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THERAPEUTICS

- > mKRAS T Cell Responses Correlate with Reduction in Risk of Relapse or Death?? > ELI-002 2P Vaccination Amplifies Cytotoxic mKRAS-specific CD4+ T cells

» 68% of patients (13/19) have cytotoxic mKRAS-specific CD4* T cells

Why Target mutated KRAS with Therapeutic Vaccination?

Mutant KRAS Drives 25% of Solid Human Cancers

Prevalent among numerous tumor typesi-2

Mutant KRAS is a Promising Tumor Antigen

Truncal: mutations occur early, expressed uniformly in all tumor cells

Strength of T Cell Response X 86% Reduced Risk of Relapse or Death
—— > Median T Cell Response (n = 13) P =0.0167

Best Overall Tumor Biomarker Response

® Clearance @ Reduction @ Non-Responder
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CD4+ Cytotoxic T cells

CD4* Memory Phenotype
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