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Abstract

Icoholism, a major public health problem throughout the world, causes an enor-
A mous damage to health and quality of life and undermines the well being of
families and society. It is associated with liver disease, cancer, cardiovascular pro-
blems, accidental deaths, suicides, and homicides. Over the last 20 years, a signifi-
cant progress has been made in the pharmacological treatment of alcoholism owing
to the better understanding of the neurobiological substrates of alcohol dependence,
including adaptive changes in amino acid neurotransmitter systems, stimulation of
dopamine and opioid peptide systems, and, possibly, changes in serotonergic activi-
ty. Disulfiram, naltrexone and acamprosate are the only pharmacological agents cur-
rently approved for the management of alcohol dependence. Data from studies of
ondansetron and topiramate in alcohol dependence are somewhat promising, but it
appears that the evidence of efficacy of these drugs in large controlled clinical trials
are still lacking. Trials with SSRIs and some antipsychotics have shown disappointing
results. Because the biological basis of alcohol dependence appears to be multifac-
torial, the future of management of alcoholism would involve combination therapy,
using drugs acting on different neuronal pathways, such as acamprosate and naltre-
xone. Pharmacotherapy should be used in association with appropriate psychosocial
support and specific treatment for any underlying psychiatric comorbidities.
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I 1. Possible transmitters involved in the actions of alcohol

Experience Transmitter/receptor
Activation Noradrenaline: dopamine
Euphoria/pleasure Dopamine: opioids: 5—HT2
Anxiolysis/ataxia Increase GABA
Sedation/amnesia Increase GABA+block NMDA
Compulsion 5—HT
Withdrawal Increase Ca*™ flux

Decrease Mg**

7 e B4 ol Be
Fajol| At A3l

tholaislgel 44 E5 Bage HEAIE, oy
Fol 609 Aol Lheht ok Fushd guHow
smgth, et Fagol e ABHel 2 (fatal

A
hepatitis) 2.2 Z1&eria dejA] glonz Fol 3 27

84 2 AFA7E g

cytochrome p45074]°ﬂ 93| diAkE= warfarin, pheny-
toin, amitriptyline 2} ¥H7]7F 71 sl zrto]obA] 7]
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3. EE&Z(Naltrexone)
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I 2. Comparison of pharmacological characteristics between naltrexone and acam-

prosate
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Naltrexone Acamprosate
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Onset of Action Rapid Slow
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