CLD-401: A Systemic Gene Medicine for In Situ IL-15 Superagonist Delivery: Driving NK and yb T Cell-Mediated Tumor Killing
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“ CLD-401: The First RedTail Lead Candidate for Systemic Tumor Priming and In Situ IL-15 Superagonist Delivery
RedTail (RT) is a next-generation systemic gene medicine platform leveraging a Engineered EEV with chimeric CD55 enables immune evasion Broad-spectrum, dose-dependent cytolytic activity in NCI-60 panel Tumor immune microenvironment change by CLD-401 treatment
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