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The effect of S-Nitrosoglutathione on the intestinal epithelial barrier after acute ischemia reperfusion injury”
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(Department o f General Surgery ,the A f filiated Xingiao Hospital of the
Third Military Medical University »Chongging 400037 ,China)
Abstract: Objective To investigate the effect of S-Nitrosoglutathione (GSNO) on acute ischemia reperfusion (I/R) induced in-
testinal barrier function lesion in a mouse model. Methods Twenty-four 6 — 8-year-old C57BL/6 mice were divided into 3 groups,8
for each: (1) the sham group;(2) the I/R group;(3) the I/R+GSNO group. The mouse intestine I/R model

occlusion of the superior mesenteric artery temporarily followed by reperfusion for 6 h. Histological changes in the small intestine

was established by the

were observed after HE staining; the expression of claudin-1 protein in the intestine epithelium was assessed by immunohistochem-
istry staining as well as western blot analysis. Results Both HE staining and immunohistochemistry results showed the integrate
intestinal villi with the continuous Claudin-1 expression alone the villi in the sham group;the intestinal villi of the I/R group partial-
ly detached, thickened.crooked and fractured.,with the obvious disconnection of Claudin-1 staining alone the top of the villi; while
the intestinal villi of the I/R+ GSNO group were neatly arranged and damage to intestinal mucosa was much alleviated,accompanied
with the marked restoration of the continuity of claudin-1 staining. Compared to the sham group,claudin-1 protein level of for the I/
R group and the I/R+GSNO group decreased by 32. 5% and 13. 8% respectively (P<C0. 05) ;and compared to the I/R group,clau-
din-1 protein level of the I/R+GSNO group increased by 27. 8% (P<C0.05). Conclusion Protein level of claudin-1 would decrea-
ses after I/R,and pretreatment with GSNO can effectively relieve the damage of intestinal mucosal structure as well as intestinal
tight junction barrier through upregulating the expression of claudin-1 protein.
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