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Introduction

Alcohol is one of the most widely addictive drugs within society, the continued abuse of which can result in tolerance and dependence. It is a psychiatric disorder with heterogeneous
etiology. Incomplete phenotypic concordance between monozygotic twins suggests that environmental and epigenetic factors are influential in susceptibility to alcoholic disease (AD). It is
reinforced by several studies that ethanol can induce some epigenetic alterations, particularly histone acetylation and methylation as well as DNA hipomethylation. This provides new
insights into the actions of ethanol at nucleosome level in relation to gene expression and pathophysiological consequences.

Brain histone acetylation and deacetylation induced by ethanol

Table 1: Effects of ethanol in different nuclei of the amygdala
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Figure 2: “P rats “ are rats with preference for alcohol. They showed the protein levels described in Table 1 and had anxiety states that prompt them to consume alcohol in order to
restore these protein levels and revert the anxiety states to anxiolytic states.

Histone acetylation in hepatocytes Hyperhomocysteinemia caused by ethanol

 Acute ethanol treatment: increased acetylation of histone H3 at Lys 9 mediated by ROS, with an induction of ADH1
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Conclusions
* In the amygdala, depending the ethanol-intake level, there is a regulation of both HAT(s) and HDAC(s) activities that could promote

gene expression or repression within genes involved in the onset of different neurological effects.

 Ethanol produce different methylation and acetylation patterns in the promoter region of genes involved in ethanol metabolism,
affecting in last instance to their regulation.
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