
Co-proxamol and suicide

Licence needs to be changed

Editor—We agree with Hawton et al that
co-proxamol presents a major overdose
hazard, their results illustrating the difficul-
ties for licensing authorities in limiting avail-
ability of prescription medicines that are
only hazardous in overdose.1

Co-proxamol is more likely to result in
death; it causes prolongation of the QRS
interval in an electrocardiogram in experi-
mental animals and in humans.2 3 This
property is usually associated with sodium
channel blockade and is a precursor to
ventricular arrhythmia. We have shown a sig-
nificant relation between estimated dextro-
propoxyphene dose (based on paracetamol
concentration) and QRS prolongation in a
case of co-proxamol poisoning,4 an effect not
seen with other opioid combination products.

Dextropropoxyphene is rapidly
absorbed from the gastrointestinal tract,
increasing early cardiac risk, with death hap-
pening within one hour after ingestion.5

Most patients probably die of co-proxamol
poisoning as a result of its combined cardiac
(non-opioid) and central nervous system
(opioid) effects before hospital admission.
Understanding these factors may also
improve acute care.

Prescribing patterns for co-proxamol
may show geographical variation, which
could alter the risk estimates calculated by
Hawton et al. In Edinburgh co-proxamol poi-
soning accounted for 4.8% of 5583 patients
admitted with self harm in the two years from
July 2000 to June 2002 (overall 20% of
patients took an opioid). These figures seem
similar to those of Hawton et al.
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Co-proxamol should be restricted,
not banned

Editor—Smith suggests that co-proxamol
be banned.1 I am surprised by this reaction
to Hawton et al’s paper on co-proxamol and
suicide.2 Hawton et al clearly advocate
restricting the availability of co-proxamol.

Dextropropoxyphene is closely related to
methadone, and like methadone it has
noradrenergic analgesic properties in addi-
tion to its opioid effect. Patients who attend
pain clinics have often tried several com-
pound analgesics, and occasionally they
report that co-proxamol is the most effective.
This may reflect a neuropathic component to
their pain that is quite different to the post-
operative pain for which co-proxamol is no
better than paracetamol alone.

The evidence suggests that co-proxamol
should be restricted perhaps to specialist use
but not banned outright. After all a knee jerk
ban of thalidomide would have deprived
medicine of a drug still used in the treatment
of leprosy.
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Availability of co-proxamol has been
successfully reduced in Doncaster

Editor—In 1998 an audit of suicides in Don-
caster identified the alarming rate of
co-proxamol overdose as a method of
suicide: of the 44 suicides with prescribed
drugs between 1995 and 1998, 18 were with
co-proxamol (41%).1 That this is much higher
than the national figure of 18% quoted by
Hawton et al2 may be because the rates of
prescribing of co-proxamol in Doncaster

(around 11 million tablets a year) were 65%
higher than the national average.

Hawton et al recommend restricting
co-proxamol on the evidence that restricting
availability of a specific means of suicide can
reduce deaths. Doncaster Health Authority
reached the same conclusion in 1998 and
undertook to reduce the amount of
co-proxamol in circulation by asking general
practitioners to be more cautious in prescrib-
ing the drug. Doncaster Royal Infirmary also
removed co-proxamol from its formulary.

The table shows how, four years on, the
policy of reducing prescribing has been suc-
cessfully implemented: around 60% fewer
tablets are currently prescribed than in the
period up to 1998 and the prescribing rate is
now lower than the national average.

The numbers of suicides among Don-
caster residents, also shown in the table, are
too small for us to show any relation
between the amount of co-proxamol pre-
scribed and the number of suicides with the
drug or the total number of suicides.
However, we cannot help but be encouraged
by the numbers: only five since the
beginning of 2000.

