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Intestinal ischemia/reperfusion (I1/R) injury leads to inflammation and
remote organ damage. The NLRP3 inflammasome regulates the caspase-1-dependent release of IL-1f3
after I/R injury. Here, we investigated the role of the NLRP3 inflammasome in mice with intestinal
I/R injury. Deficiency of NLRP3, ASC, caspase-1, or IL-1p3 prolonged survival after intestinal 1/R
injury. NLRP3 deficiency prevented intestinal I/R-induced acute lung injury (ALl) characterized by
inflammation and vascular permeability. Bone marrow chimeric experiments showed that NLRP3 in
non-bone marrow-derived cells was the main contributor to development of intestinal I/R-induced ALI.

The NLRP3 inflammasome in lung vascular endothelial cells is thought to be important to this
process. These findings provide new insights into the mechanism underlying intestinal I/R-induced
ALI, and suggest that endothelial NLRP3 inflammasome is a novel potential target for treating and

preventing this disorder.
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