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(HE] HN HIME S5 S MEEFH0E R -3 (signal transducer and activator of transcription-3, STAT3 ) Bt K FsZ
12 22 754 ( single nucleotide polymorphism, SNP) 5 PCHb X 1 JL#E )1 IR % ( kawasaki disease, KD) S &M &R, Jiik
FH 50 e e 5 1 W) 2R & % S V7 ( sequence specific primers-polymerase chain reaction, SSP-PCR) 4347 130 4] 5 P #h [X 7
W55 LT 147 44 GRHEJL i STAT3 JEI A T 11 (1s2293152C/G i r9ST970C/T) ) SNP, 553 125 44735 121 5 11
HZ M2, 852 IRl STAT3 LA rs2293152C/G fii 5 CC FERIBIAR A (23. 8% ) .25 /& T4 JR4H (10.2% ) , )1
U2 1s2293152C &5 3L ik D 43 A 5% (45. 4% ) 5 3 w8 T4 B2 (34. 0% , P = 0. 006, OR =1.612, 95% CI: 1. 144 ~
2.272) ;1] STAT3 1s957970C/ T {5 ks P 7 e S8 e PRIt 24 53 A1 7 ) U8 g 2HL R0 R [) e e it 22 57 (P > 0. 05) . 851k
DO XU JLIE ) STAT3 FERI N 3 F 11 vh 1s2293152 v 85 2 250 5 )11 By SR AH G, #5347 rs2293152C S5 L [
B G AL R B Wi, 11T STAT3 1s957970C/ T 37 14 2 A5 512 XL FE )1 e 119 ) S JIC Wl 38 L DG A
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[ Abstract | Objective  To explore the association of polymorphism of signal transducer and activator
of transcription-3 ( STAT3 ) gene with the susceptibility of Kawasaki disease ( KD) in Han children in
Chongqing, China. Methods The single nucleotide polymorphisms ( SNPs) of STAT3 intron 11
(1rs2293152C/G and 1s957970C/T) in 130 patients with KD and 147 healthy controls were detected by
sequence specific primers-polymerase chain reaction ( SSP-PCR ), and their statistical differences were
analyzed. Results  The frequency of homozygous CC genotype at 1s2293152C/G in STAT3 of the KD patients
were significantly higher than that of the controls (23.8% vs 10.2% , P =0.02). The frequency of C allele at
1s2293152C/C was higher in the KD patients than in the controls (45.4% wvs 34.0% , P =0.006, OR =
1.612,95%CI; 1.144 10 2.272). Meanwhile, there was no statistical difference in the frequencies of allele
and genotypes at 18957970C/T in STAT3 between the KD patients and controls (P >0.05). Conclusion
This study confirms the association between the STAT3 gene polymorphism at rs2293152 and the susceptibility
of KD in Han children in Chongqing, China. The children with rs2293152C allele are more vulnerable to KD,
and there is no significant association between polymorphism of rs957970 in STAT3 gene and the susceptibility
of KD.
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JIIE3 955 (kawasaki disease, KD) SRR R Bz 2k B vk
ELEEZR AR, & 1964 4y H A 1 Ui s A B 0 U4l
B —Fh 2 B A REEAIE, IR L LA B TR & #4
Sd DAL, FERRBGIES F, SUMARTL PGS IR, Fom
T, Z2JEMELTBE LA R S0k 2 45 A AR e Jie DRy 32 22
WM, BIRZ B2 RGP 22 5K 40 RAFMBESE,
BRI AR, T4k, 7EENIMAZEATLA
IL-18 . 1ML & PN Bz 4k & [ F ( vascular endothelial growth
factor, VEGF) ,IL-10,CD40L , CD40 45 [K ) 2 & 1k
5 KD 0 55 Kb A1) AR S KA coronary artery
lesions, CAL) AHGHIRIE"" 7", $/% 5L PR IR 2 7 )1 065
TR A RSP B E AR . BT R STAT3 Je[H
AT 11 12293152 FIPY 2 - 23 H 1957970 7775
SNP, A7 STAT3(rs2293152) JL[H Z 351 5 SAEVE M
i R R AR R A AR SR
Gy IRAE . G A R gT " o e B ) — AN 3
PRI 22 25 P T 5 | (] 98 S50 g5 DA T S 00 AN ) 1 5 9
FEPESIR ) & A o T H AT E N AT 5C STAT3 BRI 225
PE5 1 i g 5 SV 19 A DG AF 98 AR 20 A 5 g T
SSP-PCR il STAT3 rs2293152 F1 1s957970 P/~ 5,
HREIRY, 4R 78 STAT3 R 2350 5 )1 08k i Jdkedt:
IR

