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Abstract

THE SIGNIFICANTE OF SERUM TUMOR NECROSIS FACTOR (TNF) IN KAWASAKI DISEASE

H,Suzuki , M.Koike
The etiology of Kawasaki Disease(K.D.) is still unknown,but recent evidences
have revealed that some immunoregulatory abnormalities may be involved in its
pathogenesis. It has been shown that macrophages/monocytes systems are
activated in the acute stage and seem to be related to its inflammatory
processes,.Tumor necrosis factor (INF) is a cytokine produced by macrophages/
monocytes.Although TNF has been first characterized as a factor carrying a
potent tumorcidal activities, recently it has reported that ITNF is a potent
inducer of both procoagulant activity and surface antigens on human endo-
thelial cells,
We studied 36 infants with K.D. ranging in age from 3 months to 6 years old,
who were admitted to our hospital between January 1986 and October 1988 They
were divided into 2 groups according to their therapy(19 cases Immunoglobulin
group.17 cases Aspirin only group). We also examined,as a control,anaphylactoid
purpura, ITP,IM and others.we assayed serum TNF levels using the ELISA method
developed by Asahikasei Company Japan,

In this study, W A significant increase in serum TNF was observed only after



high dose immunoglobulin therapy in K.D.. @ High dose immunoglobulin therapy
did not produced any significant change in serum TNF levels in other diseases
such as myasthenia gravis and ITP. ® There was no correlation between the serum
TNF level and the incidence of coronary artery aneurysm.

Our findings suggest that TNF may not be a primary factor of coronary
anéurysm but it may be induced by high dose immunoglbulin therapy in K.D. We
think it is important to clarify the relationship between the role of TNF and

therapeutic effects of immunoglbulin in this disease.
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