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The serine/threonine phosphatase WIP1 (PPM1D) is a key Different approaches were tested to analyze WIP1 activity Cellular effects of WIP1 inhibition using reference Fig.4: Focus on P53-pS15 in U20S chosen as best candidate for ELISA set up
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inhibitors and MDM2 antagonists (e.g., Nutlin3a), supporting proviaed by £0BI0, Leiden, I (CST).
a dual-targeting approach for p53 pathway reactivation.
Assay systems were successfully applied to identify WIP1 Results (Cellular ELISA) Results (Proliferation) Application: Identification of WIP1 Inhibitor ANOO175
inhibitor ANVO1/5, which also proved active in vivo in an
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WIPT-Inhibitor Lead Compound profile (ANOO175): ¢ Modulate downstream targets of PPM1D (e.g., CHK1/2, p53)
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