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Roles of JNK signaling pathway in murine postoperative ileus
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[ Abstract] Objective To explore the roles of JNK signaling pathway in the murine postoperative
ileus(POI). Methods The wild-type (WT) C57/BL6 mice and JNK knockout( JNK”") mice of the
same strain were randomly divided into sham operation group( Sham group, n=6) and POI group(n=
6). The POI model was induced by the classical small bowel manipulation. Mice were treated with a
charcoal marking mixture by oral gavage after 24 h and then sacrificed with anesthesia 20 min later. The
whole small intestines were harvested. The intestinal motility and the histological changes of the ileum
were evaluated, the levels of myeloperoxidase( MPO) , interleukin-13 (IL-18) and IL-6 in ileum were
measured, the expression of Claudin-2 protein was determined. Results Compared with the sham
group, the gastrointestinal transit was significantly decreased( P<0.05), and the MPO activity level of
the small intestine was significantly increased ( P<0.05) both in the WT mice and JNK” mice POI

groups. Compared with WT POI mice, the gastrointestinal transit and the intestinal pathological changes
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were improved, and the levels of MPO, IL-13 and IL-6, and the expression of Claudin-2 protein in the

intestinal tissue were significantly decreased ( P<0. 05 or P<0.01) in JNK’ POI mice. Conclusion

The knockout of JNK gene alleviates intestinal inflammation in mice and improves POI, indicating that

JNK signaling pathway may be involved in the pathogenesis of POI.
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