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C/EBPf Plays a Key Role in GBM Efficacy Transcriptomics Analyses
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Conclusions

Lucicebtide was well tolerated, with no DLTs or related SAEs observed, in a Phase 2 WoO study in
patients with newly-diagnosed and recurrent GBM

Patients with ndGBM treated with lucicebtide in combination with SOC achieved PFS and OS
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