Interim subgroup analysis for response by PD-L1 status of CLASSICAL-Lung, a phase 1b/2 study of pepinemab (VX15/2503) in combination with avelumab in advanced NSCLC
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RP2D for dose expansion. \ / with anti-PD-x antibodies benefited from switching to the combination of pepinemab + avelumab,
* Secondary objectives include evaluation of efficacy, immunogenicity, and Y CO m b| nation Is Safe an d to | era b | ein a I | d oses te St@d 1. Calculated from previously published data (5,6) which appeared to induce a halt or reversal of tumor progression (PR or SD).
PK/PD, and an exploratory objective is to identify candidate biomarkers 2. 27% (8/30) subjects did not have PD-L1 status reported and 9.5% (2/21) subjects were non-evaluable for post dose scans (included in
of activity ENROLLMENT COMPLETE ORR calculation) due to withdrawal prior to first scan.
. * Notably, clinical response or disease stabilization was observed in majority of patients despite low
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