The remarkably low number of suicides
in 2002 is not a final figure, but many more
are unlikely to emerge, and this clearly can-
not be attributed to reductions in
co-proxamol prescribing. We can, however,
be sure that the quantity of tablets in circula-
tion has been massively reduced and that
the evidence, as quoted by Hawton et al,
implies that this is likely to reduce deaths.
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Effectiveness of reducing prescriptions of co-proxamol in Doncaster

1996 1997 1998 1999 2000 2001 2002

No of co-proxamol tablets per prescribing unit*:

Doncaster 27.9 28.0 26.7 17.6 13.1 11.7 10.7

England and Wales 16.9 16.7 16.4 15.9 15.1 14.5 13.8

No of suicides†:

With co-proxamol 5 3 7 5 2 3 0

All other methods 25 29 36 22 31 26 14

*Based on data from the Prescription Pricing Authority for preceding eight months for 1996 and on first six months only for 2002.
†Office for National Statistics public health mortality file; data for 2002 not final.
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Antidepressant prescribing
and suicide

Analysis is misleading

Editor—Hall et al’s data on suicide rates
and antidepressant prescribing contradict
their own conclusions.1 The conventional
and intuitive way of analysing trends in rates
of antidepressant use by age group would be
to look at ratios of rates of use in 1998-2001
and 1990-1.

Data on bmj.com show that rates
increased 7.5 times for men aged 25-34 and
2.1 times for men aged 75-84. Spearman cor-
relations using these ratios for all age groups
and the difference in suicide rates as defined
by Hall et al showed a strong positive correla-
tion. Increases in suicide rates were associated
with higher rates of increase in the use of
antidepressants. For men, Spearman’s corre-
lation coefficient was rs = 0.86, P = 0.007; for
women, rs = 0.76, P = 0.03.

Hall et al seem to have analysed absolute
differences in rates of prescribing. The use
of daily dependent dose is also problematic
and not clearly explained. Daily dependent
doses represent units of therapeutic doses as
defined by the World Health Organization.
The increase in the use of
antidepressants in older age
groups is probably
accounted for partly by a
change from prescribing
lower doses of tricyclic anti-
depressants to prescribing
selective serotonin reuptake
inhibitors at standard doses.

Evidence that lower
doses of tricyclics are less
efficacious than standard
doses is not strong.2 In
addition, daily dependent
doses relate to the general
adult population. They will therefore under-
estimate prescribing rates of tricyclic antide-
pressants in elderly people in whom
therapeutic and tolerable doses are accepted
to be lower.

That the massive increase in antidepres-
sant prescribing has had any objective and
positive impact on the health of populations
remains difficult to prove. Other commenta-
tors have implied that there is no impact on
suicide trends and pointed out that rates of
self harm are rising, not falling.3 Long term
incapacity due to depression in the United
Kingdom continued to rise throughout the
1990s.4
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Associations attribute possible causality
inappropriately

Editor—Hall et al say that reductions in sui-
cide rates in older people in Australia could
be attributed to their increased exposure to
antidepressants, in particular selective serot-
onin reuptake inhibitors.1 But the associa-
tions seem to attribute possible causality
inappropriately.

According to the Australian Bureau of
Statistics, suicide rates in people over the age
of 40 in Australia have gradually reduced
since 1961-5, the peak period of suicide
deaths for these age groups since the great
depression.2 This is true for each five year
age group from age 40 years. In most age
groups, the greatest reduction occurred in
the period before 1990. For example, in
1961-5 suicide rates in men aged 45-9 were
34.9 per 100 000 and in men aged 50-4 39.4
per 100 000. In 1986-90 rates had dropped
to 23.5 per 100 000 and 24.7 per 100 000
respectively. By 1996-2000 the rate had
dropped to 23.8 per 100 000.

Similarly if we examine
men aged 55-64 years, from
1961-5 to 1986-90 suicide
rates dropped from 37.8 per
100 000 to 25.1 per 100 000
and to 20.7 in 1996-2000.
This scale of pre-1990 sui-
cide rate reductions is also
found in women.

