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Summary Model calibration Cell line drug response Cellular oxidative stress
« The PI3K pathway is commonly hyper-activated in various types of Model parameters were calibrated using Human Umbilical Vein Endothelial Applying our FOXO model on BT20, MDA-MB-453 and MCF7 experiments Literature suggests that FOXO can be activated by cellular oxidative
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lacking. GSE16573. Samples before and after induction were used as FOXO inactive inhibition with erlotinib. assessed using expression levels of the FOXO target gene SOD2
 The PI3K pathway negatively regulates tumor suppressive FOXO and active calibration samples, respectively. In GSE16179, FOXO activity also increased after lapatinib (anti HER2) (Ssuperoxide dismutase 2).
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