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Abstract

The aim was to evaluate the relationship between NLRP3 gene and colorectal cancer (CRC). The

sample set consists of 208 CRC patients and 203 controls. 3 SNPs (rs4925648, rs10754558, rs10925019) of NLRP3

gene were tested using Tagman technology. The allele frequency, genotypic frequency and haplotype were analyzed

between case group and control group. There were no significant difference of allele frequency and genotypic fre-
quency between these two groups (P>0.05). The D’ value of rs4925648 and rs10925019 was large (D’=0.798). The
haplotype of these two SNPs was negative. In conclusion, there was no significant association between rs4925648,
rs10754558, rs10925019 and CRC from Chinese Han population.

Key words

—_r

]

il

4% 19 9 (colorectal cancer, CRC)+2 ¥ U, i V4 4k
BB RE  —, 2 R T40~50% LA, I R

Wk H #A: 2013-06-23 252 H #: 2013-10-28

*EIE# . Tel: 021-64502371, E-mail: renxiaojun12@126.com

Received: April 4, 2013 Accepted: August 28, 2013

*Corresponding author. Tel: +86-21-64502371, E-mail: renxiaojun12@126.com
W92 BRI T 2013-12-11 15:23

URL: http://www.cnki.net/kems/doi/10.11844/cjcb.2014.01.0126.html

CRC; NLRP3 gene; SNP; haplotype analysis

NEW R ES CREE AL FATIR AR
B0 LS N FP R 3 e, i oA B R T —
At Bl AL AT RS w8 A O S
AR, S AR B E R A R AN TS, HR
REREAEN . R B, SEMEZE, T8I
AP, BIRES lee A AE ) o3 1 BLA H AT R 58 42
1, (EAR 2 HIE FOUE SE S e i R B R R 2 TR R
ZHE N2 R R A AR PR, IR AR 4



82

- Im RGN E Y -

JWJes Y BOR AL, FHRIL T2 16 e 2L, XTI
IRTRT 12 Wi FNG T 4 e A S5 L. NLRP3
SR e A T Y ik 1q44, H w5 1) 2 1 7= 4) INOD
FESZAR S R, AEJERA TS 55 SE b &
¥ B AE Y, I, Ungerback %P 7T 1IE SE 7F i
#NFE, NLRP3FHE R 5 25 i A A G, (H H AT A
Kz F R 5 v B b 46 g 1) G IBRAE F38 R AR
o AW 7T L B PUE N B AW FEN B, MNLRP3
FEDR b3k T3 E ) AL R 22 A PE(SNP)AT AT
(rs4925648. rs10754558. rs10925019), & HUAK 5 /&
P3N ST AR R N NLRP3EE IR 5 503 AR S 7 1)
s Xk I HE— 20 R TaqMan R BT 45 0725 003X 3
AN ATEEATAS I, DAY AAIE B A [ D N R NLRP3
R 55 25 e 5 1) 5 ORI AR L S B A 4R

1 MR5E%
1.1 fARXER

(V) B 25 208451 25 i e £ 35 LR SR B 1 it 7l
AT X 5233 I Bt 3 38 A BT B TR i, B2 I A
N20114E 1 H £20124E12 H, RFTAREEZ YT Stk
7, RIGHIZ 0BS5S S W . DA 7 s
L #E T 208FICRCHE &, Horh 514441, Zeeafsl,
W(57.3249.20)% . (2)%F HEAH: 1Z A N RN
PR AE RS UG T 0 fg 5 25 I 38203451, L 55147451,
2561, SR (53.27£11.22) %, KL B a7+
o PIALWE AU G358 b X U N, SR AT
B E R E .
1.2 FELEERRF

SE I ¢ 6 € B PCRAX. TagMan Universal PCR
master Mixit 7| & (4 & dNTP. PCRZZ AT AmpliTaq
Gold DNAS & H45).  SNP Genotyping ProductifFfl] &
(ELE 51 DL R R 45) 35 F ABIA H]
1.3 753k
1.3.1 ShRA AR ZGL R ZADNARIR w4 e
Xof W 2 1) SR 42 41 JE 8 bk LS mL(EDTA L), —80 °C
UKAB AT % o ) 4 afn 3 DR ZH DN AR BGR 7) £ 7F
A I A BRI I 4IDNA, 1 F 0.8% Bt i B FEL K A6
DNAJT . R %407 W43 60 B -4 I DNA 1)
W, 3 — D BEDNARE A, (RIE S DNARE AWK E
—HUE, 4 °CIRAFLASE T — B R AE A o
132 SNPfx & it 4%  SiGAHKSCHER, FIF SNP

browser# {4 (www.allsnps.com/snpbrowser) M

NLRP3%:PH b U 34N B 22 1) SNPAV A% 0 rs4925648 .
1510754558, rs10925019. #t— 5 ] TagMani#%172:
AT SEDR BRI, fRTIR 0 R 7E SERT 5% 6 8 EPCRAX
ST 96FLAR I 4% 2 B PCRY™ 1Y, = M1 2% A
N 95 °CHiAEYE10 min; 95 °C 15 s, 60 °C 1 min, 40
MEH . PCRIRMEE R LG, dkEEAER— 96 LR I
S A B PR A3 A A, OB &A1 60 °C 10 min, )
FIFICREE R FIFHSDS 2,08 IS g I b IS 5,
R, ARER, R RME SRR
A, LSNP £ 43 BUN R 4l 4, 249 A 5 [F)
I 58, WX RN A T T RS 5 1 R AN
B IRE A S AT AT
1.4 ZitFaE

