 2 4 B WM Bk Hp B % 5 LOX12
Arg261GIn 22528 HAE X B i R W s, &
BEAE AW AH AL A Hp B BPE4AL, LOX12 285
M) B R & AR (% 3) .

© MR IT F [ FEINFHFEIH

®3 WK, Hp BB 5 LOX12 BEERTE
ERSBEARRKE S ESH
Table 3  Stratified analysis of interaction effects between

LOX12 polymorphisms and smoking status or

Hp infection
LOX12 B Qe
, i Hmda X HE 2l OR (95%CI)" P
A 75 [n(%)] [n(%)]

http://www.zpwz.net

N

Arg/Arg 9 (13.1) 16 (27.6)  ZH (1.00)

Arg/Gln 35 (50.7) 30 (51.7) 2.04 (0.68~5.02) 0.13

GIn/Gln 25 (36.2) 12 (20.7) 3.70(1.13~12.51) 0.01
M A

Arg/Arg 19 (24.1) 25(27.8)  ZH (1.00)

Arg/Gln 40 (50.6) 49 (54.4) 1.10 (0.56~2.35) 0.82

GIn/Gln 20 (25.3) 16 (17.8) 1.67 (0.72~4.01) 0.23
Hp (-)

Arg/Arg 7 (13.7) 17 (262) S (1.00)

Arg/Gln 25 (49.0) 39 (60.0) 1.45 (0.52~4.08) 0.33

GIn/Gln 19 (37.3) 9 (13.8) 5.43(1.58~18.62) 0.005
Hp (+)

Arg/Arg 21 (21.6) 24 (289) ZHM (1.00)

Arg/Gln 50 (51.5) 40 (482) 1.43 (0.70~2.95) 0.33

Gln/Gln 26 (26.8) 19 (22.9) 1.57 (0.78~3.24) 0.26

H: 1) OR (95%CI) NN AR . AR
IR IE

1) OR (95%CI) adjusted with sex, age and

smoking status1

3 i it

LOX12 J& 78 A= DU Js 2 4K 13 3 % 19 OC 5 il 2
—, HACEAE Y 12 B3 BRI R (12-
HETE ) & AR A E BN A E TS T2 —
12-HETE ]38 i J R FEs ¢ B sh 2 BRI
TR FAER, e i s, T B R &
A AR R R PEE AR oA g Y R
N FiZ 5 R i 65 X 1Y 261 Arg>Gln BAEAF S Al i
FE 52 m LOX12 Y 52 36 M, i HaZ 28 Sy & AR
A R A AR R R U 1 XU

A SCHIRT BEWE ST B 7 25434 T T LOX 12 G
i X (4 261 137 Arg>Gln 1978 S5 5% B 988 & 98 1) 52 )
R IRIZ AR 5 0] 2 R A6 T R 0 B B,
Fi 2 Gln/Gln 3 N R 32 35 & A4 B 3 1Y OR (H
JE Arg/Arg LR RIHERTE 2.26 £, AR IE S Z
WAE AR TR REA — 2o M s LoX 12 M
fE7= 1y B T REAR — B " AR Mg R R AR
W AN 41 A Hp R Y BPE4L, LOX12 25 m B
b N A /Y TIN £ 2 0 = =  o NU 7 o
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JF LEAE RAEA h i LS IE .

B2, ARWESR & BAE A T 1R AT 56 S 3 A
LOX12 44X Arg261GIn JEH £ 50 GE & Bk
I ) B B AR Sy IR o DL A5 R AT RE R Ak A DO A
1 A 35k DR A B 0 AR R R rp ) B A R R AR
K, AR T B ARy ik .
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