1 WMKR5FE

L1 ARt

1 HE B A= KD 2 Wikr i 2002 {&3T B (http :// www. kawasaki-
disease. org/diagnostic/index. html) $EHX 2011 4F 2 H & 2012 4
2 AERKBERREMRE L BB 12 B 7 AT B 1w )L
130 9], S by 1.2: 1, 4FH% (2.1 £1.2) % [AlmF e licdk
Bel SRR AR LR 147 ], JFERAM A B S PE g i Sk
P IR s SO S A R B B, AL 110 1, AR
W (4.6£2.7) %, AU E PKER RS L2 B B S 1
e, BILH RIS .
1.2 B 7k
12,1 AHEPIZH DNA 4RI AREIHTE0 R4t 200 wL 4h
JEK I (EDTA $75E) , $2H DNA CRARZA W], ) 3F E -20 °C
PAF 8
1.2.2 SSP-PCR 5I¥pistit e n KH STAT3 12 A JE K 4
U DNA JE 91 % 12293152 Al 1957970 7 4 g SNP 135
SRS 1Y, B RIS AR A (R 1) .
1.2.3  SSP-PCR J i {k & K 4 1 PCR & & BB
25 L, 404 12.5 wl. 2 x Power Tag Master Mix (BioTeke, China),

2 L DNA, F-SIE[#5 14 FL(S F2) 0.5 ul, 1% i 1519y
0.5 L, AR FZH | ul, KERGEEK 8.5 uL, ¢ Mycy-
cler Y4 4F ¥ 1% ( Bio-Rad, USA) [ 58 i LA K e . (O STAT3
152293152C/G 3745 : 94 CHiIZASPE 4 min, 94 CASHE30 s, 60 °C
K40 s, 72 CHEM 40 s, 8 AMEFR., 94 CASHE30 s, 50 Cik
K30, 72 CHEM 40 s, 25 ANEFF. 72 CIHEM 5 min, @
STAT3 15957970C/T fif £ : 94 CHASHE 4 min, 94 CASHE 30 s,
ST C3E K 40 s, 72 CHE 40 s, 35 AEFF, 72 CHEfH 5 min,

F1 STAT3 E[F rs2293152 #0 rs957970 {ir 5 Fr 5145 H 1S 4

: ) PCR ¥
fody 519F51(5'—3") o
KJE (bp)
152203152 5 FEERE 4 1(F1) TICACAAAGGGCCTCTGGCTGCC 234
HSE 54 2(F2) TICACAAAGGGCCTCTGGCTGCG 234
WBIEHEH  TGATTCAGATCCCGGAAATTTAAC 356
SERIZIEY  AGCTGAAAGAACAGGTTGATGTTTC

13957970  HFIE[F ¥ 1(F1) GTTTTCTCTATGCTAAAAGTGTGTTCC 206
FESRIER]S 14 2(F2) GTTTTCTCTATGCTAAAAGTGTGTTCT 206
WL 1)
S )

TATTGTCTCCTACTTAAGGAAGGGC 277
CGCCCTCCATTGTTCATATATTTC

1.2.4 SSP-PCR W =¥ M3k 40 HF  PCR =¥ 5 pl 4
1.5% SIS Wi EENE, 0.5 x TAE 28w B JE 110 V, 35 min
MUK, 7E A SBER A X (Gene Company, UK) M%E{C 3¢ HL Ik
4
1.2.5 SSP-PCR [ =¥Firth CHIZPE WAEG T
19 DNA FEAS 2 A7 a5 40 e B3 4y, R Z 518 (C, R)
PCR Y5, Wik & B4 LAY A "l #E4T DNA Y, L
BilE SSP-PCR J5 IS4
1.3 it ook

i SNPs () 182 % - i J] Hardy-Weinbergy 5t & - i &
ARG 5 T 2H N TR A5 (07 o 258 PRI TR S5 o 5 R ) A 26 B P 41t
Hok, I A6 22 5 BN T R 7 K8, A EE (odds ratio,
OR) PPAL AN fE R, 3154 95% 1] {5 X [A] ( confidence interval ,
CI) ;Haploview 4.2 4T HATI 34T, DL EGE3T R SPSS 18.0
Gt A, KK « =0.05,

