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Improved Alzheimer’s disease models using neuronal and microglial live-cell analysis in 2D and 3D
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Aggregation of Tau peptide induced greater neurotoxicity in primary neurons > S z. B Elevated cytokine levels observed in AD neurons + microglia iPSC co-cultures
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£ 3 £ ° in cell death (40 £ 8 vs. 14 + 1 %, 3 replicates) (13.7 £ 1.7 vs. 7.2 + 3.6 OCU), whilst not affecting correlation (0.95 + 0.01 vs. 0.97 + 0.01; 2 replicates)
£ g < - . - T e ' s e e 2 ’ 8 Ue s At P : (425 + 46 pg/ml), and CCL-2 (6300 + 227 pg/ml) were consistently higher for the disease phenotype compared to healthy controls (50 + 9
Z e . : . . < 020 —— 348 ; “3;62 60 - ,6” “‘ ',5 - ) - !\lorl-?ggregated gnly yieldefj substantial - OKA decreased the number of active nodes (180 * 24 objects/image), mean intensity (3.8 + 0.3 OCU) as well as correlation (0.27 + 0.02; 6 pg/ml, 209 + 31 pg/ml, and 3190 + 300 pg/ml, respectively; 6 replicates).
204 292 Tir:zo(h) 8 3% Time (h) - Log[Taul(g/mh) inhibition of neurite formation at 150 pg/mL. replicates) compared to vehicle. All data contained in this poster is expressed as Mean + SEM



