552057 1 B RIUH & Vol.20 No.T
2018 47 A Chin J Contemp Pediatr Jul. 2018

doi: 10.7499/j.issn.1008-8830.2018.07.007

s RN CUSTEOINN

NG L] +45 Rl +276 2 &Pk 5110059 ) OE &

w# EFEKX HIE FAA FMAx
(B BEHRXFWERIa s g z)lA, 7 & RI 518028 )

[HE] B9 KRR B LIRS +45T/G . +276G/T ZA5ME A IL, HRITH 5 )1 %5 & 5
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Association of +45 and +276 polymorphisms in the adiponectin gene with the
development of Kawasaki disease

HUANG Miao, DONG Guo-Qing, XIAO Fei, SU Yue-Yue, LI Ming-Zhu. Department of Pediatrics, Shenzhen Maternity
and Child Health Care Hospital, Shenzhen, Guangdong 518028, China (Dong G-Q, Email: szdonggq@163.com)

Abstract: Objective  To investigate the distribution of adiponectin +45T/G and +276G/T polymorphisms and
its association with the development of Kawasaki disease and coronary artery lesion (CAL). Methods A total of
81 children with Kawasaki disease (among whom 11 had CAL) and 100 normal children who underwent physical
examination (control group) were enrolled in a case-control study. Sequencing was performed to investigate the
distribution of adiponectin +45T/G and +276G/T polymorphisms. Results  There were no significant differences
between the Kawasaki disease and control groups in the frequencies of TT, TG, and GG genotypes and T/G alleles
of +45T/G polymorphism in the adiponectin gene (P>0.05). In the Kawasaki disease group, there were also no
significant differences in the genotype and allele frequencies of the +45T/G polymorphism between the children
with CAL and those without (P>0.05). There were significant differences between the Kawasaki disease and
control groups in the frequencies of GG, GT, and TT genotypes and G/T alleles of +276G/T polymorphism in the
adiponectin gene (P<0.05). GG genotype was a risk factor for the development of Kawasaki disease (OR=2.313,
P=0.006). In the Kawasaki disease group, there was no significant difference in the genotype distribution of
the +276G/T polymorphism between the children with CAL and those without (P>0.05). Conclusions  The
adiponectin +276G/T polymorphism may be associated with the development of Kawasaki disease, but not
associated with CAL. The adiponectin +45T/G polymorphism may not be associated with Kawasaki disease or
CAL. [Chin J Contemp Pediatr, 2018, 20(7): 549-553]
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JIIEF 9 ( Kawasaki disease ) J&—F b M 4> &
RN I A B G RE AR M AT R 5 AR, RIATT R
L 20%~25% 45 FF 56 AR 2l Bk 51 % ( coronary artery
lesion, CAL ) , & A JLEEARAGFIE O MBS 1Y B 20
S P S SR 1w b NG 2 I 5t i o i N 2 R
EBFIE R, NN AN AT =4 43 100 ZF
A+, HAAREEE (adiponectin ) MG E Z —,
HAEDC A St A& Ay T AR P, EIESE,
BRER R A 1 FE K 2 250k 5 56 DR 0 & 2 DT A
B =) 445 Fl 4276 7 0 B 2 S HERFY
B2, A BRMEIRIEEIE NS CAL &R
REY) Y, (HARHEE I Z5ME 5 NIRHR Y R 1Y)
WF7E F R A WLARIE . ASHFSE R PSR P ARG
I Uiy 5 8 LR BR ZE HE K +45T/G Fl +276G/T 275
PE, DAIRTBEHE R KL K +45T/G T +276G/T £ 254k
S5 NIRR . CAL BRI Z
1 #BERERE
1.1 RIS
VEEL 2014 4FE 1 H % 2016 4F 12 A 7E R BiAER:
)05 £ L 81 A B4 . 1R B2 CAL [
Wik F i A s FLRRE: ) B2 Wibr o Bl 9
B AAERS 1.4 % (Wl 3TMAE6 %) ;3 B
49 1, 2 32 B, Gy HIRVHH AR IR Be A 1) e e L3
100 1l ky 1E 5 % HRZL, SHEBRIR A 11005 . HERE
WEIRIR S B o, RSk A . JIFE DR . IR
R AT LS IR R . W IR AAERY 1.5 % (5
4R 6 %) 5 Heshl, %354, b4 S5xT
HRALAFRS | P e 22 S eG4 L (P>0.05) o
ARSI A 9 CAL, 4%k CAL gL Fnstk3h
FKIE# 4 (E CAL4L) o CAL 4 11§, #4052
TERSIBKY 3k, AR 1.0 2 (Gull: 8 ~HE
6% ) ; B8, &36l. 4k CAL 4L 70 ], fi
R 145 %8 (GER: 31AZE6%) 5 J 471,
2 23 il CAL 40 54F CAL 4HAE WS . MW b4 2
SIGEEE X (P>0.05) o KR Sl AR

