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: : : : predictions, etc. DILIsvm® Model Diagram
QST platform (DILIsym®) used to model liver biochemistry and simulate IRI _ y 8 electron row(. )
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e Oligomycin (OLIGO) / FCCP / Antimycin A (ANT) - Standard
inhibitors for defining leak, maximal respiration, and non-
mitochondrial oxygen consumption (for assay calibration).
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IRl reduced pyruvate/malate-stimulated respiration by ~60%, suggesting _
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* DILIsym® simulations reproduced rat aminotransferase elevations and aligned
with historical human IRI data

_ Pyruvate OXi SINIEGLAEREIWAN DIiLisym simulations (red-hued profiles) in an average rat/human, and in glucose pyruvate
SR SSRCSMLSAMLUE  population samples in the form of SimCohorts (n=16) and SimPops (n=285).
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