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The role of matrix metalloproteinases (MMPs) in IPF is complex atfo
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and incompletely understood. However, MMP-13, a collagenase
with fibrolytic anti-fibrotic capacity, has been suggested to play a
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plasma levels of the pro-fibrotic MMP-7, as measured at week 24 in
18 of the patients in a previous interim analysis.
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patients based on published placebo data'2.

*p<0.05, **p<0.01, ***p<0.001; t-test versus expected
untreated decline corresponding to -120 mL/24 weeks

Source: Unpublished (collaboration with Prof D Davies, Univ of Southampton)
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