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[ Abstract ] To investigate the effect of phosphatidylinositol 3-kinase/protein kinase B
(PI3K/Akt) signaling pathway on the expression of epithelial sodium channel « subunit (o~-ENaC) in A549
cells. Methods Alveolar epithelial cells, A549 cells, were incubated with 2,20 and 200 mU/L insulin for 120
min or 200 mU/L insulin for 30,60 and 120 min or Akt inhibitor (1.Y294002), respectively. The expression
levels of o-ENaC mRNA and protein and p-Akt level were determined by using RT-PCR and Western blot. Re-

The expression levels of mRNA and protein of o-ENaC elevated with the increase of insulin concentra-

Objective

sults
tion, compared with those in the control group,the differences were statistically significant ( P<Z0. 05). And
the level of p-Akt increased consistently. The expression levels of mRNA and protein of o-ENaC increased with
the prolongation of insulin treatment, compared with those in the control group,the differences were statistically signif-
icant (P<C0.05). And the level of p-Akt increased consistently. After treatment with 1.Y294002, the expression
levels of mRNA and protein of o-ENaC and p-Akt level decreased significantly (P<C0. 05). Conclusion Acti-
vation of PI3K/Akt signaling pathway up-regulates the expression of mRNA and protein of o-ENaC, which is
beneficial for pulmonary edema clearance.
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