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« NAMkind™ Liver resolves intra-class TZD toxicity, matching known clinical safety * MOS values across 3 assays and the LDH flag show clear gradients,
(troglitazone > ciglitazone > pioglitazone > rosiglitazone > lobeglitazone) enabling ranking within a chemical series for SAR-driven decisions.

NAMkind™ LIVER DIFFERENTIATES ANTIBODY DRUG CONCLUSIONS
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human-relevant 3D platform for early liver

Trastuzumab Emtansine Trastuzumab Deruxtecan Trastuzumab antibody safety prediction and lead optimization.
: : Cmax 150 Cmax * In a clinically benchmarked

g 100~ 100- : : small-molecule dataset of 92
o % - : _
T 100 ,——;...éi compounds, the model demonstrates
5% : : § strong predictive performance (> 90%
=92 50— 50— Fkkk "
gr 3 : . 50 5 across metrics).
o< - . . . . “gn
2 : : : NS ! ; * Low MOS values indicate sensitive

0- I S 0 I Sl 0 I S detection of toxicity near clinically

10% 107 10 105 104 103 107 10% 107 10 105 10% 103 107 10% 107 10 105 104 10° 1072 relevant exposure levels, lower than

— AP — Albumin  — GSH [g/ml] typically reported in the broader field.

* Multi-endpoint profiling (ATP, LDH,
albumin, GSH) captures toxicity missed
by ATP alone, reducing false negatives.

* Trastuzumab Emtansine: more stable linker and intracellular payload release, yielding a localized toxicity profile

* Trastuzumab Deruxtecan: more labile linker with a membrane-permeable payload, enabling broader distribution

and bystander effects |
* Supports compound ranking, SAR

optimization, and early liver safety risk
assessment across modalities.

« Multi-endpoint readouts (ATP, LDH, albumin, GSH) capture these mechanistic differences, supporting risk
stratification and optimization of ADC linker—payload combination
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