2 HR

2.1 EAEAHH B w5 R 5T

2011 JENERIMT S ZEECLA R PCR, A5
T PIRERESY) (FL 8 F2) MRiENZ 519 (C) o 4
SOSEAA 2 R B 5| A B L4 6 0 7 g, R S B s AR % A
MIERIYE . A —FEA [ — A7 a FLA F2 PiRRG 972 RE 94
PR, WIS A G PR 5 5 5 | U AT O B, Ry 2%
BT HBEY I LA, WIREAHU N b | Fpalig 1 (B 1) .
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1 2 3 FER A A% (45. 4% ) .35 = % IR 41 (34. 0% , P =0.006,
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1: rs2293152CG 2 B A ;
2. 1s2293152CC A B A ;3 1s2293152GG A& B A ; M. 47 ;

A 12293152 45,5 4 b ik 2 R

B. 5957970 {3 & F b ok 25 R 1. 1957970CT % B &
2: 1s957970CC A B A ;3 1s957970TT 4 B A ; M. A7 4
E 1 STAT3 £[X SSP-PCR =4 ik &
2.1.2 PR R R A WP 25 R 5 STAT3 BEH Gene-
Bank B H1)F 5568 2 —3, WIRIYEK T 5 SSP-PCR 45 R —3,
ULHIASHIFST R F SSP-PCR VA4 STAT3 E:[F SNP [ 45 R w] &
(E2),

< 124
o G C c G G -
\'A\"
'llr lIll ||
I A
/vl ‘l‘ !
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<
-0 ’1"
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| I'
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|
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"l / \ Ill J U'
/ \ / \ \ /\l, "

A 12293152 45 5 CG Ze4;B: 1957970CT Ze b 1. %e415 %
B2 STAT3 £ [F SSP-PCR =il fF 25 B2

2.2 @A FEEE

i P Hardy-Weinbergy 35t {2 - i H A6 I ) 11 065 55 2H 0 % iR
20 STAT3 1s2293152C/G 1 1s957970C/ T {3 5 (1) KL R RIS % | 4
IRIRBEAG T (P >0.05) , I AZEXS G BAHEMARE,
2.3 ARRRFLERE ST o

12293152 C/ G {37 s, iR 35 [R] 150 T 286 o7 356 DR A 3R 7 )1 Uiy 2
Fxr A Z [R50 AR 22 A G2 B, N4 CC LR 1 43
SRR (23.8% ) B & & T AT IR (10.2% , P =0.002, OR =
2.756, 95% CI 2} 1. 411 ~5.381) ; JI| IR 2 12293152 C Z 4

OR=1.612,95%CI }y1.144 ~2.272,3¢2) , 1s957970C/T {3 f5 Kt
R ARG S AT (R A JCe 222 5 (P >0.05,463) .
%2 )| FANTERA rs2293152C/G EEENE L EE

B FI(%) ]
F P Y SN
215 n
cC CG +GG C G
R4 130 31(23.8)  99(76.2)  118(45.4) 142(54.6)
X IR 4 147 15(10.2)  132(89.8) 100(34.0) 194(66.0)

%3 JIIIBRAFNITIRA rs957970C/T HEE R NZL R
S5 (%) ]

S A SRR
415 n
CC CG +GG C G
0% 95 2H 130 30(23.1) 100(76.9) 132(50.8) 128(49.2)
Xif B 147 40(27.2) 107(72.8) 160(54.4) 134(45.6)

2.4 BARA AT

7 STAT3 H 152293152C/1957970T 5o {4 71 75 1| 05 %5 41
(21.6% ) FIXFRRAL (14. 0% ) M Z R H &I ¥ B X (P =

0.020) , 7)1 [UEHfg 2 A1 B Ak i T X IRAE (R 4) o

%4 STAT3( rs2293152C/G rs957970C/T) K F & kR
ESE (%) ]
AR 152293152/ 1s957970)

