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[Abstract] Objective

hepatic ischemia reperfusion. Methods

To investigate the protective effects of N-acetyl-L-tryptophan (L.-NAT) on intestinal damage after rat
Twenty-four healthy adult rats were divided into the sham operation group (Sham) ,ische-
mia reperfusion group (IR) ,ischemia reperfusion and N-acetyl-I.-tryptophan group(IR+1-NAT). The hepatic ischemia reperfusion
model was established by occluding the afferent vessels of the left and middle lobes. The morphological structures of the small intes-
tine were observed by hematoxylin-eosin (HE) staining. The expressions of active caspase-3,Bax and Bcl-2 were detected by immu-
nohistochemistry staining. Results (1) In the IR group, the structure of intestinal villis was destroyed, the intestinal mucosa
showed congestion and exfoliation, the epithelial cells had degeneration and necrosis,and infiltration of inflammatory cells appeared;
which could be alleviated by L.-NAT. (2) The immunohistochemistry showed that compared with the Sham group,the expression of
active caspase-3,Bcl-2 and Bax in the IR group was increased,after L-NAT intervention, the Bax and caspase-3 expression was de-
creased,while the Bcl-2 expression was further increased. Conclusion L-NAT could inhibit the apoptosis of small intestinal epithe-

lial cells caused by liver ischemic reperfusion and attenuates intestinal epithelial damage.
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