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Abstract

AIM: To investigate the relationship between
R702W, G908R and L1007fs polymorphisms of
the NOD2/CARD15 gene and susceptibility to

inflammatory bowel disease (IBD) in a Zhuang
population in Guangxi, China.

METHODS: Intestinal tissue samples of 70
Zhuang and 76 Han unrelated IBD patients and
80 Zhuang and 84 Han unrelated healthy people
were collected in Guangxi from February 2007 to
October 2010. Genomic DNA was prepared from
these intestinal samples and used to genotype the
R702W, G908R and L1007fs polymorphisms of
the NOD2/CARD15 gene by polymerase chain
reaction-restriction fragment length polymor-
phism (PCR-RFLP).

RESULTS: None of the patients with IBD and
healthy controls had heterozygous or homozy-
gous SNP variants. The distributions of genotype
and allele frequencies were not significantly dif-
ferent between the IBD group and healthy control
group. No significant differences were noted in
the NOD2/CARD15 gene R702W, G908R and
L1007fs polymorphisms among patients with
Crohn’s disease, ulcerative colitis and control
subjects in Zhuang and Han populations in
Guangxi (all P > 0.05). Gene mutation genotypes
of the NOD2/CARD15 gene R702W, G908R and
L1007fs polymorphisms were not found in these
populations.

CONCLUSION: R702W, G908R and L1007fs
polymorphisms of the NOD2/CARD15 gene are
not associated with susceptibility to IBD in the
Zhuang population in Guangxi.

Key Words: Inflammatory bowel disease; NOD2/
CARD15; Single nucleotide polymorphism
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5 K 55 M R 9% 04 A8 5 . BENESREA, ) S A R R e 5 B o b ma R s

ik I 4E2007-02/2010-1042 ) & 3 X
EYG% K Ry @ = 70) 4% @ = 76)IBD &
B % (n = 80) A2 ik (n = 84) iEF 2T HB 44
M FE IR AL, R B A R RIS M BAE R
DNA, & A JA-Brkk R -FRB R K E %
AP 5 H7(PCR-RFLP) 7 # *'NOD2/CARDI5
A FER702W. GI0SRAL1007fsi#t /74 m), 4
HERARSFAEARRE, oM LRI S X
A B 5 7 otk ABE K M IR 6 A8 KM

LR T HHE&AEIBDE R L EF TR
# 3 R EZINOD2/CARDISAHEHRT02W .,
GY908RALI1007fsE E R A B A, Fr A % &M%
A s Loy AR A ASRA T AR LT, AR
AR FFo S A R R IR 5 A A£IBD & % = i
W AR P EF Rt 5 & SL(P>0.05).

£5i8: NOD2/CARDI54 FR702W. G908R %
L1007fs % Atk 5 ;- o Kk ABE K S M W ok
A S AE K.

RKEER: RAEMEW; NOD2/CARDISEE; BBH

MER, SN, [F=, £R%. NOD2/CARD15EHER702W,
G908RKL1007fs2M S PO R A BESRAE M fp R 8948R
M. HRENEIAYE 2012; 20(14): 1210-1215
http://www.wjgnet.com/1009-3079/20/1210.asp

0 512

8 M9 (inflammatory bowel disease, IBD)fH,
FEivoE M 45 117 95 (Ulcerative colitis, UC) g &' 1A
J#3(Crohn's disease, CD) M FHIf IR, HET & T
FNEE s R0 ERLRUR R AL W R A 8 8, K
2 B0 WL R A A 38 A S SRR DR P N TR AE
BRI ER . ARG e H 5 S 95 55 2 Bl R 3R
SCRERT, 1R ER AR MG, R
B BE G B, B B D) e 2R A B 24 3 B0 1Y
AN o, B B A IBD R i
SHE. 24, ©RIEZA 57577 A NIBD A
AH IR G S DRURN By I PR A% IR 22 5 1 (single
nucleotide polymorphism, SNP){7 /5. NOD2/
CARDISHEKE S 1M R BLIICD 5 1%, B
IESZiZ K I3 PSNPs(R702W. GOOSRAN
L1007fs) 5 ¥t 7 (AR ACDA W A", 3
FEM NN P R A5G B s 2R ) P B
1, NOD2/CARDI5JE 48 55 5 TIBD AR S 4l
(ENER IR R K S RPN AN TS AT s /YN
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(polymerase chain reaction-restriction fragment
length polymorphism, PCR-RFLP) /7 {AXNOD2
2 PSR A58 d RA i g el N7 e 7 S w7
DHZIEDR 2 35V T P BT SO P 1 i 1)
FHRAE.

