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JL 45, FHrhsIRslkaifs (CAL) BIL 18 i, KAIF CAL BIL 27 fil; i se sl JL# 20 FifFE A%t B,
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Serum adiponectin levels in children with Kawasaki disease

HUANG Miao, DONG Guo-Qing, JIANG Hong-Ying, ZHANG Ji-Yong, SHI Xiao-Juan. Department of Pediatrics,
Shenzhen Maternity and Child Health Care Hospital, Shenzhen, Guangdong 518028, China (Dong G-Q, Email:

szdonggq@yeah.net)

Abstract: Objective To explore the change in serum adiponectin levels and its significance in children with
Kawasaki disease (KD). Methods Forty-five KD patients were enrolled in this study, including 18 with coronary artery
lesions (CAL group) and 27 without coronary artery lesions (NCAL group). Twenty healthy children were recruited to
the control group. Enzyme-linked immunosorbent assay was used to measure serum adiponectin levels, and an automatic
biochemical analyzer was used to measure the levels of triglyceride (TG), total cholesterol (TC), low-density lipoprotein
cholesterol (LDL-C), and high-density lipoprotein cholesterol (HDL-C). Results The serum adiponectin levels in the
CAL and NCAL groups were significantly lower than in the control group during the acute phase, subacute phase, and
recovery phase (P<0.01), with lower levels observed during the acute phase and subacute phase (P<0.01). Compared
with the NCAL group, the CAL group had significantly higher serum levels of adiponectin during the acute phase and
recovery phase (P<0.05). The levels of TC, HDL, and LDL in the NCAL and CAL groups were significantly lower
than in the control group (P<0.05). The levels of serum adiponectin in KD patients were positively correlated with the
levels of TC, TG, and C-reactive protein and the occurrence of CAL (+=0.31, 0.30, 0.34, and 0.35, respectively; P<0.05).
Conclusions  Children with KD have metabolic disorders of blood lipids and reduced serum adiponectin levels.
Reduced serum adiponectin levels may be the result of systemic inflammation, while increased adiponectin levels may
be closely associated with the occurrence of CAL. [Chin J Contemp Pediatr, 2015, 17(1): 35-39]
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JINIEE ( Kawasaki disease, KD ) J&—FhIpRE S
P4 B P4 SO0, o)™ BN IT R G T
RN CAL ), B AT A AR ALH AR T o
B 2 2 IR W 4 I 430 A B 5 DR, AR5 % B
AR Z KT SRS = AL  ACHER G AR BEIRAA |
OIS . JRIE SR I R AR R UG, B
T HE BT M A A AR, PR L O AR ER
PRI T2 55 2R AR Y F 300 . AR KD &
PEIH B LTS AR R AKRRAL Y, H g BREEZ
K7 4E 5 KD 2L CAL Z [a] & 75 A1 56 M A T
o ARBFIE A IS R KD s LI IR e &
KA, IAEM KRR T, DARHIEECER 5 KD )
4IF CAL IR,
1 #ERERE
1.1 RIS
PEFE 2011 4F 10 A & 2013 4F 7 AR BeAE R
K 12 B KD gL 45 6], Hodr 5 3061, % 1541,
IR 2N HR6S, P 19+15%, Hp1 %
PIF 1361 (29% ) , 1~3 % 1561 (33% ) , >3 %
1741 (38% ) o ¥IFFA 2002 4F H A KD #F57 % bt
SAEITHYEE 5 BUZWbRiE P, JFHERR AR ; 3
i CERDLBR ) ST IR RS0, Bp2adE) . W
S EM Y I BT DR RO Sh ERE
o, it CSEHILRRE ) btk o) ik sz B2 3 9
WIbRE P 2x ok CAL 4 (18 9, 34 042 B e iR Bl ik
Pk ) RS BKIER 4 (NCAL, 27 #1) .

JI A BOLT &9 10 d P25 T kTR 53 T Fh ek
HEH (IVIG, 1~2gkg) ; FTRTRIDCAR AR, 7]
oM 30~50mg/ (kg-d) , 0 3R, #GR 2 A
LA R 3~5mg/ (kg-d) , 4iFf6~8 4, WA
SRS R AR , 25 RSk = B H 5 11 H o
[] B (] BEAE TR BE I 124G i fat Bl JLZE 20 {9 R 1E 5
XA, H B 144, efl, FiR4THEG6
%, V1 20+1.3 %, CAL 4, NCAL 41 M%) BR4H
3 4[a4ERS (F=0.537, P=0.958) . 4 (=0.07,
P=0.965) 257G L,
1.2 IMiBEREERRRE R

KD #H5r0 T2 (k#10dHN) | ik
JPIE WAt (R 11~21d) KR E W (&
21~30d) EREAMEKM 2 mL T &N, B

WCAE I, SR A ELISA A6 0 1fi % 1 156 25 0
7 &b 38 R&D A AL, KA e T
/v ) BEP M4 [ 2 5 3 Hrdl; 58 [ Beckman 24
4 sh A Ak A A ARSI i 3 B BE [ (TC)
Hih =M (TG) . m%ENRENA (HDL) | k%
JENREE A (LDL) o fEREX R4 L T RS 1R
A RRER A, 7k AT .
1.3 — R EZEIEFRAE T

KD 43477 B BGE bk 3 mL, Hodb 1 mL A
EDTA-Na, PUEEE, 00452, 35 Beckman A ¥
4 [ Bl LS B AR I ot /M. (PLT ) T C- &
HEMH (CRP) ; F4 2mL N A ZPIEEE, X
FHELICIEA I 2T A TR (ESR)
1.4 DERBEBERE

