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Neuropilin-1 as a potential biomarker of progression-free survival benefit for tivozanib + mFOLFOX6 versus

bevacizumab + mFOLFOX6 in metastatic colorectal cancer: post-hoc biomarker analysis of BATON-CRC Phase 2 trial
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o Patients with low NRP-1 treated with tivozanib + FOLFOX6 had an increased PFS
compared with patients treated with bevacizumab, whereas PFS was comparable for

Safety

o The overall safety profile was comparable between treatment arms

BﬂCkgl'Olll‘ld Figure 1. Study Design of BATON-CRC Figure 3. Kaplan-Meier Plot of PFS; Investigator Assessment
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