K FISPSS 10.03K {1 1E AT 544 24 43 H A B A
SF-#7(LD) > #r, I B2 I PLink % 14 3 47 36 3iE 2 #r .
2R 38 FH T R 0 A5 A6 6 TR 1 40 2R 2 7S A5 A Hardy-
Weinberg 17 72 18, LW 4593 151 2H A x) 1 25 55 (R 34
i 2 52, — B HORMEA5% Cl. T h Gl
B6 15 N UG 56, 5525 1 /KPR P<0.05
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P93 19 415 %o B A 2 25 M A A 1 56 DR R W R M
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BT 78 3% 52 (37N SNPAL 4 11 3 [R] 43 = Fn 3k
BB R L B P{E>0.05, ORMH S 95% ] {5 & X [H] ¥
£ &1 (1s4925648: Pua=0.776 208, OR: 0.950 035,
95% CI: [0.667 183~1.352 8017, Pyenoiype=0.807 021;
rs10754558: Pye=0.395 979, OR: 0.886 883, 95% CI:
[0.672 150~1.170 216], Pyenotype=0.455 21; rs10925019:
P.10=0.830 072, OR: 1.036 317, 95% CI: [0.748 149
~1.435 4801, Paenoypc=0.938 207)(F1), #E/RNLRP3FE[A,
TR I3 A5 S5 e R AR T Ge v A e
2.3 = 2HSNP{L = BY 3%E 9 A~ F %5 43 #(Linkage
Disequilibrium) D*{&
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Table 1 Allele and genotype frequency of the three loci

SNP fisf  4rdl  fr# S A ORTH[95% {5 FEIXIA] PAi B oSpit Hweff PfH
SNP Groups Position Alleles OR [95% CI] P-value Genotypes Hwe P-value
154925648 247580568 C(freq) T(freq) C/C(freq) C/T(freq) T/T(freq)
Case 336(0.812) 78(0.188)  0.950 035[0.667 183~  0.776 208 138(0.667) 60(0.290) 9(0.043) 0.807 021
1.352 801]
Control 331(0.819) 73(0.181) 139(0.688) 53(0.262) 10(0.050) 0.105 63
rs10754558 247612036 C(freq) Gf(freq) C/C(freq) C/G(freq) G/G(freq)
Case 232(0.558) 184(0.442) 0.886 883 [0.672 150~ 0.395979 67(0.322) 98(0.471) 43(0.207) 0.455 21
1.170 216]
Control 236(0.587) 166(0.413) 67(0.333) 102(0.507) 32(0.159) 0.508 285
rs10925019 247595850  C(freq) T(freq) C/C(freq) C/T(freq) T/T(freq)
Case 297(0.762) 93(0.238)  1.036 317 [0.748 149~  0.830 072 117(0.600) 63(0.323) 15(0.077) 0.938 207
1.435 480]
Control 302(0.755) 98(0.245) 117(0.585) 68(0.340) 15(0.075) 0.252 229
®2 ={IRtEEZEDELE
Table 2 D’ values between the sites
rs10754558 10925019
154925648 0.507 0.798
rs10754558 / 0.645
3 MRERERSTER
Table 3 Haplotype between rs4925648 and rs10925019
LS I (%) xof HE AR (%) +75 Pl RIKLLAE HE
Haplotye Case freq (%) Control freq (%) Va P-vallue OR [95% CI]
cc* 282.03 (0.727) 293.28 (0.733) 0.040 0.841 690 0.968 [0.707~1.326]
CT* 34.97 (0.090) 35.72 (0.089) 0.002 0.967 547 1.010 [0.620~1.647]
TC* 12.97 (0.033) 8.72 (0.022) 0.995 0.318 623 1.552 [0.650~3.703]
TT* 58.03 (0.150) 62.28 (0.156) 0.057 0.810 717 1.552 [0.650~3.703]

