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RATIONALE: Cav-1 re s, down in IPF

Caveolin-1 protein is lost in the fibrotic lung; Cav-1 mR_NIf Proteins containing PCLS were generated from end-stage
LTI-03_ replaces the homeostatic regulator and pr_otem is CBD domains are targets 4 IPF patients, cultured ex vivo, treated
domain (CSD) of Cav-1 down in IPF of LTI-03 and Nintedanib with LTI-03 every 12 hours up to 7 days
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