Important historical
trends of a reduction in
suicides prevailed long
before selective serotonin
reuptake inhibitors were
introduced. The reasons for

this reduction are unclear, but improved
detection and treatment of depression is
unlikely to be as effective in preventing
suicide as the prevention of depression itself.
Brian M Draper conjoint associate professor,
University of New South Wales, Sydney
Academic Department for Old Age Psychiatry,
Prince of Wales Hospital, Randwick,
New South Wales 2031, Australia
b.draper@unsw.edu.au
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Decline in suicide rate among older
people predates 1991

Editor—Hall et al say that the association
they observed between antidepressant pre-
scribing and suicide may reflect increased
recognition, diagnosis, and treatment of
depression by general practitioners as much
as any pharmacological effects of antide-
pressants.1 The time scale they took into
account was the decade 1991-2000. If they
are right in their conjecture, the processes

involved must have started some 60 or 70
years ago, if not in Australia then in the
United States.

In the United States a steady decline in
the suicide rate of people aged 65 and over
has been well documented: from 45.3 per
100 000 in 1933 (this is the earliest year for
which suicide data for all of the United
States are available) to 21.5 per 100 000 in
1986.2 Murphy and Wetzel showed the same
decline for 1940-75.3 The table, presenting
age specific suicide rates in white men in five
year intervals, has been extracted from their
table 6.

The decline in suicide rates in older age
groups started well before the introduction of
the tricyclic antidepressants—that is, before
there was any effective pharmaceutical
treatment of depression.
Thomas J Verberne clinical neuropsychologist
14 Crampton Crescent, Rosanna, Victoria 3084,
Australia
verberne@melbpc.org.au
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Antidepressants do not reduce
suicide rates

Editor—Hall et al show that the biggest
increase in the use of antidepressants in
1990-2000 has been in the 15-44 age
group.1 Simultaneously the rate of suicide
for this age span has increased in Australia.
For men aged 25-34 the use of antidepres-
sants has increased more than six times dur-
ing the period and the suicide rate has
increased by almost 17%.

By using this correlation in time in the
same way that Hall et al use the total corre-
lation for all ages it could be argued that
antidepressants increase the risk of suicide
for people younger than 45 and particularly
for men aged 25-34. Neither this conclusion
nor that of Hall et al is scientifically valid. To
make valid conclusions we need controlled
studies.

Hall et al say that there is little direct evi-
dence that antidepressants reduce the
suicide rate because even large clinical trials
have limited power to detect a reduction.
They do not mention that three large meta-
analyses on antidepressants and suicide
have been published since 2000.2–4

Together these include over 60 000
depressed patients in randomised clinical
trials comparing antidepressants with
placebo. Most trials were short term, but
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several long term trials were also included,
with a total of 1949 patients. The results of
all meta-analyses, both for short term and
long term treatment, were that suicide was
slightly more common among patients
taking antidepressants compared with
patients taking placebo.

Hall et al do not show that antidepres-
sants reduce the rate of suicide. At the same
time placebo controlled randomised clinical
trials show that the rate of suicide is higher
with antidepressants than it is with placebo.
The only reasonable conclusion is that anti-
depressants do not reduce the rate of
suicide. There may be a slight increase in
suicide rates for patients treated with antide-
pressants, although further studies are
needed to make any firm conclusions.
Peter H Ankarberg clinical psychologist
Samtalscentrum Unga Vuxna, Repslagargatan 5A,
S-611 30 Nyköping, Sweden
peter.ankarberg@spray.se
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Authors’ reply

Editor—Our critical finding was the relation
between decline in suicide rate and exposure
to antidepressants across age groups in both
sexes. We agree that time series data must be
interpreted cautiously; that is why we consid-
ered alternative explanations.

