Phase 1 study of anti-CCR8 antibody CHS-114 with and without anti-PD-1
antibody toripalimab In patients with advanced solid tumors
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METHODS

HNSCC Time on Treatment

CONCLUSIONS

A Phase 1, FIH, open-label single-agent and combination dose trial to evaluate CHS-114 in patients with advanced solid tumors and
HNSCC (NCTO5635643)
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