SKHVET T ACUSON SC2000 % (468 75 12
ASGHEATASHIN , o 01 Bk o A e B DR A B 22
Jedkid ., ZIRJLEZHCTREN, R Ll B
PEATREI , ARE TR B Bk AR A 1402
1.5 SHItESH

K H SPSS 13.0 St T4 2202, 1
BT AMTHE AR A « bRz (3 +5) FOR,
4 [H) L3R B R R 2550 B, PG LA LSD
R o THECPORMALI] LR R x C K s MG
53 H1 >K F Pearson AH ¢ 43 HT 8% Spearman A 5¢ 43
Mro P<0.05 hESAGITFE XL,
2 #R
2.1 KD #2JLEAE BT miEREBRE KT
KD LI v BR B2 K 2t 81, a2tk
LUIESY =R (BT L 54 =B (E B R a1 o9 O (S S
W1 CAL 2 2R 5 W 2 W B R K TR E
WIFNIE % %2 (P<0.001 ) , T2k 5 2k
1) 2 18] Ko 55 30 5 TF % %k B 2H 2 1] B BB K F [
BESHITGIFEE L (59 P=0.914, 0.592) .
NCAL 21 2P 1 5 0 2M: 101 22 1) g 10 32 K O L%
EZERIEL I EE X (P=0.122) , HE{ETRE M
(P<0.001) , H 346 BRI R KL T IEH
SFIEZH (P<0.001) . W% 1.
2.2 CAL 425 NCAL A EREKEKFILE

NCAL H7EEZMEI | S SoPE A &2 300 7% 1 v
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MESAgIEE L (4] P=0.011, 0.022) , I
1,
2.3 HEmAS 4 TR tb 3k

NCAL ZH 1 CAL 4135 TC. HDL. LDL ¥j%
TF # X6 BR 2H A (P<0.05) 3 NCAL 4 il CAL 4
3% TC. TG, HDL, LDL IR TG T4 X
(P>0.05) ; 3 AT TG i Z R LG %=
X (P>0.05) .

2.4 RAUHMEREEES HMistrmiEx

MENEIEER 5103 TC. TG, CRP 7K} CAL
Wy R A S EA G, r AR5 0.31, 0.30, 0.34. 0.35,
Py %1 24 0.03. 0.04. 0.03. 0.02; 1fi 5 HDL,
LDL., PLT. ESR. 4. HEHITCH M, r o051k
0.07.0.23, -0.05. -0.01. 0.06. 0.11, P43%51°5 0.62 .,

0.12, 0.79. 0.93. 0.70, 0.48.

*F1 HEMFBERBEEAFHLEER (pgml, x=s)

25 53] Lk Sk NI&=Ti=t] PRI FAE PAH
Xof Il 20 9.1+2.0 9.1+2.0 9.1+2.0 - -
NCAL 2 27 45+18" 54+21% 7124 10.106 <0.001
CAL#H 18 6.2+2.6"¢ 6.3+2.5" 8.7 +2.0° 6.190 0.004

FAH 26.141 16.133 5.298

P <0.001 <0.001 0.008
T am SWEHIE, P<0.01; bR SAHRZLLES, P<0.01; ¢ 755 NCAL 41164, P<0.05,

Fz2 HEMAS 4 TWEEE  (mmol/L, xxs)

20 541 % TC TG HDL LDL
popilcEe) 20 4.16 +0.25 1.06 +0.14 1.04+0.14 2.61 +0.37
CAL 41 18 3.22 £0.79° 1.24 +0.49 0.48 +0.12" 2.04 +0.70'
NCAL 41 27 3.20£0.77° 1.09 +0.41 0.66 +0.18" 2.01 +0.75"

F1i 14.455 1.312 53.241 5.727

P{E <0.001 0.277 <0.001 0.005

W a R EXTHRAHLEE, P<0.05.
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i, BIF CAL # 5AAIF CAL & Z A g Ag ik =
KV 25, FERMAELMEN . WEW, Wik
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(1) Z1EH KD L CAL &40 g R FE P 1 -o
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ERVEE BE]
20154F 1 H

b E %A ILA R E

Chin J Contemp Pediatr

Vol.17 No.1
Jan. 2015

Simons % ' % B TNF-ou, 1L-6 B 411 il 44 &b 1% 35 14
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S Ak P AR 18 5 ) 900G 32 14 -y (PPARy ) B3
P, H#RST R, PLT7E KD Subklits ™, w
PLT /K 401 PPAR-y mRNA Fik/KF ", & PLT
KV BT (] 2 B AR A B B 2 K75 (3) KD f77E
B G 4 i AR AR 2R AL 1, v R IE T B0 AR R
SR (4) BRI ZE A g 13 R 28 AR W] R MR
NEEEZ K, BFFE LI 11377 C/G 1Y G 25 L A
R AT I B 2K 12

AR5 KA A IF CAL 1Y KD LI A 5F
CAL # IML75 BE R 2= /AKF FEARE B &, 25 % KD &
JLKA: CAL B VS HRIE 2K -3 &, 7T RE -5 ARk
R Ry ERA X A58 8o 4 Fg
0 20 27 1A N B  J A M IR IR 3R, SE Ak R K
R PTG PEXT N BRI 1l — 22 A AR T
JREX 2R 55N R I/ P e 4t IR R R 2 Ak 1 454,
PRk i B —SE AL A A eNOS ) i—%E AL A (NO )
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O U S I e R ol e e 1=
AMMORERE T (VCAM-1) Ay ", iRk ZE ]
A I VCAM-1 A 235 F0 5 14 40 B [e] 1 A8 BE 1T
Ford #2, FeAE R Ry ER Y AR, BOL
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JEACH S vl Re S AR e . RIER 7. B Im i
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7~ KD BJLH A IR AL, (A S ARAI
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KA — L5 .
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14 2% A= 5 1375 P 2 KSR G P,
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