
special hospitals women patients are involved in three out of
four incidents, and nursing staff are three times more likely to
be assaulted than patients."

Staff should avoid being confronted by a violent patient
when alone or in an enclosed space with the exit blocked.
Ideally, each ward or reception area should have a discreet
alarm. The best management is talking to the patient and
encouraging the expression of aggressive feelings. The inten-
tion is to promote an atmosphere of empathy, thus gaining
cooperation. Staff should use calm "body language"-for
example, a relaxed posture with hands unclenched and an
attentive expression. Threats should be taken seriously,
staring eye contact avoided, and no attempt made to touch the
patient. When possible, details of the history should be
obtained in a sympathetic and unbiased manner to determine
whether a psychiatric disorder (for example, psychosis or
personality disorder) is present.
Some threatening and difficult patients may need seclusion.

Increasing the level of supervision, however, allows most to
be managed without this, thus avoiding excessive drug
treatment. One study has reported that episodes ofcontinuous
observation lasting less than 72 hours helped two thirds of
patients.9 Compulsory admission, lower social class, female
gender, and a history of self harm and violence to property
predicted those patients requiring continuous observation.
After 72 hours alternative management procedures should be
initiated, such as transfer to an intensive care unit, seclusion,
or drugs.

Neuroleptic drugs are the best treatment when violence
stems from psychotic conditions, though little agreement
exists on the optimal drug. Indeed, violent behaviour (with
heightened activity and excitement) increases in some patients
given high doses of haloperidol (60 mg a day).'° Fortunately,
most patients respond to 50 mg a day (or less) or a similar drug
such as droperidol, which is more sedating, acts more
quickly, but does not have such long lasting effects.

Akathisia (distressing motor restlessness), a side effect of
neuroleptics, aggravates the clinical condition (as do extra-
pyramidal side effects) and has been implicated in violent
behaviour in schizophrenic patients. It is frequently resistant
to prophylactic antiparkinsonian treatment. Chlorpromazine
is highly sedative, unlike haloperidol, and may suppress
violent behaviour in the same way as the benzodiazepines.
Both chlorpromazine and the benzodiazepines may, however,
have a paradoxical effect through disinhibition of the nervous
system.'0 Chlorpromazine 50-200 mg can be given intra-
muscularly; this dose may need repeating up to a total daily

dose of 1 g. The injections are sometimes painful and in high
doses are likely to cause hypotension and tachycardia.
Zuclopenthixol acetate may be useful in some patients: one
study reported that a single injection (50-150 mg) had an
antipsychotic effect lasting three days." Sedation and calming
of mood and motor behaviour occur rapidly (within 15-90
minutes of injection) and are maximum after eight to 12
hours. Side effects are rare and mild.

Benzodiazepines, particularly diazepam, and barbiturates
(intravenous amylobarbitone sodium) are sedating but
uncommonly cause disinhibition and paradoxical aggression,
and also respiratory depression. Conversely, when aggressive
patients are treated with a combination of lorazepam and a
neuroleptic agent the neuroleptic agent may not need repeating
so often. Propranolol (and other 1 blockers), either alone or in
combination with neuroleptic drugs, diminishes aggressive
behaviour, but daily doses of 200-800 mg or more for four to
eight weeks may be necessary, and bradycardia or hypotension
sometimes limits treatment. Carbamazepine may be useful for
patients with epilepsy and associated "irritability." It is
synergistic with lithium in treating explosive violence in
patients who are refractory to more conventional treatments,12
but slightly higher blood concentrations may be required than
are needed for typical seizures.
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The familial transmission of alcoholism

Imitation and inheritance

Alcoholism is known to run in families- the relatives of
problem drinkers have a greatly increased risk of the disorder
-but the ways in which this has been explained have changed
over the years. For three decades after the second world war
transmission was thought to be by imitation rather than
inheritance. Since 1973, however, when Goodwin et al
suggested that alcoholism was transmitted genetically, the
alcohol journals have burgeoned with genetic research.
Goodwin et al compared the risks of alcoholism in the sons

of problem drinkers who had been adopted by other families

with the risks in control adoptees; those who had received
their genes from an alcoholic parent had a fourfold increased
risk of alcoholism themselves, even though they had been
brought up in a normal family.' Other adoption studies, from
Iowa2 and Sweden,3 confirmed the genetic effect. Two
subsequent approaches have attracted particular attention.
Firstly, Cloninger used data from the Swedish adoption study
to propose two subtypes of alcoholism.4 Type I, a mild form,
occurred in both men and women, had a late onset, and was
influenced by both genes and the environment. On the other
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hand, type II occurred exclusively in men, had an earlier onset
(under 25 years), was transmitted genetically-and was often
associated with criminality in the father. Unfortunately, there
are problems with both the original data and the analysis.s6
For example, the subjects were not interviewed, and alcohol
abuse was defined according to registration with the Swedish
Temperance Board; its seyerity was quantified arbitrarily
according to the number of registrations with the board.
Curiously, environmental factors were reported as important
for developing both mild and severe alcohol abuse but not for
moderate abuse.

