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[(HWZE] BH IR EPEDUE AT TARC/CCL17 B 1) SNP 7,5 (15223895, 15223899 ) £ 45k
55)I8H ( Kawasaki disease, KD ) FHIGRFESC R, Ak RARHIXT ATk, $EE 218 fil#A KD &
JLFR 248 AR TE )L EAE B4 . R PCR-RFLP B 52058 SNP {7 5 280434 ;. T4l TARC/CCL17
FEH 2 BES KD IR S A sett, 28R KD BJL SNP 4 (1s223895) AYFEPAL (CC. CT. TT) HiR K&
A R R 5 TE 1 W BR AR L 25 S G208 L (P<0.05) , H C 25 3 A KU H 7 (OR=1.379) . SNP
{7 25, (15223899 ) 13 PR AU I 3R Ko 25 (37 FE PRUATI 36 15 %o RE AR A LL 25 53 TR GE T2 5 . SNP i (1223895 ) CC 3
ALY FEOL A INLZT 36 1 DA B RIS T HA LAY (CT+TT) AYE L (P<0.05) 5 T LT i oAl e PR 770 £
JL (P<0.05) . %5 TARC/CCLI7 J:[H SNP 5 (rs223895) 5 KD MM, € ZERiRE N g KU X 7
Hi%Z SNP i i 28] e B LT B H . FHER A ATk
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Association of single nucleotide polymorphisms in TARC/CCL17 gene with Kawasaki
disease and its clinical characteristics
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Abstract: Objective  To study the association of single nucleotide polymorphisms (SNPs, rs223895 and
1s223899) in TARC/CCL17 gene with Kawasaki disease (KD) and its clinical characteristics in Han children from
Central China. Methods A case-control study was performed on 218 children with KD and 248 normal control
children. The genotypes of SNPs (rs223895 and rs223899) in TARC/CCL17 gene were determined by polymerase
chain reaction-restriction fragment length polymorphism. The association between the SNPs in TARC/CCL17 gene and
the clinical characteristics of KD was assessed. Results  There were significant differences in the genotype (CC, CT,
TT) and allele frequencies of SNP rs223895 between children with KD and controls (P<0.05), and C allele was a risk
factor (OR=1.397). However, no significant differences were found between the two groups in the genotype and allele
frequencies of SNP rs223899. Compared with those with other genotypes (CT+TT) of SNP rs223895, patients with
CC genotype had significantly lower hemoglobin (Hb) and albumin (Alb) levels (P<0.05) and a significantly higher
erythrocyte sedimentation rate (ESR) (P <0.05). Conclusions The SNP rs223895 in TARC/CCL17 gene is associated
with the susceptibility to KD, and C allele is a risk factor. Moreover, SNP rs223895 may influence the levels of Hb, Alb,
and ESR. [Chin J Contemp Pediatr, 2015, 17(7): 668-671]
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JIIERR ( Kawasaki disease, KD ) SFRA EZ ARZS M REGAAE, AT 5 ZUTHGILY, &5m
PR EEZR G, — P AT, LA A Je— R R A 2 R0, TR RS
B IR BT B AR L2 IR e R 2 B 1 R ist A% I R B 19 R AR R e A rh e 4
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YEHI ', TARC/CCL17 42 Th2 (T helper 2) 4 il i
LR 7, HBFFEIA N TARC/CCL1T J& Th2 A 56
(103 AN By IR B 3L TR P, Lee 25 1 5T
RIAEFRE G ARz E 28 585 KD 1
Gy IEPEARDG . AAIFE LAFR E b X U KD L
FWFFERT G, KT TARC/CCL17 3 [H B4R 25 SNP
(Tag SNP ) i 5 rs223895 55 1223899 (L &Mt S
KD 5 J8t: K Il RARE s B AH e
1 #BERERE
1.1 RIS
g 1 2 BE B 2011 4 6 H £ 2014 4% 3 A 753
B S G 40 e R e 19 KD L 218 ], 1 2 gy
KD i L; 248 24 [A] i WA 1 H JLZEAE A BRA
KD MM AbRfE: (1) £54 B AR oT 2%
145 2002 BT IO B 2 Wb v 1, HL35 2
RUKD fBJL;  (2) HEBRIRLIN . #4 Bk 2 ik
FERREEGAE . 250 B 4 A M 28 IR M 9 o 4
W A 218 L, 55 148 1], Lt
70 ], EIIAER 34£25% (JLHE44DH 8%
TR HrhglEE LRk, RSk
SRR IL 48 i, Xt RRZ 248 filHr, B 161 f4l,
1 874, EYAFES 33 £ 27 % (JFE 6 N H ~9% ).,
3 197 ZE RG] FE 2 22 [ A 07 R il L 18] ) 22 5 TE 46
P2 S (P4 0218, 0.458) o P4l JLEEY
K FBIAL B L JE i b X
AHIFFE AT 2 WG 2H L3 52 I i [R) 3 DA B3R B
[P e ARSI UE i R
1.2 TARC/CCL17 ER &SNS
B KD BB L K IE H 6 BR L # b
2mL, I FH By & 05 il 32 DL K & BT VE 1 O ik
P2 KL [ 41 DNA, DL DNA S #5543 51 4 43
& A3 SNP 7 s ) DNA J B, & i 09 51 91 43
CC TT

