Correlative and spatial biomarker analysis of a phase 1/2b study to evaluate ’/\CCiNE
PEPINEMAB IN COMBINATION WITH PEMBROLIZUMAB for first-line treatment of patients

with recurrent or metastatic head and neck cancer
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* Single-arm, open label, phase 1b/2 study
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Total (6) 44 (13) (124) (19) (168) (17) (133)

CR 1 16.7% 0.0% | 1 7.6% 3.2% | 2 10.5% 2.4% 1 59% 7.5%
PR 0 0% 45% | 2 154%  11.3% 10.5% 9.5% 2 11.8% 15.8%
SD 2 333% 22.7% | 8 61.5% 25.8% 52.6% _ 250% 5 29.4% 30.1%
ORR 1 16.7% 45% | 3 23.1% 14.5% 21.1% 11.9% 3 17.6% 23.3%
DCR 3 50.0% 2/3% |11 84.6% 40.3% 73.7%  36.9% 8 47.1% 53.4%
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