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Mechanism of pulmonary fibrosis induced by deranged fatty acid composition
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In the present study, we demonsrated that the lack of Elovl6 has a causative
role in lung pathology. Apoptosis and ROS production were increased in Elovl6é /  lung. Alveolar
type Il epithelial cells isolated from Elovl6 / mice and LA-4 cells produced increased levels of
ROS. Elovl6 deficiency increased PA and decreased OA and PUFA content in alveolar type Il epithelial
cells both in vivo and in vitro. Expressions of the genes for FADS1, FADS2, FATPs and FAT/CD36 were
significantly reduced in Elovl6é / mice, suggesting that cellular uptake of long-chain FAs,

including PUFA, was impaired in Elovl6 / mice.
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