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(# E] HE H0)ER(KD)BJLME PH-OBIEMIE(ACA) , RKiITACA S KD I EREMN KR, H
% OS5 BAME KD BJL,F8 ELISA FEKRI M+ ACA-1IgG, IgM Fl IgA =R TR, &R SSHASEMKD R
JLIL 3 ACA-TgG FE#: 31 B, ACA-IgM FH#E 13 %, S¥EH KD 4 ACA-1gG, IgM AHE M BABEMRH(P <
0.01);1677 /5 ACA-1gC B RME T HRA( P <0.05),7 ACA-IgG MR FEWANEREZALRERYT
BEH(P >0.05),/8 6 fifeBE IR RER 5 H ACA-IgG B, &t ACA-IgG £ KD ¥ Rk, ACA-IgG
S KD RN EREXRTY, BXEBARTER, [FEYRILIZE,2003, 5{2): 133-134]
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Detection of Anticardiolipin Antibodies in Children with Kawasaki Disease

Nan ZHOU, Wei REN, Run-E XIANG , Xiao-Mei ZHAN , Shu-Jin LIN. Department of Internal Medicine, Xi' an
Children’ s Hospital , Xi’an 710003, China (Email ; zazhnon@sina. com)

Abstract: Objective To study the relationship between anticardiolipin antibodies (ACA) and vascular injury in
children with Kawasaki disease (KD). Methods Serum ACA-IgG, IgM and IgA were measured qualitatively using
ELISA in 55 children with KD. Thirty healthy children served as the controls. Results In the children with KD, serum
ACA-1gG and IgM were found to be positive in 56.4% (31/55) and 23.6% (13/55), respectively. No ACA antibodies
were found in the controls ( P <0.01). Severity of clinical manifestations in the children with KD positive or negative
for ACA-1gG did not differ. Of the 6 children with KD complicated by coronary thrombus, there were 5 cases of positive
ACA-1IgG. Cenclusions ACA-IgG, the most common antibody in children with KD, is correlated to vascular injury, but
is not useful in evaluating the severity of KD. [Chin J Contemp Pediatr, 2003, 5(2): 133-134]
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5T BERTREM., P >0.05, BT . 75 ACA-IgG /KF T BB B4 fr 42 I 5L
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Table 1 Comparison of clinical manifestations between SEIHABRBITEMBRYER, BRY ACA-IgG
ACA-1EG positive and ACA-1gG negative W L FHEE, SRS MR TE R, e — K b
children with KD (#.%) S KD MAH M BHRES ACA XLEREY, i T
el ACATEG(+) ACARG(T) g/ Gk —SPRIEE . B AFRERE
i S0 2400 7R ACA YRS BIHE ) KD B JL% 5 I R R I3
KR 580.7)  23(55.8) FRBEWE R, % B EE SR, A8 K> 120
HAREM 8003 20617 X 10° /L /MR < 200 X 10°/L AL ML EE AR L
HERIRECE WEH - BOLD 0 35 MK EEE <35 g/L.CREEA W, R
REHELML 2U67.8)  18075.0) A IR BVE B TS MR B 1 U R R BT &
PEATRIFRAIRR 0.3 19 B ACA 5 ERHARHTAR K, AT G
B 40 ¥ > 120 X 10° /1L 17(54.8) 15(52.5) VEVEH KD B BB E M,
I AR H 8 <200 % 10°/L 14(45.2) 14(58.3)
THRER<0.35 16(51.6) 14(58.3) [§ 2 ﬁ]
C-RMEH(+) 22(71.0) 16(66.7)
mEEER <35 gL 12(38.7) 6(25.0) [1] Bolmont HM, Abramson SB, Lie JT. Pathology and pathogenesis
MRS 11(35.5) 13(54.2) of vascular injury in systemic lupus erythematosus [J]. Arthritis
sER I 3% 1135.5)  7(29.2) Rheum, 1996, 39(1); 9-22.

(2] &gk FUL2ENES Sn@E [J]. HILBE, 1995, 26
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FREREZ MAREARILESRARS 8%, 25
BMOGEHH, BT, B E N R, B i,
FEBRERBRRFT, EEBFERK, ERBEMKE
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EEBNE SR FH#T, RBGIHITHEMN, XA
IR SMEANR G, RE R B MHEDI8E, 3 X
BB B 2R RIRE, R R £ RAA
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