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Molecular mechanisms underlying inflammasome-mediated cardiovascular disease

Takahashi, Masafumi

3,700,000
NLRP3 IL-1B
NLRP3
NLRP3 E3 ARIH2 ARIH2
NLRP3

NLRP3 inflammasome is a multiprotein complex that regulates IL-13 release
and involved in sterile inflammatory responses. We investigated the role of NLRP3 inflammasome using
mice deficient for NLRP3 inflammasome components and found the importance of NLRP3 inflammasome in

abdominal aortic aneurysm, doxorubicin-induced cardiotoxicity, and pregnancy hypertension.
Furthermore, we identified an ARIH2 as an interacting molecule with NLRP3 and found that ARIH2
directly ubiquitinates NLRP3 and negatively regulates its activation. These findings suggest that
NLRP3 inflammasome is a key player in the pathophysiology of cardiovascular disease and a better
understanding of the mechanism that underlies NLRP3 inflammasome will offer new therapeutic
modalities in the disease.
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