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RESULTS

Figure 1 Dose-response analysis was completed for individual drug in 86-125 AML patient bone marrow samples. The Survival Index (y-axis) ranges from
Figure 2 100% to 0 displaying the selective AML cell depletion calculated with PKPD Population Models. The grey lines display each individual response
A B with the median response shown in red.
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» By testing the drugs used in the treatment protocols for AML directly on patient samples, a pharmacological

based model could be developed to infer drug resistance or sensitivity, patient by patient.
» Similarity, testing could be used as a companion diagnostic to identify subsets of patients for which specific ) S T T |
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