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[Abstract] Objective To observe the effect of parecoxib on intestinal barrier function of septic
mice. Methods Sepsis was induced by cecal ligation and puncture (CLP) model. Twenty-one male
C57BL/6 mice were randomly divided into three groups (n =7 in each group): group Sham, group
CLP, group P (parecoxib 2 mg/kg was administered via gastric tube 2 h after CLP). In vivo intestinal
permeability was measured using an in vivo ligated loop model 24 h after surgery. Twenty-one male
C57BL/6 mice were randomly divided into three groups as before. The small intestine tissue sample
was harvested 24 h after surgery. The intestinal pathological changes were observed under light mi-
croscope. The expression of tight junction proteins ZO-1, Occludin, and Claudin-1 in the ileum were
measured by Western blot. IL-6 and PGE, level in the ileum were measured by ELISA.
Results Compared with group Sham, the intestinal permeability was significantly increased and there
was a significant intestinal pathological injury in group CLP. IL-6 and PGE, level in the ileum was sig-
nificantly increased and the expression of tight junction protein ZO-1, Occludin, and Claudin-1 in the
ileum were reduced in the group CLP (P<C0. 05). Compared with the group CLP, intestinal permea-
bility and pathological injury was significantly reduced in the group P. The levels of 1L-6 and PGE,
were significantly decreased (P<C0.05), the expression of ZO-1, Occludin, and Claudin-1 were up-
regulated in group P (P<C0.05). Conclusion Parecoxib can decrease the levels of proinflammatory
factors and up-regulate the expression of tight junction to reverse intestinal barrier dysfunction caused

by sepsis in mice.
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