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S . AMP-peptide vaccination against multiple p53 mutant epitopes promotes
el |ICIO lymph node delivery to generate potent, functional T cell immunity
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Why Target mp53 with Therapeutic Vaccination? Off-the-Shelf Formulation Repeat-Dose Immunization Strategy AMP-mp53 Vaccination Elicit Comprehensive Polyfunctional Responses
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progression and death.

mp53 AMP-peptides elicit strong T cell responses upon immunization, demonstrating the potency of the AMP-
Vaccine candidates targeting mutant p53 have been built from the AMP-platform, and utilize the platform as well as the versatility and ease of application.
ELI-002 adjuvant, AMP-CpG, providing the potential for favorable clinical tolerability and activity.
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