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Abstract Enhanced IFN-y and IL-2 Secretion from PBMCs in CEA-Dependent Manner Enhanced Antitumor Activity when Combined with Anti-PD1 Ab
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Figure 11. The repeat-dose toxicity of BGB-B167 is investigated in a GLP-compliance cynomolgus monkey study.
- BGB-B167 is administered at 0, 5, 20, or 100 mg/kg once weekly for 5 doses via intravenous infusion of
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