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[Abstract] Objective To investigate the effect of COX-2 inhibitor parecoxib on neurons in hip-
pocampal CAl of rats after global cerebral ischemia and explore roles of microglia activation.
Methods A total of 30 SPF healthy rats, weighing 200-250 g, were randomly divided into three
groups: sham group, control group. and parecoxib group, 10 rats in each. 30 minutes after four ves-
sel occlusion operations, parecoxib group received parecoxib 10 mg/kg treatment intraperitoneally,
the other two groups were given saline, administered continuously for 3 days. On the 7th day, water
maze tests were proceeded, then the rat brains were perfusion fixed. After paraffin sectioning and
Nissl staining and immunofluorescence staining, the numbers of survival neurons in hippocampal CA1l
region were quantified and the morphologic changes of microglia were observed. Results Compared
with sham group, the hippocampal CA1l neurons of control group were significantly damaged, large
numbers of neurons were in apoptosis, the learning and memory ability of rats was significantly de-
creased (P<C0. 05), hippocampus microglial cells were activated. Compared with control group, neu-
ron numbers in hippocampal CAl area of parecoxib group were significantly increased, water maze
test also showed significantly improved learning and memory ability (P<C0. 05), hippocampal micro-
glial cells were activated to a much greater level. Conclusion COX-2 inhibitor parecoxib significantly
rescues hippocampal neurons from ischemic damage and improves the learning and memory ability af-
ter ischemic injury, which might be closely related to the activation of microglia.
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