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Abstract Objective To investigate the expression changes of histone deacetylases (HDACs) levels in alcohol-in-
duced liver cell injury in mice. Methods Mice liver cell line (AMLI2) was used as the research object in vitro,
to determine alcohol inhibitory effect on AMLI2 cells at different concentrations and time points by using MTT
method; flow cytometry anlaysis was used to determine alcohol induced apoptosis effect on AMLI2 cells. Real-time
quantitative PCR analysis was used to detect mRNA expression levels of HDACs in alcohol-induced liver cell injury
model. Results Upon the stimulation of alcohol concentration at 100 mmol/L for 24 h, the survival rate of AMLI12
cell was 84% ,indicating its significant role in inhibiting the proliferation of liver cell line( AML12) (P <0.05);
furthermore, the apoptosis rate of AMLI2 cells was 16% ,showing it could increase the AMLI12 cell apoptosis( P <
0.05). Binge alcohol exposure induced liver cell injury and eventually resulted in deregulation of hepatic HDACs
mRNA expressions. i could be observed visually that HDAC1,2,3,4,5,6,7,8 mRNA expressions were signifi-
cantly down-regulated and HDAC9 mRNA expression was up-regulated( P <0.05). However, there was no signifi-
cant difference in HDAC10 mRNA expression than control. Conclusion In alcohol-induced liver cell injury model,
alcohol consumption affects HDACs mRNA levels and therefore, we speculate that histone deacetylases-mediated
epigenetic modifications may play an important role in the pathogenesis of alcohol-induced hepatic injury.
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