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Elucidation of dynamic pathologies of developmental and neurodegenerative diseases

Okazawa, Hitoshi
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By in vivo imaging with two-photon microscopy and by live imaging with confocal
microscopy, we revealed the pathological processes from molecular dysfunctions to synapse dysfunctions in
Alzheimer’ s disease, polyglot diseases, intellectual disability and microcephaly. Moreover, we showed
the possibility of AAV-based gene therapies to restore molecular dysfunctions in the brain and to recover
the symptoms of spinocerebellar ataxia, intellectual disability and microcephaly and to improve synapse
level abnormality of Alzheimer’ s disease in each mouse model.
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