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INTRODUCTION . . . . "
Ambient concentration of the major excitatory transmitter Glu is tightly controlled by sodium dependent, high affinity transporters located on 1. Perfusion Z?f juvenile (P10-13) rat hippocampal slices
astrocytes and neurons (EAAT1,2,3) in the hippocampus (Danbolt 2001). Failure of Glu uptake has been reported to evoke epileptic activity with low-[Mg?] ACSF rssulted Irv_sppntaneous SLEs

both in vitro and in vivo (Danbolt 2001, Demarque et al., 2004, Cattani et al., 2007). Moreover, altered expression of Glu transporters have rug application

been reported in chronically epileptic animals (Ueda et al., 2001, Danbolt 2001). In contrast, Glu uptake transporters function in the reversed
direction during ischemic conditions (Rossi et al., 2000). The low-[Mg2+] model of experimental epilepsy exhibits recurrent seizure-like events
(SLEs) with a characteristic temporal pattern (Lasztéczi et al., 2006). We report on the effects of Glu uptake inhibitors L-trans-pyrrolidine-2,4- otmv
dicarboxylate (tPDC), DL-threo-b-benzyloxyaspartate (DL-TBOA) and dihydrokainic acid (DHK), representing different transporter specificity
and membrane permeability profiles, on recurrent seizure-like events (SLEs) evoked in hippocampal slices by low-[Mg2+] condition.
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