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[Abstract| Objective To investigate the effect of protein tyrosine phosphatase non-receptor type 2
(PTPN2) gene polymorphism on the pathogenesis of Crohn's disease (CD). Methods The analysis of all re-
lated literatures in PubMed, SinoMed, CNKI, WanfangData and VIP has been made. Searched articles that ex-
amined the association between PTPN2 gene polymorphism and CD,and screened the literature,evaluated the
quality,and extracted data according to inclusion and exclusion criteria. All statistical tests were performed
with RevMan5. 3 software. Results A total of 10 articles with 12 155 patients were included. Meta-analysis
showed that there was a correlation between rs2542151 gene polymorphism and CD (OR =1. 34,95% CI .
1.16—1.56,1*=52%,P =0.000). Through ethnic subgroup analysis,rs2542151 polymorphism in Caucasians
is associated with CD,but not in Asians. rs1893217 (OR=1.40,95%CI: 1.19—1. 64,1°=15%,P =0. 000)
and rs7234029 (OR=1.22,95%CI: 1.05—1.42,1°=0%,P =0. 009) gene polymorphism was associated
with CD. Conclusion rs2542151,rs1893217 and rs7234029 are associated with an increased risk of developing
CD,and differences in ethnic groups may affect this association.

[Key words] protein tyrosine phosphatase,non-receptor type 2;polymorphism,single nucleotide; Crohn

disease; Meta-analysis
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rs2542151 FEH 3 PP AL B Sy AT 45 R B A 7 R
M, 85 PP 22 54 OC, B LA rs2542151 JE 1K 3 Fp
RIS AT W4 23 M. rs1893217 N 5 rs7234029
R AT g R L5 e, Wk 4, A 7 W iiE
T rs2542151 FEF Z A Hd CD 414 4 683 fil. X}
MRS 4 499 B, Meta 43087 & B rs2542151 HH £
BYES CD & s KB B PITAH CLCC vs. CT+TT:
OR=1.39,95%CI(1.17,1.65),1°=68%; TT ws.
CCH+CT:OR=1.34,95%CI(1.16,1.56),1°=52%;
CT vs. CC+TT:OR=1.16,95%CI(1.04,1.29),
1"=25%1, 0% 4 & 4,
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Bk PTPN2 EE ZEME CD XBKERICE S

A A U S O A T
FE R 1 %
OR(95%CD) P P (%)
F BRI (CT vs. CCHTTD) 1.16(1.04,1.29) 0.009 0. 230 25
rs1893217 B (GG vs. GA+AA) 1.40(1.19,1. 64) 0. 000 0.310 15
P BRI (AA vs. GGHGA) 1.46(1.24,1.72) 0. 000 0. 470 0
FE PP (GA vs. GG+AAN) 1.43(1.23,1.67) 0. 000 0.410 0
rs7234029 AR (CC vs. CA+AA) 1.22(1.05,1.42) 0.009 0.560 0
BB A (AA vs. CCHCA) 1.36(1.17,1.60) 0. 000 0. 900 0
B PEREI (CA vs. CCHAA) 1.45(1.23,1.71) 0. 000 0. 430 0
cD Control 0Odds Ratio 0Odds Ratio
Study or Subgroup Events Total Events Total Weight M-H, Random, 95% CI M-H, Random, 95% CI
Yu 2012 67 177 141 466 10.6% 1.40 (0.98, 2.02) ——
Yamazaki 2009 102 484 86 467 12.3% 1.18 [0.86, 1.63) ™
Weersma 2009 531 1621 301 1086 21.6% 1.27 (1.07, 1.50) -
Waterman 2011 370 1144 303 1057 20.6% 1.19 (0.99, 1.43) -
Morgan 2010 121 313 164 475 13.5% 1.20 [0.89, 1.61) ™
Lv2012 37 49 22 50 2.6% 3.92 (1.66, 9.25) ——
Glas 2012 299 905 211 908 18.8% 1.63 (1.32, 2.00) -
Total (95% Cl) 4693 4509 100.0% 1.34 [1.16, 1.56) ¢
Total events 1527 1228
[T » . 12 = - e R - : : : :
Heterogeneity: Tau® = 0.02; Chi* = 12.63, df = 6 (P = 0.05); I’ = 52% 001 on ] ) 100

Test for overall effect: Z = 3.97 (P < 0.0001) Favours [CD) Favours [control]

& 4 rs2542151 BHEER S CD X MM Meta 5 T HHRE

cD Control 0Odds Ratio Odds Ratio
Study or Subgroup Events Total Events Total Weight M-H, Random, 95% CI M-H, Random, 95% CI
Amre 2010 239 406 192 416 30.0% 1.67 [1.27, 2.20) -
Marcil 2013 229 550 208 590 38.2% 1.31(1.03, 1.66) Ll
Scharl 2012 208 340 367 663 31.9% 1.27 [0.97, 1.66) -
Total (95% CI) 1296 1669 100.0% 1.40 [1.19, 1.64] O
Total events 676 767
Heterogeneity: Tau® = 0.00; Chi* = 2.36, df = 2 (P = 0.31); I’ = 15% 5001 011 1 150 100?

