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@ AL (87.81 +7.71), o —SMA ik (8.34+1.48), TCF- B 1 mRNA (1.58+0.22), Smad3 mRNA (2.21 £0.19),
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[ Abstract] Objective To study the protective effect of reduced glutathione hormone (GSH) on pulmonary
fibrosis induced by bleomycin in rats and the possible mechanism. Methods Forty healthy male Sprage-Dawley
(SD) rats were randomly divided into control, model, GSH and dexamethasone groups by using random number table, 10
in each group. The rat model of pulmonary fibrosis was induced by intratracheal instillation of 5 mg/kg bleomycin, while
the control group received intratracheal instillation of 2 mL/d normal saline. After 24 hours, the model, dexamethasone
and GSH groups were interfered with intra—peritoneal injection of 2 mL/d normal saline, 1 mg* kg + d”' dexamethasone
and 120 mg - kg™ * d” GSH respectively. All rats were killed on the 28th day afier modeling and their lung tissues were
collected, the pathological changes of the lungs were evaluated by hematoxylin—eosin (HE) stain, the degree of pulmonary
interstitial fibrosis was assessed by Masson stain, and the immunohistochemistry was used to detect the expressions
of @ —smooth muscle actin (& ~SMA) in the rat lung tissues. The mRNA expressions of transforming growth factor -
(TGF-B 1), Smad3, and Smad7 in lung tissues were measured by reverse transcription-polymerase chain reaction
(RT-PCR). Results Under a light microscope, it was shown that the lung tissue structure in the control group
was normal and complete without any inflammatory cells infiltration; in the model group, there were large patches of
pulmonary alveoli destruction in lung tissue, extensive thickening of alveolar walls and a large amount of inflammatory
cells infiltration; in the dexamethasone group and GSH group, the pathological changes of lung tissue were milder
than those in model group, and the degree of amelioration of pulmonary alveolitis and fibrosis in GSH group was more
significant. Compared with control group, the staining area of collagen fiber in the model group was significantly
increased (p m% 127.47 + 6.98 vs. 39.29 + 5.42), the expression level of lung tissue a —SMA was significantly elevated
[absorbance (A)value: 12.22 £ 1.21 vs. 1.97 £ 0.75}, and the mRNA expressions of TGF-§ 1 and Smad3 were decreased
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significantly, but the mRNA expressions of Smad7 was increased obviously (the mRNA expressions of control group
was 1.00, the mRNA relative expressions of TGF-B 1, Smad3 and Smad7 were 5.79 + 0.61,8.49 1 0.38,0.32 + 0.05,
respectively all P < 0.01). Dexamethasone and GSH could obviously alleviate the above damaging effect on the lung, and
the more cbvious effect was seen in the GSH group, the staining area of collagen fiber was 87.81 £ 7.71 in GSH group,
the expression level of lung tissue o -SMA was 8.34 + 1.48, and the mRNA expressions of TGF- B 1, Smad3 and Smad7
in the lung tissue were 1.58 + 0.22, 2.21 £ 0.19, 0.87 + 0.04, respectively; statistically significant differences were found
when they were respectively compared with model group (all P < 0.05). Conclusions GSH used early has protective
effect on the pulmonary fibrosis induced by bleomycin in rats possibly via inhibiting the expressions of TGF- B 1 and

Smad3 and stimulating the expression of Smad7 in lung tissues.
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