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Function of Alveoli Formation Gene — P311 in Bronchial Pulmonary Hypoplasia
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[ Abstract] Objective: To investigate the function of alveoli formation gene P311 in bronchopulmo-
nary dysplasia (BPD). Method: A total of 64 premature mice were divided into air group and high
oxygen group; air group was placed in the normal air, high oxygen group was placed in airtight oxygen
chamber with oxygen concentration 90% to make BPD model. All subjects were taken the lung tissue
1,3,7 and 14 days after molding. HE staining was used to observe the lung tissue pathological changes
and authenticate whether the model building was successful. The P311 gene expression level was detect
by real — time quantitative polymerase chain reaction. Results; The lung tissue of premature mice did
not develop mature ; with the extension of time that the high oxygen group mice showed following reac-
tions ; slow reaction, slow growth in weight, lackluster hair, cyanotic nasal tip, short breath. The lung
tissue surface had congestion points scattered, dilation and congestion of small blood vessels could be
observed by naked eyes. 3 days after molding, the alveolar cavity was infiltrated with inflammatory
cells, 7 days after molding, alveolar space increased and lung interstitial hyperplasia were found.
Alveolar interstitial hyperplasia, some alveolar fusion and alveolar structure simplified 14 days after
molding. These explained the model building was successful. The P311 gene levels in high oxygen

group and air group increased on the 3" day and then decreased. Compared with the air group, the
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P311 gene expression level was higher in high oxygen group (P <0.05). Conclusion; Inhaled high

concentration oxygen for a long time can successfully build BPD model. P311 gene may be a regulatory

factor of lung injury repair.

[ Key words ] alveoli; bronchopulmonary dysplasia; alveoli formation gene; animal model; gene ex-

pression
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The pathological changes of lung tissue of premature mice

Fig. 1
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