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Abstract

Effects of gammaglobulin therapy (GG ) in Kawasaki Disease (KD).

The effects of GG on clinical examinations of KD were investigated. From

Jnly to the end of Descember, 1987, 5 patients with KD Were‘ad'mi'tted'.Each'

patient wes received 50m¢/ky of aspirin.As for GG, 3 patients had been

treated with 100m/ky and 2 patients were treated with 400m/ky of GG for

5 days which were recommended by >the committee of KD study group.The

effects of GG on peripheral blood cells, p&lymorphonuclear cells( PMND,

CRP , ESR, immunogloburlin levels, and PMN cheniluminescence (CL Dwere

examined in these patients . Serum treated zymosan or N-formyl-methionyl

—leutyl—phenYIélnin was used as the stimulant of PMN. Luminol~—~dependent .

CL was measured with Luminophotometer. The numbers of patients are small,

the decrease of PMN,CRP and CL is likely to be observed after the admin-—

iétration of GG as compared with our previous data. Further study is needed

to confirm that these findings may be the useful indicators evalu'ating”»fovr

the GG effects in KD.
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