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[ Abstract | Objective: To establish a multi-drug resistant model of temporal lobe epilepsy by
amygdale kindling or pilocarpine introperitonial injection, and to compare the characteristics the
hippocampal sclerosis and mossy fiber sprouting in both models. Methods: SD rats were divided into
control group, amygdaloid nucleus sensitive group, pilocarpine sensitive group, amygdaloid nucleus
resistant group and pilocarpine resistant group. The four experiment groups were prepared for the model
by chronic stimulation of amygaloid basal lateral nucleus and intraperitonial injection of pilocarpine.
Then, phenobarbital and phenytoin or carbamazepine were used to screen for drug resistance, control
group received no treatment. HE staining was used to observe the hippocampal sclerosis, the Timm,s
staining was used to observe the mossy fiber sprouting condition. Results; CA3 region sclerosis
proportion of all experiment groups significantly increased compared with control group (P <0.05),
and mice of drug resistant models were higher than sensitive groups (P <0.05). The comparison
between hippocampal sclerosis proportion of both sensitive groups and comparison between hippocampal
sclerosis proportion of both drug resistant groups showed no statistical significance (P >0.05). MFS

scores of Pilocarpine sensitive group and drug resistant group were higher than that of amygdaloid nucleus
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sensitive and resistant group, difference showed statistical significance (P <0.05). Conclusions: The

pilocarpine-induced models showed severe degree of MFS, which was beneficial for epilepsy drug

mechanism research.

[ Key words | pharmacoresistant epilepsy; amygdale kindling model of epilepsy; pilocarpine-induced

model of epilepsy; hippocampal sclerosis; mossy fiber sprouting
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hippocampal CA3 in epileptical rats
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Fig. 1
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Pathological changes of hippocampal CA3 in epileptical rats
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Fig.2 Mossy fiber sprouting condition of sensitive group and resistant group of

amygdaloid nucleus and pilocarpine model
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