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Effect of ceftriaxone on cognitive function after subarachnoid hemorrhage in the adult rats
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[Abstract] Objective To explore the effect of cefiriaxone (CEF) on cognitive function after subarachnoid hemorrhage (SAH) and
its mechanism in rats. Methods Sixty—eight adult rates were randomly divided into 3 groups i.e. CEF treatment group (n=32), control
group (n=24) and normal group (n=12). The model of SAH was established by two injections of autogeneic blood into the cerebellar
cisterna magna in the rats of the treatment and control groups. Thirty—two rats in the treatment group were divided into two subgroups, i.
e. low dose subgroup (n=8) in which 50 !l CEF at concentration of 50 wmol/L. was injected into the cerebellar cisterna magna 3 hours
after SAH and high dose subgroup (n=24) in which 100 1 CEF at concentration of 100 pwmol/L was injected into the cerebellar cistern
magna 3 hours after SAH. The functions of learning and memory were by Morris water maze test in all the groups 5 days after SAH. The
levels of EAAT2 and Cleaved Caspase—3 expressions in the hippocampal tissues by Western Blot in all the groups 6, 12, 24 and 48
hours after SAH. Results The escape latent period was significantly shorter in the high—dose group than that in the control group (P<
0.01). The level of EAAT2 expression was significantly higher, and the level of cleaved Caspase-3 expression was significantly lower in
the hippocampal tissues in the high dose group than those in the control group 48 hours after SAH (P<0.05). Conclusion It is suggested
that CEF has neuroprotective effect after SAH by the upregulation of EAAT2 expression in the hippocampal tissues in the rats.
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