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Study on relationship of caveolin-1 and TGF-Bl in hyperoxia-induced lung injury in vivo and in vitro”
Dang Jiawen' ,Sun Hongyan® ,Dong Wenbin'> ,Li Qingping' ,Feng Zhigiang® s Zhai Xuesong' ,Lei Xiaoping'
(1. Department o f Neonatology ,the A f filiated Hospital of Luzhou Medical College ;2. Department of Nursing , Luzhou
Medical College ;3. Department of Physiology ,Luzhou Medical College ,Luzhou,Sichuan 646000, China)

Abstract: Objective Through the establishment of model for hyperoxia-induced lung injury in vivo and vitro, the dynamic chan-
ges of caveolin-1(Cav-1) and transforming growth factor batal(TGF-81) ,and the mechanism of hyperoxic lung injury were investi-
gated. Methods In vivo:a model of hyperoxia in preterm rats was established. The lung tissue in two groups was obtained at 1,3
and 7 days after exposing to either room air or hyperoxia. The change of morphology were observed under inverted microscope,and
the expression of Caveol in-1, TGF-81 in the lung tissue was detected in immunohistochemistry. In vitro: Hyperoxia injury A549 cell
model was established. After exposure to oxygen or room air for 12,24 and 48 h,the relationship of expression between Caveolin-1
and TGF-B1 was detected by double immunofluorescence staining technique,followed by laser scan with focus microscope. Results
In vivo:the expression of Caveolin-1 remained at a higher level in the air group. Compared with control group, the expression of
caveolin-1 in the hyperoxia exposure group began to decrease from 1 day,markedly at 3,7 days(P<C0. 05). The expression of TGF-
B1 remained at a lower level in the air group. Compared with control group, the expression of TGF-Bl in the hyperoxia exposure
group began to increase significantly from 1 day,markedly at 3,7 days(P<Z0. 05). In vitro:In the control group,the high expression
of Caveolin-1 was associated with low expression of TGF-81;Compared with control group,with prolonged hyperoxia exposure, the
content of Caveolin-1 reduced continuously, but TGF-31 increased gradually. Conclusion The expression level of Caveolin-1 reduced
significantly and the TGF-f1 increased progressively, when exposed to hyperoxia, which means that Caveolin-1 maybe has the anti-
pulmonary fibrosis function through decreasing TGF-81 generation.
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