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Figure S5. Association between the markers of sensitivity to kinase inhibitors found for AML cells with the sensitivity to the same inhibitors in lymphoma and multiple myeloma cells. (a) Responses of lymphoma and multiple myeloma and  cells to PI-103, JAK-i and MEK-i. Correlation between the intensities of phosphorylation sites shown and cell viability as a function to treatment with PI-103 (b), JAK-i (c) and MEK-i (d).

