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CONCLUSIONS

The screen identified two possible ‘novel’ drug pairing, with BCL2 inhibitor ABT-737, combined with either a CDK inhibitor
Purvalanol A, or AKT/ PI3K inhibitor LY294002. (ABT-737+ Purvalanol A) (ABT-737+ LY294002).
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Using drug-repurposing

strategy, we aim to identify Three possible triple combinations were identified (LY2409881+Akti-1/2+Purvalanol A, SU9516+Akti-1/2+Purvalanol A, and
| Di ti ABT-737+LY2409881+Purvalanol A), which will be taken forward for examining their efficacy at varying concentrations and dosing
novel compbination schedules, across multiple paediatric AML cell lines for optimisation of maximum synergy.

therapies with the promise
of providing alternative

more effective and less
toxic induction therapy

Our combinations showed interesting therapeutic potential, which to our knowledge has not been reported by other groups
® investigating these drug pairings. We believe that our combination screening approach has potential for future use with a larger
cohort of drugs including FDA approved compounds and patient material.
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