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Identification of inflammasome binding protein and novel signal pathway

Kawashima, Akira
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The purpose of this study is to identify the inflammasome activation system.
Firstly we performed comprehensive analysis of inflammasome components by TOF-MS. In result we found that
certain type of E3 ubiquitin ligase binds one of the inflammasome components and ubiquitination. And this
molecule inhibits inflammasome activation through degradation of inflammasome components. These results
reveal the pathway that regulates the inflammasome through the ubiquitination and degradation.
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