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Antagonism of Calcium Antagonists and a Potassium Channel Opener
on the Convulsion Induced by 4-aminopyridine
Xu Jian-hua, Wang Kai

(Department of Pharmacology, Pharmacy School, Zhejiang Medical
University, Hangzhou 310031)

Abstraet Calcium antagonists nimodipine (NIM) 0.2 mg/kg iv, flanarizine HCI (FLU) §
mg/kg iv and a potassiun channel opener diazoxide (DIA) 0.1 mg icv were found to be effective
to control the seizures provoked by icv 4-aminopyridine (4-AP) 8ug. Results showed that cal-
cium antagonists and potassium channe! openers may have clinical prospects in the treatment
of epilepsy and that the convulsion induced by 4-AP may be related to the blockade of K*
channels in neurones.
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