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Brain mechanisms of mor phine abuse and related gene expression

ZHEN G Xi-geng, SUI Nan
(Imstitute of Psychology, Chinese Academy of Sciences, Beijing 100101, China)

[ Abstract]  Three main neurotransmision sysems, that is, dopaminergic, opioid-peptide and GABA , are deeply in-
volved in morphine abuse. Under different treatment schedules, addictionrrelated brain regions, such as VTA, NAc,
LC, etc. , initiate region gedfic changes, by different mechanisms accordingly. These dterations s multaneoudy embody
changesof extracdlular neurotransmitters, receptor-activities, intracdlular Sgna transduction process and gene expres
dons. Direct biologicd effectsof morphine action and compensatory reactionsof neuronsjointly compose the molecular bar
dsfor morphine abuse and underlie the phenotype of reinforcement effect , tolerance, degpendence and abstinence of mor-
phine treatment.
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