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In a community mental health service, even
an inner-city one, the rate of violent acts, of
any severity, over a 6-month period is more
likely to be around 6% (Shergill & Szmukler, 1998). Substituting the figures 6 and 94
in the probability tree the reader will discover that the positive predictive value
drops to 0.14; that is, the prediction will
be wrong almost nine times out of ten.
For very serious violence, perhaps at a rate
of 1%, the test will be wrong about 97
times out of a 100. For homicides, at
around 1 in 10 000 per annum committed
by patients with a psychosis, prediction is
meaningless.
Rare events are inherently difficult to
predict. Even a test with an impossible 0.9
accuracy for both true positives and true
negatives will be wrong more than nine
times out of ten at a base rate of 1%. Thus
highly statistically significant ROC curves
look very limited indeed in their practical
application in a community context. How
unfair is it then that mental health services
in the UK seem to be expected to prevent
what is, in practice, unpredictable?
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Australians with mental illness who
smoke
This Australian comparison to the editorial
by McCreadie & Kelly (2000) demonstrates that the financial costs for Australian smokers with a mental illness, as for
British subjects, are substantial.

As part of a detailed qualitative study of
a public mental health service in Adelaide,
South Australia, encompassing qualitative
interviews with 24 community clients and
a participant observation of the community
and in-patient settings in which they have
contact, I found that these smokers experience significant financial and social disadvantage as a consequence of their
smoking. Within their community homes
and hostels, and in-patient environments,
there exists a significant reinforcing smoking culture in which cigarettes provide a
central currency for many aspects of people's lives. Smoking provides them with a
source of control and autonomy in the face
of overwhelming powerlessness, fear of
illness relapse, and stigma. However, a
vicious cycle of loss, debt and need serves
to compound the predicaments of these
smokers. Some basic data are presented in
Table 1.
In Australia, the current average cost of
one of the cheaper brands of cigarettes is
$10.40 for a packet of 40 (from a survey
of two supermarkets and two suburban
convenience stores; recommended retail
prices for the equivalent brands, as quoted
by Phillip Morris and British American
Tobacco Australia Ltd, were approximately
$2 more). Of this, the amount returned to
the government in excise is $7.79 (Australian Taxation Office, 2000). Therefore, a
person with a mental illness who smokes
40 cigarettes per day gives to the government $54.53 per week in the form of tax,
or $2835.56 per year. All participants in
this study receive a government pension
and most live alone in public rental accommodation. The current rate of the Disability
Support Pension is $197.05 per week (Centrelink, 2000). Hence, such a person who
smokes 40 cigarettes per day returns approximately 27.7% of their benefit to the
Australian treasury.
Following the introduction of population-wide anti-smoking measures, there
has been an overall reduction in the prevalence of smoking to about 25% of the

Australian population. However, this is
not the case for people with a mental illness. According to a National Mental
Health Strategy survey (Jablensky et al,
al,
1999), 73.3% of people with a psychotic
illness smoke. With a prevalence of psychosis at 4.7 per 1000 population aged 18±64
years (Jablensky et al,
al, 1999), there are
probably at least 53 416 people with psychosis in Australia (Australian Bureau of
Statistics, 2000a
2000a,b). If 73.3% smoke, and
smoke on average 40 cigarettes per day,
the contribution to the treasury is approximately $111 million per year. People with a
mental illness are, through their smoking
habit, contributing substantially to the cost
of their own care.
For people with a mental illness the financial and personal consequences of their
dependence on smoking impact on all aspects of their quality of life, and their ability to manage their mental illness. We are in
danger of further polarising this population, already stigmatised by their mental
illness, if the perpetuation of the poverty
cycle in which they find themselves is not
addressed.
Australian Bureau of Statistics (2000a
(2000a) Population by

Age and Sex for Australian States and Territories.
Territories. Ref.
3201.0. Adelaide: ABS.

(2000b
(2000b) Australian Demographic Statistics. Ref.
3101.0. Adelaide: ABS.

_

AustralianT
AustralianTaxation
axation Office (2000) August 2000 ^

Excise Rate Schedule.
Schedule. Canberra: Australian Government
Publishing Service.

Centrelink (2000) A Guide to Commonwealth

Government Payments: 20 September to 31 December,
2000.
2000. Canberra: Australian Government Publishing
Service.
Jablensky, A., McGrath, J., Herrman, H., et al (1999)

People Living with Psychotic Illness: An Australian Study
1997^98. An Overview, National Survey of Mental Health
and Wellbeing, Bulletin 1. Canberra: Commonwealth
Department of Health and Aged Care/National Mental
Health Strategy.

McCreadie, R. G. & Kelly, C. (2000) Patients with

schizophrenia who smoke. Private disaster, public
resource. British Journal of Psychiatry,
Psychiatry, 176,
176, 109.

