Development of IPSC-derived Alzheimer Disease (AD) platforms for phenotypic screening
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Incorporate iPSC-derived Astrocytes and Microglia into Co-cultures for
(A) Representative immunocytochemical images of induced excitatory and inhibitory APOE4 and investigating Neuroinflammatory mechanisms
APOE3 neurons cultured on primary astrocytes (DPP14). (B) Develop 3D organoid/assembloid screening assays

Representative raster plots demonstrating the normal development of mature neuronal networks : : :
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Examine APOE4/tau/GABA tripartite relationship
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