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Elucidation of neural GABA transporter function by developing novel
subtype-selective inhibitors
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Compound B, a candidate of the selective inhibitor for the BGT-1 subtype of
the GABA transporters, showed an antidepressant effect in the tail suspension test. This compound

showed high binding affinity and agonistic activity on GABAA receptors. It did not bind to GABAB
receptors. These results suggested that the antidepressant effect of the compound B is due to the
inhibition of BGT-1 or the combined action of BGT-1 inhibition and GABAA receptor activation. In
order to obtain a compound which does not act on GABA receptors but inhibits BGT-1 selectively, four
compounds were newly synthesized. However, none of them showed BGT-1 inhibitory effect.
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