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Bl LPS 28 X R A8, /s 7 & (O F 40 mg/kg) LiCl A & LPS-VPA 241 kK R L CALl X ripple %% 2 £ B %
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GSK-3p may be involved in the mechanism of seizures

after lithium chloride modified intracranial infection
LI Zhimin ,CAO Xing YU Juming” s JIANG Guohui
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College s Nanchong +Sichuan 637000,China)

[Abstract] Objective To explore whether glycogen synthesis kinase-3 B(GSK-3B) is involved in the
mechanism of lithium chloride (LiCl) modified epileptic seizures after the intracranial infection. Methods A
total of 110 rats were used to establish the model of intracranial infection induced by lipopolysaccharide
(LPS) ,dividing five of them into the control group. On the basis of the control group,the rest of the rats were
treated with pilocarpine(Pilo) to induce epilepsy. The experimental rats were divided into the LPS group, LPS
10 mg/kg,20 mg/kg,40 mg/kg and 80 mg/kg LiCl group, LPS-valproic acid (VPA) group and Wortmannin
(WT) group. The rats in all the experimental groups were injected with 5mL/kg saline once every 24 hours
respectively. After continuous injection of saline for three days, ELISA and Western blot were used to detect
the levels of interleukin (IL.)-18, tumor necrosis factor-a ( TNF-a),1L-10 and p-GSK-38 and GSK-38 in the
hippocampus of the rats in each group. Immunohistochemical methods were used to detect the neurons and
microglias. Electrophysiology was used to estimate the latency and seizure intensity of status epilepticus in ep-
ileptic rats. Results Compared with that of the control group,the expression of GSK-38 in the hippocampus
of rats with intracranial infection significantly increased, but that of p-GSK-33 decreased (P <C0. 05). Com-
pared with those of the LPS group,the power spectrum of ripple oscillation in hippocampal CA1 region of low
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dose (less than 40 mg/kg) LiCl group and LPS-VPA group significantly decreased,but the time of inducing

status epilepticus (SE) significantly increased. The mean power spectral density of FRs in SE phase of the rats

in those groups decreased while the opposite results were found in the LPS 80 mg/kg LiCl group and LPS-WT
group (P<C0. 05). Compared with those of the LPS group,the ratio of GSK-33/p-GSK-38 in hippocampus of
the LPS low dose LiCl group and LPS-VPA group decreased significantly (P <(0. 05) ;the expression of I1L.-18
and TNF-a in hippocampus decreased significantly (P<Z0. 05) ;the expression of IL-10 increased significantly

(P <<0.05) ,and the activation of microglia decreased (P<Z0. 05). The neurons in CA1 region of hippocampus in those

groups were more intact, while the opposite results were found in LPS 80 mg/kg LiCl group and LPS-WT group. Con-

clusion LiCl may be involved in epileptic seizures in rats with intracranial infection by acting on GSK-3R.
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