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Biology

GABAergic mechanisms are involved in epilepsy. Impairment of GABA balance causes seizures in vivo and in
vitro whereas drugs which increase GABA release are potent anticonvulsants. The GABAa antagonist bicucul-
line triggers epileptiform afterdischarges in CA1 while stimulating Schaeffer Collaterals in CA3. By blocking
synaptic inhibition mediated by GABAa receptors, bicuculline causes hyperexcitability of CA1 pyramidal neu-
rons, so that a single stimulus elicits a burst containing multiple population spikes superimposed on an underly-
ing fEPSP. Somatostatin suppresses epileptiform oscillations in a few minutes only (see A,B).
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