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Effect of hyperoxia on p5S3 and PCNA expression in fetal rat lung fibroblasts
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Abstract: Objective  To study the effect of hyperoxia exposure on the expression of p53 and proliferating cell
nuclear antigen (PCNA) in fetal rat lung fibroblasts (LFs). Methods Primary rat embryonic LFs were cultured in vitro.
LFs grew to subconfluence and then were randomly divided into air and hyperoxia exposure (95% O,, 5% CO,) groups.
After LFs were cultured for 12 and 24 hours, the proliferation was analyzed by MTT. p53 mRNA level was detected
by semi-quantitative reverse transcription polymerase chain reaction (RT-PCR). p53 and PCNA protein levels were
determined by Western blot. Results ~ After 12 and 24 hours of culture the growth inhibition rate of LFs was 8% and
23% respectively in the hyperoxia exposure group. p53 mRNA and protein levels increased significantly (P<0.01) in the
hyperoxia exposure group after 12 and 24 hours of culture compared with the air exposure group. Hyperoxia exposure
decreased PCNA expression after 24 hours of culture (P<0.01). Conclusions Hyperoxia exposure increases p53 level
and decreases PCNA expression, resulting in inhibitions of LFs proliferation and DNA repair.

[Chin J Contemp Pediatr, 2014, 16(9): 922-926]
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1.3 XWHA
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( Promega 2% 7] ) #4730 5 5% ]2 B A il eDNA
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TCHH R As . MTT &5 IR, % 12 h F1 24 h B,
LFs £ KA 53500 8% F1 23%.

5 [F o)) 2s R4 #, A 12 h B, pS3
mRNA KB 5 & T1E (1.57 +0.13 vs 0.85 + 0.08,
=8.1763, P<0.01) ; =% 24 h i} FH 3Rk T &
i 3 (5.16+0.13 vs 2.52 £ 0.16, =21.3975,
P<0.01) ., TEZ5K 4, 24 h p53 mRNA % ik i
B T 12h (2.52£0.16 vs 0.85 +0.08, 1=15.8859,
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TR, JEA AL RSt T,

PCNA J& DNA B4 & f—FhiiBh&E M, 1F
o S AU — AR, FH RS0 2 e v 3
AE ST, JE R B AR S A s bR 2 —, IF
5 e SR 47 st 4T 54 R 50 AT AR AR S T
AP RTIN Bon, AR 12 h 7T REUR
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