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Attempt to construct a new therapeutic strategy for Kawasaki disease based on
genetic background and Ca2 + / NFAT pathway activation
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The activation of STAT3 (phosphorylated STAT3) and gene expression of STAT3

were significantly decreased in peripheral blood T cells of children with severe Kawasaki disease
before and after IVIG and cyclosporine A (CsA) administration. In the realtime RT PCR study, the
gene expression levels of NFATcl and c2 were both significantly increased after CsA treatment,
confirming its effect on the signaling pathway of inflammatory cytokines. The JAK-STAT pathway and
Ca2+/NFAT pathway were suggested to be involved in the immune response during acute treatment of
Kawasaki disease.

In addition, we measured polymorphisms of the disease susceptibility genes ITPKC, CASP3, and ORAI1l
in children with Kawasaki disease treated at our hospital, and found that the risk allele of ITPKC
was significantly higher in severe Kawasaki disease that was not responding to IVIG.
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