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Caveolin-1 protein is lost in the fibrotic lung; 
LTI-03 is replacing the homeostatic regulator 
domain (CSD) 1
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Caveolin-1 is present in 
many cell types and 

essential for homeostatic 
regulation in the lung
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BALF and DBB samples 
contain cells in direct 
contact with LTI-03

RATIONALE: Translational strategy for LTI-03 biomarker development 

DATA: Ph1b cohort 1 safety and exploratory biomarker results 
solRAGE increased 
in +LTI-03 cohorts of 
Ph1a plasma
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LTI-03 increased 
solRAGE in Ph1b IPF 
BAL and plasma*

Summary: Safety and Exploratory 
Biomarkers for LTI-03 Phase 1b 
Clinical Trial Cohort 1 
(low dose; 2.5mg BID)

Caveolin-1 is lost in the 
IPF lung as well as other 
fibrosing organ diseases
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Approximatel 30% of all 
endogenous proteins in 

various cell types contain 
CBDs
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LTI-03 decreased 
COL1A1 in Ph1b 
IPF DBBs
 

*no induction of 
solRAGE in PBMCs
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LTI-03 decreased GAL7 in 
Ph1b IPF DBB

10 LTI-03 decreased TSLP in 
Ph1b IPF DBB

11 LTI-03 decreased IL-11 in 
Ph1b IPF DBB
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     LTI-03 significantly reduced 
expression of profibrotic 
proteins of pathologic 
basal-like cell and/or fibroblast 
origin.

     LTI-03 stimulated production 
of a factor indicative of type I 
epithelial cell health (solRAGE). 

LTI-03 did not induce 
inflammation in PBMCs.

      In progress: Ph1b cohort 2 
data analysis and Ph2 trial 
planning.
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Inhaled LTI-03 was well 
tolerated; no significant 
treatment-related side-effects 
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LTI-03 Phase 1b 

Clinical Trial Design

LTI-03 was well tolerated, 
no treatment-related
side effects.

SUMMARY

inhaled LTI-03 dosed at 2.5mg BID for 14 days was 
well tolerated in IPF patients


