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Abstract Objective

To investigate the effect of Ala — Gln on intestinal mucosa permeability after severe brain injury. Methods

30 patients with severe brain injury were randomized into Gln group ( nutrition supported treatment enriched with Ala — Glu,15 cases) and

control group ( nutrition supported treatment only,15 cases). The alterations of urine excreted rate of lactulose and serum levels of DAO

and D - lactate on day 1,3,5,7 after brain injury were observed. Results

Compared with control group, the urine excreted rate of lactu-

lose and serum level of DAO in Gln group on day 1 after brain injury were slightly reduced (P =0.200) , while all three indexes were sig-

nificantly reduced on day 3,5,7 (P <0.05). Conclusion
damage after severe brain injury.
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