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AMPLIFY-201, a first-in-human safety and efficacy trial of adjuvant ELI-002 2P immunotherapy for patients with high-relapse
risk KRAS G12D- or G12R-mutated pancreatic and colorectal cancer.
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L Why Target mutated KRAS with Therapeutic Vaccination?

AMPLIFY 201: Prevention of Relapse in High-risk PDAC and CRC > Monitoring Early Relapse via Tumor Biomarkers: ctDNA / Serum Tumor Antigen
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@ Conventional vaccine components (e.g. peptide antigens and molecular adjuvants) are rapidly absorbed into blood capillaries after administrationleading to poor delivery
to lymph nodes where protective immune responses are orchestrated.
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@ Restricted delivery to lymph nodes prevents systemic exposure to avoid toxic effects of potent adjuvants. the investigators and staff at the participating institutions.
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