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Expression of heme oxygenase-1 and inducible nitric oxide synthase in the lungs of
hyperoxia-exposed preterm rats
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Abstract: Objective To study the expression and the role of heme oxygenase-1 (HO-1) and inducible nitric oxide
synthase (iNOS) in preterm rats with hyperoxia-induced lung injuries. Methods ~Sixty-four three-day-old preterm Sprague-
Dawley rats were randomly assigned to a hyperoxia group (90% oxygen exposure) and a control group ( room air
exposure ) , with 32 rats in each group. After 3 days or 7 days of exposure, the lung activity of HO-1 and nitric oxide (NO)
contents in bronchoalveolar lavage fluid ( BALF), pulmonary histopathologic changes, and the cellular distribution and
expression of HO-1 and iNOS in the lungs were measured. Results After 3 days and 7 days of exposure, the hyperoxia
group showed acute lung injuries characterized by the presence of hyperaemia, red cell extravasation and inflammatory
infiltration. The NO contents in BALF and the iNOS expression in the lungs increased significantly in the hyperoxia group
compared with those in the control group 3 and 7 days after exposure. The expression of HO-1 in macrophages in the lungs
increased significantly in the hyperoxia group compared with that in the control group 3 and 7 days after exposure. The NO
contents in BALF and the iNOS and HO-1 expression in the lungs increased significantly 7 days after hyperoxia exposure
compared with 3 days after hyperoxia exposure. Conclusions iNOS and HO-1 levels in the lungs increase in preterm rats
with hyperoxia-induced lung injuries, suggesting that iNOS and HO-1 may play roles in hyperoxia-induced pulmonary
injuries. [ Chin J Contemp Pediatr, 2011, 13 (7) :577 —580 |
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