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The clinical features of children with giant coronary artery aneurysms caused by Kawasaki
disease in acute stage and the analysis of the risk factors
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Abstract Objective To analyze the clinical features of children with giant coronary artery aneurysms( GCAA ) caused by
Kawasaki disease( KD )in acute stage and investigate the risk factors of GCAA. Methods From May 2001 to May 2009 , inpatients
diagnosed as KD in Children’s Hospital, Guangzhou Women and Children Medical Care Centre were entolled into the study.
Inpatients diagnosed as KD with coronary arterial dilation( CAD ) or without coronary arterial lesion( CAL ) were excluded, but
inpatients with delayed diagnosis as KD with CAA were included. Patients with incomplete information were also excluded. Sex, age,
clinical manifestations, laboratory examination and treatment of patients were collected. Sex( male ,female ), fevel! <14 d, >14 d),
delayed diagnosis, WBC[ <12, -=20,=20 ( x10° -+ L' )1,PLT,, [ <400, -800,=800 ( x10° - L' ) 1,PLT,.[ <100,
400, =400 ( x10° « L™" )], Hb[ <90, =110, =110 (g - L.™" ) ],ESR[ <100, =100 ( mm - h™* ) ],CRP[ <3, -50, =50
(mg+ L") ],ALBl <30,=30 (mg - L.7") ],days of using TVIG( <10 d, >10 d) and the use of corticosteroid before diagnosis
were chosen as risk factors of GCAA to be analyzed. The risk factors of GCAA caused by KD were estimated by Chi-square test and
Logistic regression analysis. Results  According to the inclusion and exclusion criteria,22 patients with GCAA were enrolled into
GCAA group. The average age was ( 2.9 2.8 ) years( 3 months — 10 years ). 65 patients with small or medium coronary artery
aneurysms( CAA ) were enrolled into control group. The average age was ( 1.5 1.2 ) years( 3 months to 6 years ). There was
significant difference in delayed diagnosis( P <0.05 ), but no difference in clinical manifestations. The results of Chi-square test
showed that the age<<6 months or =5 years , fever lasting over 14 days, delayed diagnosis, use of corticosteroid before KD was

diagnosed , higher ESR, lower Hb and ALB were associated with GCAA significantly( P <0.05 ). The results of Logistic regression
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analysis indicated that the odds ratio ( OR ) of delayed diagnosis was 2. 998( 95% CI:1. 004 —8.950,P =0.047 ), the OR of the
usage of corticosteroid before diagnosis was 6. 556( 95% CI1:1.561 —28.542,P =0.010 ), and the OR of ESR=100 mm + h~' was
3.591(95% ClI:1.164 = 11.079,P =0. 026 ). All of them were the independent risk factors of GCAA. Conclusions Delayed

diagnosis, the usage of corticosteroid before diagnosis and ESR=100 mm -
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Selected participants
Children diagnosed with KD (=1 179)

Excluded participants

Inciuded participants

KD with small or medium CAA(z=55)

KD with small or medium CAA(r=73)

KD with small or medium CAA(r=65)

KD with GCAA(n=22)

1 DERNERE
Fig 1 Selected participants according to inclusion and exclusion criteria

Notes

artery aneurysm

2.3 GCAA 4RI/ CAA 4 2 vE IR RRAE 295 IR
BRESMEFT 10 L 10 R0 ML IR T 45 T KR J T e &5 2
R GCAA 4] 5/ CAA X R TGRS, P >0.05; H
HME RIS W R R 2 AT F R X, P <0.05( % 1),
BB RIS 2,

2.4 GCAA fER N E B BIN Z 50T Pearson y* #9045 5
PR AF <6 M AB =S B L IEE > 14 d EER B
B2 T B A D Bz R 2K Hb IR L ESR TR Rl ALB [
5 GCAABI R AL X, P <0.05( % 3). RHNEY
GCAA IRHETTR, P11 >0.05,

