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Expression and effect of caspase-3 mRNA in premature rats with hyperoxia-induced chronic lung disease
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[ Abstract | Objective:To investigate the dynamic changes of Caspase-3 mRNA expression and their effect on apoptosis of alveolar epithe—
lial cell (AEC) in premature rat with hyperoxia-induced chronic lung disease (CLD ). Methods: Sixty premature rats were randomly exposed
to hyperoxia (model group) and to room air (Control group) (n=30 each). CLD was induced by hyperoxia exposure. The apoptotic AEC
was detected by in situ nick end-labeling (TUNEL),and expression of Caspase-3 mRNA was detected by reverse transcription polymerase
chain reaction (RT-PCR) at 1,3,7,14 and 21days after exposure. Results: In the model group,the apoptotic index (AI) of AEC and ex—
pression level of Caspase-3 mRNA increased 3 days after the exposure( P < 0.05 ), which reached the peak from 7th to 21st day(P < 0.01).
The expression of Caspase-3 mRNA was positively correlated with Al of AEC (y = 0.69, P < 0.01).Conclusion: The Caspase-3 expression
increased with the time of hyperoxia exposure. The over-expression of Caspase-3 in lung tissues induced by hyperoxia might be one of the
underlying mechanisms of apoptosis of AEC in premature rats with CLD.
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