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[(WE] B8 BN EAETUE (AECA) FFTh PR AN Z sk (ANCA) 76)I1EHE (KD) K&
HALRBIERE (CAL) FEIRIRE X, Fik 0y RGeSt e ki 42 41 KD BULEPERT . Z2fmih
74 AECA FI ANCA 7K, FEAT DR A OB Tt CAL KA. BEHLIZEHL 20 45 D F I 38 Ik o Hh R LA
15 BIAMEHEINF A BIL A HIVE R K AT BRIl XS 4], 4558 2MEI KD 41 AECA . ANCA /K3 B 350
TR (P<0.01) o S2MHIHLL, KD AZMIMGE ANCA K TR (P<0.01) , {HASE T & HAXTHR

XTI (P<0.05) o 14 CAL 1 KD BILAPEM M ANCA ACSFHR & TJ6 CAL UL (P<0.01) , HAE
CAL LI ANCA 52256k MRS R s R N2 L2 1IEAH IR (=088, P<0.01) . Z5if AECA.
ANCA WRES 5 T KD M4 R &I CAL (&4, 2PEIME AECA. ANCA X REMELINIZH KD A SHM A,
ANCA /K-S T CAL A — 5 HFUE A [ FESRILRIZRE, 2014, 16 (7) : 740-744]
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Clinical significance of anti-neutrophil cytoplasmic antibodies and anti-endothelial
cell antibodies in children with Kawasaki disease

ZHAO Jian-Mei, WANG Xiao-Hua. Department of Pediatrics, Affiliated Hospital of Nantong University, Nantong,
Jiangsu 226001, China (Email: 2687084388@qq.com)

Abstract: Objective To study the clinical significance of anti-endothelial cell antibodies (AECA) and anti-
neutrophil cytoplasmic antibodies (ANCA) in Kawasaki disease (KD) and its complication of coronary arterial lesions
(CAL). Methods Forty-two children with KD, as well as 20 children with fever caused by respiratory infection (fever
control group) and 15 children for selective operation (normal control group), were included in the study. Serum levels
of AECA and ANCA were measured using enzyme-linked immunosorbent assay. Echocardiography was performed to
evaluate CAL in KD patients. Results During the acute phase, the KD patients had significantly higher serum AECA
and ANCA levels than the two control groups (P<0.01). The KD patients had reduced serum ANCA levels (P<0.01)
in the remission phase, but they were still higher than those of the two control groups (P<0.05). Among KD patients,
those with CAL had significantly higher ANCA levels than those without CAL (P<0.01) in the acute phase. There was
a positive correlation between serum ANCA levels and the ratio of left coronary artery to aortic annular diameter in KD
patients with CAL (r=0.88, P<0.01). Conclusions AECA and ANCA may be involved in vasculitis and CAL among
children with KD. Serum levels of AECA and ANCA may be used as indicators for the diagnosis of suspected KD cases
in the acute phase. Elevated ANCA level has a certain predictive value for CAL.

[Chin J Contemp Pediatr, 2014, 16(7): 740-744]
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YL A Hi 1A (anti-endothelial cell antibod-
ies, AECA AT Hr A M A i3 544 anti-neutrophil
cytoplasmic antibodies, ANCA ) AT TG M h
1 BhiiR, 782805108 RAG &0 T RE MR
WA AR, BN IR /N I A R R S 4
WEhrE " )% ( Kawasaki disease, KD ) J&—
Fofrgs PRLAS BH 1) 4 B rh/IN I A RAEBERS, If PR RN
ZREHAMRZER K, FEL RS IR E (CAL)
I RRE . A R SRR 2 KD, RA YT DL >
CAL W& — RN G, JE4k, B 4h
i X TF AECA. ANCA 7£ KD Ifi 48 % J H CAL
BESE, A& FIEAERRKEU ik, Ao
% R FH T EC B 928 W B0 36 ( ELISA ) i s Al T
KD LI AECA Fl ANCA 7K F, DI 4%t
AECA. ANCA 7£ KD Jriilf R = X,

1 #ERSFHE

1.1 RIS

2012 4E 6 H % 2013 4 9 H 3B LEHZ Wi i
(%) 42 ] KD JBILVE IR %, g 25 i, %«
17 6], 3945 24 £ 20 H (FERI 2 MHE6 % ) .
PR R G55 LU AN L KD WFS S1E1TTHY
BWibr e, KD BILABERHR R fdE 3d, Ik
11d, FH6.6+1.7d,

