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Hl ABSTRACT

Somatic mutations in neuropsychiatric disorders

Atsushi Takata

Laboratory for Molecular Pathology of Psychiatric Disorders RIKEN Center for Brain Science

Many things in the world have exceptions. For example, the genome sequence of each cell in the human body is not
always the same. This is because there are somatic mutations, changes in the genome sequence that are generated in some
cells during their differentiation and growth. Somatic mutations are known to cause human diseases such as cancer and
focal cortical dysplasia. Also there is accumulating evidence supporting the contribution of somatic mutations to the
pathogenesis of neuropsychiatric disorders. In this review, I will introduce our own research showing that deleterious
somatic mutations in genes known to be causal for neurodevelopmental disorders, which affect some but not all cells, may
confer the risk of bipolar disorder. Subsequently, recent findings from comprehensive genetic explorations of the
association between somatic mutations and neuropsychiatric disorders using peripheral or brain tissue samples will be
overviewed.

(Japanese Journal of Biological Psychiatry 34 (4) : 151-155, 2023)




