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Effects of peroxredoxind on pulmonary fibrosis in silicotic rats
Jia Yanchun' Liu Yingyu' Wei Zhongqiu® et al
( 'Dept of Respiratory Affiliated Tangshan City Workers” Hospital of North China University
of Science of Technology Tangshan 063000;°Dept of Pathology Primary Medicine College
North China University of Science and Technology Tangshan 063000)

Abstract Objective To study the effect of peroxredoxind ( Prxd) on SiO,-induced pulmonary fibrosis in rats.

Methods Healthy adult male SD rats were divided into four groups randomly: control( saline n =10) SiO, group
(50 mg/rat n =10) SiO, + empty lentivirus group( empty lentivirus: 5 x 10’ TU n =10) and SiO, + Prx- lentivir—
us group( Prx- lentivirus: 5 x 10’ TU n =10) . SiO, and lentivirus were given by tracheal injection and then all an—
imals were observed for four weeks. HE staining was used to observe pulmonary morphological changes and immu—
nohistochemical staining was used to detect a-SMA expression. Western blot was used to measure expressions of
Prx- collagen type I and I and thiobarbituric acid assay was used to detect malondialdehyde( MDA) content.

Results The expression of Prx- protein in SiO, + Prx- lentivirus group was significantly higher than that in SiO,
+ empty lentivirus group (0.45 +£0.05) vs(0.35 £0.05) P <0.05 . HE staining showed that the structure of
the lung tissue of the control group was normal and the alveolar wall was thin. There were lung tissue structural
damage alveolar wall thickening or fracture and the formation of cellular silicon nodules in SiO, group and SiO, +

empty lentivirus group. However the alveolar wall became thinner and the size of silicon nodules became smaller
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in Si0, + Prx- lentivirus group. Compared with control expressions of a-SMA collagen type I and III and MDA
content in Si0, group significantly increased (0.40 +0. 16) vs( 6. 60 +0.70) (0.34 +£0.05) vs( 0.45 +0.05)

(0.18 £0.03) vs(0.34 0. 06) and(2.31 +0.35) vs(3.46 £0.44) P <0.05 . There were no differences in the
levels of «-SMA collagen type I and Il and MDA content between SiO, group and SiO, + lentivirus group.
Compared with SiO, + empty lentivirus group levels of a-SMA collagen type [ and I and MDA content in
SiO, + Prx- lentivirus group markedly decreased ( 6.00 +0.58) ©5s2.30 £0.40) (0.42 £0.06) vs(0.38 =
0.06) (0.36 +0.07) vs(0.23 £0.04) and (3.57 £0.62) vs(2.84 £0.30) P <0.05 . Conclusion Prxd can
inhibit the pulmonary fibrosis induced by SiO, which is related to the decrease of ROS and the differentiation of

myofibroblasts.
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