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Elucidation of molecular mechanisms causing cognitive dysfunction in
schizophrenia and development of novel therapeutic strategies

Fukuda, Mayu
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In this study, in addition to Df(16)A+/- and Setdla+/-, which have a clear
causal relationship with schizophrenia, we conducted various behavioral experiments using Kmt2c+/-
and Kmt2e+/-, which are mouse models of a single-gene disorder of neurodevelopmental disorders
related to KMT isoforms, and also aimed to perform multi-omics analyses including transcriptomic,
metabolomic, and proteomic analyses at different developmental stages using samples obtained from
the prefrontal cortex of the mouse brain. The results showed that characteristic behavioral
abnormalities were observed in each mouse line, and that several different genes were up- and
down-regulated in each mouse line and at each developmental stage.
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