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Changes of expression of CFIR and ENaC in lung of mice after acute lung injury
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[ Abstract | Objective: To investigate the changes in the expression of cystic fibrosis transmembrane conductance
regulator (CFTR) chloride channel and epithelial sodium channel (ENaC) protein in lung of mice with acute lung injury induced
by endotoxin. Methods: Lipopolysaccharide (LLPS) was instilled into the tracheas of the mice to induce acute lung injury. After
24 h, 48 h and 72 h, the lung tissue was taken to detect the changes in the mRNA levels of ENaC and CFTR, alveolar fluid
clearance (AFC) and wet/dry ratio. Results; 24 h, 48 h, and 72 h after acute lung injury in mice, the expression of CFTR all
decreased in the lung (P<C0. 05). 24 h, 48 h, and 72 h after acute lung injury in mice, the expression of o~ENaC all decreased
in the lung (P<C0. 05). 24 h and 48 h after acute lung injury in mice, the expression of 3-ENaC and y-ENaC both decreased in
the lung (P<C0. 05), but at 72 h, the level returned to normal. 24 h, 48 h, and 72 h after acute lung injury in mice, the same
change occurred in alveolar fluid clearance, but the lung wet/dry ratio increased. Conclusions: In endotoxin-induced acute lung
injury in mice, the expression of CFTR and ENaC both decreased, alveolar fluid clearance also decreased but the wet/dry ratio
increased.
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Sence Antisence
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dNTP(10 mmol/L) 0.5
Taq DNA polymerase 0.5
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