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MicroRNA-7-5p negatively regulate ENaC by mTORC2/SGK-1 signaling
pathways
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[ Abstract] Objective:To explore the mechanism of microRNA-7-5p negatively regulate epithelial sodium channel ( ENaC) by
human alveolar cells by mammalian target of rapamycin complex 2 ( mTORC2 ) /serum glucocorticoid-regulated kinase-1 (SGK-1) sig-
naling pathways. Methods: Human alveolar epithelial cell lines ( A549 cells) in non-small cell lung cancer were transfected with mi-
croRNA-7-5p mimics, which was set as microRNA-7-5p group. In negative control group, A549 cells were transfected with a negative
control agent that did not express microRNA-7-5p and had no homology with the target gene sequence. In rapamycin group, rapamycin
was added to A549 cell culture medium. in PP242 group,PP242 was added to A549 cell culture medium. The blank control group was
only added with lipo fectamine TM 2000. The mRNA levels of SGK-1 were detected by RT-qPCR. The expression levels of SGK-1 and
ENaC proteins were detected by Western blot. The expression levels of microRNA-7-5p,SGK-1 mRNA ,SGK-1 protein and ENaC pro-
tein in groups were compared. Results: The expression level of microRNA-7-5p in micro RNA-7-5p group was higher than that in blank
control group,negative control group,rapamycin group,and PP242 group,the expression levels of microRNA-7-5p was successfully up-
regulated by transfected A549 cells (P <0.05). The SGK-1 mRNA level,SGK-1,and the expression levels of ENAC-a, ENAC-B and
ENAC-vy proteins in microRNA-7-5p group were lower than those in blank control group, negative control group and rapamycin group
(P <0.05). Conclusion : microRNA-7-5p may negatively regulate ENaC by mTORC2/SGK-1 signaling pathways.
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