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into account the effect of outliers
e e e * Cellviability in all groups remained >80%, suggesting that the T4G induction by the reference control was without compromising the health of the hepatocytes. Walter et al., 2025; 2. Richardson et., al 2014; 3. Baze et al., 2024; 4. Raza et al.,
Feeder cell seeding  High T4G in rat compared to the human levels, suggested that there is Quantitative species difference among the two. S0T72024; 5. Noyes etal., 2019
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T ke Treatment o « PCB153 showed high induction of T4G in both species, suggesting PCB153 as a definite positive control for the assay. The authors are gratified to Corteva agriscience and LifeNet health sciences for
* PCNresponse in Rat only and RIF response in human only suggested species relevant response. their invaluable support in providing funding and resources. We extend our
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Pav0 Dav3 Pav? * Incorporating a HCD in the assay design has established confidence regarding assay repeatability. HCD review and maintenance for future studies will help to Contact email: Ahtasham.raza@corteva.com
demonstrate reproducibility and acceptance criteria.
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