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Lipoxygenin A4 regulates miRNA-29b to protect rats from LPS=induced acute lung injury JI Weiping, HUI Li, ARVINE Chandoo,
et al. Department of General Surgery, the Second Affiliated Hospital of Wenzhou Medical University, Wenzhou 325027, China

[ Abstract ] Objective To investigate the effect of lipoxygenin A4 (LXA4) on protecting rats from LPS—induced acute lung
injury and its mechanism. Methods Thirty SD rats were randomly divided into three groups with 10 animals in each group. The
acute lung injury was induced by caudal vein injection of LPS (20mg/ml) in LPS and LPS+LXA4 groups, and normal saline was
injected in control group. The rats in LPS+LXA4% group were challenged with LXA4 (2ug/kg) by caudal vein injection, and saline
was used in LPS group. After 2h of LXA4 injection, the left lung tissues were harvested for HE and ELISA examination, and the
right lung tissues for measuring miRNA-29a, miRNA-29b and miRNA-29c expression. Results Compared with the control
group, lung tissue slices in the LPS group showed a significant inflammatory response with infiltrating inflammatory cells and the
level of TNF-a and IL-6.increased significantly, while the treatment with LXA4 reduced the inflammatory response. RT-PCR
showed that the expression of miRNA-29a and miRNA-29b increased in LPS group, and the expression of miRNA-29b was
decreased after LXA4 treatment. * Conclusion LXA4 may attenuate LPS—induced lung injury through regulating miRNA-29b ex—
pression in rats.
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