S. Lawn Southern Mental Health, 820 Marion
Road, Marion 5043, South Australia

Table 1 Characteristics of participants (n
(n24)
24)

Variable

Mean

Median

Range

43

42

25^63

Years smoked

27

24

4^50

Current cigarette consumption

40

35

20^75

Age at smoking onset

15

14

10^24

Multiple

Multiple

0 to Multiple

Age

Quit attempts

Lowered seizure threshold
on olanzapine
Olanzapine has been licensed in the UK
since 1996 for schizophrenia. Along with
other atypical antipsychotics it is being
used increasingly, with roughly equivalent
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therapeutic effect but better side-effect profiles than more traditional antipsychotics
(Lader, 1999).
A 30-year-old patient with paranoid
psychosis for 5 years and seizures for 12
years, described on average two generalised
seizures a year, improving with valproate.
His psychosis had been controlled with
zuclopenthixol for 2 years. He had normal
electroencephalograms (EEGs) in 1986
and 1998, including a sleep study while
taking zuclopenthixol but not valproate.
His psychosis relapsed secondary to noncompliance with medication and so zuclopenthixol 400 mg twice weekly was recommenced. He improved, but owing to
concerns over potential side-effects was
changed to olanzapine 10 mg daily. Over
the next 3 months he suffered increasing
seizures culminating in a generalised or
tonic±clonic seizure resulting in bilateral
humeral head fractures, one of which
required internal fixation.
There was no metabolic or electrolyte
disturbance. An EEG showed multifocal
and generalised epileptiform discharges
similar to those seen with clozapine, which
are unusual for zuclopenthixol. They resolved on withdrawal of olanzapine and
reinstitution of zuclopenthixol.
Conventional neuroleptics lower seizure threshold, yet this patient with a history
of epilepsy had normal EEGs while on
zuclopenthixol. Manufacturer's trials gave
a seizure rate, similar to other antipsychotics, of 0.88% patients (product data
sheet, Eli Lilly). However, other epileptogenic factors were present in these patients
and also in two subsequent case reports involving olanzapine and seizures (Lee et al,
al,
1999; Wyderski et al,
al, 1999).
Our patient thus represents the strongest case to date implicating olanzapine
alone in lowering seizure threshold, with
objective EEG support.
Post-marketing surveillance and case
reports are a useful early warning system
for reporting side-effects, for example, sertindole with cardiotoxicity and more recently olanzapine with impaired glucose
tolerance. This serves to remind all practitioners of the importance of considering a
possibly underemphasised side-effect within the context of a newly introduced therapy. Olanzapine should be used cautiously
in patients who have a history of seizures.
Lader, M. (1999) Some adverse effects of
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Olanzapine: concordant response
in monozygotic twins with
schizophrenia
There is growing evidence that genetic variation in several neurotransmitter systems
(e.g. serotonergic) may influence the clinical response to different psychopharmacological drugs (Arranz et al,
al, 1998, 2000).
A previous paper (Vojvoda et al,
al, 1996) described the concordant clinical response of
a pair of monozygotic twins with schizophrenia when treated with clozapine.
Now we report on two monozygotic twins
concordant for DSM±IV (American Psychiatric Association, 1994) schizophrenia
whose clinical response to olanzapine was
also concordant.
The twins are now 60 years old. Twin 1
developed her first psychotic symptoms at
age 21. Since then, she has been repeatedly
admitted to hospital because of worsening
of her psychotic symptoms, never returning
to her premorbid level of functioning. She
was treated with a wide variety of conventional antipsychotics, always with a poor
response. Prior to her first psychotic breakdown, she suffered a seizure, and was treated with phenobarbital and valproate. At
age 58 years she was started on olanzapine
building up to a high dose (20 mg daily) to
control her symptoms. With this drug she
had a good response (both in positive and
negative psychotic symptoms) and an improvement in her level of functioning.
Twin 2 had her first psychotic episode
and hospital admission at age 24. Subsequently, she was treated with different conventional antipsychotics as well as with
clozapine, but never achieved a successful
recovery. She needed several hospital treatments and suffered two seizures, with normal electroencephalogram while taking
clozapine and levomepromazine, and
agranulocytosis under clozapine treatment.
Encouraged by her sister's response to
olanzapine, she was treated with 20 mg
olanzapine daily. She showed a good

response, soon improving in both positive
and negative symptoms, and in her level
of functioning. Each twin is now symptomfree, working and living unaided. Their
response to olanzapine treatment has been
similar both in intensity and in the pattern
of symptoms that have improved. To our
knowledge, this is the first report describing
monozygotic twins with similar illness
characteristics who showed a similar
response to olanzapine treatment. Our finding supports the view that, as with clozapine, genetic factors may be important in
predicting response to olanzapine and other
antipsychotic drugs.
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Penile self-mutilation
Self-injurious behaviour, self-mutilative
behaviour or self-harming behaviour are
defined as deliberate destruction of body
tissue without conscious suicidal intent
(Feldman, 1988). An alternative definition
of self-injurious behaviour is repetitive, direct physical self-harm that is evidently
not life-threatening (Herpertz, 1995). Some
other terms such as autoaggression, purposive accidents and focal suicide are also
used. The three most commonly reported
types of self-injurious behaviour are selfcutting of the skin, ocular self-mutilation
and genital self-mutilation (Feldman,
1988). In Greilsheimer & Groves's (1979)
study a majority of cases of male genital
self-mutilation had psychosis. Cases of
non-psychotic genital self-mutilation include men with character disorders and
transsexuality. Many of the patients seemed
influenced by religious factors, such as

