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Modeling Alzheimer™s disease with patient astrocyte
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Alzheimer®s disease is expected to increase dramatically with the advent of
an aging society, but treatment methods are limited. To understand the pathogenesis of Alzheimer"s
disease, we focused on astrocytes, the most abundant cell type in the brain. In order to prepare
astrocytes from patient iPS cells, we worked on improving the differentiation induction method. In
addition, we established a method to model sporadic Alzheimer®"s disease, which accounts for more
than 90% of Alzheimer®s disease. As a platform for modeling sporadic Alzheimer®s disease in
astrocytes, we constructed a cohort-scale disease-specific iPS cell and cel IGWAS method that can
explore the genetic background by each cell-type and phenotype.
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