2.4 rs4925648-rs1092501913 5 |8) HY 28 {5 AL 43 47
R

Fe345 FR IR, IR AL 55 BT 2R 1 DU B
B A, C-CHE MR T7=0.040, P=0.841 690, K
I LR LEOR [95% CI]=0.968 [0.707~1.326]; C-TZ4 &
K1 J7 = 0.002, P=0.967 547, B EUAE ELOR [95%
CI]=1.010 [0.620~1.647]; T-C4. & 1 £ J5=0.995,
P=0.318 623, SRELLIEELOR [95% CI]=1.552 [0.650
~3.703]; LA 25 B3R B, 154925648-rs1092501947 55,
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BPYDZE4EASCAHIH 4T CARDEE #)35k ffi caspase-1, T
R 4 (5 AW ——NLRP3 R AR, B S, W1k
ff]Caspase- 1fEALIL-1B+ TL-18. TL-33%5 % Rk 1
oMb, T &P G 2 RE BT H i, NLRP3
RVEIRTE B B e M . J0 B 1 2% i A1 P 2
S8 g B R R AR R 2R 2
YL ME PO (AIHIV B vb IR AR SR B 4Lt Je
By G 5 1 P 955 CAnT AL B JR 910 CryoprinAH 5¢ J 1
CEAEN, RO 95 (IBD)'2) 2 5 & NLRP3 4 P
A -caspase-1-1L-1B/IL-1 8% A0S -

ARG g AR B 23 AL E R R 52 4
ffi, (B DUE B xR R ER— N2 R R, ZP%
e, SEEFE R, HWEE R 184 HE R ES
FYIM . ARV, IBDEH K44 e 1R
B 2 B T N, T G R 2 A IR A R 3, 4R
M8~104E J5 PL & 420.5%~1%3# 1, 304F J5 & 1A
18%[IBD & # 1] B & & NCRC, I 4k, £ T
W FAE SENLRP3JE PR 22 35 14 ] 52 M IBD (1) Sy Jk i),
NLRP3 % HE/MATEIBDI R KB IR YT I fE
(IAE F R4S 2133 — 5 RS . NLRP3JE R S [ /N B
XF F1IRDSSFITNBSHE 17 BT 175 5 14 45 17 9% 1) 5y Tk vk
BIR R 3Gm, HLIH 45 W ) RV B SR 3G, eh 4
JNNLRP3 % 14 /NMATE 45 i 9o 10 3 3 A% v R 9
FINEEMY, Ungerback 5P I 7 11 $8 7R NLRP3 3%
DRl 22 25 14 45 i L N v 485 e B () A T 2R % DA
Ko

Ntk — D ERIF NLRP33E [R %2 75 14 45 W 1) o
R, AW T3 o B DU B (1) B EESNPs AL g
154925648 1510754558 J2rs109250193F 17 120845
X203 151 1) 95 51— HE 23 A B 7. e, 1s4925648
Hirs109250197E Cummings 22 BT 58 o 4 3F 52 5
IBDAH 5% rs10754558 M| 4% 1iF S 5 HIV 5 J& A4 AH 5%
N 91—k HE 23 BT B A, DA B3N A R a8 AR
2 A VERBE 5 R ot Ge i 2 = O B BE M 4
Fo FHAN, AR S IX =AML 4 2 18] D {E 3E 4T
I3, 45 R IE 7Rrs4925648-rs10925019 18] (KD A8 15k
(D’=0.798). TEULIERY L, FATHE— 25 X6 I W A1
R AHAT T BB M, 45 SR BoR, TEEA TR A&
() V0 A B U2 A vp ) C-C, C-T, T-CRA R T-T4L A 1
LGt RV G2 2 F(P>0.05). shas Rt —
HAIF SEIRATT 3% B (134N SNPAY. 55 5 &5 iz 9 1) 6 B 4
FromfIvESs R @ RX — IR R 7 LR L

Pl 5 2 A2 38 A S O Ik (R R 22 NLRP3JE [A] (1)
SNPAZ SUTEAS [F) N HE I 230 A AR AN 58 4 — FF, IF
HEAFREEWARLAIF . W7EUngerbiack 25 B
FUHAIE 52 5 45 B9 AH 52 Q705K /rs358294 19437 55 7
o BB R NAETE, 10 BRATT BT IR B = A7 s 1 55
AR J55 D] R 5 R B A 3 1 L e N A R A
WHBRZES, HIR, AT AL S AREA R T
BRI, FrRESE AL A AUE B EA R, thob, 45
WA —Fp S22 B0, e R IR BE R 5%
A2 HAE FH I 25 22, DR I 125 JF B 45 DR 3R R4 225 TR e
Rt — e i, 6 R R S FH A
% ENLRP3HE [H 55 3 55 R J R 855 (R 3% 19 A1 LA
F; %5 FE BINLRP3 % M /IMATE A 14 98 AE A g HH 1)
AR 20 X% R TR 45 e 2 2 b R Rk A
M BT 3 — SR NLRP3E 45 i kA= % g v
IEH o

g5 b RTR, R IRATAR BETE B DR N B A
I HNLRP3 5 25 [ i 2 [0 (R AH G Pk, (H I I T A
B E T TARSRE T —E M2 % . X TNLRP3S
S e 2 A1 20 R A A T8 oA N LA R B K
BEFIREA A5 23— 2D BRAE .
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