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Abstract: Objective: To explore the mechanism of salidroside on non-alcoholic fatty liver disease based on liver fat
synthesis and oxidation. Methods: Non-alcoholic fatty liver disease model was induced by high-fat diet for 14 weeks. From

the ninth week, the rats were randomly divided into model group, salidroside group and rosiglitazone group, and were given a
gavage for six weeks. The observing items including: pathological changes of liver tissue (HE staining); changes of contents of
triglycerides (TG) and free fatty acid (FFA) in liver tissue; changes of contents of acetyl-Coacarboxylase (ACCase), malonyl
CoA, fatty acid synthase(FAS) and carnitine palmitoyl transterase-1(CPT-1); changes of mRNA levels of ACCase and CPT-1
in liver tissue. Results: Hepatocellular steatosis and vacuolar degeneration were observed in the liver tissue of the model group.
The contents of TG, FFA, ACCase, Malonyl CoA, FAS and mRNA level of ACCase in model group were significantly higher
than those of the normal group (P<0.01). The content and mRNA level of CPT-1 were significantly lower than those of normal
group (P<0.01). Hepatic pathological changes in salidroside group were significantly reduced. The contents of TG, FFA, ACCase,
Malonyl CoA, FAS and mRNA level of ACCase were significantly lower than those of model group (P<0.01). The content and
mRNA level of CPT-1 were significantly higher than those of model group (P<0.01). Conclusion: Salidroside can inhibit liver

fat synthesis and promote the oxidation of fatty acid, which may be an important mechanism of salidroside for prevention and

treatment of non-alcoholic fatty liver disease.
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