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The effect of endoplasmic reticulum stress and oxidative stress on paraquat-induced pulmonary fibrosis in SD rats”
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[ Abstract |

Objective To investigate the relationship between pulmonary fibrosis and endoplasmic reticulum stress (ERS) in

rat with poisoning. Methods Fourty adult healthy Sprague-Dawley (SD) rats were randomly divided into control group (n=8) and
paraquat poisoning group (n=232). Model of pulmonary fibrosis was established through intragastrically administering PQ with the
dose of 50 mg/kg. The animals were sacrificed by exsanguination at 1,7,14,21 days after administration with 20% parquet solu-
tion. The paraffin sections of lung tissue were stained with hematoxylin-eosin (HE) and Masson trichrome to observe the pathologi-
cal changes. Glucose-regulated protein 78 (GRP78) was determined by immunohistochemistry, .and the levels of malondialdehyde
(MDA) and SOD in pulmonary tissue were detected by colorimetric method. Results HE staining and Masson staining of lung tis-
sues proved that the classical model of pulmonary fibrosis was successfully constructed. The degree of alveolitis and pulmonary fi-
brosis in the model group was significantly more serious than that in the control group. The expressions of MDA ,GRP78 in the lung
tissue were significantly increased at 1 d after paraquat administration compared with those of control group [ MDA (1.5140.12)
nmol/mg wvs. (0. 8140. 04)nmol/mg; GRP78: (14. 25+ 6. 36)nmol/mg wvs. (3. 18+ 1. 02)nmol/mg; P<0. 05 or P<C0. 01], while the
activity of SOD was decreased. GRP78 protein expression was decreased at 7 d after

paraquat administration. Conclusion The results reveal that the expressions of GRP78 in paraquat poisoning group are up-regula-

ted, suggesting ERS plays an important role in paraquat induced-pulmonary fibrosis.
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