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Abstract

Gammaglobulin Treatment For Kawasaki Disease

—Long—-term follow up study ofAcoronary arterial lesion and changes of

WBC counts in acute phase—

Furusho K, Kamiya T, Nakano H, Kiyosawa N, Shinomiya K, Hayashidera T,

Hirose O, Manabe Y, Kawarano S, Yokoyama T, Tamura T, Mori C, Baba K,

Baba K, Joho K, and Seto S

Coronary arterial lesion(CAL)was recognized in acute phase of Kawasaki

disease(KD) in 43 of 246 patients(175%)being treated by high—dose gamma-

globulin(GG), whereas, in 38 of 94 patients(40.4% ), being treated by aspi—

rin(ASA). During 24 months after the onset of KD, CAL became normalized

ecchocardiographically in 38 of 41 patients(927% ) in GG- treatcd group,

whereas, in 29 of 36 patients(80.6% ) in ASA—treated group.

Within first 7 days after begining of the treatment, WBC(Neutrophile)

counts decreased more rapidly in the patients without CAL than those in the

patients with transient and persistent CAL.

These results suggest that GG— treatment is effective not only in redu-

cing the overall prevalence of CAL

in KD but also in reducing the persis-

tency of CAL. According to the decreasing rate of WBC(Neutrophile) counts

during the tratment, we may control the dose of GG and_ “or duration of GG-

treatment,
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