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[ Abstract ] Idiopathic pulmonary fibrosis is a chronic, progressive fibrotic interstitial
pneumonia with unknown etiology, occurs mainly in older individuals and is limited to the lungs.
Current studies have shown that oxidative damage, epithelial-mesenchymal transition, telomere
shortening and epigenetic changes play important roles in the occurance and development of
idiopathic pulmonary fibrosis. Long non-coding RNA is involved in idiopathic pulmonary fibrosis
through regulating mRNA transcription or translation. This article reviews the advances of long

non-coding RNA in idiopathic pulmonary fibrosis in recent years.
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