Recent research has not altogether supported Cloninger's
hypothesis.7 Nevertheless, people with a family history of
alcohol problems do seem to show many of the features of
"type II alcoholism." Familial alcoholics are younger at onset
and develop a more severe form of dependence faster than do
those with no family history,8 and are also more likely to have
antisocial personalities.9 The simple division into familial
and non-familial cases seems to have as much to offer as
Cloninger's more complex construction.

Cloninger's theory implies that what is inherited is primarily
a predisposing personality type. An alternative view is that
susceptible people differ from the rest of the population not in
personality but in the way in which they metabolise alcohol.
Martin et al gave challenge doses of alcohol to 200 pairs of
twins and showed that the rate of elimination of alcohol was
under a substantial degree of genetic control."
What determines this? Alcohol metabolism occurs mainly

in the liver through alcohol dehydrogenase, which breaks
alcohol down to acetaldehyde, and acetaldehyde dehydro-
genase, which promotes the breakdown of acetaldehyde to
acetate. Many Oriental people have a variant of acetaldehyde
dehydrogenase that is virtually inactive; in them acetaldehyde
accumulates after a drink, producing tachycardia, nausea,
and flushing. To assess whether this unpleasant reaction
might protect people against developing alcohol dependence
Harada and his colleagues examined the frequency of the
"flushing" acetaldehyde dehydrogenase variant among alcohol
misusers and normal people in Japan." Altogether 42% of
normal people but only 5% of misusers had the flushing
variant, thus implying that its presence confers some pro-
tection against alcohol misuse. Subsequently, Shibuya and
Yoshida found that 35% of a sample of the general Japanese
population but only 7% of patients with alcoholic liver disease
had the flushing acetaldehyde dehydrogenase allele. Thus
Japanese with the flushing variant had a much lower risk of
developing alcoholic liver disease.

Might similar differences in gene frequencies among
Europeans explain the increased predisposition of some to
alcohol problems? As yet none have been found, but the
search continues. Another approach is to study genes that
are known to have an important role in behaviour, such as
the genes concerned in catecholamine pathways. There was
great excitement last year when Blum et al reported an
association between alcoholism and the Al allele of the
dopamine D2 receptor gene located on the long arm of
chromosome 1.' They were credited with having found the
"gene for alcoholism," but their study was retrospective and
based on a small sample, and the finding has not been
replicated.
A single gene is unlikely to account wholly for the

transmission of such a complex disorder as alcoholism. Much
more probably, different genes will be shown to affect
different aspects of the syndrome. Thus some genes may
contribute to the amount of alcohol consumed while others
may influence susceptibility to alcohol dependence or alcohol
related disease. At all these levels predisposing genes probably
interact with powerful environmental factors.

Recent genetic research therefore needs to be appraised
cautiously. Indeed, some suggest that the pendulum has
swung too far and that the environmental contribution is
being neglected.6'4-16 Though a person may have a genetic
predisposition to alcohol problems, this will manifest itself
only if he or she actually drinks; and alcohol consumption is
influenced not only by genetic but also by family and cultural
factors. For example, Clifford et al persuaded 572 normal
volunteer twins to write down all the alcohol they consumed
over seven days.'7 Thirty seven per cent of the variation in
consumption was accounted for by genetic effects; 42% by
intrafamilial but non-genetic effects; and only 21% by environ-
mental effects special to one twin and not shared by the
cotwin. Pickens et al carried out a similar analysis on alcoholic
twins and reported that genetic factors accounted for 36% of
the variance in male liability to alcoholism, shared (that is,
intrafamilial) factors for 50%, and non-shared environmental
factors for only 14%. 8 Thus familial factors are the most
powerful determinant of both alcohol consumption in the
normal population and liability to alcohol problems, but the
familial effect comprises both a genetic component and
intrafamilial cultural transmission. Non-familial environ-
mentalfactors seem to be less important.
Much remains to be done. It is unfortunate that geneticists

have hitherto regarded alcohol problems as a single entity
and have therefore assessed relatives only for the risk of
"alcoholism." It is much more productive to see alcohol
dependence in terms of a continuum of severity.'9 One
valuable approach would be to assess the manner in which
alcohol consumption, alcohol dependence, and alcohol related
problems are transmitted within families, not assuming that
all three are transmitted together. Once the transmission of
"alcoholism" is broken down into its component parts then
the way will be much clearer for laboratory studies to identify
the genes that confer susceptibility.
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