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Current state of knowledge

Alcohol is a toxic and mind-altering substance that
leads to dependence. The term “social use” often down-
plays the health and social harm it causes or contributes
to. “It plays a crucial role in more than 200 diseases and
disorders’.

In 2016, 32.5% of people worldwide were current
drinkers (defined as individuals aged 15 or older who
reported consuming alcohol in the last 12 months), with
25% being women and 39% men. On a global scale, the
average daily alcohol consumption was 0.73 standard
drinks for women and 1.7 for men. It's important to note
that various types of beer, wine, and spirits have different
alcohol content levels. An average of 10 grams of pure
ethanol per serving is considered a ‘standard drink,” which
is roughly equivalent to 200 ml of beer, 100 ml of wine,
or 30 ml of spirits.

Alcohol consumption contributes to 3 million deaths
each year worldwide (5.3% of all deaths), causing dis-
abilities and health problems (mental disorders, non-
communicable diseases such as cirrhosis, neoplasms,
and heart disease) for millions of people. It is responsible
for 5.1% of the global burden of disease (7.1% in men and
2.2% in women), calculated in terms of disability-adjusted
life years (DALYs)'.

The percentage of deaths attributable to alcohol con-
sumption among men is 7.7% of all deaths, while it is
2.6% in women'.

In a comprehensive analysis of 694 sources of alcohol
consumption data, along with 592 prospective and retro-
spective studies?, it was found that alcohol consumption
ranked as the seventh risk factor for both mortality and
years lived with disability. It accounted for 2.2% of female
deaths and 6.8% of male deaths. Among the population
aged 15-49 years, alcohol consumption emerged as the
primary risk factor, contributing to 3.8% of female deaths
and a significant 12.2% of male deaths. A significant
proportion of the disease burden attributable to alcohol
consumption consists of intentional or unintentional inju-
ries (traffic incidents, violence, and suicide), generally in
relatively younger age groups'.

Alcohol is the leading risk factor for premature mortality
and disability among people aged 15 to 49 years (10%
of all deaths in this age group). Among people aged 20
to 39, 13.5% of total deaths are attributable to alcohol’.
During pregnancy, it can cause fetal alcohol syndrome
and prenatal complications’.

Alcohol consumption results in significant social and
economic losses for both individuals and society as a
whole'.

Besides chronic consumption, there is a phenom-
enon known as excessive episodic alcohol consumption
(EEAC), which is defined as the consumption of five or
more standard drinks for men or four or more for women
in a span of two hours or less, within the last 30 days.
This pattern of consumption heightens the risk of endur-
ing structural and functional brain damage, as well as an
increased likelihood of traffic accidents, public violence,
and engaging in unprotected sexual activity. Young in-
dividuals engaging in this type of consumption are four
times more likely to develop dependence compared to
those who commence drinking in adulthood?®.

Risks

In several studies, the J curve determines cardio
protection at low consumption levels compared to non-
consumers, and when consumption is high, there is a
clear association with elevated risk. However, there is
some controversy about the initial assertion.

In a study from Lancet?, the amount of alcohol intake
that reduced harm to health outcomes was ZERO standard
drinks per week. This contradicts guidelines advocating
for cardiovascular health benefits linked to consuming up
to two standard drinks per day. However, these results
imply that alcohol control policies should be reconsidered
globally, emphasizing efforts to decrease/eliminate overall
consumption in the population, echoing other studies*®.
The study? findings indicate that alcohol consumption (ir-
respective of quantity) results in health decline across all
populations. Although some protective effects were found
for ischemic heart disease and diabetes among women,
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these effects were diluted compared to general health risks
due to the strong association between alcohol consump-
tion and the risk of cancer, injuries, and transmissible
diseases. These findings emphasize the importance of
evaluating how alcohol consumption affects the health of
the population throughout life and leaving aside the clas-
sic concept of risky or harmful consumption (more than
two average standard drinks per day in men and more of
one in women.).

From a cardiovascular point of view, consumption is
associated with atrial fibrillation® and to a lesser extent,
with sinus tachycardia, and a reduction in physiological
respiratory arrhythmia (due to autonomic imbalance). It
is also linked to sudden cardiovascular death (ventricular
arrhythmia due to ischemia or alcoholic cardiomyopathy).

A comprehensive review of 44 observational studies’,
encompassing almost a million patients and nearly 40,000
coronary events, compared moderate consumers (those
consuming less than two standard drinks daily) with non-
consumers, was unable to conclude a beneficial effect
for all consumers.

A meta-analysis®, encompassing 45 studies and in-
volving 3 million patients with 65,000 deaths, revealed an
overall lower risk among moderate consumers compared
to non-consumers. However, this pattern has not been
consistently demonstrated in studies of higher method-
ological quality or those evaluating global cardiovascular
health.

Two European studies*®, involving a total of 315,000
cases, failed to establish a causal link between alcohol
consumption and cardiovascular protection.

13% of asymptomatic alcoholic patients have subclini-
cal cardiomyopathy.

The clinical manifestations of alcoholic cardiomyopathy
are typically observed in alcoholic patients over 35 years
of age with a daily alcohol intake between 112 and 380
grams (mean 185 + 52) over a period ranging from 10 to
40 years (mean 23 = 7).

Alcoholic cardiomyopathy accounts for 21-32% of
dilated cardiomyopathies, although this figure could be
higher in countries with a higher rate of alcoholism'.

Recommendations

There are population-level and individual level inter-
ventions.

