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Additional file 7. Ap exposure does not affect basal respiration of mitochondria, cell
viability or apoptosis in astrocytes. Seahorse OCR analysis showed no differences in
mitochondrial basal respiration between control and AB-exposed astrocytes (A). Alamar blue
assay showed no decrease in viability in the astrocyte cultures exposed to AP (B). Similarly,
WB analysis showed no increase in apoptosis markers caspase-3 and BAX in the AB-exposed
cultures (C and D).



