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The glutamate system is of critical interest to neuroscientists. This excitatory system in turn modulates ?-
aminobutyric acid (GABA) release, a crucial inhibitory neurotransmitter, vital to normal brain function. Three
main classes of glutamate receptor exist: N-methyl-D-aspartate (NMDA);-amino-3-hydroxy-5-methyl-4-butyl
isoxazole propionate (AMPA), and Kainate (KAR).

In this study, we seek to examine two subtypes of KAR, which regulate two distinct currents, one of which
mediates a small, slow component via a GluR5 subunit. The two distinct currents mediated by these KAR
subtypes, have very different possible functions in normal and pathological synaptic transmission. We argue
that previous postulates that activation of these channels directly attenuates GABA release may be false. We
suggest that GIuR6 channels are being activated in the dendrites and axonal trunk, and signaling GABA
inhibition via G-protein-coupled cascade, and possible activation of another intracellular messenger.

We believe that activation of the GIuR6 channel may lead to over-depolarization of interneurons, and
contribute to the depression of inhibitory transmissions. This depressive effect on inhibitory transmission is
one of the most commonly studied models of epileptogenesis in the brain.



