state. Information on inpatient and outpatient waiting times
by specialty and consultant was sent, every three months,
to local general practitioners, who had the additional benefit
of a direct, ex-directory telephone link to the centre to
make inquiries. Other equally cogent suggestions for improve-
ments in information systems and outpatient waiting list
management have been voiced but have gone, it seems,
unheard.**

The NHS is modelled on the “patient patient.” When it was
born rationing was a part of everyday life and people queued
quietly for health care just as in the war they had queued for
food. Consumerism, medical progress, and the Patient’s
Charter make delay less acceptable. Patients are now being
promised local charter standards for waiting times for first
outpatient appointments and maximum clinic waiting times
of 30 minutes.” The workshop participants rightly urge
caution in setting national standards for outpatient waiting
times, in favour of targets which could “allow differential
rates of progress.”

Waiting in one area is contingent on activity in others. The
choices being made by purchasers and providers will have an
impact, and in some places extra resources may be required.
That said, there are opportunities to reduce outpatient

waiting times. We have to find ways of managing waiting
more effectively and keeping the customer (be it general
practitioner or patient) informed. On the research agenda we
need to look at organisation, information, and com-
munication, and it may be time, as this new report suggests,
to debate and reconsider the role of outpatient clinics. The
ideas are there; now they must come out of academe and into
the clinic.
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Screening for hypertrophic cardiomyopathy

Not yet feasible

Last autumn the Hypertrophic Cardiomyopathy Association
launched a campaign to raise awareness of hypertrophic
cardiomyopathy and, together with the Sports Council’s
National Sports Medicine Institute, announced a pilot
screening programme to detect the condition among young
athletes.' The association’s aims are laudable: counselling and
support, provision of information, promotion of increased
awareness to both the public and doctors, and support for
research. Specific screening campaigns, however, should be
based on a logical, not purely emotional, response to tragic
cases. Any screening programme needs to fulfil several clear
conditions: the disease should be common (or important in its
effects); there must be a reliable screening procedure to detect
disease early; and treatment should be available to modify the
outcome. Does hypertrophic cardiomyopathy meet these
conditions?

Certainly the condition has potentially devastating effects,
as the tragic cases of sudden death in apparently fit young
people described by the association illustrate.! However, the
condition is not common. The incidence is estimated to be
2-5/100000/year with a prevalence of 20/100000.2 The
condition is associated with a high incidence of sudden death
(2-5% per year in adults and 6% in children and adolescents?),
and it is the commonest recognised cause of sudden death in
competitive athletes.* Sudden death associated with exercise
is a major cause of death in hypertrophic cardiomyopathy,’
and as a result patients with the disease are recommended to
avoid strenuous exercise.*

Screening for hypertrophic cardiomyopathy can be done
either by echocardiography or by genetic screening. Echo-
cardiography is superficially appealing since the technique is
non-invasive and relatively cheap. It is, however, fraught
with problems. Even in relatives of known patients there
is heterogeneity in the echocardiographic findings.” No
systematic data are available on the population prevalence
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of possible echocardiographic criteria for diagnosing hyper-
trophic cardiomyopathy, but one study has found asymmetric
septal hypertrophy in 8% of a general population with
heart disease other than hypertrophic cardiomyopathy.’
Distinguishing between the hypertrophied heart of the athlete
and hypertrophic cardiomyopathy can be difficult,® and the
athletic population is a proposed target for screening. An echo
technique using analysis of diastolic flow patterns may be
more sensitive.’ The natural history of the disease also makes
it unsuitable for screening by imaging techniques: a normal
scan now is no guarantee of a normal heart in the future.'
Electrocardiographic screening, while even cheaper and more
widely available, is less specific and sensitive.

