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Introduction Conclusions

Endogenous retroviruses (ERVs) are normally silenced in mammalian genomes, however, From a pool of 5 million ERV-derived protein fragments expressed in AML, Al-Immunology™
epigenetic dysregulation can lead to their cancer-specific expression, making them selected 16 ERV fragments rich in HLA ligands for the EVX-04 vaccine

promising vaccine targets

On an independent AML cohort, EVX-04 was benchmarked to cover 95% of the patients with
Through a pan-cancer transcriptome analysis, we identify that cancer-specific ERV at least 15 HLA ligands

expression is especially pronounced in acute myeloid leukemia (AML), in line with
epigenetic dysregulation being a hallmark of AML.

In vitro validation demonstrated that each ERV fragment in EVX-04 can elicit specific T-cell
responses across multiple HLA diverse subjects
The Al-Immunology™, is used for identifying the optimal set of ERV-derived protein

fragments that would elicit broad T-cell responses in AML patients A mouse surrogate of EVX-04 confers complete tumor control in BIGFIO and CT26 in vivo

challenge studies
Al-Immunology™ takes as input ERV expression levels in AML samples, HLA population
frequencies and protein-translation propensity. The protein-translational propensities were
established by large-scale analysis of thousands of cancer biopsies and cell lines
characterized by ribo-seq, Immunopeptidomics and proteomics.

Overall, Al-Flmmunology™ designed a novel ERV-based off-the-shelf AML vaccine, which we
preclinically validated and are preparing for a first-in-human clinical trial

1. ERV are highly expressed across AML patients 3. Broad and functional human T-cell response to EVX-04 antigens
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2. Al-driven design of multi-target EVX-04 vaccine

4. Mouse EVX-04 elicits T-cell responses and prevents tumor growth
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