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[(FEE] BH WP HgEA R D 2 RN LM Taql, Bsml., Apal i 578 JL# 7% BHK (CD) &
WHIVER . 7735 PEHR 19 6 CD SBILMIRFIZE , 122 f1E @ HEAR LB 3 BRZH . ELISA J7 BEAaiil i 3% 25
Y 2 D, [25(0H)D,] K5 38 BRI J7 6 I 4 4k 2E 2 D ZARSER 2354k Taql. Bsml., Apal i, H#&
WIZH 2 () JE R A IR AR . S8R IR BIALIfSE 25(0MD, K (17.3 +2.4 ng/mL ) #%F R4 (26,9 +
2.1 ng/mL) W BFFIE, ZRAGIFE X (P<0.05) o Taql, Bsml, Apal 3 /M st 3 PRI K 4653 3 R R 7655 £
AT BRZH 1] 1) 50 A 22 3 G022 (P>0.05) o £ CD BULAATEM 25(0H)D, /K5 443 D 2RI
L5 Taql. Bsml. Apal i 55 CD B &4 T %, [ FESRILRIZE, 2013, 15 (11) : 1006-1008 ]
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Association between vitamin D receptor gene polymorphisms and pediatric Crohn's
disease in China: a study based on gene sequencing
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Abstract: Objective To investigate the association between Taql, Bsml, and Apal polymorphisms of vitamin D
receptor (VDR) gene and pediatric Crohn's disease (CD) in China. Methods Nineteen children with CD were selected
as a case group, and 122 healthy children who underwent physical examination were selected as a control group. Serum
25-hydroxyvitamin D, [25(OH)D;] levels were measured using ELISA. The Taql, Bsml, and Apal polymorphisms of
VDR gene were determined by gene sequencing, and the two groups were compared in terms of genotype and allele
frequencies. Results  The case group had significantly lower serum 25(OH)D; levels than the control group (17.3+
2.4 ng/mL vs 26.9+2.1 ng/mL; P<0.05). There were no significant differences in the frequencies of genotypes and alleles
of Taql, Bsml, and Apal polymorphisms between the case and control groups (P>0.05). Conclusions Children with
CD have low serum 25(OH)D; levels. Taql, Bsml, and Apal polymorphisms of VDR gene may not be associated with

susceptibility to CD among the Chinese population.

[Chin J Contemp Pediatr, 2013, 15(11): 1006-1008]
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VEHL 2011 4F 5 A & 2013 4F 1 H7EWiT K 2#
BE2EBstiZ iy CD HJL 19 Rz, Hidh 5 10
B, L9, 4l 5~17 %, IR 127 28 %7,
WG 2012 4F R AR B 2 2 A 2 o 2 il e
[ CD L WibRifE Y AR TR K 2% Sk 4
19 B LY, /NMagiia®l e gL 15 6], /Mgl
CD HBJL3 W, 45 D BJL 15, B4 Jy[A]
IATFEAS B J LB PR A RACRS: ) 1E e 3 J L= 122 441l
Hrh 5 64 7], 2 584, 4 3~16 %, FIAEE
13.6£24 %,

1.2 Fik
121 HmiEF2BsHEEAEEZDMNE  REWNHILE
FK I 2 mL TSR, FEIEFE 30 min,
3000 r/min Z5.0> 10 min, 535 IS, -80°C {5:4F .
PR ELISA i57 & ( 3¢ R&D A FlFEfE ) A
25 JZ4EA R DL[25(0H)D;] /K F-,
122 A B A % 4 M Taql. Bsml, Apal 1%
3 K AE T A A2 K 6 5 #E K I 2 mL, EDTA
PraEEab B, RO\ K 41 DNA dh #3850 & (36
Axygen 23 F] ) & HUDNA, -20 °C /17 & Hl.
K AP 8L 5H & (I Invitrogen 28 &) $2 44E )
X H B SR SEAT Y, 51 Y SCER T (BT
Invitrogen 23 FlA B ) 7, FRAIR: Taql 135 |9
5'“AATGCACGGAGAAGTCACTG-3', F % 51 ¥:
5-ATCTTGGCATAGAGCAGGTG-3', J B K J&E N
20 bp; Bsml. Apal EJi#514): 5'-TCTAACCAGCGG-
AAGAGGTC-3', NiiEg|#: 5-GTGTGGACGCTGA-
GGTGCCC-3', F Bt K B M 20 bpo  J b & f& R
25 pL, M 10 x PCR i 2.5 pul., 2.5 mM dNTP
IRAW 2.5 ul, 50 mM MgCl, 0.75 uL, b RS9
(5uM) £% 1ul, #5541 pl, Platinum Taq DNA
REME 0.2 uL, KEF7EME/K 16.05 uL, PCR i &
. 94°CTHAEME 5 min; 94°C7AEME 30 s, 55°CIB &
30 s, 72°CHEfH 1 min, PEIR 35 K; 72°CEKLEfH
5 min, 4°CIAFF. PCR 2585, 17 1.5% HIBENEHE
BERERLTK, fHFH 3730XL % DNA I FA 4TI .
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i FH SPSS 17.0 Gt v 44 X B8 47 48 12
BT, THEBERR A £ RifEE (Rxs) &
R, WAL LLRCR ¢ s LD S Wi
BE DR RN AE 67 BE DR ) A AR, X 6 R AT
Hardy-Weinberg it f% V- 7347, 2 [A] 5L R A0 4 43
Wik 2 W, P<0.05 HESAS 5L,
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2.1 IiE 25(0H)D, 7k E
A, 15 B/ a g R CD LRS-y

