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Research progress on molecular mechanism of organ protective effect of schisandrin B
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Abstract: Schisandrin B is main active components in Schisandrae Chinensis Fructus, and had various pharmacological effects long-
term studies have shown that schisandrin B has the functions of protecting the liver, kidney, lung, cardiovascular and cerebrovascular
systems, etc. The organs protective effect of schisandra B works through different pathways, including anti-oxidative effect, anti-
inflammatory effect, anti-fibrosis, promotion of heat shock response, regulation of lipid metabolism, and inhibition of apoptosis. This
paper reviews the protective effect on various systems of molecular mechanism of schisandrin B, and provides a reference for
promoting the elucidation of its pharmacology and molecular mechanism and its clinical application.
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