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Role of DRP1 and OPA1 in hyperoxia induced lung injury of premature rats
Yu Li"*,Dong Wenbin'®
(1. Department of Neonatology ,the A f filinated Hospital of Luzhou Medical College , Luzhou,Sichuan 646000, China;
2. Department of Pediatrics ,the People’s Hospital of Chongqing Yongchuan ,Chongqging 402160, China)

Abstract; Objective To investigate the role of DRP1 and OPA1 in the process of apoptotic in hyperoxia induced lung injury of
premature rats. Methods 48 premature Wistar rats were divided into control group in which rats were exposed tO, 10 ml. L 1 oxy-
en.and hyperoxia group in which Rats were exposed to 950 mL. L. 1 oxyen. The lung tissues of 2 groups were gained on the first
day, the second day and the seventh day with which that all mice were killed by cutting neck. Section of lungs were stained with hea-
toxylin eosin to observe the pathological changes,the protein expression in the lung cells which were linked with the change of plas-
tosome, then the premature rat lung tissue apoptosis in each group were evaluated. Results Compored with the contnx group, the
expression level of OPA1 in the hyperoxia group began to decrease on the first day and apparently decreased to the buttom line on
the seventh day. On the other hand,DRPI1 in hyperoxia group began to increase on the first day, while reached the summit on the
seventh day. A few of TUNEL positive cells began to increase with time dependence. A lot of TUNEL positive cells could be found
in hyperoxia group,and the apoptotic index reached the peak on the 7 d. There is a significantly positive correlation between the cell
apoptosis and the ratio change of DRP1 and OPAT1 in high oxygen group(r=0. 725, P<C0. 01). Conclusion The classical pathologic
characters of lung injury were found out in hyperoxia group,and it changed obviously with time.

Key words: hyperoxia;lung injury;dynamin related protein 1;optic atrophy 1;cell apoptosis;rat premature
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