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Study of the mechanisms of action of calcineurin inhibitors on Kawasaki
disease-like coronary arteritis
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Calcineurin inhibitors have been used for the treatment of refractory

Kawasaki disease. However, the effect on coronary artery lesions in Kawasaki disease patients
remains unknown. This study aimed to investigate the effects and the mechanisms of actions on
Kawasaki disease-like coronary arteritis of calcineurin inhibitors.
Calcineurin inhibitors exacerbated the Nodl-mediated coronary arteritis in a dose-dependent manner.
Similar effects were obtained in SCID mice, suggesting that T and B cells were not essential. On the
other hand, MyD88, adapter molecule downstream of Toll-like receptors, was essential for the
exacerbation of arteritis due to calcineurin inhibitors. Furthermore, calcineurin inhibitors
enhanced the expression of adhesion molecules by endothelial cells and the cytokine secretion by
monocytic cells on MyD88 dependence.
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