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ACROSS ALL DOSE LEVELS, VB10.NEO INDUCED ROBUST AND DURABLE
NEOANTIGEN-SPECIFIC IMMUNE RESPONSES

Neoantigen-specific immune responses were seen in 100% of patients by IVS ELISpot (58% of epitopes) and 22% of patients by ex vivo ELISpot (5% of
epitopes) using a conservative statistical test for immunogenicity calling (Figure 4). The observed IVS responses constituted both pre-existing stable,
amplified and de novo responses, and on a patient-level, 85% of patients (11/13) showed de novo responses (Figure 5). All vaccine-induced responses by ex

BACKGROUND

VB10.NEO is a personalized, DNA-based neoantigen vaccine evaluated in combination .
with atezolizumab in the Phase 1b VB N-02 trial (NCT05018273). Neoantigens are
selected using Nykode’'s NeoSELECT™ platform, which integrates tumor RNA

PATIENTS

A total of 26 patients were enrolled between November 2021 and October 2023 at 10 sites in Germany,
Spain, Norway, and the United States.

« At the time of the current analysis (October 2024), all 26 patients had discontinued treatment (Figure 3).
The primary reason for discontinuation was progressive disease (n=17, 65.4%; n=11 [42.3%] per RECIST

T CELL RECEPTOR SEQUENCING SHOWED PERSISTENT T-CELL CLONE EXPANSION

T cell receptor sequencing of pre- and on-treatment blood samples from 11 patients showed a strong peripheral T cell expansion in all analyzed patients (Figure 6). In
9 of the 11 patients, clones were persistently expanded (=2 timepoints and first time expanded before week 25; Figure 7). These durably and early-expanded clones
constituted both pre-existing expanded as well as de novo clones (Figure 8).
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administration was delayed in 4 patients (15.4%) and interrupted in 3 patients (11.5%) due to adverse events. Figure 10: Kaplan-Meier plots for progression-free survival and overall survival (Evaluable Analysis Set)

Figure 9: AEs by grade and frequency in overall population supplied by Roche.

* Figure made with BioRender.com

References

1. Cafri, G., Yossef, R., Pasetto, A. et al. Memory T cells targeting oncogenic mutations detected in peripheral blood of epithelial cancer
patients. Nat Commun 10, 449 (2019). https://doi.org/10.1038/s4 1467-019-08304-z

2. Slota M, Lim JB, Dang Y, Disis ML. ELISpot for measuring human immune responses to vaccines. Expert Rev Vaccines. 2011
Mar;10(3):299-306. doi: 10.1586/erv.10.169. PMID: 21434798; PMCID: PMC3360522.

3. Calarota SA, Baldanti F. Enumeration and characterization of human memory T cells by enzyme-linked immunospot assays. Clin Dev
Immunol. 2013;2013:637649. doi: 10.1155/2013/637649. Epub 2013 Nov 11. PMID: 24319467; PMCID: PMC3844203.

Presented at ASCO 2025
Nykode Therapeutics ASA

Contact: Prof. Sebastian Ochsenreither, sebastian.ochsenreither@charite.de




	Slide 1: Induction of Neoantigen-Specific Immune Responses by VB10.NEO in Combination with Atezolizumab in Heavily Pretreated Patients with Advanced Solid Tumors: Final Analysis of the Phase 1b VB N-02 Trial  