FR O R 75 0 Bl P 45 36 KD Lo S f
& CAL# (CALH ) FAIf A& CALAH (NCALHA ) .
FIWE CAL BOFRHER: (1) FeIR B bk P I [l s 35 5
(2) TR LA T BN 1.5 4% (3)
ARSI N AR 1 ESIORIF N AR HUAE > 0.2, A
50 16 6] KD H L& 4= CAL: 2 i) B ali eIk 3
Jik PR RES [T 7 s s HAY 14 BEIR Sk N AR 1 5
JOREIR AR (B >0.2 (0.21~0.34 Z (1] ) , Hi 3
(o Rf A RE AR [T P 1G58 s 1 iR AR Bl ik N AR
AT BN 1.5 £ 5 5 Bl bR sh ik
AR 55 ( 3.0~3.6 mm ), CAL I NCAL BZHAE ) |
L . BT 2E R EG AR L (P>0.05)
W& 1,

B AL 326 28 [ 1A 43 Be 1) & 48 (AL = 38.5°C)
HEOL 20 BIAE N B IR, Hoh B 13 4, &7
B, P25 22 A (WERI4NMAZETR ) .
A A Atk LIPIGE R 4 6], SR % 6 il

FIRESE AT 2 10 4], B LAER M AT BRPUAE R /K
MR IR I AR 3532 HA 25 Wiay 7 . o35, BEAL
PERE[RILAMEHEE I AR UL 15 B4R Ryt 58 % BE
M, Ho B opl, ehl, FHHFE31£23 1A
(TPMAZETY) o RAUTEER 4 BRI BE R
il 1161, ESHEBRAT KD AU A ARG A R L
3 BILTEAFE . P 2 R ¥ g2 B X
(P>0.05)

x1 TWHAKD BILH—RRERLE

g3 ; B 1% RS B

= (#il) @+s, )  (@ts, cm)
NCAL 41 26 15/11 24 +21 83+ 18
CAL 4 16 10/6 24+ 20 82 +21

t07) 1 (0.095) 0.11 0.12

P1{H 0.75 0.912 0.908

1.2 FRARE

351 F KD 28 CRAGES 5~9 X ) K&
W CIRITIE 7~10d, ERH 14~17 K ) RESIME
#K M4 2 mL, 2000 rmp 20 min 250 J5 BUALT ,
PRAFTF —80CUKARTFIM . AL H L H R af—K,
PRAR AN E 7 15 ] o
1.3 Mm% AECA #1 ANCA gi#&il

N AECA. ANCA ELISA i 7] & #0 H 2% H
R&D A ], JH& e BRI & 1 IH 45 1 20 BR B4
HR T G P (Kb U f 2B T A
1.4 IDEEBEOHEKRE

AT KD SR FEES 7~10 KA 21~25 K
iE33 OB BT O N 5O R R A, AR
B, AR SN Ik i ke R 8 R HGE AT, R
KR BT N K FE KA AR, JERINAZ 2
SEEIR B K A IR O, B A S AL AL 3 AT
AR B EAR ik 5 32 3 BRI ER PN A2 L (A v
WA, HARZAER . WA, Be. RE AL
FUEEHR R, LUk kS 32 sh bR i 12
FUAE A 2 2% HIWT CAL 19 & AR 175 B0 Ry ofie i B, i
H KD "5z 2R sh K DL 2 IR 3 ik 32 e
W, WA i o 22 e ik AR 5 3 Sl O ER
& (LCA/AoA) HAE (RO HERB R ) ok
8] S e CAL f4 7™ S L
1.5 Sit=ah