We disagree with Moncrieff that we
should have used ratios of daily dependent
doses. This would have been an alternative
measure of change in exposure but not of
overall antidepressant exposure. We agree
that the daily dependent doses will underes-
timate prescribing levels of tricyclic antide-
pressants in elderly patients but believe that
this would underestimate any correlation
between antidepressant prescribing and sui-
cide trend by underestimating elderly expo-
sure to antidepressants.

The fact that, as Verberne and Draper
point out, suicide rates in older people
declined before the period of increase of the
selective serotonin reuptake inhibitors does
not mean antidepressants could not be a
contributory cause of the decline in suicide
rates between 1991 and 2000. Suicide rates
in young men did not decrease, yet
antidepressant prescribing increased over
the same period, albeit from a very low base,
as Ankarberg says. We accept that using
antidepressants is not the only influence in
suicides among young men.

It is true that meta-analyses of placebo
controlled randomised controlled trials have
not shown a lower rate of suicide among
patients receiving antidepressants, as Ankar-

berg says. However, patients at risk of suicide
are often excluded from such studies. These
studies often entail follow up periods of less
than six months so their findings do not
necessarily apply to the general population.

This letter is also written by the other authors: Valerie
A Rendle (project officer, School of Public Health and
Community Medicine, University of New South
Wales), Ian B Hickie (chief executive officer, beyond
blue: the national depression initiative, Melbourne,
Victoria 3122, Australia), and Peter McManus
(formerly secretary, Drug Utilisation Sub Committee
Department of Health and Ageing, Canberra 2601,
Australia).
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Pharmacological heterogeneity
limits antidepressant study
Editor—MacGillivray et al potentially make
a huge contribution to the understanding of
the relative utility of selective serotonin
reuptake inhibitors and older antidepres-
sants in the treatment of depression in
primary care.1 However, the usefulness of
their meta-analysis is limited by the original
data, as is so often the case.

These results are very difficult to
interpret, not least because the comparitors
used in the key studies are pharmacologi-
cally heterogeneous. Two studies, including
one of the key three crucial studies
providing data in an unambiguous format,
used mianserin as a comparitor. Mianserin is
a tetracyclic, not a tricyclic as the paper’s title
might imply. It is not a potent reuptake
inhibitor but a potent and thus sedative anti-
histamine. A third study used lofepramine as
a comparitor, a more modern tricyclic with a
much more benign anticholinergic side
effect profile than its older cousins, which
have an adverse event rate similar to the
selective serotonin reuptake inhibitors.2

Two of the three studies providing
unambiguous data for the efficacy analysis
were of paroxetine against amitriptyline.
Paroxetine may be considered to be an

atypical selective serotonin reuptake inhibi-
tor in that is has some adrenergic reuptake
inhibition and anticholinergic properties.
Pharmacologically its profile lies between
the more selective selective serotonin
reuptake inhibitors and the classic tricyclics,
as does lofepramine.3

As an underlying principle of meta-
analysis is homogeneity of the material, it is
no surprise that a clear answer does not
emerge from this work, given the pharmaco-
logical heterogeneity.
Anthony S Hale professor of psychiatry
University of Kent, Canterbury CT2 7NZ
A.S.Hale@ukc.ac.uk
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European Commission’s
proposal for a council
recommendation on cancer
screening
Editor—The European Commission
recently published the Proposal for a Council
Recommendation on Cancer Screening, based
on consensus reached by experts.1–3 For
breast, cervical, and colorectal cancer suffi-
cient evidence has been accumulated on
cost effectiveness and negative effects to rec-
ommend screening at a population level.
Mammography should be offered every two
years to women aged 50-69. Periodic Pap
smear testing should start before the age of
30 but not earlier than the age of 20. Faecal
occult blood testing should be recom-
mended to men and women aged 50-74.2

New technologies can be introduced
only after their effectiveness and cost
effectiveness have been established in
randomised controlled trials on public
health relevant outcomes. The following
methods or policies require evaluation:
digital mammography, liquid based cervical
cytology, human papillomavirus detection,
automated screening devices, immunologi-
cal faecal occult blood tests, primary
colonoscopy, as well as extension of mam-
mographic screening in women aged 40-49.

