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RESULTS

IPF is a progressive fibrosing interstitial lung disease with high mortality and a variable clinical course.
Potential biomarkers of IPF progression have been identified, including circulating proteins and transcripts, but their Cohort characteristics at enroliment (n=259) Number of genes with differential expression in patients Enriched canonical pathways identified by differentially expressed genes related to innate immune system
predictive value beyond clinical risk factors remains uncertain. with versus without a clinical event
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Long non-coding RNAs were important in outcome discrimination, warranting further evaluation of One NONTEOting TS
their regulatory functions in IPF.
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