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Improved Method for Status Epilepticus Induction in Mice with Pilocarpine
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ABSTRACT: OBJECTIVE To explore the optimal strategies to establish pilocarpine model of status epilepticus (SE) in mice.
METHODS The 98 ICR mice were randomly divided into seven groups, and SE model was established by intraperitoneal
injection of pilocarpine with regular (single-dose of pilocarpine) or modified methods in each group. In modified methods, mice
were administrated with 150 or 200 mg kg™ pilocarpine, and then they were added 30-100 mg-kg™" pilocarpine every 30 min if
SE were not induced. The SE state of mice were evaluated by the seizure behaviors and electroencephalography. RESULTS
For regular methods: 4 mice were induced SE, 5 were no-SE and 5 died in 200 mg-kg ™' gourp; 3 mice were induced SE and 11
died in 250 mg-kg ™' group; all 14 mice died in 300 mg-kg ' group. For modified methods: 6 mice were induced SE, 2 mice were
no-SE and 6 mice died in (150+50)mg-kg ' group; 7 mice were induced SE and 7 died in (150+100)mg-kg ' group; 6 mice were
induced SE, 3 mice were no-SE and 5 died in (200+30)mg-kg™" gourp; 9 mice were induced SE and 5 mice died in
(200+50)mg-kg™" group. CONCLUSION It may be hard to get a suitable dose to establish pilocarpine SE model when using
regular single-dose method, and the (200+50)mg-kg™' modified method may be an optimal strategy to establish pilocarpine SE
model in mice.
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Tab. 1 The mortality rate and SE success rate of different
strategy of pilocarpine administration

MBI ORKR I M RRIE mRIh®/

paih
T R B Ei% E /% %
200 mg kg™ 5 5 4 35717 3571 2857
250 mg-kg™ 11 0 3 7857 0.00" 21.43
300 mg-kg™' 14 0 0 100.00" 0.00”  0.00"?
(150+50)mg'kg”" 6 2 6 4286 1429  42.86

(150+100)mg-kg™" 7 0 7 5000  0.00" 50.00
(200+30)mg-kg ™" 5 3 6 35717 2143  42.86

(200+50)mg-kg ™" 5 0 9 35717 0.00" 64.29?

¥ 5 200 mg-kg ™ A ELEL, PP<0.05; 5 250 mg-kg ™ 4 AL, PP<0.05.
Note: Compared with 200 mgkg™ group, "P<0.05; compared with
250 mg-kg™', ?P<0.05.
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Fig. 1 The representive EEG of death and SE state

A—sudden death after administered by pilocarpine; B—SE state, and then
terminated by drugs; C—sudden death; D—SE state.
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