REX R IEIN +45 1 +276 FL R AL/ A #9454 Hardy-
Weinberg it % - ffif 2 At (P>0.05) , FHBEHAY
R G AT R R
1.2 DNAZRE

AT 0T B2, AEI

WY N AME RS, BN EE ki 3 mL, £
2000 rpm E5.0 53 B , A ISR ZH DNA 425K
W& ( BA TAY TRARAF, SK8224)
FEUL DNA, SRR SAMHEE RN E DNA (Y4l
Je i, A260/A280 TF 1.7~2.0 ZIH], B =Wk
4°CUKFIIT, DNA PRAET -80CokAH & H
1.3 B|¥i&it % PCR ¥ 1

FI F Primer Premier 5.0 73 5% Wi %1 5147,
ZALAET A TR (1E) BOA R SR
NEIRZRIEIR +45 B2 +276 A S AR 38 BT 5 [ n
T: EM5I4H 5'-TCTCTCCATGGCTGACAGTG-3'
R 51K 5'-AGATGCAGCAAAGCCAAAGT-3',
J B K /N K 467 bp, PCR B2 W 1k & (25 uL) -
FE X DNA 1pL, 1E J2 7] 5] 9 4% 0.5 ul, dNTP
10 mM 0.5 pL., Taq Buffer 2.5 uL., Taq [ 5 U/uL
0.2 uL, ZEMWA/K 20 uL, PCR [ 454 95°C s
£ 3 min; 94°CAFME 30s, 58°CiH Kk 30s, 72°CHE
i1 30~60 s, 335 MEH; 72°CAKRIES 10 min,
PCR W% 1.5% SENEHEEEICHL UK 74T, B H
=)
1.4 EESHE

PCR 724 20 uL A= TAEY TR ( L) %
MHE AT WFEE: (1) flgFEAR (i
BEsR VTG ) 5 (2) WP ASEL R IR UETT PCR 774,
(3)H 3730x] DNA Analyzer I A 5, i 4%
1.5 FHitFESHHR

KH SPSS 16.0 81745124500 AR IEZS
ST TR AP (JER ) KR, PI4L
R Kruskal-Wallis ARG B0 ;  F PRI AR B9 % % %5
PRI R A 3% (%) Fox, AR
KGN 2 Kok Fisher A5 B0 HER A FIH
Hardy-Weinberg 15t {417 i 2 4055 191 2H B x BRZH
B BARHACEM . P<0.05 FRESH BT
2 H#R

PCR F=#ill Fr 45

K PCR 7= 9y 2l Ak [l it ) & (4 T
B518131), il NCBI %4 A ifi 5 152241766 (A
JERZR LA +45T/G ) HEFHFH1 CTCTGCCCGGKCA-
TGACCAGG, MFZEH B 3 FhILF A, B TT,
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TG #1 GG, W& 1. 833 NCBI %t 45 & 7 if) 15 CTATATGAAG GCATTCATTATTAAC, MJF4s 5
rs1501299 (AR Bk 2 5 [H +276G/T ) 3 A 51 3 ALY, B TT. TG 1 GG, VLA 2,

FEH R

A 6 C T CT 66C CC G

+ ¢ C T C T GG CCCGGG G C AT G

i

B 1 rs2241766 ( AREEFZEERE +45T/G ) EEE  FLEEMH 3 AEEHEAE, BITT, TG M GG,

%.-}FU A A C T AT A T G A A G T C AT T C A T T A T T A A C
M/\/\A /\/\/\N\AMN\ /\
A C TA T AT G A A G B C A T A T T A T T A A
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«
e

A €C TA TAT G A A G BEC AT TOCATTATT A& A

o A

B2 rs1501299 ( ABSEXEEE +276G/T ) EREE  JFLFE R 3 FLEA, BITT, TG M GG,

22 J¥FEILEREZESESH +276 v R BB SR TT. TG, GG X T. G
REEX R FLH +45 67 45 TT. TG, GG F[H AL ZEANE 5 [RUBT R AE R 91 2F RO B 2H 22 18] 3R A7 L 4 25
RICT . G S F PR A S (51 2 RIS BB 2H 2 ) i SH G E Y (P<0.05) , W2, H gl

