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Impact: These results provide data to build an adverse outcome pathway network based on neural
network development disruption and cognate changes in cellular states.
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Figure 1. Comparison of tipping points to cytotoxicity and individual network parameters. Tipping points were determined for 42 compounds and compared to A)
concentrations that impact cell viability (orange triangles, lower EC;, between total LDH and alamar blue assays) and B) the minimum (purple circles) and median (blue diamonds) EC50

value for individual network parameters based on Area Under the Curve (AUC) calculations. Heatmap shows AUC EC;, values for each network parameter included in tipping point
determination for reference.
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