The European Commission recom-
mends that screening be offered in organised
programmes, with quality assurance at all lev-
els and good information about benefits and
risks. A reduction in mortality and incidence
of advanced disease can be achieved only if
coverage is high and standards of rigorous
quality assurance are respected. Management
and evaluation of programmes require accu-
rate monitoring of data. Data transmission
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and linkage systems must be set up with
respect of privacy legislation and ethical rules.

The European Commission has given
the network for cancer screening the
mandate to work out technical guidelines
defining standards and benchmarks for best
practice.4 The current proposal still needs
endorsement by the ministers of health. We
hope this will happen without delay.
Marc Arbyn coordinator, evaluation of new screening
methods, European Network for Cervical Cancer Screening
marc.arbyn@iph.fgov.be
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Opportunistic screening for
Chlamydia

Microbiological input is essential in
Chlamydia screening programmes

Editor—The strand displacement amplifi-
cation test used by Moens et al for Chlamydia
trachomatis screening produced equivocal
results in 11.2% of samples.1 Such a high
rate is unacceptable.

A result could be termed equivocal if it
is borderline or if a sample gives discrepant
results on repeat testing. In addition, this
assay has an internal control, a negative
result being invalid if the internal control is
inhibited. Differentiation between these
potential causes is important—borderline
and non-repeatable positive results could
be due to small amounts of organisms or
technical problems such as cross contami-
nation; inhibitors may be prevented by cold
chain transportation of urine or by using
the urine processing pouch supplied by the
manufacturer.2

We have extensive experience with the
strand displacement amplification test and
have not experienced such a problem with
equivocal results. Of 24 130 samples tested,
21 605 (89.5%) were negative while 2224
(9.2%) were repeatable positive results. Only
72 samples gave non-repeatable positive
results (prevalence 0.3%, reproducibility rate

96%); 229 samples (0.9%) had evidence of
inhibitors. Thus, only 1.2% of the samples
gave no definitive positive or negative result.

Although treating all equivocal results as
positive is a pragmatic approach, action based
on poor quality results will lead to misleading
reports, inappropriate labelling of patients as
having sexually transmitted infections, unnec-
essary partner notification, overtreatment
with antibiotics, inaccurate statistics, and
incorrect epidemiological analysis. Active
microbiological input is essential during the
planning of such programmes to optimise
sample collection and transportation as well
as the interpretation of results.
C Y William Tong consultant virologist, department of
infection
william.tong@gstt.sthames.nhs.uk

Helen Dunn diagnostic service manager, department
of infection
David A Lewis consultant physician, department of
genitourinary medicine
Guy’s and St Thomas’s Hospital Trust, London
SE1 7EH
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Authors’ reply

Editor—We acknowledge the concerns of
Tong et al and fully endorse their view that
active microbiological input is essential both
in planning and introducing a Chlamydia
screening service using the strand displace-
ment amplification test.

We emphasise that our study was carried
out with input from the medical microbiol-
ogy department that did the testing, which
also, as stated in the paper, was informed of
our concerns about the high number of
equivocal results but could not provide an
explanation. Apparently the problem was
not confined to samples from our clinic.

We explain in the paper why we decided
not to offer a repeat test and instead treat
the equivocal result as positive—namely,
because we were not confident, given our
experience of the high risk client group
being tested, that these young clients would
return for a repeat test.

Since completing the study, which
included as part of the service an information
campaign and outreach work in a local
school informing pupils about Chlamydia and
our service, we are much more confident
about successfully being able to recall clients
who have an equivocal result for a repeat test.
Moreover, the rate of equivocal results has
fallen to around 1% of samples, perhaps indi-
cating improved procedures with the strand
displacement amplification test.
Veronique Moens family planning doctor
Geoffrey Baruch director
GBaruch@compuserve.com

Brandon Centre for Counselling and
Psychotherapy for Young People, London
NW5 3LG
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Guidelines for anecdotes might
include more information
Editor—We agree with Aronson on the
need for a uniform presentation of anecdotes
and case reports by using common standard-
ised guidelines.1 His proposed guidelines are
complete and systematic, but some items
could be added to improve this format.

