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Effect of Lipoxin A, on Alveolar Epithelial Permeability and Protein Expression of Claudin -4 in Acute Lung Injury Induced by Lipopolysac-
charide Yang Yi, Cheng Yang, Xiao Ji, et al. Department of Anesthesiology of the Second Affiliated Hospital, University of South China,
Hunan 421001 , China

Abstract Objective To investigate the effect of lipoxin A, on alveolar epithelial permeability and protein expression of claudin —4
in lipopolysaccharide (LPS) - induced acute lung injury( ALI). Methods Rats were injected LPS via tail vein to establish the model of
ALI. Lipoxin A, was given at 6 hour after LPS injection. Alveolar epithelial permeability was evaluated by measuring bronchoalveolar lav-
age fluid and serum concentrations of evens blue. Lung injury was observed histologically in hematoxylin and eosin( HE) stained tissue
sections, and the lung tissue mass alteration was measured by wet to dry weight ratio( W/D). Protein expression level of claudin — 4 was
determined by western blot analysis. Results

After lipoxin A, treatment, alveolar epithelial permeability, lung injury and W/D were sig-

nificantly decreased compared with ALI rats. Protein expression level of claudin —4 decreased in ALI rats and could increase significantly

after lipoxin A, treatment. Conclusion

Lipoxin A, could decrease alveolar epithelial permeability and alveolar fluid in ALI rats. The

mechanism might be due to up — regulate protein expression of claudin - 4.
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