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Serum resistin level and correlation of resistin gene promoter
420 C/G polymorphism with Kawasaki disease

Hai-ying Xian, Qian-li Ma, Jin-xing Wang, Deng-feng Chen, Qiu-lin Shi
(Department of Cardiothoracic Surgery, Hengshui Halison International
Peace Hospital, Hengshui, Hebei 053000, China)

Abstract: Objective To observe the serum resistin level and resistin gene promoter 420 C/G
polymorphism in Kawasaki disease (KD), and to analyze its relevance. Methods Sixty children with Kawasaki
disease (KD) were randomly selected for KD group, the same number of healthy children were included into
control group. ELISA was used to detect serum resistin level in the children. PCR restriction fragment length
polymorphism (PCR-RFLP) technique was utilized to detect the polymorphisms of resistin gene-420 C/G locus.
The related parameters of hematology including blood leucocyte count (WBC), red blood cell count (RBC),
hemoglobin  (Hb), and hemotocrit (Hct) were also tested. Results Compared with the control group, the
peripheral blood levels of WBC, RBC, Hb and Hct were significantly decreased, and the platelet count was
significantly increased in the KD group (P<0.05). The serum resistin level of the KD group was significantly
higher than that of the control group. Detection of serum resistin gene promoter 420 C/G polymorphism showed
that compared with the control group, the gene frequency of GG was relatively lower than that of CC in the
KD group (P < 0.05). Pearson correlation analysis showed that in the children with KD, the plasma resistin
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level was in negative correlation with WBC, RBC, Hb and Hct (P < 0.05); but in positive correlation with
platelet count (P< 0.05). WBC, RBC, platelet, Hct and resistin levels in the KD children with GG genotype
were significantly higher than those in the KD children with CG genotype, which were in turn significantly
higher than those in the KD children with CC genotype. Conclusions Serum resistin level significantly
increases in children with Kawasaki disease, which suggests serum resistin level can be used as a potential

indicator for diagnosis of Kawasaki disease.
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ovE]), BREIPEARZ R N DR & Bpi [ (57 i %E
Fermentas /A ) ) , B ig B¥ Agarose Fl1 DNA Marker( H
7% TaKaRa A ] ) o 37 CHFEFR A -80 CAILIR vk A4H ( H A<
SANYO 24 ) ), FhRAY (3 Thermo 24w ), 4> A 3h
A AL BT (AU2700 1, H 4% Olympus A Al ), H 3l
LAk 22 & 0 3% 4 BT (72 [E] Centaur Immunoassay
Bayer 2~ ), B B A2 WY (KM% 8 3.5 MHz,
HAKRZ A ),PCR Y 4 (LIFE EXPRESS, HiMl
T H B A BR A F]), BER 3T (GSG-2000, FkifF
S I E N
1.3 MikZFiEFRGEN

JIr S SER AT R TS R ZSIE 12 h J5 BCHR A i
10 ml, 3 ml FH % BRI A0 & i FH 40 A T4 (white
blood cells counts,WBC). ZL4flffii1%% (red blood
cells counts,RBC) . Ifil £I. & 1 (Hemoglobin,Hb) . Ifil
/NH %% (platelet count,PLT) A 2T 40 il J& FH
(Hematocrit , Het) 53 ml FH T A& 1L 7 oh 68T 2K
-5 4 ml T 41 DNA FOHREUR I35 it 2 56
JaEh T -420CIG LMK
1.4 XWHE

