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Experimental study of inhibition of bleomycin-induced pulmonary fibrosis in rats by rosiglitazone
Liu Weijia yRao Shanshan , Zhang Xiangyan ,Liu Lin

(Department of Respiratory Medicine ,Guizhou Provincial People’s Hospital ,Guiyang 550002 ,China)
Abstract: Objective To explore the role of rosiglitazone in inhibiting pulmonary fibrosis and its mechanism. Methods 24 rats
were divided into physiological saline control group. rosiglitazone control group, bleomycin group and rosiglitazone interference
group. bleomycin was adopted to induce pulmonary fibrosis in rats. Hematoxylin and eosin (HE) staining and Masson staining were
used to perform pathological examine. Kit was used to measure hydroxyproline content of pulmonary tissue. Western blot and real-
time fluorescent quantitative polymerase chain reaction ( RT-PCR) were employed to probe expression of peroxisome
proliferator-activated receptor y (PPARY) ,matrix metalloproteinase 9 (MMP-9) and transforming growth factor 8, (TGF-g,). En-
zyme-linked immunosorbent assay (ELISA) was applied to detect the concentration of TGF-g, in bronchoalveolar lavage fluid
(BALF). Results

monary tissue,level of TGF-8, in BALF,and expression of TGF-B, ,PPARY, MMP-9 in pulmonary tissue were increased compared

After intratracheal infusion of bleomycin, Ashcroft score,collagen deposition and hydroxyproline content of pul-

to those in physiological saline group. However, the indicators above were decreased after rosiglitazone interference,except PPARYy
expression showing further increased. Levels of PPARY protein expression had negative correlation to levels of TGF-8;, and MMP-9
mRNA expression. Conclusion Rosiglitazone shows antagonism against bleomycin-induced pulmonary fibrosis which mechanism
probably related to up-regulation of PPARY protein expression and inhibition of TGF-;, and MMP-9 mRNA transcription.
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