25(0H)D; /K- 17.3 +2.4 ng/mL, 3 fil/Nz 8L
) 25(0H)D; 7KF-4 16.1 4.2 ng/mL, 1 Fi45 78
JLI%) 25(0H)D, /KSF-A 14.7 ng/mL. 63% (12/19) )
BILFEAEAEZR D AL (<20 ng/ml) , 26% (5/19 )
IR AER D BLZ (< 15ngml) , L 11%

(2/19) Ay JLYEA 2 D KSFIEH ; Hirp 5 4k
Z DBz LR (1.0420.94 4F ) KT 2 14k
HEZEDIEFHEIL (0.63+0.184F) , CD ik shig%k
(PCDAIL, 29 £ 10) = T4AER D IEHEIL(22£4),
M A& H K (315 o/L) WK T4E4E % D IEH
BIL (335 ¢/L) , (Hi TP B ILEIEUR D,
RATGE2E AT, A W IR LR 4B 2 D
JKEIIIE R o 9 B A I3 25(0H)D, K- (17.3 =
2.4 ng/ml ) FXFIRL (269 + 2.1 ng/mL ) W B FEAIK,
ERA G FE X (1=-18.28, P<0.05)
22 SNPfim5CD X%

R, 200 (67%) /N R IL & 1 ]

(100% ) 45 JLTE Apal (1s7975232) fiishih
AC LA, fE/NMapZs R L, L 4 61 (27% )
BILAE AT AP AC SEF AL, H2ZER TG4
M (5= 3398, P>0.05 ), i il 4 HH7E Taql( 15731236 )
L FA 1B TC JEFAL, R NS i 5l
Lo A 1140 B LAE Bsml (rs1544410) o 544
H GG BRI, A GER T, Taql. Bsml, Apal
AN R 7R T S A S PRI AR A g 491 £ G R
2R TGEITFE L (P>0.05) o W& 1,

®1 FAERBRECERMELER 6] (%)

qH s Apal JEINAY Apal A Taql 24 Taql 2 (LA
AA CC AC A C TT CC TC T C
XPRZL 122 68(55.7) 15(12.3) 39(32.0) 175(71.7) 69(283)  110902)  1(0.8)  110.0) 23194.7) 13(53)
Bl 19 12(632)  0(0) 7(36.8)  31(81.6) 7(184)  18(947)  0(0) 15.3) 3797.4)  1(2.6)
){2 {ﬁ 0.369 2614 0.178 1.623 0.411 0.157 0.297 0.507
P {E 0.544 0.133 0.673 0.203 0.696 1.000 0.704 0.701
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5% 1 BE A, Taql. Bsml. Apal = 1 j5 SNPs FE [K #d
yml Bsml FEH#Y Bsml S50 FE [ &%"fﬁ%ﬁ IBD &) J8 M ToAH ek . AHIF 9T & 30
B AA GA G A Taql, Bsml., Apal =M x5 SNPs J R 8 Jo 557 i

XHR4L 122 11191.0) 3(2.5)  8(6.6) 230(94.3) 14(5.7)

I 19 19(100)  0(0) 0(0) 38(100)  0(0)
Paki:) 1.858 0477 1321 2.294
P 0360  1.000  0.380 0.228
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AR D WMTEMIEARE 1, 25 B4 4E K D,
J& & H 25(0H)D; 76 1- ¥ AL g 19 VB T 4 .
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YR D v PR Gl N M e,
15 R B RE S AZ IR VDR 854 R A ¢
FER R, IR R AU G2 D RE I A A 300

ARG, EHILLE L 25(0H)D, /K% IR
2H B FEREAL, 89%CD fHILAAAE 25(0H)D, NI,
RTEFE CD BULH e B E AR D A RIS
e R D=1 CD FBILARREK . A& HKF
Ko PCDAL fE S, AT R, AW fE .
(1) 443K D W HGER b FEse s, Y e
%, EAEEE D= ERILT, MR,
G RE N A SR, I S8 CD P ih sh e . 55
] — 2H A R BA B B9 % BR s 4 A2 K D K F-RE
FREAL CD AR, o gEE R D K Frl 6k
5 oD R Aa XY (2) CD BIJLEAN ESUE
TR, RIE. HIEFERES H SERICR R,
WIS D ERIEER, WEBBHTFARY
B, FANMEshgb, SEN A, BT s i
HerE R DK TR, SCHkARIE 1BD &L 17 7F
e RDE=Z ", ARG RABEE—EL

e A= D KT BESE CD & 19 J5 IR i 2
CD FEMZER, HEM L. AR
VDR 3K Z 505 D 5 B M e, —i
Meta 73BT &3, TERKSEAFEHT, Taql TT FEH A
e H CD XU N, 17 Apal A A 25407 5 DR HE AT
HHCD XS FRE ", ARSI & B TT JE R AL AT
AEf VDR mRNA F=AE36 % il i/ 510 e
BEN 2B DL AAZ R A TR PR I, 3 CD RAESE
J& 7 Dresner % "HRIES K B EGE R (UC)
BH “BB” R AUFCRESIEH R AR, R
1E VLT R ARES Bsml VDR EH L2 A5 UC
() 55 VA %, I8 VDR HHZBPES CD 5%
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