1 #RRT5E

1.1 A4 We8E2007-02/2010-10) PHEERFA 25
— P I = BT A P R E 2 1) P M X TG SR 2K
AINIBDEH 14601, 7440, L7209, FFik38%
+11%, UCH & 861, CDEE60MI, JLr ik
FHT01, PUEEFE 766, UC Kk CDZKiZ #2007
SRR AR B 2 S A 2 23 Tl AR UED, OBk
AbE I ILA B B B . SI I VG X T
SRR R I HEXT HE & 16441, 8141, 8341,
EWRY42% £9%, HirrH 80, Uiks4H). IBD
S R RS HAH ] A8 B 1 ) LU 7% e G v
R X (P>0.05).

12 7%

1.2.1 AFADNA#GIERC WL ALUHEE i 5
B ZR2930-50 mg, PRAF T ERE . Kbk
FrAS AR B AR K TG YE9 . BYRE, 450 puL
TES. 50 pL 10%SDSH15 uL#& FHEFK(20 g/L),
RS JG T 56 ‘C/KHT4-6 h, IIANZEARFZKTS,
VR4 54 °C, 12 000 r/min 010 min; $#EHL F
TR — 5, NSRRI 7R S I
fE(25 124 1 1), 24154 C, 12 000 r/min &L
10 min; $EHEIEH T 55, AN EARE
i RG24 & 1), Y5154 °C, 12 000 r/mins
210 min. & EFEBE 2 5 —E A2
FEARFRTC K OB, RO E 2 G B H 20K
DURESEANTH; 7E A AERD T IMANTS% L1
VRAIVRE2IK, 4 °C, 12 000 r/minfL»5 min, 22
P B, BCE T UKAEE T, HHETIIDNAN
A50-100 pL TE¥i#, -20 CLRAE, 3l EDNA
Al SR

1.2.2 PCR¥ 3§ B &9 )5 Bt R BRI A Bk
PCRE;ARH HINOD2/CARDI15 H 5. 514+
22 SCRR[10] 0, 1 BilgA: T A4 TREHR
TR 7] A (3 1). PCRIN AR R R 25 L, 4
510 X PCR buffer 2.5 pL, 2X Taq K1 U, dNTP
mix 0.5 pL, ERUES 9% 1 uL, DNABIRT uL,
ddH,0%M 2 4225 L. PCRY™ 8 Jg W 4512 94 °C
TRAZYES min; 94 ‘CASPE3S s, B K40 s JE W
#1), 72 CHEMIS0 s, 35MGHR; 72 C LR T

IBDZ —#F 8 %
) % AR ER,
5B R %A
EREE, BA R
R EFGE. R
WA AR £ Sk
AR89 R A M
) B e AT 4 A B
JA TIBD & #
W A s 57 A
H#—F R, i£h
Ak, & A K
5% 87 F2EH
IBDA W 2 48
X6 A B A=SNP
45 %
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WA # A L

AT 5 i8 i PCR-

RFLP&#7 77 ik &

;@NEJODZ/%;RD” SNPs E{bY]=27 R E (bp) BRIGEE(C)

AERT02W.,

GIOSW AL 1007fs R702W F: 5'TTCAGATCACAGCAGCCTTC3 313 53

R R: 5'CCCACACTGCAAAATGTCAACS'

