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The potential of PAR-2 antagonist for treatment of IPF-acute exacarbation
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To investigate a potential of PAR-2 antagonist for treatment of idiopathic
pulmonary fibrosis-acute exacerbation, we studied anti-inflammation and anti-fibrotic effects for
bleomycin-treated mice.

The number of lymphocytes in bronchoalveolar lavage fluid (BALF) of BLM mice treated intranasally
with PAR-2 inhibitin? peptide (IP) was significantly reduced, and infiltrations of inflammatory
cells in lung were also suppressed. Total collagen in lungs of PAR-2IP-treated BLM mice was
significantly reduced. Furthermore, Yimentin on PAR-2IP-treated BLM mice was less expressed than in
BLM mice. Therefore, PAR-2 IP has anti-inflammatory effect, and inhibits BLM-induced fibrosis
through the control of epithelial-mesenchymal transition.
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PAR-2 IP reduces BLM-induced lung injury
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PAR-2 downregulates MCP-1
expression
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PAR-2 IP inhibits BLM-induced profibroticresponses
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PAR-2 IP reduces BLM-induced a-SMA
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PAR-2 IP inhibits BLM-induced pulmonary fibrosis
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PAR-2 IP reduces BLM-induced EMT
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