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Introduction Conclusions

> EVX-01induced a vaccine-specific immune response in all assayed patients (n=15) after EVX-01 priming
Patients with advanced melanoma were treated with a personalized neoantigen (NeoAg) vaccine, EVX-01, in combination with pembrolizumalb in a phase 2

clinical study (NCT05309421). The peptide-based EVX-01 vaccine consists of multiple tumor-specific NeoAgs identified by Evaxion Biotech's target discovery Al-
Immunology™ platform. As reported in September 2024 at the one-year follow-up, the treatment was well tolerated, and the objective response rate was 69% > 84 out of 105 (80%) of administered NeoAgs induced specific T-cell responses
in the overall cohort with 11 out of 16 patients responding to study therapy. Longitudinal blood samples were collected before, during and after EVX-0l
treatment to monitor circulating vaccine specific T-cell responses. Baseline serum samples were analyzed by the Olink Target96 Immuno-oncology panel to
identify potential predictive biomarkers of clinical response to treatment. Finally, baseline tumor biopsies were subjected to genomic and transcriptomic » Digital pathology analysis revealed a lower neutrophils-to-lymphocytes ratio and a less fibrotic TME in responders vs non-responders
analyses, immunohistochemistry, and Al-assisted digital pathology to understand characteristics of the tumor and the immunological landscape of the
tumor microenvironment (TME).

» Booster immunizations increased and maintained the broadness of NeoAg-specific T-cell responses
» Immune responses were mediated by both CD4+ and CD8+ T cells

» In this small cohort, serum proteome profile and tumor genomic/transcriptional profile did not correlate with clinical response

» Findings validate the precision and predictive power of the proprietary Al -Immunology™ platform

1. Trial design and clinical responses

2. EVX-01induces strong, broad and durable NeoAg specific T-cell responses
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3. Baseline TME features are linked to clinical response in patients treated with EVX-01 and pembrolizumab 4. Tumor transcriptome and baseline serum proteome do not correlate with clinical response
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We wish to thank all the patients, family memlbers and staff from all the units that participate in the study. This study is done in collaboration with Merck
Figure 3. PathExplore analysis of hematoxylin and eosin (H&E) stained baseline tumor specimens. Baseline H&E stained tumor specimens from nine patients were analyzed by Al-assisted Sharp & Dohme LLC, a subsidiary of Merck & Co,, Inc,, Rahway, NJ, USA.

digital pathology using the PathExplore platform. Whole slide images (WSI) were analyzed by the PathExplore Melanoma V11 and the PathExplore Fibrosis V1.0 models. a) PathExplore human
interpretable features (HIFs) were normalized, subjected to unsupervised clustering and plotted in a heatmap. Responders demonstrated a TME signature with increased densities of
lymphocytes, lower ratios of neutrophils-to-other cells and a less fibrotic TME (reduced length and area of collagen fibers) compared to non-responding patients. b) Representative
examples of WSI annotated by PathExplore overlays. ESI: Epithelial stromal interface
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