CC CT

176 bp

151 bp
A

B1 WA SNPAAREEBBHE
{755, (rs223899 ) i S5 3 FPIEN ALl CC. CA Fl AA,

=-
-

W K Fl: GTAATGATTCCAGAGCCTCTGC,
R1: CCTTTCATTCATGACCAAACTGC; F2:
CCTATGGGATGGATGCCAAGGGA, R2:
GAGGAAGTGGCAGTGAGGCAG, PCR & 2 I &
Z K 20uL, A4 10 4% PCR KW 28 ik 2.0 ul,
10 mM dNTP ¥ & ¥ 1 uL, 10 uM 5] ¥ 4% 1 uL,
TAKARA A ] Taq i 1 Us W Z54: 94°C 3 min
A P 94°C 30s ZE M, 56°C 30s 3B k&, 72°C
30 s FEAH, Jt 34 AMIEIR, B 6 pL 711 =)
FIH NI Ecos3kI LA Avall #E47 BT HL 1K 20T
1.3 HIESHF

KM SPSS 16.0 Gei A8 434 . A
Hardy-Weinberg 15t % -7 & 3G 5595 51 2H SO0k HRZH
SR HA BRI, 3 PRI 2R o0 A A0 A o 5
PRI 2853 A FHASUESOR B 438 30, Al ] LBk
KR THERCRHHIE = bRifEZE (R+s) 3R,
ZH 8] b AR WA ST FEAS ¢ K 3, P<0.05 7R 26 57
eI -9
2 #R
2.1 TARC/CCL17 #& SNP fi S EFH B E
B5tH

Hardy-Weinberg 15t {% V- 72 K 35 7~ P 21 1
BB F . P SNP A 5 22 A w5
BT n, Hodt SNP 7 55 (rs223895) (1) 3 Fif 3
%k CC. CT 1 TT; rs223899 it 3 Fh 3t K 1 g
CC. CA FTAA, GEitas R Wil i SNP {37 51
(1223895 ) [ 3 Ffi L PRI 78 23 A 55 % AR L 22 S5 L
Bt (P=0.031) , HEERMAXT (CCvs
CT+TT) #1& (P=0.019) , WA (CC+CT vs
TT) AHHE (P=0.062) , H C & 5K 5 KD 5
MR SE (P=0.012) , BEBHIZAL 255 KD 19 55 Jgk
PEAHDG; ML IE] SNP {3755, (rs223899 ) FEPH#I4>
A SRR R 22 R I G E L (R 1) .
CC CA CA

CC AA

163 bp

135 bp

B

A: SNP i 5 (rs223895) fYy 3 FpiL R H CC, CT A1 TT; B: SNP
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F1 FREEMREAFA SNP L SWERB IR [0 (%) ]
) 1223895 15223899
451 ok
(e[ Gl TT (© (c{C AC AA C
XPEZL 248 65(262)  138(55.6)  45(182)  268(54.1)  10140.7)  113@45.6)  34(13.7)  315(63.5)
FlH 218 79(36.2) 11351.8)  26(12.0)  271(62.2) 10447.7)  92(422)  22(10.1)  300(68.8)
Vi) 7.033 6.279 2.847 2.903
2.104 1.417 1.397 1.591 1.258 1.268
ORO3%C]) (1173-3.771) (08232439 0% (1075-1816) (0.871~2.906) (0.689-2299) 00 (0.965-1.665)
P{H 0.031 0.012 0.241 0.096

2.2 TARC/CCL17 EE & 1S KD IR 21
P

BN AR KD B LIEWIHS I 24 4515 78 1
(188 fiil, 86.2%) . K¢# (138 4], 63.3%) . H
Fes BEIEE S (185 191, 84.9% ) . WkELZ5 MR (161 14],
73.9% ) SEREAR, HAT LA R B kA543 i AR AE
(48 1, 21.9% ) , HZBUEILAFAE AT 4K
S (156 ], 71.6%) | /R TR (178 4,
81.6% ) . IMLUTHIER (195 4], 89.4% ) . C itk
KT (215 6, 98.6% ) LA K i 2186 1 A

(123 i, 56.4% ) F1 & H K- FEAL (153 4,
70.2% ) WML, Git45 R ¥R, TARC/CCL1T 3&
KUY SNP 437 45, (15223895 ) CC F& R A f¥) KD L
I £1 48 11 VA B AR KPR T Ho A PR RS Y KD
BIL, ZRAGITFE L (P<0.05) ; 5HALR
PRI R OLAH e, CC 3 RS I fR L I T K P 55
(P<0.05) , W3 2; (HiZZEBIESL5E7Mm .
CLZE IR . RS RO AE . R Bl Wkt 47 46 48
ANEAMENE (P>0.05) (F£3) .