From the population-level, reducing the burden of
harmful alcohol consumption, public health measures are
proposed that are beyond the scope of this document®.

From an individual level, different clinical situations
that all involve problematic alcohol consumption must be
considered!21314;

* Dependence or alcoholism or alcohol addiction (main
reason for addiction consultations).
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e Regular or chronic risky consumption without de-
pendency.

e Consumption in vulnerable populations such as ado-
lescents or pregnant women.

* Episodic excessive alcohol consumption (EEAC).

What tools should doctors apply in the consultation to
reduce alcohol consumption?2. Firstly, terminology must
be handled carefully. It would be more prudent to speak
about problematic consumption to acknowledge that this
issue is difficult to define, and represents a social problem
with multiple dimensions, that require a multidisciplinary
approach. The significance of alcohol as a psychoactive
drug, akin to marijuana and cocaine, should not be over-
looked due to its pervasive presence in people’s lives. It
is crucial for internists and other healthcare professionals
to be cognizant of the detrimental effects associated with
problematic alcohol consumption. This awareness enables
them to seamlessly integrate discussions on alcohol-
related issues into their routines and provide appropriate
guidance to their patients.

The patient can consult for:

¢ Addictive behavior.

¢ Problems directly related to alcohol.

* Problems where alcohol arises from the interview and
physical examination (tremors, tachycardia, hypertension,
rhinophyma, parotid hypertrophy, telangiectasias, hepato-
megaly, splenomegaly, polyneuritis) or other findings from
complementary methods (macrocytosis -with or without
anemia-, increased transaminases, increased gamma
glutamyl transpeptidase, ultrasound with fatty liver)?®.

Alcohol problematic consumption can occur even if the
preceding situations are not present, raising the question
of how to identify an alcoholic patient. Tools to identify it
are CAGE and AUDIT questionnaires, both validated in
primary care. Health professionals must ask about the
presence and type of consumption. It should be suspected
in patients with mood changes, weight loss or other symp-
toms without adequate explanation'®.

Once chronic consumption has been identified, the
presence of physical and psychological dependence and
target organ damage must be evaluated.

Consider that those with a family history of alcohol-
ism, tobacco use, trauma, traffic incidents, or those tak-
ing medications that interact with alcohol (paracetamol,
NSAIDs, anti H2, isoniazid, phenytoin, warfarin, sulfonyl-
ureas, benzodiazepines, methotrexate, opioids, tricyclic
antidepressants, metronidazole) may have an increased
risk either of developing alcoholism or experiencing inter-
actions with alcohol'>18,

Questionnaires such as CAGE (detects issues related
to abuse and dependence)'’, and AUDIT (identifies dis-
orders related to alcohol intake)'® should be used. There
are other less commonly used methods (Trauma test, T-
ACE, TWEAK, RAPS4). These questionnaires, especially
AUDIT, are useful for detecting low-risk consumption,
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excessive or risky consumption, and dependence or
alcoholism'®19,

Simple advice and brief interventions prove to be ef-
fective measures in reducing alcohol consumption and
mitigating associated risks. For individuals with low-risk
alcohol consumption, it is crucial to consistently counsel
them on the perils of alcohol intake while operating ma-
chinery or vehicles, in conjunction with specific medica-
tions, during pregnancy, and in adolescence. In cases of
risky consumption, brief interventions are recommended.
These are concise (lasting 3 to 5 minutes) and low-
intensity actions that involve providing feedback, along
with simple advice, to enhance motivation for reducing
or ceasing alcohol consumption. Patients may not always
comprehend the potential harm of alcohol consumption,
making the intervention by healthcare professionals par-
ticularly effective. For individuals with alcohol dependency,
a more intensive treatment approach is necessary. This
could involve outpatient treatment or, in severe cases,
may require hospitalization depending on the specific
circumstances. Physical withdrawal (tremor, anxiety,
seizures, delirium, autonomic hyperactivity) may or may
not be present in a patient with alcohol dependence, and if
present, requires immediate pharmacological intervention.
Consider hospitalization in cases of severe depression,
particularly when suicidal ideation is present, severe co-
existing psychiatric disorders, insufficient family support,
or if outpatient management proves ineffective's202',

Available drugs can be fundamentally grouped into
those used for the treatment of alcohol withdrawal and
dependence, and those used for the prevention of compli-
cations related to nutritional deficiencies associated with
chronic alcohol consumption’s:20.22:27,

Administration of thiamine with or without magnesium
replacement is recommended for the prevention or treat-
ment of neuropathies and Wernicke’s encephalopathy.

The objective of treating alcohol withdrawal is to pre-
vent the occurrence of seizures, delirium tremens, and
alleviate withdrawal symptoms. Benzodiazepines are the
primary medications used in the first line, with antipsychot-
ics employed as adjuvant drugs (especially in cases of
delirium, always in conjunction with benzodiazepines to
mitigate the risk of seizures by lowering the seizure thresh-
old). Beta-blockers may be used in instances of autonomic
hyperactivity, while carbamazepine or valproic acid may
be considered for cases with mild or moderate symptoms.

For individuals with alcohol dependence, there are
anticraving medications designed to reduce the urge to
drink. Naltrexone is the preferred choice, with acampro-
sate being an alternative in the absence of naltrexone
or if there is some degree of liver damage. In certain
cases, aversive drugs like disulfiram can be employed,
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particularly for highly motivated patients aiming to main-
tain abstinence.

There are other drugs under study (topiramate, na-
Imefene, serotonin reuptake inhibitors, ondansetron).
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