I3 AP R FE S 31 -420C/G 28
I - S R P o 28 1R KB 5 119 DNA JF 51,
Sl A T AR TR B BRA /36 .
Em 5|4 :5'-CTGCTTGTCTACCTGTTCTCT-3', % I11]
51y :5'-GGGCTTCCTGGCTTGGCTAAA-3', i FiL #4:
YEFEH DNA, BUMEHFE M 300 wl, JIA 900 wlx
Buffer, 57 B A5 /#1747 , 14 000 r/min &.0> 30 s, B F
DUTEAM A , 7525 DI 1l 40 M A% UUUE o Buffer
WTL 240 I, TR S) s N A Buffer BL 250 w1, 28 )5
FEATEENR AT, T 65°CHE 10 min, ] 75 5 51 1R
SIBOR, HEWRAS G SE IR IATEK R
250 w1, YR A0 S i AW B AR (LR fif Bk CB3) H
8 000 r/min &.0> 1 min J5FEW; SRS 17 CB3 Hfim
A HB Buffer 500 1,8 000 r/min &5.0> 1 min J5 5%
Wi ;M CB3 Hifin A DNA 650 w | Bk ( 2 BEfi B )
8 000 r/min &.0> 1 min J5 3K ; B I CB3 il
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A DNA VW 650 w I( ZEEF B ), 8 000 r/min &30
1 min J5 3% % ;13 000 r/min 5.0 2 min KW, ¥
CB3 7EZ i 554 N CE Ko 8l , W BEEA R rh iR A i
SRR BT A 1k 5 CB3 e 8 — A>T s
SCNE Y A T B v i) 457 R S T N 50 | PRI 2%
VR (PRI 22 R TE 65 °COK T ) , EIRICE 5 min,
10 000 r/min E§.L> 1 min, AR IR B B4 .
ALK ZH DNA [ REda 8, vk s IR 15 21010
BRI A S CB3 Hf, T R4 T CE 2 min,
10 000 r/min &.0> 2 min, FF5 ) DNA BI7E TS5
W o B -20°CUKFAN AR H o 520 BE A
2 DNA ¥ FAEEE . 78 20 w | A R AR 1 B [H]
241 DNA, PCR S 4514 : 94°CAE 1 30 5,58 °CiR k.
30s,72°CHEff 7 min, 3t 39 NMEFR, YT . R FHBR
PEAZ R N VIR & Bpi [ ¥ PCR F=4mi] . B il
VAR 37CHIKIEFA TP EIRAM 14 h K 6l
BEUI =y oAt T B AR EE R R VK T, HLECH 90 V, HL
¥k 25 min, L 100 ~ 2 000 bp DNA Marker k4> F1&
P, BfE PCR ™2 45 H R R 7, 7
LHMT T MELE R, B SUR RS EIRAORAE . JL
PCR /=#)-k 219 bp, LA 100 ~ 2000 bp DNA Marker
RS RAE, TR W LR A
15 SitFEFE

BARSFTR A SPSS 17.0 Goit ks, HE R
DA = hifE 25 (x = 9) o, A1 18] FLACR L 2
077 2230, LT PR A F R 6 5 114500 kL LA
RN AR HLBCR ) x 2 K5, Pearson AH &3 #TH
THHENESM T, P<0.05 2254 Giiteram L.
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— R M B FERR L B
Wizl WBC .RBC.Hb . Hct }z PLT [b4%, ZH5H
Yiit2¢ % X (P<0.05),KD #H WBC.RBC.Hb L) &
Het 257K F X BRZLIK (P <0.05), 1 PLT F&ik7K
S EE X EZH 5 (P<0.05) . ILEE 1.
2.2 MiEMMEKFELRE

o 1ML FEATT R K45 SR R KD 411(21.98 +
9.33) wo/L, I (11.13 £ 3.98) wo/L, PR L8, 2
A G 5 X (1 =8.286, P=0.000) ,KD ZHHkHi =
KT
2.3 MFEMMmEEERBIF -420C/IGC &M

o7 FH PR il A e R D) il ) 6 Bipi TG i i 37
HHLZE R S 3T -420CIG 2450, 45 R R : idH
G R, ZRASRITFEL(P<
0.05),KD 4l GG # CC FPHBIRAL . W42 FFFHE
2.4 KD AMmEHKMNFEATESHMIEFREEME
ST

Pearson AH ¢4 45 5 7w KD 8L M2 H#K 4T
EM/KF5 WBC .RBC .Hb % Het £ A (r =
-0.243.-0.225.-0.336 F1 -0.544, P=0.041.0.038..0.046
F10.034) ;115 PLT ik /K5 IEAH & (r=0.431,
P=0.031),
25 AEEEBEILFENISIRILE

S [ 3 R AU B JLAY WBC .RBC .Hb Az Hect Lt
L E 9685 E X (P<0.05),GG K ALY WBC,
RBC.PLT . Hct . M #HLE Lk CC FEH A5, GG Hl
CG F: [N AIF = F CC H AL, W3k 3.

2.1

®1 WMA—MMEEREE (n=60,x+s)

2151 WBC/( x 10°/L) RBC/( x 10%/L) Hb/(g/L) PLT/( x 10°L) Hct/%

X BREH 13.00 = 0.99 4.78 +0.89 111.78 + 8.11 410.13 +55.98 38.88 + 6.88
KD 41 1134 +0.84 377+1.11 91.36 + 8.90 449.11 + 69.33 31.45+7.66
tH 10.006 5.499 13.136 3.388 5.590
P 0.000 0.000 0.000 0.001 0.000

F2 WHE—RMEIEFREEE [0=60,%1(%)]
G FEH R
5
C G cc CG GG

Xif B4 50(83.33) 50(83.33) 8(13.33) 28(46.67) 22(36.68)
KD 41 35(58.33) 38(63.33) 18(30.00)° 14(23.33) 34(56.67)"
X 1H 9.076 6.016 4910 7.179 4.821
PE 0.003 0.013 0.027 0.007 0.028
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®3 AEEFREBILWEMLIERLEER (x£5)

