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Sgnctional mechanism of cyclosporin A therapy for immunoglobulin-resistant Kawasaki
isease
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The functional mechanism of CsA therapy in KD patients has remained unclear. To
evaluate the NFAT pathway and activation of JAK and STAT pathway, we examined the gene expression using
real-time RT-PCR and, pSTAT3 and pSTAT5 using flow cytometry. Thirty-six KD patients were divided into
three groups: responsive to initial IVIG, responsive to additional 1VIG, and treated with CsA group. In
the CsA group, expression of mRNAs for interleukin-2 NFATcl and NFATc2 was significantly increased,
whereas the mean fluorescence intensity (MFI) of pSTAT3 (CD3+ T cell) and pSTAT3 (CD16b+ granulocyte) was
decreased after CsA treatment. In the group responsive to initial IVIG, the expression of mRNAs for
STAT3, 5A, 5B was decreased after IVIG treatment; on the other hand, the MFI of pSTAT3 (CD3+ T cell) and
pSTAT3 (CD16b+ granulocyte) was decreased, and that of pSTATS5 (CD16b+ granulocyte) was increased, after
IVIG. Our results suggest that CsA may act through a mechanism other than the NFAT pathway.
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