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Study on the effects of ginsenoside Rh1 and CK on alcoholic induced liver injury and mitochondrial structure”
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[Abstract] Objective To investigate the effect of ginsenoside Rh1,CK and its compound (1 : 1 mix-
ture) on experimental rats with alcoholic liver disease (ALD). Methods The rats models of ALD were in-
duced by mixed liquid of 56 % alcohol,corn oil and pyrazole for 16 weeks. Then each experimental group was
respectively treated with corresponding drugs for 3 weeks, while the normal control group and the model
group were given equal volume of 0. 9% normal saline. In the 19th week (the end of the experiment) ,collected
the orbital venous blood of rats to detect the level of serum biochemical indices. Besides,after HE staining, the
pathological changes of liver tissue were observed by transmission electron microscope. Stereological data of
liver cell mitochondria was adopted to measure the volume density (Vvm) ,area density (Svm),surface num-
ber density (Nam) and specific surface (Qm) in all groups. Results Compared with the normal control group,
the levels of serum alanine aminotransferase (ALT) ,aspartate aminotransferase (AST) and alkaline phospha-
tase (ALP) were significantly elevated in the other groups. Compared with the model group,the levels of ALT
and AST were reduced in the Rhl group,the CK group,the Rh1-CK group and the panax notoginseng sapo-
nins (PNS) group (P<C0. 05),the level of ALP in the Rh1-CK group decreased (P<C0. 05), hepatic steatosis
and stereology of mitochondria were significantly improved in the Rhl group,the CK group and the Rh1-CK
group (P<C0.05). Conclusion With the great improvement of liver enzyme levels, hepatic steatosis and mito-
chondria structure of experimental rats with ALD,ginsenoside Rh1,CK.
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