'g; E rﬁfgz’ ; G908R F: 5 TCTGGCTGGGACTGCAGAGG3' 131 56

HHEABEIBDA . ,

i B Stk £ R: 5'CCCCTCGTCACCCACTCTGTCGC3

2 REBTE 3020insC F: 5'GGCAGAAGCCCTCCTGCAGGGCC3! 151 63

HACDH % %48 R: 5'CCTCAAAATTCTGCCATTCC3'

# M, RFIBDA

HEmHFR S

NEX R

B3 04 P ik Fo Ho

IRE .
SNP R ALDES BARERLI A BRbp) RTEUEGLIAER
R702W 2104C—T Msp 1 34, 20, 259 130, 183
G908R 2722G—C BstU 1 131 109, 22
1007finsC 3020insC Apa 1 151 20, 131

5 min. PCR™M &4 CUKF-AE, BLPCR™ )
T 2% IR I F vk, ARSI A MO b
YiE.
1.2.3 PCR-RFLP: H{PCR™#10 pL, 250
10X BufferZZ 1 1.5 uL, FRAIEPN VIEEL uL, K
PO ZEIK LS pl, AR NSRRI LS uL, R4
1 000 r/min001 min, & 137 “CHMEEASGFE
FEEDITHAG 10 he BERED) I FIPCRA= /)10 L, JAE
B IR YN Goldview) 3% le ki,
DA X TBEA UK ZZ 1K, 100 VHLPK40-60 min, 7E
AN I BARAC L H BRI ORAT BB (A7 RO
(1 VIl S i D) I i BRI L3R 2).

St EAIE R G E A SPSS15. 03T
3 M, FF B0 RT02W . g908R K L10071s 3
AN 22 25 AV A5 DAL 200 00 6 R A5 S DR 2R, I
W4T Hardy-Weinbergist (& ik i, LhH %4l
1) ik PR 25 % 55 A7 B DR 23 A 1) 22 5 R FH o G 6
P<0.05K 7R 2 A gt m X

2 BR

2.1 PCR¥ ¥ B ¢y 7 Frwy 52 Framsist %
MPCR™H) 5 HIY v Be R/h—3, R702W,
G908R. L1007fsfor sl 38 (1) H 1 B 53 7l Ay
313 bp. 131 bp. 151 bp(/& 1), BEWIH 1 3h.
2.2 B 7= vk

2.2.1 R702WA4% &: PCRY B4~ #K & 4313 bp,
PEBR I A I EEMsp 1 WD) S, CCality 1l
A1 259 bp. 20 bpF134 bp 3 B, CTZ44
TR PRI 259 bp. 20 bp. 34 bp. 130 bp.
183 bpH1313 bp 617 B, TT4lG W1 % 1k

130 bpA1183 bp 24N Bt EI2ANRT02WAT £ (1)
D) Rk & IR, YA CCalit TIER AL, KRR IS
AR TP TR ([K120 bpAi134 bp i B/, K E B
B eI LLAL).

2.2.2 G908RA% &: PCRY MK & A 131 bp,
PR FIE N DIEBstU 1 BEV) 5, CCalif 1 nl 4
B DI R 109 bpFI22 bp 24N Bt, GCA A1 1l #
fit 1 E22 bp. 109 bp 1131 bp 34N B, GGAli &
TNASBEWE D). 2B 4 GOOSR il 1) Hi ik 1A,
¥ HGGE AT

2.2.3 L1007fs4% &: PCRI4KJE M 151 bp, &M
HIPE N VIRApa 1 V)G, 205 5 583 Al Bl il
IH20 bpA131 bp 24 Jr Br, 441 54 B ]
4] 520 bp. 131 bpAI151 bp 3N EL, 4y 1
A= R AR e g D). EI2C L1007 fsHgH) H vk
I 2h IR, 35 0 4l & 7 B A 7.

