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with or without corticosteroids.
Methods : Medical records of 96 children with

regimens were similar. The more rapid control

regimens.
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Corticosteroids Add-on Therapy in the Acute Phase of
Kawasaki Disease
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Hong-Ryang Kil, M.D. and Su-Mi In, M.D.”

Department of Pediatrics, College of Medicine, Chungnam National University,
Sun Hospital',

Purpose : Recently, clinical trials of steroid add-on therapy were reported with variable results in
Kawasaki disease. We analyzed the clinical outcomes of patients at high risk of with Kawasaki
disease(=4 points of Harada score) treated by three commonly used different treatment regimens,

regimens were reviewed retrospectively. Regimen 1 was aspirin(100 mg/kg/day) plus intravenous
gamma globulin 2 g/kg single dose; regimen 2,
globulin 1 g/kg single dose; regimen 3, regimen 2 plus prednisolone(2 mg/kg/day), followed by
tapering two weeks and pulse therapy of methyl prednisolone performed in cases of retreatment.
Also low dose aspirin was given in all three regimens for eight weeks after the acute phase. The
cardiovascular and laboratory evaluations were performed on acute phase, immediate after acute
phase, and subacute phase, eight weeks after treatment.

Results : The frequency of coronary artery lesions and laboratory findings in the three different

Furthermore the frequency of retreatment was decreased in regimen 3 compared to the other two
Conclusion : Steroid add-on therapy showed some beneficial outcome compared to conventional

treatment regimens. The role of steroid in the treatment of Kawasaki disease should be reas-
sessed in systemic manner. (J Korean Pediatr Soc 2002;45:1571-1576)
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Kawasaki disease treated with one of the threee

aspirin(100 mg/kg/day) plus intravenous gamma

of fever after treatment was noted in regimen 3.
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Table 1. Clinical & Laboratory Profiles before IVGG™ Treatment

Group A(n=31) Group B(n=32) Group C(n=33)

IVGG™ 2 g/kg IVGG 1 g/kg IVGG 1 g/kg+sterod 1 value
Sex(Male : Female) 21:10 21:11 25:8 N.S.
Age(years) 23120 22118 29126 N.S.
Duration of fever(days) 53%21 52%1.8 59+3.7 N.S.
Harada score 44%0.7 4708 46+0.9 N.S.
WBC(/mm®) 16,232%7,431 18,147 +6,3386 14,521 =4,506 N.S.
Platelet(10°/mm®) 355+ 124 33099 370+133 N.S.
Hemoglobin(g/dL) 111*+14 109+1.3 10.9%0.9 N.S.
Hematocrit(%) 325*35 32.314.0 31.8£2.7 N.S.
ESR(mm/hr) 59.4+34.0 75.4%37.1 52.1+257 N.S.
CRP(mg/dL) 116+95 14.4+105 11.8+7.6 N.S.
Albumin(g/dL) 4.0%0.5 3.8%104 37104 N.S.
N.S. :not significant, TVGG : intravenous gamma globulin
Table 2. Abnormal Echocardiographic Findings according to Treatment Group

Group A(n=31) Group B(n=32) Group C(n=33)
P value
at Adm'™ F/UT at Adm F/U At Adm F/U

CAL" 9(29.0%) 2(6.5%) 10(31.3%)  1(3.1%) 7(21.2%) 1(3%) N.S.
Pericardial effusion 4(12.9%) 0 4(12.5%) 0 4(12.1%) 0 N.S.
GB?Y hydrops 4(12.9%) 0 11(34.7%) 0 5(18.2%) 1(3%) N.S.
GB?* thickening and/or dilatation 3( 9.6%) 0 4(12.5%) 0 0 1(3%) N.S.

N.S.: not significant, "CAL : coronary artery lesion, 'at Adm :at admission, TF/U:2 months after IVGG treat-

ment, 'GB : gall bladder

9/31%(29.0%), B 10/32U*<31,3%), c 7/334 2) EAUAAL 20| W5}
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Table 3. Clinical & Laboratory Profiles after IVGG™ Treatment at Acute Phase

Group A(n=31)
IVGG™ 2 g/kg

WBC(/mm®)
Platelet(10°/mm?®)
Hemoglobin(g/dL)
Hematocrit(%)

ESR(mm/hr)

CRP(mg/dL)

Albumin(g/dL)

Fever(hours)

Total duration of fever(days)
Hospital stay(days)
Retreatment(number of case)
Total dose of IVGG'(g/kg)

14,373£6,534
402+163
104=+1.3
305%+3.6
8851425
78+6.0
34104
16.8£33.6
75+27
65+2.0
2/31(6.5%)
2.1%+0.40

B(n=32 -
?{%lg 1 (rgl/lfg) IVG((}}rolu%/(lién+ ife)roid P value
1328245511 14,491+ 1,585 N.S.
403+ 159 432+ 183 <0.05
105+14 106+08 N.S.
309+33 318424 N.S.
87.4+30.0 459+22.6 <0.05
77471 7.0+82 N.S.
35+04 33403 N.S.
312+384 51458 <0.05
67+18 62422 N.S.
70+14 72+46 N.S.
4/32(12.5%) 1/33(3%) <0.05
114037 1.0+0.02 <0.05

N.S. i not significant, TVGG : intravenous gamma globulin
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