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Alzheimer's disease (AD) is characterized by a complex pathology, not fully resolved yet. This fact, together with the lack of reliable models, has impeded the development of effective therapies. Glial cell dysfunction has

been proposed to be involved in AD pathogenesis, but this cannot be properly modeled using the available animal models, so we hypothesized that glial cells derived from human induced pluripotent stem cells (iPSCs)
from patients can serve as a better platform for studying the disease.
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