First-in-Class CBL-B Inhibitor NX-1607: Phase 1a Data in Patients with Advanced Solid Tumors
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Background Results Clinical Activity
 CBL-Bisa cytoplasmic E3 ubiquitin ligase that negatively regulates T cell activation, making it an attractive PharmaCOkinEtiCS and Pha rmaCOdyna miCS
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including prior immuno-oncology therapies. * Active doses of 230mg BID are tolerable. 3. Weber J. J Clin Oncol 2008;26:5950-6. Data cutoff: 26 July 2025

Presented at the ESMO 2025 Congress, Berlin, Germany, 17-21 October 2025



	Slide 1

