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T cell responses and clinical outcomes in pancreatic and colorectal cancer patients with Minimal Residual Disease
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Why Ta rget mutated KRAS With Therapeutic Vaccination? Patients“ Baseline Characteristics: 20 Pancreatic (PDAC), 5 Colorectal (CRC) were evaluated for safety as of data cutoff: April 25, 2023 AM PLIFY 201: PreventiOn Of Relapse in High-riSk PDAC and CRC

Safety: no related TEAEs 2 Grade 3, no Dose Limiting Toxicities, no Cytokine Release Syndrome across all dose levels;

44% (11/25) had related Grade 1-2 TEAEs: e.g. injection site reaction, fatigue, headache, nausea : : : )
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@ Conventional vaccine components (eg. peptide antigens and molecular adjuvants) are rapidly absorbed into blood capillaries after administration leading to poor delivery
to lymph nodes where protective immune responses are orchestrated.
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