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Role of extracellular traps in gastrointestinal inflammation
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The purpose of this study was to clarify the involvement of NETs and METs in
the pathology of gastrointestinal inflammation including IBD, focusing on PADI2 and PADI4, and the
induction mechanism of NETs and METs. NETs and METs were induced in TNBS-induced colitis or
DSS-induced colitis, and it was revealed that NETs mediated by PADI4 are involved in the
pathogenesis of TNBS-induced colitis. In contrast, the pathology of DSS-induced colitis was
aggravated in PADI2 and PADI4KO mice. These results suggest that PADI2 and PADI4KO are involved in

the pathogenesis of IBD in an extracellular trap-dependent or -independent manner.
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