Test for overall effect: Z = 4.01 (P < 0.0001) Favours [CD] Favours [control]

5 rs1893217 B A S CD XM A Meta TR E

cD Control Odds Ratio Odds Ratio
Study or Subgroup  Events Total Events Total Weight M-H, Random, 95% CI M-H, Random, 95% CI
Glas 2012 285 547 270 590 42.5% 1.29 [1.02, 1.63)
Marcil 2013 291 912 259 910 57.5% 1.18 [0.96, 1.44)
Total (95% CI) 1459 1500 100.0% 1.22 [1.05, 1.42]
Total events 576 529

Heterogeneity: Tau? = 0.00; Chi’* = 0.33, df = 1 (P = 0.56); I’ = 0% I t t + J

Test for overall effect: Z = 2.61 (P = 0.009) e Egﬁou,s (CD) lFavours lct?urol] e

& 6 rs7234029 BHER S CD HXE MR Meta 5 H &K B
x5 rs2542151 5 CD X/ A5

AH O A S A WA 2% 5
E RO [ 4 - -
OR(95%CI) P P I2(%) P 12(%)
rs2542151 AR (CC vs. CT+HTT) WA 1.26(0.93,1.72) 0.140 0.310 3 0.560 0
[ E-PN 1.41(1.15,1.73) 0. 000 0. 002 77
FEIE AR (TT vs. CC+HCT) RIAPN 2.01(0.63,6.47) 0. 240 0.010 15 0.480 0
mnmEA 1.32(1.17,1.49) 0. 000 0. 200 33
FL PR (CT vs. CCHTD RIAIPN 1.260.85,1.86) 0. 260 0.270 19 0.67 0

[EYIEPN 1.15¢1.01,1.31) 0. 030 0. 150 41
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4R 1k, 23 F 4 LB 5T (genome-wide as-
sociation studies, GWAS) B & i iF T VF £ i 1% 5
YE R CD B G751 e X 88 55 CD AH 56 i 3% A
i, PTPN2 & H mi i o8 3 s, 76 b B 40 i s
PTPN2 Al @835 STATL A1 STAT3 /K, DL K fifi
p38 A AL A1 57 2K 1 R (ERKD 1/2 8% fR 1k, AT
VRIS b M A0 B A M R v- TP R (IFN-y) i
WFEH F-a(TNF-0) 5 5 1915 5 15 3 FE R 41 i R 7
AR /N RS S8 & B, PTPN2 &
R G Z BT T 0T R 0 i I ) e O 4 B R
RS Y , E T AEA R G RCRE X Fh Y
5P EMFGE PTPN2 A SCE8s RN —3, Hit.
HE4T Meta 2007 LLITA PTPN2 £ &5 CD Z 6 iy
PRSP R

rs254215 FE A7 T PTPN2 i 5.5 kb &b, #F
SERW] rs254215 B AT F 3 CD B & 45 % 15 A = 4
Ji R AR T B 8 i 3 S BE T R IR . AR gE
g A 7 WHFSE (L35 4 683 i) CD % F1 4 499 i fa
R E) T il Meta 20 M & B rs254215 R £
AMS CD W5 R UM, [FR, 8o 5 5o
Mo BB R B R IAE B A CD R R A, e
WA B, HAATMAMTER DA 2 5.
It AN B 45 R 55 KA 8 L 2 43 #r .

rs1893217 L F LT PTPN2 W& T 7 v, 5%
e F (HFN4-o . PPAR-Y 1 STAT6) [ 45 4 3 15 %
YIF . HFEN4-o 76 H B 18 B e fa 25 vkt 25 | B4R
FH 0 b Bz 4 b HEN4-o 7K F [ AT S5 25040 i 484k
JO7 3L FF I A0 E B AR rs1893217 fY 3k
PR 75 S A] e 23 P A% HFN4-o 5 50 5 59 45 & JF o] fEBH
fiF PTPN2 JE (K A9 55 5% o ifF 17 5 S 48 AE 90k L -
ARHFFEILA 3 THFFE " (LHE 1305 4] CD
F1 1668 i %F B ) .3 3 Meta 43 #1 & 3K rs1893217
REHAZEMYE CD EREVIHE,

5 rs1893217 H& K A9 ) fig 25 1L, rs7234029 19 N
AR SRR T FE SN 40 OCT-1,NFIL3,CEBP-b
FEVIL 5808456, 02 oF RIE IR N . 76 A B
FEH L IR A 2 TR IE (ALEE 1 453 fl CD i3 Al
1498 {7 fa e Ak FHO L il it Meta 23 B & B
rs7234029 FEH Z AWM E CD 19 5 Bk % YA 6,

JUETE S B A R S T R A B kR I
T A RIS T A IR 5 T L AELATS A — e ]
G 14 DL R 2 ] 4 A B 45 SR - (1) BRLBROHE AS 4 sk AR
i SHICEUE PTPN2 5 CD ek pE 45, — ik
FHEAFEAR AL Meta 20 M7 5 (2) BF 55 19 53 1 PFA
AR anxd 4y e B L 2R 1 VIR F B LR IR R &4,
KN AATTE 5T H 5 (3) G5 A 138 20 BIF 52 19 F 55 X 42
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