Combined inhibition of PIM and PI3 kinases shows an enhanced efficacy in a number of solid tumour cell lines
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GDC-0941: PI3K inhibitor, AZD-1208: pan-PIM inhibitor METHOD: A panel of human cancer cell lines was selected to determine the anti-proliferative effect of PIM and PI3K pathways_
inhibitors. Cells were seeded into 384-well plates 24h before compound addition and treated with test compounds for
72h. Cell viability was assessed by using CellTiter Blue® Cell Viability assays (Promega). Fluorescence is measured ®

Compounds from the PIM/PI3K series show excellent PK and have shown efficacy in vivo.

using a FlexStation Il 384 microplate reader (Molecular Devices) and the data is graphed in GraphPad Prism 6.0 to
generate 1Cs, values.

Inflection is currently selecting its candidate for further development.



