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GABA and GABAergic system.
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ABSTRACT: y-Aminobutyrate (GABA) is a major inhibitory neurotransmitter in mammalian central nervous
system. GABA is also detected in many peripheral non-neuronal tissues and cells, and is thought to be involved in
certain physiological functions other than neurotransmission. In this review, we introduce GABA and GABAergic
system composed of GABA, GABA synthetic enzymes glutamate decarboxylases (GADs), GABAA, GABAc and
GABAB receptors.
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Fig. 2 GABAAa receptor and its subunit.
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Fig. 3 GABAB receptor
The native GABAB receptors may represent a heterodimer of GABAsR1 and GABABR2.
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