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Kawasaki disease.

artery lesions(CALs— group, n=b4).

Laboratory Values in Patients with Kawasaki Disease after
Intravenous Immunoglobulin : Comparison of Patients with Coronary
Artery Lesions to those without Coronary Artery Lesions
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Purpose : We evaluated the effects of intravenous immunoglobulin(IVIG) on level of laboratory pa-
rameters examined serially according to the existence of coronary artery lesions in children with

Methods : Children with Kawasaki disease(n=63), treated with IVIG at a dose of 2.0 g/kg, were
classified as a group with coronary artery lesions(CALs+ group, n=9) or a group without coronary
Levels of various laboratory parameters were determined three
times during admission; before, 24 hrs after and 7 days after IVIG administration.

Results : There were no significant differences in laboratory parameters performing at, before and 7
days after IVIG administration. However WBC and neutrophil counts, and CRP were significantly
higher, and the level of albumin was significantly lower at 24 hrs after IVIG administration.
Conclusion : Approximately 15% of patients with Kawasaki disease showed CALs in the acute
stage. Kawasaki disease patients with CALs were associated with persistent elevated levels of in-
flammatory parameters including WBC count, neutrophil count and CRP examined 24 hours after
IVIG administration. (J Korean Pediatr Soc 2003;46:162-166)
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Table 1. Parameters Studied in the Groups with and without Coronary Artery Lesions, before Intravenous Immunoglobulin Treat-

ment(mean£SD)

CAL+ group(n=9) CAL— group(n=54) P
No. of pts. Value No. of pts. Value

Hemoglobin(g/dL) 9 10.9£0.8 54 105%1.7 NS
Hematocrit(%) 9 324%+23 54 31.2%+33 NS
Platelet( X 10*/mm?®) 9 378142 54 380134 NS
WBC( X 10%/mm?) 9 16.3£6.3 54 155%5.3 NS
Neutrophil(%6) 70.3£20.5 54 70.0£10.2 NS
Lymphocyte(%) 21.8%£19.1 54 21.5+94 NS
Monocyte(%) 6.1+t5.2 54 6.2+2.8 NS
ESR(mm/hr) 8 46.8112.8 47 47.0£12.9 NS
cESR(mm/hr) 8 229194 47 227195 NS
Total protein(g/dL) 9 6.0E0.7 53 6.210.6 NS
Albumin(g/dL) 9 3.3%0.3 53 3.5%0.4 NS
IgG(x10°, mg/dL) 4 1.01£0.29 21 0.96%+0.20 NS
IgM(mg/dL) 4 186+24 21 17390 NS
IgA(mg/dL) 4 72E17 21 70£43 NS
IgE(IU/mL) 4 481 +647 21 142184 NS
CRP(mg/dL) 9 15.0£6.6 54 115%75 NS
ALP(IU/L) 8 556209 50 598269 NS
ASTIU/L) 9 47£36 54 73*£114 NS
ALTIU/L) 9 78=£51 54 127%150 NS
y -GTP(IU/L) 8 94=£73 38 10090 NS
LDHIU/L) 9 494+126 52 550£177 NS
CPKIU/L) 9 95=*114 50 69E56 NS
C3(mg/dL) 4 81£23 18 94=£27 NS
C4(mg/dL) 4 22*5 18 31%+11 NS
T. cholesterol(mg/dL) 8 14028 51 139423 NS
HDL-cholesterol(mg/dL) 6 29.3+11.2 42 30.2%+12.3 NS
Triglyceride(mg/dL) 8 139+28 51 139+23 NS

Abbreviations : ALP, alkaline phosphatase; T.cholesterol, total cholesterol; CAL, coronary artery lesion; NS, statistically not sig-

nificant
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Table 2. Parameters Showing Significant Changes 24 hrs after Intravenous Immunoglobulin Administration in Both Groups
(mean*SD)

CAL+ group(n=9) CAL— group(n=54)
No. of pts. Value No. of pts. Value r
WBC(%10°/mm?”) 9 147+63 54 11.3£42 0.045
Neutrophil(%) 635+165 449+187 0.011
Lymphocyte(%) 280+15.7 42.8+169 0.023
Monocyte(%) 59+48 86136 NS
CRP(mg/dL) 7 17.0%81 42 86+65 0.006
Albumin(g/dL) 7 26%0.1 52 29+0.3 0.047
Abbreviations : CRP, C-reactive protein; CAL, coronary artery lesion
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