In the drug treatment section, the
contents should include prescription drugs,
over the counter medicines, and preparations
of complementary and alternative medicines,
including herbal treatments and homoeo-
pathic and ethnic preparations. The use of
these treatments has increased over the past
years, mainly in patients with chronic diseases
who are taking multiple drugs, in whom
adverse reactions are more likely to develop.

In the history section, it is important to
include history of use of psychostimulant
substances (such as methylxanthines) and
natural or synthetic drugs of abuse (such as
cannabis, amphetamines, hallucinogens, or
opiates), in addition to drinking and
smoking habits.

Other aspects to consider are the
compulsory communication of the adverse
reaction to the national pharmacovigilance
centre or the local World Health Organiza-
tion drug monitoring programme before
submitting a paper for publication.
Sergio Abanades clinical pharmacology resident
sabanades@imim.es

Mag Farré consultant clinical pharmacology
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Two groups were different in
cardiovascular risk study
Editor—Dunder et al compared two differ-
ent groups and concluded that the inci-
dence of myocardial infarction was signifi-
cantly higher in the group receiving
antihypertensive treatment.1

Table 1 shows two heterogeneous groups
—the group with hypertension (having
treatment) had higher blood glucose concen-
trations, body mass index, and proinsulin
values (implying insulin resistance) than the
other group, which had normal blood
pressure, lower body mass index, and lower
glucose concentrations (implying insulin sen-
sitivity). Up to 40% of patients with hyper-
tension are insulin resistant, and insulin
resistance is associated with increased cardio-
vascular risk.2 3 Thus the group with hyper-
tension was at a much higher baseline risk of
cardiovascular disease than the group with
normal blood pressure.

The two groups remain significantly
different over the next 10 years. The normal
blood pressure group showed less increase
in body mass index and glucose concentra-
tions. Dunder et al say that an increase in
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fasting blood glucose predicted myocardial
infarction in the group receiving antihyper-
tensive treatment but not in the group with-
out such treatment. However, 5-7% of
patients with insulin resistance progress to
the next stage of glucose dysregulation
yearly. If we presume that 30% of patients
with hypertension in this study had insulin
resistance then around 1% per year (about
10% over 10 years) of this group would
progress to the next stage of insulin
dysregulation, irrespective of the treatment.

The conclusion(s) of the study would
have been appropriate had Dunder et al
compared hypertensive patients receiving
treatment with those not receiving such
treatment when their baseline risk(s) for
development of cardiovascular disease
would have been similar.

Although hypertension and diabetes are
additive, hypertension seems to be a more
potent predictor of vascular risk than glycae-
mic control, and aggressive treatment of
hypertension dramatically reduces this risk.4 5

Malvinder S Parmar medical director (internal
medicine)
Timmins and District Hospital, Timmins, ON,
Canada P4N 8R1
atbeat@ntl.sympatico.ca
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Behavioural approaches are
helpful in overactive bladder
Editor—Herbison et al made a plea for a
more pragmatic approach to evaluating
patients with an overactive bladder syn-
drome.1 A strong criticism of the work
performed to date relates to the use of
placebo as a control. They argue for the use
of a behavioural approach such as bladder
retraining as a comparator. This seems logi-
cal given that behavioural approaches are
offered to most people with lower urinary
tract symptoms (many of which will have
overactive bladders) as a first line of
treatment. Behavioural approaches might
prove more effective for longer and lack the
harms associated with pharmacotherapy.