23 ARAZFEAAMRESH XINOD2/
CARDISHHFI3ASNP(R702W. GIOSRA
L1007s){v /4 (1) 3 R 70 0 25 437 35 DR R 4y A i3k
{THardy-Weinberg - i 46, #4110 % L4 vl
28 Xy = 0.000, P = 1.000, 2>0.05), i W 151
EHRITNT HEAH 38 0 0 B3t A% P4 IR RE A, BB
PRARZRYE. EIBD R ANE 6 g+, NOD2/
CARDISHE K35 WL 22 A A7 5 (1 R 7R 51
PP AEMAG 1, RKINGAZ BB, IBD
B 1EH % ZENOD/C AR D15HE R [ 34 25 47 ik
DI85 7 43 2 LU A 72 S o vk 2% i SL(31P>0.05,
%3), #£7"NOD2/CARDI5H K HIR702W .
G908R A L1007fsi7 ri ) Z a8k n] G 5P [H T 7h
o B8 X HIIBD G B B AH S
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M 1 2 3 4 5 6 M 1 2 3 4 5 6 miZA2E
A A IBD L B 47 35 Bk
500 bp 4 AMAE B E T
313bp  500b e
P 259 bp A E B ek
Fad 3R £ F 1. B
50 bp 50 bp o, 15 B A
B 500 bp B 500 bp B TF R AU 6
B BAR R G R
131 bp 131bp RELEHFE.
50 bp 50 bp
C 500 bp C 500 bp
151 bp 151 bp
50 bp 50 bp

1 AR, SNEEAREBDE S RIBHADR702W,
G908RA2L1007fs PCRF=HPERZKE. A: R702W; B: G90SR; C:
L1007fs. M: Marker; 1, 2: IEFXIRA; 3, 4: PURAUC, CD
4H; 5, 6: L AUC, CD4.

2 JTEEHR. SNIEABEBDES R WBADR702W,
G908RA2L1007fsEELIF=HIEE KA. A: R702W; B: G90SR; C:
L1007fs. M: Marker; 1, 2: IEFXIEZH; 3, 4: 3R AUC, CD
#H; 5, 6: iR AUC, CDA.

#k 3 NOD2/CARDISEER702W. G908R. L1007fsEREFIZFAERDH

SNPs HERR IBDUiLHE, 7)  IBDGXIE, n)  IEENXRLAN)
R702W c/C 70 76 164
c/T 0 0 0
T 0 0 0
TENIERINE (%) 0 0 0
G908R G/G 70 76 164
G/C 0 0 0
C/C 0 0 0
CENERINE(%) 0 0 0
1007finsC ~ WT/WT 70 76 164
WT/M 0 0 0
M/M 0 0 0
insCENTEFBNEK(%) 0 0 0
3 e Ja A5 S FEAHE T — RV R A

ANZENOD2/CARDISHE AL T-16q12, gwhd i
NOD2 % I # 2N A tifcaspasefiE B2 [X (caspase
recruitment domain, CARD), 14~ JeA% IR 45 A4k
(nucleotide binding domain, NBD)F11/™C A ¥ty &
& 5% R # & [X (Leucine rich repeat, LRR), LRR
X dak B A5 4545 5 2 B (lipopolysaccharide, LPS)Al
JHUBERE 25 (muramyl dipeptide, MDP)%5 4 A= 4
B 5 . NOD2HR 12 2 5 4 M Tl #5511
Apaf-ceddit R M EE3 ML, - BAEA0 I A%
B b ik, Hore N a0 g T,

