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The Dynamic Change and Significance of Alveoli-Forming Gene
P311 Expression in Hyperoxia-induced Lung Injury
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[ Abstract | Objective: To explore expression and significance of P311 gene of alveoli forming.
Method ; Sixty days old adult KM mice were divided into air group and hyperoxia group. Mice of air
group were fed in the ordinary room air while mice of hyperoxia group were fed in oxygen chamber of
the same room and continuously inhaled high concentration medical oxygen ( oxygen concentration >
90% ). After 1, 3, 7and 14 days, the lung tissues were taken to observe histopathological changes by
hematoxylin-eosin staining and check whether the model building was successful or not. The expression
of P311 mRNA level and the P311 protein location were detected by real-time PCR and immunohisto-
chemistry respectively, and protein content of P311 was detected by ELISA. Result; In hyperoxia
group, with extension of time of inhalation of high-concentration oxygen, the lung tissue pathological
changes aggravated gradually, which meant hyperoxia-induced lung injury model building was success-
ful. Immunohistochemical staining of lung tissue showed that P311 was mainly located in the alveolar
walls and alveolar septum growing point in the lung tissue, and took on weak positive reaction in air
group but strong positive reaction in the high oxygen group. Compared with air group, P311 gene ex-
pression and protein content were significantly higher in hyperoxia group. Besides, with extension of
time of inhalation of high-concentration oxygen, P311 gene expression and protein content increased

gradually and reached the peak on 7" day (P <0.05). Conclusion; P311 gene expression is upregu-
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lated in hyperoxia-induced lung injury.
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Fig. 1 Hematoxylin-eosin staining of lung tissue in air group and hyperoxia group
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Fig.2  Immunohistochemical staining for air group and hyperoxia group
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