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[Abstract] Objective
Methods 12 male SD rats were randomly divided into two groups equally as the control group and the epilepsy

To investigate the activation characteristics and role of microglia in epilepsy.

group. The epilepsy group was modeled with a lithium-pilocarpine intraperitoneal injection, and the control
group was given the same amount of normal saline. Western blot and immunohistochemistry were used to
study the expression of Ibal + microglia in rats four days after an epileptic seizure. Results Compared with
the control group, the expression of Ibal in the thalamic cortical circuit and the activation degree of microglia
were increased in the epileptic group, and microglia were specifically hyperplasia in the piriform cortex, para-
ventricular thalamic nucleus, lateral dorsal thalamic nucleus, ventrolateral part, and ventromedial thalamic nu-
cleus. Conclusion The activation and proliferation of microglia after epileptic seizures were highly selective in
brain regions. Inhibition of microglial activation in thalamic cortical circuitry was expected to target epilepsy
treatment.
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