21 n
G/C G/T c/C /T
JI IR 2 130 36(27.0)  36(27.6)  31(23.8)  28(21.6)
X BE 4] 147 51(34.5)  46(31.5)  29(20.0)  21(14.0)
X2 3.595 1.010 1.176 5.441
P 0.058 0.315 0.278 0.020
3 i

STAT3 1 750 ~ 795 N HEFR 4 AL, FEDH & f A8
12 BYeafhk, =2k DNA 4548 1, fEAIR40 iRzl
YUz gk o R T RRCR, STAT3 %44
WAL, P BER ST SRC [AITRIX 2 (SH2) 5524k
AL B SRR 45 A T8 BRI R B8 8 SR — 2R A, M gk
AAIMAZ RSB FELE 4 5 DNA Bk a3 IR o 2 5
2 5 Uit KAl STE R T A PR R

24 U9 1 R IR AIL RIS e — Ak, HER G &R
I fih (1 22 8 i RO 8 8 1 25 R A S KD A
(e, ARFSE Y R, 16 @t 5 16 ZikE 4
P)(IL-6Ra/gp130) 454 303% STAT3, M S T
WML AL, Th17 4R, 774 1L-17 254 R -,
5K FE BRI RN . TAS B4R %
BULE 2 KD LIS o Thi7 #0 1L-6 5L 1F AH 56 T
2, [FE PBMC tf STAT3 0 pSTAT3 #: iF % JL % 7t
B 16 KD S, [R50 U A [ A L L2 B i
KT, S R 22 ] o %R [ s KD 942
BEHJS M KD &9 R B B/ F— M A, JF-H KD 1)
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RIEBAFGERENETY ) DL R RTE Ry
S5 KD W50 B ARG o I AR A K i e
PE AR 5 1 3 R BIAIE 52 5 KD By B kA o 7
TXLURHFSY e AR I BE PR a5t A% TR R 7E KD A9 A AL
HE B O, ANFIE 45 R AE T L X DU L2
NBEHUESE T STAT3 JE[H 2 251 5 10850 5 12k 1

AHFFEI STAT3 JLH rs2293152G/C 37 511 GG,
GG, CC F PR U7 5 R b X V0 i JL B Hh 43 A3 AR 43 3
BA42.2% 47.6% 10.2% , 3% 5 Sato 2 RIEM H
A NHF 1s2293152G/C B (GG 42.0% ,GC49.5%
CC8.5% ) 5T . 1s2293152CC Ik PRI AE )1 g5 55 4
I3 B EE TR (P <0.05) , 152293152CC LA
TR 25 A 1 DR AR R 32 S I CC SR A 5 1Y)
2.756 1%, [RIEE, ZEX%F STAT3 1s2293152C/G 1s957970C/
T AT B B R Sy B kOB, )1 U e 4 AR L
1s2293152C/rs957970T B {4 7 451 2% I 2 2 F % FR 41
(P<0.05), 54770, STAT3 1s2293152G/C {if 5 3%
PR 22 25 AT BE -5 1 095 11%) 2 SR AL G, 1s2293152C 1]
RE AR AR Uy 1) f B PRI 2 o T AR F G2 4 STAT3 ik
1s957970C/ T A3 15 114 3k PR 7Y % % vy 5 PR 7 )1 U 4L
X R 09 43 A 3 3 43 i v R R I ge 12 b W 3 2
5, 4% STAT3 3P 1957970C/T {37 5 2 5Pl g &
UG 114 Fp S TC 5 o % STAT3 A 1s2293152 {7 15
ZASVERREIN, v SN KD ) fe A, b oREL
BT FRS R KD B B B8 B Ailf

g5 LTk, AR RIKPA/R STAT3 5 )1k
S MR AE et o SR 445 SR 7 78 5 DM DX 0% L 38 B
B STAT3 P N & F 11 91 12293152 v 5 2 A5
U595 0 JEPEAR %, STAT3 152293152 CC L o i 447
L A 35 PR Y A8 ) 1[5 1) R e 5 5 {HL STAT3 L[]
rs2293152 Z A5 PEXT STAT3 25 [ 33K K T Re i 52 i )
Tt — I Re R A B, [l iR FF S A STAT3
FEPIHADAL S Z B PEER, IR 2 2 thut KA
WFFE ok, A RedE— 4~ STAT3 SR 2380 5 )1 kg
I 2 AL O 2R o
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