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Abbreviations 5-HT, 5-hydroxytryptamine; EKP, ethyl ketopentenoate; GABA, gamma-aminobutyric acid; IV, intravenous;

myoclonic and tonic-clonic seizures in a model of generalized epilepsy ****P<0.0001. Statistically justified outliers were removed. KA, kainic acid; PSD, Power Spectral Density; PTZ, pentylenetetrazol; SEM, standard error mean; VHC, vehicle.
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