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l ABSTRACT

Translational research to clarify the microglia hypothesis of psychiatric disorders

Takahiro A. Kato

Department of Neuropsychiatry, Graduate School of Medical Sciences, Kyushu University

Neuronal synaptic disfunction has been the central hypothesis of psychiatric disorders and drug developments has been

conducted based on the above hypothesis. Microglia are immune cells in the brain, releasing cytokines free radicals, and

are recently known to contact directly with synapses. In this mini review, we will introduce the microglia hypothesis of

psychiatric disorders, and show our recent translational research approach especially using human bloods.
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