Co-targeting PIM and PISK/mTOR pathways with a single molecule: Novel orally available A#275
combined PIM/PI3K and PIM/PISBK/mMTOR inhibitors.
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Fig 1. Crosstalk between PI3K/AKT, mTOR and PIM pathways Biochemical and ADME profile of ETP-539/IBL-202 and ETP-339/1BL-301 Antiproliferative activity of dual and triple action inhibitors Preliminary low dose study: in vivo biomarkers downregulation and efficacy in K-
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