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WIER T OMEEE (J530) : The balance between acetylcholine and dopamine in the striatum conducts
the synaptic plasticity in the striatum. Intrinsic striatal cholinergic interneurons receive excitatory
thalamostriatal inputs and then change levels of endogenous acetylcholine. In the p-opioid receptor
(MOR)-rich striosomes, activation of PKC via M1 muscarinic receptors attenuated the suppressive effect
of MOR on the GABAergic inputs to the projection neurons. These results suggest that reduction of
endogenous acetylcholine can increase the excitability of the striatal neural circuits by facilitating the
disinhibition of projection neurons.
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