Phase | clinical trial of NEO-201, an anti-tumor-associated CEACAM-5/6 monoclonal antibody in solid tumors
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effect of NEO-201 administration on immunologic parameters and
possible relationships with response. Of 17 patients enrolled, 11 had Dose Escalation Schedule 117 (6%)
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Results: Dose limiting toxicities (DLTs) included grade (Gr) 4 febrile DL 1 decreased .
neutropenia and prolonged neutropenia, each in 1/6 patients at dose DL15 15 6 Neutrophil _ . H _ i _ o o
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observed was stable disease (SD) in 4/9 evaluable patients with
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colorectal cancer. Minor CA-19-9 reductions were observed in two ubjects NEO-201 binds CD15s+ Treg cells in PBMCs response to treatment. .
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[5.]
o
1

25

[\~]
o

o
[l

. . Sex Female 11

serum revealed that a high level of soluble (s) MICA at baseline was A D E F
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NEO-201 was safe and well tolerated at the MTD of 1.5 mg/kg. Disease Histology Adenocarcinoma of 4 cytometry plot and gating —— D
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Reduction in Treg cells suggests that the combination of NEO-201 Colorectal cancer 11 B. Treg cells numbers in PBMCs at sl subjects with stable and progressive disease at different time points by flow cytometry analysis.
with immune checkpoint inhibitor should be tested in future clinical Breast 2 indicated timepoints * —.— F. Percentage of circulating CD4+/NEO-201+ Treg cells at different time points in subjects treated

trials. P with NEO-201 DL1.5 by flow cytometry analysis.
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