We would not stop at bladder drill as one
of the potential interventions.2 It could be that
fluid scheduling, caffeine restriction, pelvic
floor exercises, and the optimised manage-
ment of comorbid conditions could all have a
place in the management of the overactive
bladder syndrome.3 4 In this respect it is inter-
esting that these interventions are routinely
offered by continence advisers and urology
nurse specialists, but not by doctors.

What is also interesting is that with a few
exceptions, doctors have not subjected these
interventions to rigorous study.5 If they
prove to be as effective as many believe them
to be, the knowledge will transform the
management of all patients with lower
urinary tract symptoms and could poten-
tially impact on 60% of the men and women
over the age of 50.
Tim Lane clinical lecturer in urological oncology
Department of Medical Oncology,
St Bartholomew’s Hospital, London E1A 7BE
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Randomise foundation trusts
Editor—Yet another NHS policy initiative is
being introduced in a form that does not
allow the taxpayer and voter to assess
whether the change is helpful or not.1

Because potential foundation trusts are
different from the “average” trust then any
effect they have on the delivery of health
care will be confounded either by selection
bias or through regression to the mean.

The 32 trusts expressing an interest in
foundation status should be randomised to
be given the status or remain as they are. We
will then be able to ascertain whether they
work or not. What is likely to happen is that
they will be evaluated (if they are evaluated
at all) by using non-randomised methods.
For critics of foundation trusts a before and
after design is likely to be helpful in
“proving” such trusts are harmful.

As they are selected on the basis of “high”
performance there ought to be a satisfying
regression to the mean for several of them. To
avoid this supporters of such trusts need to
use a case-control approach as this is more
likely to show that they work as uncontrolled
biases (such as enthusiastic senior manage-
ment) may favour foundation trusts.

These non-randomised evaluations will
provide ammunition both to supporters and
critics of foundation trusts, and we consum-
ers are left none the wiser. Whoever makes
the decision in the Department of Health:
please use randomisation.
David J Torgerson director
York Trials Unit, York University, York YO10 5DD
djt6@york.ac.uk
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Time has come for a medical
minister of health
Editor—Smith rightly identifies that there
is no universally acknowledged leader of the
NHS.1 But medical leadership in the NHS
can effect improvements in services. A good
example has been the appointment of a
national cancer director in England and his
equivalent in Scotland.

From a position before 2000, when can-
cer services showed wide variations in qual-
ity, the development of multiprofessional
collaboratives in England and the managed
clinical networks in Scotland have been key
in improving a patient’s cancer journey.
Reducing the waiting time to diagnosis
and surgical treatment for breast cancer
exemplifies this.

In a rapidly moving specialty such as
oncology, any lay minister necessarily
depends on expert medical advice. He or
she does not have the knowledge to manage
the service directly. Perhaps the prime min-
ister should consider appointing a clinician
as the next minister of health.

Recent precedents have been set in Italy
and Egypt. He or she might oversee a board
of national medical directors in each area of
health care supported by the permanent
secretary in the Department of Health. With
an adequate budget the improvements in
cancer services might be replicated in other
areas of the NHS.
Ian H Kunkler consultant in clinical oncology
Eastern General Hospital, Edinburgh EH4 2XU
i.kunkler@ed.ac.uk
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“Hitting the Headlines” is
useful resource
Editor—Schwitzer reviewed the media and
evidence.1 One of my favourite sections of
the UK National Electronic Library for
Health site (www.nelh.nhs.uk) is Hitting the
Headlines, produced by the NHS Centre for
Reviews and Dissemination.

It takes articles from the British national
press that report on issues relating to the
effectiveness of an intervention. It then
assesses the reliability of the claims by
critically appraising the underlying research.
It cannot stop the flow of “distorted” articles
produced by the national press, but it can
provide a useful resource for clinicians in
protecting themselves from hordes of
newspaper waving patients.
Jon R Brassey director, TRIP database
National Public Health Service Wales, Pontypool
NP4 0YP
jon@tripdatabase.com
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