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Figure 1. Fetra-V Drives Antitumor Activity Through Direct

Methods

« (5851001 (NCT05208762) is a phase 1 study of Fetra-V monotherapy in patients with advanced solid tumors and in combination
with pembrolizumab in patients with metastatic or unresectable head and neck squamous cell carcinoma or NSCLC

« Patients with NSCLC treated with Fetra-V monotherapy must have had prior exposure to platinum and anti—-PD-(L)1 agents,

Reduction in circulating tumor Background
DNA in relation to radiographic '

Cytotoxicity and Bystander Killing

Fetra-V is an investigational ADC that binds to PD-L1—expressing tumor cells and delivers the
cytotoxic agent MMAE through proteolytic cleavage of the MMAE drug linker'? (Figure 1)

 Released MMAE binds and disrupts microtubule networks, resulting in mitotic arrest and
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Paired baseline (T0) and on-treatment (T1; cycle 2, day 15 to cycle 3, day 1) ctDNA samples were used for ctDNA analyses
using a methylation-based tissue-free assay (Guardant Infinity)

Circulating tumor fraction was quantified by methylation score
Changes in ctDNA from TO to T1 were compared between subgroups using the Wilcoxon test

Results from the phase 1 study (NCT05208762) showed promising antitumor activity and it
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