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At GABAergic synapses on a cerebellar Purkinje neuron, long-term potentiation of
inhibitory synaptic transmission mediated by GABA(A) receptors is induced by
postsynaptic depolarization. Using electrophysiological and fluorescent imaging
experiments coupled with systems biological simulation, this study revealed that neuronal
activity-dependent sustained activation of CaMKII leads to stable modification of
GABARAP self-association, contributing to the long-term maintenance of inhibitory
synaptic LTP.
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