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(20 mg/kg) ginsenoside CK intervention group high concentration( 40 mg/kg) ginsenoside CK intervention group
and adenosylmethionine positive control group HE staining was used to pathological examination of liver tissues
Western blot was used to detect the relative expression of ERS marker protein GRP78  Annexin VFITC/PI double
labeling method was used for detection of hepatocyte apoptosis electron microscope observation was used for liver
cell ultrastructure and triglyceride was measured. Results The intervention of high concentration( 40 mg/kg) of
ginsenoside CK of alcoholic liver injury model significantly improved the pathological changes of liver tissue re—
duced the increased GRP78 protein expression caused by liver injury effectively inhibited the apoptosis and mito—
chondrial structure damage induced by alcohol and reduced the content of triglyceride. Conclusion  This study
demonstrates that high concentration (40 mg/kg) of ginsenoside CK can inhibit ERS response and effect on cell ap—
optosis ultrastructure and lipid metabolism in alcoholic liver injury and inhibit alcoholic liver disease to a certain
extent.
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Study on the inhibitory effect of EGCG

on Streptococcus mutans of cariogenic bacteria
Shi Xiufang Liu Yu Yang Liangxin et al
( Stomatological College of Anhui Medical University Hefei 230032)

Abstract Objective To investigate the inhibitory effect of epigallocatechin gallate( EGCG) on Streptococcus mu~—
tans( S. mutans) . Methods The minimum inhibitory concentration( MIC) of EGCG against S. mutans was deter—
mined by liquid double dilution method. The optical density( OD) value of S. mutans in different concentrations of
EGCG solution was measured by ultraviolet spectrophotometer. The pH value of acid produced by S. mutans was
measured by pH meter and the adhesion property of S. mutans was evaluated by OD value. Results The MIC of
EGCG against S. mutans was 6. 25 mg/L. With the increase of the concentration of EGCG the inhibitory effect of
EGCG on the growth acid production and adhesion properties of S. mutans was gradually enhanced. Conclusion
EGCG may be a natural material for the prevention and treatment of dental caries.
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