K HI SPSS 17.0 Gt A T4 s AL 353y -

741 -



%16 % 457 P E SRR E Vol.16 No.7
2014 47 A Chin J Contemp Pediatr Jul. 2014

THETORIIIE + pRiEE (x+s) £Kox, W4 %3 CAL£A5 NCAL #AAIm;E AECA #1 ANCA 7K iyt

AR (A, 22200 1) 35 SR FH B R BT 229007 (xxs)
22401 ) W 9 L 28R ) SNK MG 06 s M G407 % A " %%%ﬁ ﬂ%%ﬁ
R R 2H 5 n pg/m ng/m
Y B b AT Gk
NCALZH 26 840+270 681 +284 35+12 28+0.8
2 gﬂn:% CAL 4 16 1009 +264 842 +246 51+1.6 33+12
t{H 1.99 1.87 3.28 1.58
. P1{H 0.053 0.07 0.003 0.12
2.1 £&4HIF AECA F1 ANCA 7K F
e S R 4R % B4 R 4 1M Y AECA
¥ 2 2o 3L W2, S\ HE o /_-;é e X+
ANCA 7KCOF B[, P41 e 22 5 o6 12 X 4 CALMSNCAL AEMBAELE (329)
(P>0.05) . ZiPEi] KD 241 AECA . ANCA 7K FH wm n LCA LCA/AoA i

o (mm) HeE (cm)
E%"ﬁ"?—wjjﬂ"ﬂﬁzﬂ (P<001)O Qé\ll‘i;ﬂﬁ*ﬁ l:t’ KD NCAL 2 26 2.1+04 0.16 £ 0.02 83+ 18

H I AECA /KT, HES TSI CAL 4 16 25406  026+004 82421

E X (P>0.05) ; ANCA KFRE T, 2965 tfH 2.50 7.59 0.12
R (P<0.01) , {FLEES T2 3ot BG4 R e} 0.02 <0.001 0.908
STR4 (P<0.05) , W2,

2.3 Imi& AECA 5 ANCA 8%
KD fBILAMH IS AECA 5 ANCA /K ETCH
FXZH (r=0.10, P=027) .

*2 &{AMmiE AECA 1 ANCA K FHIEEE  (x+s)

AECA ¥k JF ANCA ¥
ZH 51
S " (pg/mL) (ng/mL)
TEARA 15 333 £ 145 1.4+0.8 3 iTig
R R ZH 20 527 +223 2.1+0.6
KD 2 M4 42 905 + 277" 4.1+16" o - L
LA A D T A5 45 5 7R
KD ZEA01 0 742+ 278 3.0+ 1.0% KD J& JLBM UL A DL A R b £ Z R 22 69 /)
FAE 2131 2421 LA ISR T, HARSEMEEE L3
P <0.001 <0.001 70% (4 KD B JLAERS/NT 3 JH %, T H KD 4Rk

TE: a  H5IHEN HRAL AR, P<0.05; b b & o IRAT AR R AW TS O KD B @ A0 5F RIE S CAL, A&
P<0.05; ¢ A5 KD &2 bEs, P<0.01,
PEIAA wib 35% 19 LA R s ik sk 7, K
ZRCEILY sk B AR S kAT F AR IR, {H2 4%
M LIT AR CAL TR RIS 1 AR SEAETE,
Zat B sh ke s, 2 Y AT BBV A2 R AR
Skl LR O UEESE M, R, KRR i2
KD, IR CAL I IERIGTT BA H 2 A I R
X
AECA J2& B iR I 20 ™ A B AR S R 00 B 5
P, RERE IR N B 40 i 2 1 ) 22 P ISR
FURERAER . AR . REMELLBERIE S R
SR MR, AECA AU ML R A ML AR,
W —FEOR PR M, KD 2 RGN/ NMmAT R 1
PR, TP R GE R g B A B S e 5 LA R
J& KD (2 FFFAE . T iR AECA 15 KD
JLHHIRE R AE 26% ~T2% Z MRS, AECA /K

