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ABSTRACT METHODS RESULTS

Introduction

Part 1 is a single arm trial where mPFS
from 62 subjects who are administered
with Nelmastobart 800mg combined with

Part 1
Advanced/metastatic NSCLC remains difficult to treat after platinum-based chemotherapy and immunotherapy. 9]

Nelmastobart is a novel monoclonal antibody targeting BTN1A1, an immune-regulatory molecule in the tumor

Patients with recurrent or
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« BTN1A1-positive tumor cells displayed response-associated differences in their local immune contexture. 108 8
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these signals did not remain significant after correction for multiple testing.
BTN1A1 expression is associated with distinct patterns of TME remodeling. « The results support a hypothesis in which a spatially immune-excluded BTN1A1-positive tumor niche may be as-
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Figure 2. Safety signal associated with osimertinib plus durvalumab and Nelmastobart. Among 34 treated patients, 12 had Figure 3. BTN1A1-positive tumor phenotypes and their spatial relationship with CD8 T cells according to clinical 1.Kim, Young-Seung, etal. "BTN1A1 is a novel immune checkpoint mutually exclusive to PD-L1." Journal for immunotherapy
squamous cell carcinoma and 22 had adenocarcinoma; within the adenocarcinoma cohort, 12 patients were EGFR wild type and response. BTN1A1-positive tumor-cell abundance and tumor-intrinsic subgroups were compared by response (A, B), and their of cancer 12.3 (2024): e008303.
10 had EGFR-mutant disease. Waterfall plots show best percentage change from baseline in target lesions, including partial  spatial relationship with CD8 T cells was assessed using nearest-neighbor distance and local density within 20 and 50 pm (C, D). 2 Nirmal. Aiit J. and Peter K Soraer. “SCIMAP: A Pvthon Toolkit for Intearated Spatial Analvsis of Multivlexed Imagina Data.”
responses in both EGFR wild-type and EGFR-mutated subgroups. Notably, no ILD-related adverse events were observed among Responders generally exhibited a more CD8 T-cell-excluded BTN1A1-positive tumor niche. Because only two responders were ' ArXiv e;r)(JiV'é 405.02076v1. 3 I\%ay' 2024 Prebrintyt J > 4 > IS '

the 10 EGFR-mutated patients. Treatment-related adverse events were 0% of grade 1-2, with 2.9% grade 3 drug-related TEAEs.  available and subgroup signals did not remain significant after multiple-testing correction, the findings are hypothesis-generating.




