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The purpose of this project was to elucidate the role of the NLRP3

inflammasome in CAWS vasculitis.
It has revealed that the NLRP3 inflammasome plays an important role in the development of CAWS

vasculitis. In addition, bone marrow-derived dendritic cells were identified as responsible cells

for NLRP3 inflammasome activation. Furthermore, we revealed that IL-13 precursor and NLRP3
synthesis (priming pathway) were induced via the Dectin-2/Syk/JINK/NF-k B pathway and the NLRP3

inflammasome is activated via the Dectin-2/Syk/JINK/mitochondrial reactive oxygen species pathway.
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