Z M CAL 44 AECA /K SF 5 NCAL 2 A [
Z R LG F = X (P>0.05) , 1 CAL 4 1fi i
ANCA 7K B 25 T NCAL 4 ( P<0.01) . ZEf#iH
IML{E AECA, ANCA 7KF-7E CAL 41 5 NCAL 41 [|]
SHG R (P>0.05) o W 3,
2.2 AECA 71 ANCA 5 CAL =EEEMHX M
CAL 20 LCA W42 M LCA/AOA WA H(H 14
T NCAL4, ZR A4 L (P<0.05), W#E4,
CAL ZH 13 AECA 5 LCA WAR A X1 (=027,
P=0.16) , 5 LCA/AoA HAEWTCH M (=035,
P=0.09) ; CAL 41 Ifil 7§ ANCA 5 LCA 2 IE fH %
(r=0.78, P<0.01) , 5 LCA/AoA H{H th 5 1E A
FbE (=088, P<0.01) .
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PRI SIERE, JRYT R AECA K TFRE
AT 5 R A I 4 4L 1M 55 AECA KSF, &R
KD ZH I3 AECA ZK-F-f 25 TIXT R, {H CAL
205 NCAL 42 B JCPH 25 55, CAL 435 AECA
5 LCA/AoA LU EABTCHGHE, X /R AECA 7KF-
B o R IE AT 2 9 KD (IR SE 4 KD ) W]
REA TR TR X, (HFME R4 CAL MEA R

BEAE W I A P R 41 T BE S O KD I
BR KRG & CALIEZEARY ., REH
HIXT AECA #EHT R 2, AR KD A i 20w
BU AN T 2, (HE 6 I 45 P 2 40 A 95 47 2
IR AFHE O, AECA 5 P9 Bz 41 i 25 & )5 T LA
L LR s AR A R 0 N B B0 RN ) RE A
(1) VRPN Bz 0 3R TR B 53 i 80k, IR
A, R AR AR (2) BmR
PR 7. R I E R, I 1k N B A
(3) a2 AMA T A (1) 20 B 25 1 FH 5 1 72 P B 4

MR AR (4) SHRIREE BURTEEH 60
LA TN AT (5) AN B A

Az A PR I A2 R . AU, R i R
B R R RL, ARSI AECA A5 B 454
FTNRE S 4 2 HAE KD L% 4 K CAL /1R F AL
il 22—

ANCA J&— 20 LA P MR 40 0 0 3% 4y, ansk
FIK Al 3. Rfad A AL PG . S 8 1l S o
PUEM A Sk, BHETIGK L ANCA 28
I kNS R RS AR R, AR AL =
BRI S PR M B TS AL BB PR
ML IR . B AR SE R R T, R KA
M, mASEURTBIMENGESH Y, 25
SFN ANCA A 3 B AT PR SOIFAS Jmy PR
FHAMN R ZEI M Z KR, R RTH &
S I R kR AT R . AR R IR
KD 2] ANCA 7K 3 = T X IR, CAL 41
THE I ., CAL 417 ANCA 5 LCA/AoA HfH
BIEMKLER; MY ANCA KRG, XN
ANCA 5 KD W& TG 3 ¢, 5 CAL B kWA
—EM M, I ANCA 7] BEME S —> 82 1%
HHAZES5 T KD & R XIHJE I CAL B &4,
K M7 ANCA JKSEXT CAL 4 & A A T & 3L,
X5 3 40 P — TR A O — 2

AECA il ANCA £ 8 b8 1 P R ¢ S5 19 A

Bk, SEA BN N R R I RTER,
TEABIFFE I A K AE KD 22 W W5 35 A7 76 A0 ¢
PR, XRS5 ENS A EURILEIA XC, 4
WFFTIE & 8L KD 21T AECA . ANCA ¥ 3
E TR, H AECA. ANCA 7K F-7E & #uoit
MR 5 ) IR 2 [ 22 R RG22 L, Xk
W] AECA . ANCA 124 FI B Sefie 5 i IS 48
I RAE (TIASE T A W RAER N ) A5
M. BN, TE KD i (JAI7)E 7~10d,
RIGER 14~17d) , AWFFOUEEEN M T AECA
ANCA M 52 M L BARRE, Hh 8 T &
X REZH AR X B2, $/R7E KD R FR 0 2 1
AR I, 4Bl R 51 I ARER B E
BRHTIE O, AE RN IR S5 48 B i R 58 AR R
IEH, AECA. ANCA {353, X 45 P i 1Y
WEAVE R EAEAE, SR BE & 4 CAL, IR
T AL KD PRI AR 7 O s R A

5 FRR, TR K KD 2 B Bhiik
AECA . ANCA /KFTHE, ANCA 7E3f% CAL 7
N RE, XRHMEHSES T KD M4 R
il &, ANCA Al RETE CAL WP A EEAEH, K
D IALTE ANCA ZKFXF T HF0 CAL BA —E 4R
SE
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