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Protective effects of mitochondrial ATP-sensitive potassium channel on A549 cell
apoptosis induced by hyperoxia
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Abstract: Objective To explore the protective effects of mitochondrial ATP-sensitive potassium channel opener
diazoxide on hyperoxia-induced apoptosis of type Il alveolar epithelial cells ( A549 cells) and possible mechanisms.
Methods A549 cells were cultured in vitro and divided randomly into control, hyperoxia and diazoxide group. The
hyperoxia group was exposed to a mixture of 0, (900 mL/L) and CO, (50 mL/L) for 10 minutes, then cultured in a closed
environment. The diazoxide group was pretreated with diazoxide of 100 pwmol/L for 24 hrs before hyperxia induction. The
cells were collected 12, 24 and 48 hrs after culture. The morphologic changes of A549 cells were observed under an
inverted microscope. A549 cell apoptosis was detected by flow cytometry. The expression of Omi/HirA2 in the
endochylema of A549 cells was determined by immunohistochemistry. Results A549 cells were damaged and the changes
in morphology of the cells were serious in the hyperoxia group. The apoptosis rate of A549 cells and the expression of
Omi/HirA2 in the endochylema increased in the hyperoxia group compared with the control group (P <0.05). The growth
and the morphology of A549 cells were greatly improved and the cell injuries were obviously alleviated in the diazoxide
group. The expression of Omi/HtrA2 in the endochylema and the apoptosis rate of A549 cells were significantly reduced in
the diazoxide group compared with the hyperoxia group (P <0.05). Conclusions Diazoxide as an opener of mitoKATP
channel can reduce the expression of Omi/HtrA2 and the apoptosis rate of A549 cells, thus relieves the injury of A549 cells
induced by hyperoxia. [ Chin J Contemp Pediatr, 2011, 13 (6) ;514 —517 |
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