2.5 GCAA fER P Logistic AT K0 R bt

KD: Kawasaki disease; CAD: coronary arterial dilation; CAL: coronary arterial lesion; CAA :coronary artery aneurysm; GCAA : giant coronary

e L A e T2 5 S0 7 A SRR JEAT Logistic & 45 M3
OINT. A 3 AR A AR K 4), S Hrai it
TRIEBRIZIC X, ) OR {4 2.998,95% CI1:1.004 ~8. 950,
P =0.047; 4 12 B 5020 FHBE B2 B2 (X, ) 9 OR {H2h
6.556,95% C1:1. 561 ~28. 542, P =0.010; ESR =100 mm *
h™'( X, B9 OR fti M 3.591,95% CI:1. 164 ~ 11.079, P =
0.026; =F N KD I & GCAA B SLfEfG N &, @ r
KD 4 9 GCAA BYfER M 3 F R MAER . Logid P) = B,
(=2.557) +1.098X, +1.898X, +1.278X, (' =18.5,P <
0.05 ) M A Ge 2738 X

#£1 GCAA 50\ CAA AR M HAIGARRFELLEL n( % )]

Tab 1

Clinical manifestations in acute stage in GCAA and small or medium CAA groups n( % )]

GCAA group( n=22) 13(59.1) 13(59.1) 19( 86.4 ) 18(81.8) 9(40.9) 10(45.5)

Small/medium CAA group 18(27.7) 37(56.9 ) 42(64.6) 42(64.6) 37(56.9 ) 19(29.2)

(n=65)

X 7.1 0.03 3.7 2.7 1.7 1.9

P 0.007 0.850 0.054 0. 130 0.190 0.160
Notes  GCAA :giant coronary arlery aneurysm;CAA :coronary arlery aneurysm; P <0.05 there was slatistically significant difference
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&2 GCAA /ARITH/)\ CAA BIRIRINVIZSHIL % )]
Tab 2 The results of delayed diagnosed cases in GCAA and small or medium CAA groups[ n{ % )]

GCAA group( n=13) 3(23.1) 2(15.4) 107.7) 2(15.4) 1(7.7) 1W7.7) (7.7} 1(7.7)" 1(7.7)
Small/medium CAA 8(44.4) 2011.1) 1(5.6) 2011.1) 1(5.6) 0(0) 0(0) 3(16.7)*)1(5.6)
group( n =18 )

Total( n =31) 11(35.5)  4(12.9) 2(6.5) 4(12.9) 2(6.5) 1(3.2) 1(3.2) 4(12.9) 2(6.5)

Notes GCAA :giant coronary arlery aneurysm; CAA : coronary artery aneurysm;1 ) Diagnosed as both of cholecystitis and nephritis;2 ) 2 cases were

diagnosed as cholecystitis and 1 as nephritis

&3 KDHA GCAA BRARNBRERDIH( n)
Tab 3 Single risk factor analysis of of KD with GCAA( n)

GCAA group( n=22) 19 3 9 13 4 18 13 9 9 13
Small/medium CAA group( n =65 ) 51 14 12 53 37 28 18 47 25 40
X 0.7 4.5 9.9 7.1 0.04
P 0.400 0.030 0.001 0.007 0.830

GCAA group( n=22) 7 15 5 15 2 8 6 8 1 15 6
Small/medium CAA group( n =65 ) 4 61 17 28 20 16 27 22 17 48 17
X 9.8 5.2 1.7 3

P 0.001 0.070 0.420 0.200

GCAA group( n=22) 9 13 0 6 16 1 10 11 7 15
Small/medium CAA group( n =65 ) 15 37 13 42 23 2 27 36 8 57
X 6.3 9.3 0.3 4.3

P 0.040 0.002 0.880 0.040

Notes  GCAA: giant coronary artery aneurysm; CAA: coronary artery aneurysm; Corticosteroid: use of corticosteroid before diagnosis; PLT, : the

maximal amount of PLT in acute stage;PLT ; :the minimal amount of PLT in acute stage. P <0.05 there was statistically significant difference

&4 GCAA BIEZEN Logistic @3N ER

Tab 4 Results of Logistic regression analysis of risk factors of GCAA

Delayed diagnosis 1.098 0.558 2.998 3.872 1.004 —8.950 0.047
Use of corticosteroid hefore diagnosis 1.898 0.741 6.675 6.556 1.561 —28.542 0.010
ESR 1.278 0.575 3.591 4.945 1.164 —11.079 0.026
Constant -2.558 0.553 0.078 21.398
3 e RO 2 R FEFLRRE A e KD S h s
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o
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