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[Abstract] Objective

ling in apoptosis of human alveolar epithelial cells. Methods

To explore the role of silence Pinl expression suppress the changes of SIRT1 nucleocytoplasmic shutt-
The A549 cells and A549-PinlshRNA cells were divided into the con-
trol group,the hyperoxia group and the A549-PinlshRNA group. The change of morphology were observed under inverted micro-
scope after exposure to oxygen or room air for 24 hours;the expression of protein Caspase 3and p53 were detected by immunohisto-
Under the in-

verted microscopy.A549 cells in control group grew in good condition,and were significantly increased. Cells in hyperoxia group

chemical methods. the change of SIRT1 nucleocytoplasmic shuttling were detected by immunofluorescence. Results

grew in bad condition,and they turned to oval from the original fusiformis. Cells in the A549-PinlshRNA group grew in bad condi-
tion, the live cell number increased compared with that of hyperoxia group,while they did not reach the control group level. After
four hours culture in the control group and 24 hours in the hyperoxia group and A549-PinlshRNA group,the Caspase 3 and p53
were the least in the control group.and there was significant difference of the level between control group and hyperoxia group(P<C
0. 05). But the expression Caspase 3 and p53 of the A549-PinlshRNA group were between them (P<C0. 05). Immunofluorescence
results showed that the control group had no change of SIRT1 nucleocytoplasmic shuttling. The A549-PinlshRNA group were de-
creased than the hyperoxia group. Conclusion Inhibition of Pinl expression can reduce the apoptosis of human alveolar epithelial
cells SIRT1 nucleocytoplasmic shuttling.
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