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MOLECULAR MECHANISMS OF OPIOID AND ALCOHOL DEPENDENCE
: RATIONALE FOR THE TREATMENT BY NALTREXONE

Borpit Klangkalya

Departiment of Pharmacology, Pramongkutklao College of Medicine, Bangkok, THAILAND

ABSTRACT

The mechanisms in opioid addiction and dependence involve ceilular adaptations at several
possible steps in the balance between opioid and other neurotransmitter systems in the brain. Several
lines of evidence indicated that the noradrenergic system at the locus coeruleus may play pivotal role in
these adapiations. The uses of opioid antagonist, naltrexone, in the treatment of opioid dependence
have been widely practiced for more than 2 decades. The rationale for iis efficacy in preventing relapse
is strongly supported by scientific evidence, but major limitations are due to low patient compliance.
The roles of psychotherapeutic methods in improving patient compliance must be emphasized in the
therapeutic program. Another therapeutic indication of nalirexone is for the ireatment of alcohol
dependence. This theory has based on rather new evidence on the interactions between alcohol and
several neurotransmitter systems, including opioid and dopainine. Nalirexone reverses alcohol effects
on opioid recepiors, dopamine release, reinforcing mechanism, euphoria, craving, and finally reduces
relapse and helps patients remain abstinent for longer period of time. The use of naltrexone, thus, could
be an effective therapy for alcoholism, providing thal psychosocial treatient programs are fully
supported.
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