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The Clinical and Laboratory Features of Kawasaki Disease
with Nonresponsibility to the Acute Antiinflammatory Treatment

Eun-Jung Kim, M.D., Myung-Eun Hong, M.D., Chang-Woo Lee, M.D.
Yeon-Geun Oh, M.D., Jong-Duk Kim, M.D. and Hyang-Suk Yoon, M.D.

Department of Pediatrics, School of Medicine, Wonkwang University, Iksan, Korea

Purpose : To assess the clinical features and laboratory findings in Kawasaki patients with non-
responsibility to the acute antiinflammatory treatment, and identify the risk factors for the nonre-
sponsibility, we reviewed the medical records of patients with Kawasaki disease.

Methods : A retrospective study of 177 patients with Kawasaki disease at Wonkwang University
Medical Center from June, 1997 to June, 2002, was performed. High dose intravenous immune globu-
lin(IVIG) and aspirin were all used for the initial acute antiinflammatory treatment. Two groups,
group A(n=19) of initial nonresponders and group B(n=158) of initial responders were compared clin-

Results : Nineteen(10.7%) of 177 patients hardly responded to the initial antiinflammatory treatment.
Patients with failure to respond to initial treatment(group A) did not differ from the control group in
terms of age, sex, WBC count, coronary abnormalities, and evidence of pyuria. Compared with initial
responders(group B), the patients who were retreated(group A) had a significantly shorter fever-
admission interval(P=0.041), and a higher level of both AST/ALT(P=0.011) and ASO titier(£=0.000).

Conclusion : Among Kawasaki disease patients studied, retreatment group with initial nonresponders
had significantly shorter fever-admission interval, and higher both AST/ALT level and ASO titer,
than the initial response group. (J Korean Pediatr Soc 2003;46:500-504)
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Table 1. Comparison between Two Groups of Demographic
and Clinical Data

Group A(n=19) Group B(n=158) P value"

Age(yr) 2.41%1.89 2.54+1.64 0.756
Sex

Male 13 94 04527

Female 6 64
Fever-Ad.(hr) 92+50 13180 0.041
Ad.-Defev.(hr) 100+60 36+27 0.000
“two tailed unpaired t test, 'Chi-square test
Fever-Ad. : fever-admission interval, Ad.-Defev.: admission—

defeverescence interval

Table 2. Comparison between Two Groups of Laboratory
Data on Admission

Group A Group B P X

(n=19) (n=158) value

Platelet( x 10°/mm?) 198174 178+179 0.647
ESR(mm/hr) 38+31 40£27 0.824
CRP(mg/dL) 91+50 10066 0.594
ASTIU) 248+338 61+90 0.000
ALTIU) 230338 88+108 0.000
ASOIU) 181 +236 80+96 0.000

“two tailed unpaired t test

Table 3. Comparison between
Data on 6th Weeks from Onset

Two Groups of Laboratory

Group A Group B P
(n=19) (n=158) value”
Platelet( x 10°/mm”) 192+197 190+183 0.980
ESR(mm/hr) 16+14 11+12 0.201
CRP(mg/dL) 47144 3.6+3 0.252
ASTIU) 37£95 35+8.1 0.446
ALTIU) 18+9.6 19+104 0.813

“two tailed unpaired t test
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Table 4. Comparison between Two Groups of Epidemiologic
and Laboratory Data on Admission

Group A(n=19) Group B(n=158) P value
Onset(year)
<2,000 10 90 0.426
>2,000 9 68
WBC
<6,000 2 7 0.262
6,000-15,000 13 100
>15,000 4 51
AST/ALT
Both high 12 51 0.011
Others 7 107
“Chi-square test, Fisher’s exact test
180
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Fig. 1. Comparison between two groups of coronary abnor-
malities on admission and 6th weeks from onset. Abbrevia-
tion : CA, coronary abnormalities.
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Fig. 2. Comparison between two groups of pyuria on admis-
sion and 6th weeks from onset.
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