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Introduction Results
P53 activity is regulated by its interaction with MDM2, which acts as an E3 . . . . .. .
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reactivation can also induce thrombocytopenia and neutropenia ['2] . MDM2-p53 interaction
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MDM2-p53 interaction that is currently in clinical studies for patients with Figure I: Structure of ASTX295, an isoindolinone-based MDM?2 inhibitor. The compound Figure 3: Colony-forming assays in MDM2-amplified osteosarcoma (SJSA-1) and ovel of BB3. its tranccriotional taraets MDM2
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Fig 4. Human bone marrow time-dependency versus tumour Our in vitro data Sugg(est thata ShO)rter
ASTX295 has a shorter plasma half-life, which we hypothesised would . e e sl e cell lines exposure to ASTX295 (6h - 12 hours), may
help to mitigate the neutropenia and thrombocytopenia observed with Fig 2. ASTX295 - a potent and selective inhibitor of the ) B) help to spare healthy bone marrow cells
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