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RedTail Platform Expansion: Tumor-Localized expression of

CLD-401: The First Lead Candidate of the Systemic RedTail Platform for Tumor-Localized Expression of an IL-15 Superagonist multiple payloads IL-15 SA and BiTEs

BiTEs generally show poor efficacy in
solid tumors because the TME inhibits

RedTail is a next-generation gene therapy platform that combines systemic

Single IV dose of RedTail with IL-15 Superagonist Payload Induces Complete
delivery with high payload expression. The platform uses a tumor specific,

responses in EMT6 breast tumor model
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