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[ Abstract] Objective To study the role of inducible nitric oxide synthase in Bleomycin—induced pulmonary
fibrosis in rats. Methods We used the pulmonary fibrosis model induced by bleomycin (BLM) to evaluate the
role of iNOS in the formation process of pulmonary fibrosis in rats. The expression of iNOS in lung tissue was
determined by the immunohistochemical staining method. The NO levels in the lung homogenates were measured by
the nitrate reductase assay. The HYP content in lung homogenates was evaluated by the alkaline method. The lung
tissue morphological changes were observed by light microscopy after HE staining. Results In the NO levels of the
lung tissue, BLM group was higher than the control group (P<0.05) and L-NMMA group was lower than the BLM
group (P<0.05). Inthe HYP levels in the lung tissue, BLM group was higher than the control group (P < 0.05)
and L-NMMA group was lower than the BLM group (P <0.05). In the iNOS expression of the lung tissue, BLM
group was obviously higher than the control group (P <0.05) and L-NMMA group was lower than the BLM group
(P<0.05). In the pathological morphology of the lung, the lung tissue was normal in rats in the control group,

the lung tissue appeared alveolar inflammation, pulmonary interstitial collagen increase and pulmonary fibrosis in
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BLM group and the lung inflammation and pulmonary fibrosis in L-NMMA group was reduced significantly.

Conclusion TL-NMMA, aiNOS inhibitor, can reduce in a certain extent the inflammatory response of lung tissue

and pulmonary fibrosis, suggesting iNOS plays an important role in the formation of pulmonary fibrosis
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Fig. 1 The iNOS expression in the lung tissues by immunohistochemistry at the 7th day
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Tab. 3 The changes of the iNOS expression in the lung tissues by immunohistochemistry at different time points

(x+s)
s o Al (mgke) iNOS PHE AL ORBE(ED
1d 3d 7d 14d 28.d
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L-NMMA 4 30 5543 +2.132° 6022 +2.150%  68.75+2.359"  63.78 £0.567*  65.51 +4.769"
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Fig. 2 The histopathological changes of lung tissues at the 28th day (28 d HE)
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