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BACKGROUND

Diffuse alveolar damage is a hallmark of acute lung
iInjury and may progress to fibrosis. Extracellular
matrix (ECM) and endothelial glycocalyx disruption,
driven partly by heparan sulfate (HS) degradation,
contributes to vascular dysfunction, edema and
Inflammation.

ReGeneraTing Agents (RGTA®) are synthetic HS
mimetics designed to restore the glycan-based
ECM scaffold after tissue injury.

Human precision-cut lung slices (hPCLS) preserve
the native 3D lung architecture and major cell
populations, providing a physiologically relevant
system to assess therapeutic efficacy and safety.
Here, a pro-fibrotic cocktail (PFC) is used to induce
fibrotic remodeling, while nintedanib (Nin) serves
as an anti-fibrotic reference treatment.

OBJECTIVES
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e Anti-fibrotic effect of OTR4132: functional
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Functional analysis

CONCLUSIONS

035 SPECIFIC PROTEIN SIGNATURE:
consistent response to PFC and Nin
across iIndependent experiments,
validating the model.

0977 PROTEIN SPECIFIC SIGNATURE OF
OTR4132: involved in ECM remodeling
and iImmune-related processes
consistent with an anti-fibrotic effect.
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