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[Abstract] Objective To investigate the protective effects of N-acetyl-L-tryptophan (L-NAT) on neonatal rat striatal injury
hypoxic—ischemic encephalopathy(HIE). Methods The HIE rat model was established with SD neonatal rats on 7 d. The morpho-
logical change of striatum was evaluated by HE staining and the expression levels of Caspase3,Bcl-2 and Bax were observed by im-
munofluorescence staining. Results Compared with the sham group, the expression of Caspase-3,Bcl-2 and Bax in the HIE group

was increased, while the neurons in striatum were arranged in disorder,moreover the number was significantly decreased;the injury

degree of striatal neurons in the HIE+L-NAT group was alleviated,Caspase-3 and Bax expression was decreased and Bcl-2 expres-

sion was further increased. Conclusion

L-NAT protects neonatal rat hypoxic-ischemic cerebral injury possibly by regulating Bcl-2

family protein expression to alleviate the injury degree of striatal neurons.
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