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Research progresses of the epigenetic regulation in drug addiction
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Abstract ; Drug addiction is a chronic recurrent encephalopathy which severely damages human health
and affects social stability. Therefore,the study of the molecular mechanism about drug addiction is impor-
tant for the therapeutic strategies of drug addiction. A number of studies have showed that epigenetic modifi-
cations play key roles in the regulation of drug addiction. Drug exposure can lead to histone acetylation,
methylation, phosphorylation,and DNA methylation etc. Understanding the epigenetic mechanisms for drug
addiction may contribute to the therapeutics for drug addiction. Here, we focused on the changes of epige-
netic modifications during drug addiction to review the recent progresses in drug addiction.
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