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INTRODUCTION

2 ANTAGONISTS DECREASE GABA, RESPONSE, MIXED POPULATION ACTIVITY

A balance between inhibitory neurotransmission and neuronal excitation is critical for ' PICROTOXIN ' BICUCULLINE PTZ : PRE(;SE::\'A?_;ONE
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derived neuronal co-cultures, and the ion flux of a,B,y,-GABA,. network burst -
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Mean firing rate ol | N l L | ¢ * Agonists GABA and muscimol induced sedation in hiPSC-derived neuronal co-cultures
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Burst duration | & | $L* | dL* : J and increased a,[3,y,-GABA, current (fig.1) while antagonists bicuculline and picrotoxin
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Baseline 1 : | | : | * Inion channel assays, bicuculline blocked GABA- and muscimol-induced current (fig.3).
l 1 242 LTI Ty In hiPSC-derived neuronal co-cultures however, muscimol-induced sedation was not
| 1 . e | 1 | | reversed by bicuculline. It is known that bicuculline cannot compete with muscimol at
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= e U D cultures and increased a,B,y,-GABA, current (fig.3). It was competitively antagonized by
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