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[ Abstract |

Objective To investigate the effect of ceftriaxone(Cef) on TLR4 mediated nerve inflammatory reaction after hy-

draulic brain injury in rats. Methods Seventy-two male SD rats were randomly divided into the sham operation group,brain injury
group and ceftriaxone treatment group(n=24). The rat model of brain injury was prepared by the hydraulic impact method. The Cef
treatment group was treated with Cef(200 mg/kg) on 5 d before injury for successive 5 d. The wet-dry weight method was used to
detect the water content in the brain tissue in each group. The levels of TNF-q and IL-18 in the cerebral cortex were tested with the
ELISA method. The expression of TILR4 protein in the cerebral cortex was measured by immunohistochemical staining and Western
blot methods. Results Compared with the brain injury group,the brain tissue water content caused by the hydraulic impact in the
Cef treatment group was significantly reduced(P<C0. 05) , the levels of TNF-q and IL-18 in the cerebral cortex tissue were decreased
(P<C0.05) ,and the expression of TLR4 protein was significantly down-regulated(P<C0. 05). Conclusion Cef could down-regulate

the expression of inflammatory factors and improve the cerebral edema by inhibiting TLLR4 mediated nerve inflammation reaction.
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