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Liver HUB Organoids can differentiate towards cells displaying hepatocyte-like features . "
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l l l Liver HUB Organoids are better at predicting DILI after long-term exposure. Animal models
_______ failed to detect Fialuridine toxicity that is instead evident in PDO models.
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0.000001 HUB liver PDOs can be enriched with cells having similar gene expression and functionality of
primary human hepatocytes in culture.
CYP3A4 HUB liver PDOs are suitable for measuring metabolic activity and susceptibility to
hepatotoxic compounds at a large scale, becoming a valuable tool in preclinical DILI studies
- 10 4 for the identification of hepatotoxic compounds and characterization of drug metabolism.
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