% 2 TARC/CCL17 E[& SNP rs223895 fiim &M 5 KD B2JLLWEISIRAHEXE  (xxs)
. SE] ) JiPAR: S| 1M/ 1ML C i HEHA
TR PIE (x 10°/L) (2/L) (x 10°/L) (mm/L) (mg/L) (/L)
CC 79 15+6 97 + 15 507 =173 71 +22 79 + 46 35+3
CT+TT 139 146 105+9 449 + 135 59 +28 74 +39 37+4
i 0.856 2.158 1.578 2251 0.382 2.167
Pl 0.406 0.045 0.137 0.038 0.709 0.044
% 3 TARC/CCL17 [ SNP rs223895 i m 745145 KD BJLIGRRIMHIERME 1 (%) ]
JEREVM A sk L IS 1M, 22 s B IE AR R 2 iR SEARBh kA0
cC 79 70(88.6) 52(65.8) 63(79.7) 62(78.5) 17(21.5)
CT+TT 139 118(84.9) 86(61.9) 122(87.8) 99(71.2) 31(22.3)
B 0.586 0.339 2.524 1.374 0.018
P 0.444 0.561 0.112 0.241 0.893
3 itip £ M b 7E Th2 41 ffd v 28355 TARC/CCL17 0] £ 4

TARC/CCL17 3£ T 16 S YLl 13 XA,
EHANINE T, wiEeEFEA, ET 4
B WG R E EE/ER . TARC/CCL17 /&
CC bR FA P EEA N Z —, & CCiafkH
F 4 (CCR4 ) ZWRM—HLiREEA P, 1] CCR4 1

+: A
ey

it Hh #| CCR4 Ml CCR8 321k EA7ffi thfig .
TARC/CCL17 & R 9 I\ Sk J& Th2 4 i AH 5 1) 5 L
P R 0 A SE R, 5 R P B R DA KSR
A7 W i 1 o B ok R DD AR OG, PRI ME B2
TARC/CCL17 B7KF-B 8 i A e il 7 o
FUALE KD H 3 A7 Th1/Th2 Ho M) S i 4 1,
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HA R KD B R AR R M R 2 LA R
I B HA) L IE X R AL O % Pl FES S
rf % B Th2 402 4 1 TL-4 7] 35 1L-4/STAT6 38
BRIEHE TARC/CCL17 B335 7KF 1,

TE G NP WF 58 & B, P A SNP i s
(1223895 1 15223899 ) #4155 KD Y50 et Al 5%,
C AN A S 3 R 43 B A FE B 7 M, ACBIF T & B
SNP {37 & 1223895 [ 3 K 2 50k 5 KD 1 5 B
A5, 1 rs223899 5 KD AAHSE, FEGX Fhah H
AN TE) A T RE D A R b 3 R A 25 5% AR5
X KD B AE TR R AT 2B, 1223895 i 45
2SS — SRR ARAHOC, i cC SRR AL
JULIMPEHA 2 5 T CT L TT B 88 L 1 eC FE
LN INI( AR S DY IS Fi g ¢ (10 =R (18- 9N piv
BIL, JHAMIREAEILMLE A X AEAMK
& KD DL K KD FF & etk sh ki 4 i) fes e R 25 1Y,
PR CC IEH AN KD Sy Bt i XU R 7o (HAHT
YL T R 2 25 5 R sh kAR 0 A A e A %
P, ATRE SBIEER A, TS EIE,

Mz, AHESE K B SNP A 5 (rs223895)
2 KD W5 B MEAE, C A8 L R R AU A
T HLAEGRAG I & B CC HER ARG LAY I 2T,
B AEA RIS oAb S R LA
FEZESE o RGN R KD 4L T —2 i 15
By, 8o FAAFGEAEAE R B0 ke 49399 ) e 2>
FRERBE , PRI 7E AR B KA 3 LA s it — 2P
Bt bz N 22 25 M 5 bR sh kA 10 AR S
WAk, A5 R g fLIE H CCL17 K-, it
— R R [R] 9 32 R AL 5 1l v cCL17 (A
THRR,

(& % x W]
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