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Protective effect of Schisandrin B on renal fibrosis and
underlying mechanism*

Hai-zhou Zheng, Jie Zhang, Cheng-cheng Xiao, Cong Qin, Tao Xu
(Department of Urology, Renmin Hospital of Wuhan University, Wuhan, Hubei 430060, China)

Abstract: Objective To investigate the protective of Schisandrin (Sch B) on renal fibrosis and underlying
mechanism. Methods Mice were subjected to ischemia-reperfusion (I/R) injury in presence or absence of Sch
B. Masson staining was performed for morphological grading of renal fibrosis. o -SMA and Collagen |
expression in kidney tissue were determined by Immunohistochemistry. The expression levels of o -SMA,
collagen I, E-cadherin, transforming growth factor B, (TGF-B,) and p-Smad3 were measured by Western blot.
Results Renal fibrosis and tubular atrophy were significantly alleviated by Sch B treatment when compared
with I/R group. Immunohistochemistry staining showed that «-SMA and Collagen | in the I/R group increased
significantly, which was attenuated by Sch B. Western blot suggested that, in the Sch B group, the expression
of E-cadherin was increased while «-SMA, Collagen I, TGF-B, and p-Smad3 decreased dramatically in a
dose dependent manner in comparison with those in the I/R group. Conclusions Data confirms that SchB can
ameliorate renal fibrosis by inhibiting TGF-B/Smad signaling pathway, which could be a potential therapeutic
intervention for renal fibrosis.
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