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The mechanism for the formation of compensatory circuits after brain injury by
synaptic plasticity
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It has previously shown that rehabilitation-dependent delivery of the AMPA
receptor into synapses leads to functional recovery after cortical injury. However, it is unclear
how the synaptic accumulation of AMPA receptors compensates for motor function. To elucidate the
function of AMPA receptors accumulated in the peri-injury area, we attempted to manipulate them
spatiotemporally in individual animals using an optogenetic approach (CALI method). In this study,
we established a subunit-specific optical inactivation of AMPA receptor subunits such as GluAl/1 and

GIluA2/3 in vitro and in vivo.
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Optical inactivation technology for GluA2/3 AMPA receptor.

45

2022
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