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Silencing of Pinl suppresses hyperoxia-induced apoptosis of A549 cells

ZHAO Shuai, DONG Wen-Bin, ZHANG Chan, LI Qing-Ping, KANG Lan, LEI Xiao-Ping, ZHAI Xue-Song. Department
of Neonatology, Affiliated Hospital of Luzhou Medical College, Luzhou, Sichuan 646000, China (Dong W-B, Email:
dongwenbin2000@163.com)

Abstract: Objective To explore the effect of silence of Pinl expression on hyperoxia-induced apoptosis in
alveolar epithelial cells A549. Methods A549 cells were divided into four groups: control, hyperoxia, negative
lentivirus and Pinl-shRNA hyperoxia. The hyperoxia group was exposed to a mixture of 95%0, and 5%CO, for 10
minutes. Then cells were cultured in a closed environment. After 24 hours, the changes of morphology were observed
under an inverted microscope. Cell apoptosis was detected by flow cytometry (FCM). The expression of X-linked
inhibitor of apoptosis protein (XIAP) and Caspase-9 were detected by immunohistochemistry. The production of
reactive oxygen species (ROS) and cellular mitochondria membrane potential ( A ¥m) were determined by fluorescence
microscopy. Results  Under the inverted microscope, the A549 cells grew slowly and the changes in morphology of
the cells were most obvious in the hyperoxia and negative lentivirus groups. The changes in morphology of A549 cells
were obviously improved in the Pin1-shRNA hyperoxia group. The FCM results showed that the apoptosis rate of A549
cells increased, Caspase-9 expression increased, XIAP expression decreased, mitochondrial ROS production increased
and mitochondrial membrane potential decreased in the hyperoxia and negative lentivirus groups compared with the
control group (P<0.05). Compared with the hyperoxia and negative lentivirus groups, the apoptosis rate of A549 cells
decreased, Caspase-9 expression decreased, XIAP expression increased, mitochondrial ROS production decreased and
mitochondrial membrane potential increased in the Pin1-shRNA hyperoxia group (P<0.05), although the levels of the
indexes did not reach to those of the control group. Conclusions  Silencing of Pinl could suppress hyperoxia-induced
apoptosis of A549 cells. [Chin J Contemp Pediatr, 2015, 17(5): 496-501]
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SR 3R YT B e — P TR T T
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BE ML 5> A X R4, E 4L, 25 3R 4L F0 Pinl-
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AR . ZS AR N Pinl-shRNA 2H 43 9145 T ik
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1.2 RS ENE
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MRS, A7 g B D e 8 T A (FITCY
PI') 5 A FEBR R T 40 (FITCY/PT) 5
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1.5 WABHMBERNLKE ROSHEE
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P<0.05) , HMAE L ER LG I FE X
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