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INTRODUCTION and AIMs

Ethanol (EtOH) alters neural activity through interaction with multiple neurotransmitters and the
endogenous opioid system seems to play a key role in its action. We have recently investigated the
transcriptional regulation of opioid system genes in response to exposure to EtOH up to 96 h and
acetaldehyde (AcH) up to 72 h in human neuroblastoma SH-SY5Y cells (D’Addario et al, 2008; see fig).
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METHODS Study of the epigenetic code:

v’ DNA methylation (gene REPRESSION)
- by LUMA (Global DNA methylation)
- by bisulfite-pyrosequencing

(PDYN promoter methylation) (modified from Allis et al, 2007)
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