FEP A WBC/( x 10°/L ) RBC/( x 10%/L) Hb/(g/L) PLT/( x 10%L) Hct/% MVERHTER /(po/l)
cc(10) 10.33 + 0.64 3.58+1.12 92.36 +7.90 429.13 + 59.32 30.45 = 5.66 18.98 +5.33
CG(28) 11.33 £ 0547 3.67+1.14Y 91.27 +7.08 434.14 + 56.33Y 33.46 + 6.67Y 21.97 + 6.37Y
GG(22) 12.43 £0.53%? 3.71+1.01% 91.26 +7.03 449.19 £ 59.57"2 3547 + 5,687 26.91 = 5.3497
FAE 11.397 5.328 2.875 24.765 7.436 8.954

P 0.000 0.013 0.089 0.000 0.002 0.000

1) 5 cC FPAILAS, P<0.05;2)5 GC KA 4k, P<0.05

Marker GG

CcC GC

2000 bp
500 bp
250 bp
100 bp

412 bp
288 bp
124 bp
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3 it

KD T2 %A FH4 LA, EF 2 a5
5| ) 2 A8 4%, LR T 2R R B N Bl ikt
SR B K, S T BOEAR S kR B 5K B etk s ko
A8 A, o I T 2 2 T SO U ST S50
TERRZETR 4> RIS E %, KD B3R M KB, B
SR NN A5 S B 41 LR 3 S5 RO B A B 2 A
REEA ZREUREABGT , U — 20 = 1 if
SRR (H HFTE T KD 19 & 695 R L R 2% s AL il
AR . X F KD MW i, B Rl JoE S 0 5
Y2 WiE bR, FEARYE LA IR PR LB 2187,
7 KD il RIS W A 54 LU R RRAE . OH
AU SO AR ER 25 RS 7R 0 LR B 7 . TR R
P PR s B AR 995 1 4 A 5 B LA K95 LA
BEE% W] W IE L B, BB N B
TR &R i A T BE 2 Hh B BB H B4 5
WTE KA 1 S A AT DL =2 R 2 PG A B8 1k 7K i 21
BER AR T T BRI S BOCT Z A Ak
G L LS IR, Z A BMITTR T, LRI IR
WHEAR S ELA — 5 I B, BRI T (5 1
FLA 2 1 AEL RS2 8T KD BB LAY SE 8 bR a0 18
JEE

HEHTR R T 2001 4E 1 IRAE/ N AR N AR BT, X
2k I 5 ZARBTIR T, I A e S e B T A

FEAN T RAEFER A IX 4 3, B Zhh gk
YI2ERRE . TERFE I 45 SR SR IR T R B
NS 5 ZRHEHT L BOHE PR i i i 7, JFAE Ho
KA EZAEA 0 H AT 2 Wt 5% 45 58 s HAE
JHE 8 5% ZR AT SO PR A5 o 1o R v 7 b 5 AT 47
FEARKIG L, ST LA AR EE 3 R HE
YU 5 kE AL O 45 0 A5 5 s 1Y) & AE % VDA
K0 FURHCHUR RS 5 U O i
P9 LA S B S e M o L Ry ek R
WA AT BE S 5 2 45 - T LA M 1) i B8 5 4 ok
BT A B0 KA, S EUMARTE B, AT e 28
KA SRR A2, HiE 2R, AR
IR ENFEAEZ P LA IR 2 851, OSAWA Fil
CHO ZpfoE 25 I H5 R , BR IR 2 81 -420
i IR ACE B I, AR 250
TR KT R FSRERIKIK Sl CC<CG<
GG, AHHFE R MM HEHT R K F-E5 A o, 5 X) A
AR L, KD LIS K IR . #E KD &L
IS TR 2 m R B K o 1 BR Sl PE % Rz 1 V)
fitg i 70 & Bpi I 4G 0 i v HE P F WS sh F
-420CIG 41, 453 Bn S5XT R4, KD 4l
L GG 3 CCEREHBIARBAR, 427, 76 KD LI i
GG CC L HBURRRRIL. 4 Pearson AH5¢5>
Mr, KD LIl 7% # 3t % K F 5 WBC .RBC . Hb }%
Het 2 545G S PLT FiA/KF2IEMAH G, KD &
JLZHAY GG FE [ AY WBC . RBC \PLT . Hct FlIfiLiEHt
F b CG KM AIF &, I KL AU i F CC SEPH AL,
XS AHRET SRR FE 25 A — 3

ZE LTk, 78 KD LAY MEHIT R KT8, HE
PLE RN 817 -420CIG 27850k KA A0k . 42
AEPLR ER KD 2Wid B b A 3L br
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