75 S 4% A f-(nuclear transcription factor-kB, NF-
wB)VE A LR R Wi g 38 5 R A B 41 D g an /s
AN B A 2RI, NOD24R (I Tk &
H 5 S5 DIAHOG, B R A S AR I, H s
(1) 1 D B AKs R 2E 2. NO D2 i iE N F-
kB S5 N2 4 1% LPSFIPGNs 1) f i s i, 4R

www.wjgnet.com

F IR IR FE N F-a(tumor necrosis factor-a,
TNF-a). FAMNE PR TR MRE, X
L6 58P DR 0] 5 | 2 4 B 1) 9 R A AR N
Ve IZ B IR TR A A 5T, 5 kS J=) 8 917 1
R A", NOD2/CARD 153 [ A 5845 i) 45
A BEACNF - BIFE PE, A A AT 40 1 4 1) 2
R G 5 NI, 52 B A B I3 B3k 1) 48 i e
I3 AN T I, T 3C DRFAEPE ) i i
AU R B Y B B TN O D2 I Caco241
JHLVE 5% 40 1R TR BE ) W A2 2 T R AR N O D2
(Fr4n e, LI AEECARDISHE T LRRI4N
KR BEMDP, i il 30 45 o By 180 25 S5 i 2
WK ¥ 53 R ARG HLAART, 5 C D B A Py B
FRCP R R, JUH A HNOD2JE PR AR S 1 1
RN BRI B, X SR TNOD2SE IR AR
CDARIAH R 418, K2 BRI, NOD24:
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PCR-RFLP: 4
%%FH Ve P&
M, SRR
. AR B K
i R AT
i%@-%iflif»mﬁ
BAERR, AT

16 AR AE i&ﬁ]é’l
}%l S,
n‘i#hﬁ?mﬁu%
2HF.

HECDEE R RIAFR . FIRHEAL ts™
TR RE S 15 A T RORE B AR U, B T

UCHICD A IBD I 2F0AS [m] i RIS Y.

X2 A A ST A R, KIINOD2/
CARDISHE KI3ANSNPA s 1) PR 70 0 45 A3y
AT 465 15 400 26 7 A 1) A7 A5 B S 0 Mg e B
B 22 e, BIATE SORE AR (1 R I R 32 4% 15 S A
A, WL RAEA—E ZER KA ANIBDE#H
th, NOD2KE A R 34N 485 A7 ik D] 485 417 A6 43 i) o
R702W 3.5%-12.9%, G9O8W 0.8%-6.0%, L1007fs
1.7%-13.7%, 107 3 34 5457 35 R 1) 485 5 2R AT
SRR, M IA N, NOD25R AR R AE LK.
DR v 1S R P8 8 R A AR A (19.1%-29.0%), 1T
R 35 [H A [ 248 K (2.6%)"*?. NOD2
LN 22 250k 5 YN A BE (R A DGR 9 5 v 5 [
FWF5E 45 AR —5, NOD2EE A3 SNP 548
FAEWINAFE T (A A, PR, A
RO RAE AR B AR, 5346, X ELFEIBD
S IR IR T02W 5EAE #(9.63%) 5 KR YA
BEAEL, TM13020ins CHRALR 3 (3.47%) A1 LL 75 Rk
m%l%ﬁm%<MW£g MBAEZF =L T

o PHHEZF AR AU P X BT A Pl R
ﬁﬁ@ D] 55 456 AN [ e FH AN [7] b XN 1)
IB D& 5y Bk ()5 M AN [R], i 22 e P 2 o A
S gy PR —, BOAE T IR 2 A HEAE
VbS] Eﬁi‘%iﬁﬁﬁﬁuﬁﬁ ek

AHFFTIB L PCR-RFLP/ 7 J7 46N OD2/
CARDISB3A AL AT IR 2 A VEAL il 5 T 7
HGIBD & AR DG EAT AL, 71146/ IBD &
116445 4 et i rh B R e ks I 2N O D2/
CARDI5HEIR702W. G90SW K L1007fs )5
AR, PEIRIZ3IANTE T AR WINOD2 2 K £
AT RUR A AR P I TR e AR P A AR
HALEAE, BEWINOD2/CARDISHEKIR702W
G908W M2 L1007fs 2 21wl fE L5 v [H 1 78 H: e
NFFIB DR 1) 5y Je koA G, 1 E At 8 5%
FUHE X R Al A5 TB DA ) 5 A AR e,
A BESE BT IR s PR R NI 2 ek
e
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