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Long-term learning and memory capacity effects on neonatal HIBD rats after NS398 intervened
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Abstract: Objective

(HIBD) rats after injected selective COX-2 inhibitor NS398 intervened. Methods

To study long-term learning and memory capacity effects on the neonatal hypoxic-ischemic brain damage

Intraperitoneal injected with NS398 after the

model of HIBD Wistar rats was established, the Morris water maze test and shuttle box test in rats were used to research effects of

long-term learning and memory at 28d after hypoxic-ischemic damaged. HIBD group and control group also counted at a same way.

Results

bility,and NS398 group was superior to HIBD group. Conclusion

long-term learning and memory ability in neonatal HIBD rats.

After statistical comparison, HIBD group was significantly lower than control group in long-term learning and memory a-

Application of selective COX-2 inhibitor NS398 can improve
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