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[Abstract] Objective To investigate the associations between polymorphisms of organic
cation transporter OCTN1/2 (organic cation transporter 1/2) and the susceptibility of Crohn’s disease
(CD) through a meta-analysis. Methods Databases of PubMed, EMBASE, MedLine, and CNKI
(Chinese) , Wanfang (Chinese) were searched for published case control studies on the association
between polymorphisms of OCTN1/2 gene and the susceptibility of CD which were published before
September 2012. The meta-analysis was applied with Review Manager 4.2 software and Stata 10.0
software. Results Nineteen eligible studies, including 14 from Europeans, 3 from Asians, 1 from
Oceania, and 1 from the US were inciuded in the meta-analysis. In total, significant associations were
found between OCTN1/2 polymorphisms and the susceptibility of CD for all genetic models. In
subgroup analyses, significant associations were found in the European population for OCTN1/2.
Associations were not significant in the non-European population for OCTN1 (TT vs. CT: OR=1.25,
95%C1:0.75-1.98,P=0.34; TT vs. CC+CT:0OR=1.48,95%CI:0.95-2.29,P=0.08) and for OCTN2
(CC vs. GC: OR=1.03,95%C1:0.68-1.56,P=0.89; CC vs. GG+ GC:0R=1.23,95%CI: 0.83-1.82,
P=0.31). However, there were significant associations found between OCTN1/2(TT vs. CC, TT+CT
vs. CC, CC vs. GG, CC+ GC vs. GG) polymorphisms and the susceptibility of CD found in the non-
European population. Conclusion Resuits from this meta-analysis suggested that OCTNI1/2
polymorphisms were associated with the susceptibility of CD in the European population. Associations
between OCTN1/2 polymorphisms and the susceptibility of CD in the non-European population
required searching for large samples to confirm the findings.
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0.1 0.2 0.5 1 2 5

B1 OCTN1EKEE TT+CTws. CCHCD BRI LR

Study OR(fixed) Weight OR(fixed)
or sub-category 95%CI % 95%C1
[7] Not estimable

[14] —t—-— 2.83 137 [0.79, 2.38]
{8] — 2.13 1.90 [1.05, 3.42]
(93 —— 9.21 098 [0.70, 1.36]
[10] --— 10.97 126 [0.94, 1.67]
[11] 19.20 1.04 [0.83, 1.30]
[12] —— 8.57 0.96 [0.68, 1.35]
[13] —a— 11.05 1.55 [1.18, 2.04]
{17] —_— 1.40 0.86 [0.36, 2.07]
[15] —=— 4.86 127 [0.83, 1.96]
[16] - 2.98 169 [1.01, 2.82]
18] Not estimable

[20] — 8.52 0.94 [0.67, 134]
[19] —i— 422 1.10 [068, 1.77]
[22] _— 2.15 096 (048, 1.91]
[26] Not estimable

[21] —_—— 1.23 222 [1.06, 4.66]
[14] —+—— 5.52 133 [0.89, 1.98]
[25] - 5.18 133 [0.88, 2.01)
Total(95%CT) ¢ 100.00 120 [1.09, 1.32]
Total events: 3100( Treatment), 3670(Control)

Test for heterogeneity: ¥* =18.67, df =15(P=0.23),| F=19.7%

Test for overall effect: Z=3.75(P=0.0002)

SE(log OR)
e o e
N - =
T T 1

I
W
T

e
kN
L

0.1 02 05 1 2 5

B2 OCTN2EHEE CC+GCvs. GG 5 CD 5 i

0.1

B3 OCTNI1EHEE TT+CT vs. CC5 CD BB E
KRRAHREE

0.2

001

01r

021

SE(log OR)

03

041

3B CKEMWIE . EMI
), & BRI BT A
[ 5L PR 280 A, BRI A3
BN 8>, R g 450
HEEE S OCTN1/2 3 [H
% - SEURSE Ve
ANBECD 5B HA X,

EKHRFENE. B
RAEARRAQELRATER
TSk, BFERDER
SRR S BB ST, BT
RETPTEE B IRfT; R T
KA H A F X CD 9 5
AR SR R REM BUTR 2%
B 2 T 5% e A B 5T 40 4T B
R REERARHEX
(ERYH/AE BRI ) ABESEAT 2
E5rHret, B FIERR AR
A SCEREE T D, #Hr
o 3 A 3 (TT ws. CT,
CC vs. GC) ¥ 5] 20 F1 Xt B]
20 ABHRXTE D, AT BB
MR aFEREr, Hika e
S5 BAT T KA A B 5T m LA
W,

A BF5T 8 i Meta 73047
g2 RER, TERRM AR
OCTIN1 % A C1672T #
OCTN2 #H G207C L5
5 CD 5 BAEM X HX T
JERRMAEE, TR K&
M) HOCERE D, e K
BEARR ST G5 AR SE

0.1 0.2

E4 OCTN2EMHEE CCH+GC vs. GG 5 CD BB VEAS
KFERMAVRIE



FAEFATHF R E 20133 A% 345583 Chin J Epidemiol,March 2013, Vol. 34, No. 3 - 289 .
F3 FRMHLIX FEBRM#IX OCTNT ,OCTN2 A L &M 5 CD 3% £ Meta S 945 R
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OCTN1
KWMLK TTes CC 2021 2471 13.89 0.38 6.4 1.42(1.25 ~ 1.60) 548  <0.000 01
TTus. CT 2753 3192 15.13 0.30 14.1 1.26(1.12 ~ 1.41) 3.95  <0.000 1
TT vs. CC+CT 3935 4836 15.00 0.31 133 1.32(1.18 ~ 1.47) 501  <<0.000 01
TT+CTws. CC 3935 4836 15.31 0.29 15.1 1.21(1.10 ~ 1.33) 403  <0.0001
JERRPHHIX  TTws. CC 902 943 0.34 0.56 0 2.09(1.24 ~ 3.52) 2.76 0.006
TTus. CT 208 176 0.07 0.78 0 1.25(0.75 ~ 1.98) 0.95 0.34
TTus. CC+CT 1051 1076 0.22 0.64 ¢ 1.48(0.95 ~ 2.29) 1.74 0.08
TT+CTws. CC 1051 1076 0.27 0.60 0 1.79(1.21 ~ 2.64) 2.90 0.004
OCTN2
R Hh X CC 1s. GG 1956 2398 17.95 0.16 276 1.32(1.17 ~ 1.50) 446  <0.000 01
CC »s. GC 2880 3480 2148 0.06 39.5 1.22(1.09 ~ 1.36) 3.58 0.000 3
CCus. GG+GC 3871 4850 21.66 0.06 40.0 1.25(1.13 ~ 1.39) 434  <0.000 1
CC+GCws. CC 3871 4850 14.08 0.37 7.7 1.17(1.06 ~ 1.29) 3.17 0.001
KR CCus. GG 903 947 0.47 0.49 0 1.88(1.13 ~3.12) 2.44 0.01
CCws. GC 220 190 0.12 0.73 0 1.03(0.68 ~ 1.56) 0.13 0.89
CC vs. GG+GC 1051 1076 0.35 0.55 0 1.23(0.83 ~ 1.82) 1.01 0.31
CC+GC vs. GG 1051 1076 0.35 0.55 0 1.84(1.21 ~2.81) 2.85 0.004
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