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Intervention effect and mechanism of saikosaponin D on epithelium-mesenchymal
transformation in mouse with pulmonary fibrosis"
GUAN Shuhong \WANG Zhigang ,ZHU Yuming , XU Qiangian ,ZHOU Jun®
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[ Abstract] Objective To observe the effect and mechanism of saikosaponin D (SSD) on epithelium
mesenchymal transformation (EMT) in the mouse with pulmonary fibrosis. Methods Sixty male Kunming
mice were divided into the control group, bleomycin (BLM) group and SSD group. The pulmonary fibrosis
model in the BLM group and SSD group was prepared by intratracheal instillation of 5 mg/kg BLM solution
and the control group received the same volume of 0. 9% sodium chloride solution. The SSD group was daily
intraperitoneally injected by 2. 0 mg/kg SSD solution,and 0. 2 mL normal saline plus DMSO (3 mL DMSO
was dissolved in 97 mL normal saline) were daily intraperitoneally injected on the equal conditions in the con-
trol and BLM group. The mice were executed on 14,28 d respectively for taking the pulmonary tissues. Then
the HE staining was performed to observe alveolitis and fibrosis degree in lung tissues. Western blot was per-
formed to determine the expression level of E-cadherin,fibronectin, Wnt protein and B-actenin protein in lung
tissues. Results The scores of alveolitis and pulmonary fibrosis in the SSD group and BLLM group were higher than
those in the control group at the corresponding periods, moreover the SSD group was lower than the BLM group at the
corresponding periods. The relative gray values of fibronectin, Wnt protein and -actenin protein expression in the SSD
group and BLLM group were higher than those in the control group at the corresponding periods, moreover the SSD
group was lower than the BLM group at the corresponding periods; the relative gray value of the expression of E-cad-
herin in the SSD group and BLLM group was lower than that in the control group at the corresponding periods, moreo-
ver the SSD group was higher than the BLM group at the corresponding periods. Conclusion SSD has a certain treat-
ment value for pulmonary fibrosis,and SSD inhibiting the Wnt/B-catenin signal transduction pathway for negatively
regulating EMT process may be one of its treatment mechanisms.
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