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Synaptic control mechanism by microglia after thalamic hemorrhage
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This study clarified a part of the pathogenic mechanism of intractable pain
that occurs after stroke. Specifically, it was shown that synapse removal by microglia, which are

immune cells in the brain, is involved in the pain development. We are also approaching the
identification of microglial subpopulations that control synapses, and further analysis is expected
to lead to proposals for prevention and treatment strategies for post-stroke pain.
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