T, ZRIgit#FE L (P>0.05) , W& 1, 2 +276 7 5 GG H PRI R SA 1 0 22 s 1) A 88 R 3R
( OR=2.313, 95%CI: 1.250~4.233, P=0.006) ,
®1 WAILEREBEEER+45T/G SHMENT  [H1(%)] TG FE R Ry R 4 9% AR R £ (OR=0.542,
) L R s 3y SRR 95%CI: 0.295~0.993, P=0.046) , T % fi &
A T TG GG i G R V0 95 &9 FR AR 3 2R ( OR=0.485, 95%ClI:
XTREAL 100 49(49.0) 46(46.0) 5(5.0) 144(72.0) 56(28.0) 0.294~0.801, P<0.001) , W3k 2,
Sl 81  37(45.7) 39(48.1) 5(6.2) 113(69.7) 49(30.3)
V! 0.259 0.219
P 0.878 0.639
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x2 WAILEEBKEER +276G/T 52/ (6 (%) ]
a5 - FERIRUATR S FE R %
TT TG GG T G
XFRZH 100 7(7.0) 48(48.0) 45(45.0) 62(31.0) 138(69.0)
A 81 1(1.3) 27(33.3) 53(65.4) 29(17.9) 133(82.1)
V! - 9.139
P14 0.009 0.010
OR(95%CI) 0.166(0.200~1.379) 0.542(0.295~0.993) 2.313(1.250~4.233) 0.485(0.294~0.801)

2.3 CALZ4AH53E CAL HEEXEEMRA +45 1 +276
EERBREMER TR LR

33 CALH5IE CAL HEBEERE +45T/G &R
[ (%) ]

NE B2 L +45 i 25 TT. TG. GG & H &I g5 O SR R R S SRR
Z] il
HRT, GEENIEFBREAE CAL F1dE CAL P4 [A] T TG GG T G
MERB TS IT#E Y (P>0.05) (F£3) . +276 CAL 11 6(54.5) 4(36.4) 19.1) 16(72.7) 6(27.3)
B A TT. TG. GG FLPIBBR I T, G 2 it dECAL 4L 70 31(44.3) 35(50.0) 4(5.7) 97(69.3) 43(30.7)
N TSV VN - 0.107
% 1 G 20 1 2 S AR TR 122 X (P0.05) .
P{H 0.496 0.744
(#£4),
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TR i 2 LEANT R
_— - SRR CAVE ok
TT TG GG T G
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JE CAL 41 70 0(0) 22(31.4) 48(68.6) 22(15.7) 118(84.3)
V! = 3.355
P1E 0.051 0.067
3 Tt NZENREE R IL P EN T 3q27, &K 17kb, U

FURTIA N, IR 2 PR S B TG AL 5 & A AE R
e, WIS ARG 1 4Rk 1 IR L
AR S, W ARE KRR i T SCikdRE
N A —E R o 1 5, R B — L8R Y
B IRZ M (SNP) 5)IiRpig &A= K& CAL
A R AR PR S A R e e R,
U BRI 3R 32 b N I 20 M S e 0 Y — ol
PRSI 1, B IR B e A B BT
R, OIE PRI PUARMLI 755 22 b A= )~ 3500
JUHEE J5 PSR R 3K W R R A, iy i 3R
KA BES S T )1 i 42 B JAE S & CAL
kA, IRIR 3R BT LA DA 1T 06y 25 4 B S 2 5%
SE S5 IO S (R TR PR 7 L, ERTARIBE 3R 15 )1 ik
Gy A RIBETE D, AT A BRI K 2 A
+276 Z2AVET RES )RR 4 A AR ARG
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JEAEAIBIR IR E Y], Gupta 25 " Fil Peters 2 '
XN AR RS VB 5 I B A28 G AE s N A
R, PRIBEER I L5k RE VAR 48 0 IH 7 vk %
BEEK R MG 227K 5 735k, BREKE +45 J +276 J
22 AP L e U T IR A B e AR 4 B R MR
SRS M A G KR ST R S IR R E D)
FASE W BRI ZE W] RE MR ST A MBI 8, (H
NEIE 2 KL +45 1375 K +276 7 5 22 S ELEZR [ KX
VEHEF ABERE T Je ipoi i pE s S 0 AT
TN RIRZR BE N +276 8 G/IT 2250 5 1 495
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7)1 0895 2L PR IDE R L R 2 28 1R 2 15 BE MU AR 4%
i PRI T B R ISR 2% 1ML 3 2 /K S it — 2B AR o
JI0RE 95 1Y £ 2 e S IF & CAL. BF5E K 81
25% AIEIT I )RG5 e 5% 28 ik e B fe 3 Bk 2
FA YT IR LTE BUAR 5K 2 et AR 3 o 1o,
P N U £8 L BSAT SRR TeE U 118 DR 5 T ) 1|
S S B R R DR L SR B U ) T iR R L
HEL CAL, LUKARTT S B CAL (o F 8 b JE 5
B, R RN R 5L N 280 500 %
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iz DR 22 25V BE AR E o 19 &% ™. Cheung
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MR AERITEG . Bl AU REA B>, IREk
AW +276 J +45 (i 285405 ) L CAL
A R A B — 25 0 #r
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