In about half of all cases hypertrophic cardiomyopathy
is familial, the remaining cases presumably arising from
sporadic mutation.! In those families with a clear genetic link
hypertrophic cardiomyopathy seems in many to be inherited
as a dominant gene with a high degree of penetrance.’? The
recent finding of mutations in the gene coding for f-myosin
heavy chain in some families with the condition" has both
clarified the nature of the genetic defect and simultaneously
raised the prospect of some form of genetic screening.'* Of
those families with documented familial hypertrophic
cardiomyopathy, however, only about half have identifiable
mutations related to the B-myosin heavy chain gene,"”" and
little is known of the incidence of genetic abnormalities in
non-familial cases. In familial cases without a gene defect
regular echocardiograms are the only practicable screening
method.

As yet there is little definitive evidence that treatment
improves prognosis in patients with symptomatic hyper-
trophic cardiomyopathy. There are no data from prospective
randomised controlled trials. ‘A retrospective study showed
that amiodarone was associated with a better prognosis
in patients with documented ventricular tachycardia on

409



electrocardiographic monitoring.'® In another study a group
of children with hypertrophic cardiomyopathy at high risk of
sudden death (history of loss of consciousness, family history
of sudden death) who were given amiodarone had a better
prognosis than an untreated group at low risk."” But the case
for amiodarone is not proved, and it has been associated with
a higher incidence of sudden death.'® A high risk group can be
identified on electrophysiological® and haemodynamic
grounds,® and on the basis of a high risk family history.”
There is, however, no evidence that any therapeutic inter-
vention benefits patients with asymptomatic hypertrophic
cardiomyopathy, let alone those with only the genetic trait or
borderline asymmetric septal hypertrophy. These are the
subjects whom screening would detect in larger numbers than
real cases.

Screening can have value in reassuring unaffected members
of families where the genetic abnormality is known. It can also
be used to guide controlled trials of promising treatments
in affected members. Only once effective treatments are
established, however—and this includes advice to avoid
strenuous exercise—should generalised screening be advised.
Given the low incidence of the condition, lack of proved
treatments, and low sensitivity and specificity of the available
screening tests, widespread testing of the general population
cannot yet be advised. Screening of athletes would detect only
a small proportion of affected individuals, though it may
reduce the risks of sudden death on exertion for those few.
The major benefit would be in raising awareness of this
potentially devastating condition.
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On not listening to patients

Putting patients first must be more than a slogan

Last week a British psychiatrist was convicted of repeatedly
sexually assaulting patients over a period of 12 years.' One of
the most disturbing features of the case was how patients’
protestations of abuse were ignored. This may be the extreme
consequence of a health service which, although it insists that
it puts patients first, often doesn’t do so at all.

Most of the patients assaulted by Dr Gordon Maden were
young men with severe psychosocial problems—many of
them drug addicts with a criminal record. People within the
health and social services had been aware for years of the
patients’ accusations, but nothing was done. One patient who
complained was told “to stop being silly.”* A colleague of Dr
Maden is quoted as saying that nothing was done because
“nothing really terrible had happened. . . . The addicts
weren’t too cut up about it. They had to deal with more
degrading things in their lives. And addicts are cunning,
devious people. To be honest, I felt they could quite easily
manipulate him.” This is a long way from the central idea of
total quality management—that the patient or customer is
king. And homeless drug addicts must have as much right to
the throne as Hampstead intellectuals.
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Last week the House of Commons select committee on the
ombudsman heard another story of neglect in the NHS.* The
health ombudsman’s officer was investigating a case of a
terminally ill woman who was moved from her ward in the
King Edward VII Hospital in Windsor every weekend for 10
weeks because the ward was closed at weekends to save
money. When the ombudsman reported on the case he said:
“I cannot recall ever having encountered such a manifest and
deplorable lack of regard by management for the welfare of a
hospital inpatient.” Last week’s hearing was to examine why,
when the ombudsman’s officer was investigating the case, she
was repeatedly interrupted by a nurse manager. Once again the
NHS ignored the principle of total quality management and
instead of learning from its mistakes was desperate to deny
them.

These are both extreme examples, but there are probably
hundreds of examples every day within the NHS of patients
being ignored and treated brusquely. Trisha Greenhalgh
describes two such cases on p 464. In one case a woman waited
three quarters of an hour with her child screaming with an un-
dressed wound. The doctor eventually arrived and grumbled,
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