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Treating Wolff-Parkinson-White syndrome

Radiofrequency intracardiac ablation is safe-in specialist hands

The true prevalence of the Wolff-Parkinson-White syndrome
is not known, but the typical findings of a short PR interval
and a 6 wave are seen in 1-3 per 1000 electrocardiograms, and
a considerable proportion of patients will develop symptoma-
tic tachycardias. I The most common arrhythmias are a regular
atrioventricular re-entrant tachycardia and atrial fibrillation,
both of which cause symptoms and carry the risk of sudden
death.2 Only a decade ago the standard treatment was long
term oral antiarrhythmic drugs. Although surgical ablation of
the accessory pathway produced excellent results,3 only
patients with dangerous or refractory arrhythmias were
referred because many patients and doctors thought it a
drastic measure. The advent of catheter ablation in the early
1980s provided a third choice for patients in whom the
pathway was right sided or septal." The recent use of lower,
radiofrequency, energy has extended this option to many
more patients so that catheter ablation now offers a real
alternative to medical treatment.

Initially high energy direct current discharges during
catheter ablation yielded disappointing results, with success
rates of only 60-70% in most series.67 Temporary stunning of
the pathway was often observed, probably due to imprecise
localisation. Later, however, Warin et al developed the
meticulous mapping techniques that have now become
standard and achieved a success rate of over 90% for pathways
in all locations.8 The delivery of high energy direct current
shocks within the heart is, however, associated with explosive
barotrauma, which may induce tamponade and death.9 The
search for safer methods led to the development of a modified
direct current power source that allowed successful ablation
with lower energies, thus avoiding barotrauma. 0"

Radiofrequency energy, already familiar to surgeons, was
first used for transvenous accessory pathway ablation in
1987.12 Delivery of alternating current in the range 0 15-1
MHz generates resistive tissue heating, which can be used for
cutting, fulguration, or desiccation with coagulation necrosis.
This last mode is used for intracardiac ablation. The lesions
produced are discrete, and their size can be controlled by, for
example, adjusting the amount of energy delivered.'3 Tissue
damage, as evidenced by release of creatine phosphokinase, is
minimal. The absence of neuromuscular stimulation by
radiofrequency current means that general anaesthesia is not
needed.

Precise localisation ofthe pathway is essential for successful
ablation-and the most time consuming element. The correct
position of the steerable tip of the ablating catheter is
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confirmed by standard electrophysiological mapping tech-
niques, including identification of local electrograms with a
very short atrioventricular delay. In 50-91% of cases discrete
potentials can also be recorded from the accessory path-
way.'41" When the area for ablation has been identified
accessory pathway conduction is abolished within 10 seconds
of the onset of a discharge: the electrocardiogram shows the
abrupt disappearance of pre-excitation. The procedure can
last for one to 12 hours with an x ray exposure time of two
minutes to two hours. In three recent series the success rate is
reported as 87-99%, which compares favourably with that for
surgery.'3 14 16

Recurrences develop in about 9% of cases but repeat
ablation has a high chance of success. Immediate complica-
tions are few but include tamponade (0 6%), pericarditis
(0 3%), atrioventricular block (0 3%), and local vascular
problems (1%). There has been one report of myocardial
infarction caused by inadvertent intracoronary discharge of
energy. So far there are no long term data on valvular integrity
or secondary arrhythmias, but early evidence does not suggest
any problems.

Tachycardias confined to the atrioventricular node (atrio-
ventricular nodal re-entry) may also be cured by radiofre-
quency ablation. 17 By controlled modification of the function
of the node the substrate for re-entry can be destroyed while
atrioventricular block is avoided. In one series of patients
without a diagnosis of the mechanism of tachycardia a
diagnostic electrophysiological test was combined in a single
session with ablative treatment of both atrioventricular nodal
and atrioventricular tachycardia.1"

If the safety and effectiveness of radiofrequency ablation
are confirmed over the long term then the indications for
curative treatment are likely to widen, especially when the
safety and long term efficacy of antiarrhythmic drugs are
increasingly questioned.'8 Doctors who look after patients
with symptoms should balance the risk and inconvenience
of continued drug treatment against the chance of an early
cure at low risk. In some groups (such as airline pilots
and professional sports players) the mere diagnosis of
ventricular pre-excitation even without symptoms carries
a stigma. Ablation constitutes a "cure" and removes these
difficulties.

Intracardiac ablation should be performed only by staff
fully trained in cardiac electrophysiology in recognised
centres. Meticulous documentation is required to establish
the long term effects, and a database has been established by
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the British Pacing and Electrophysiology Group. Within a
few years advances in mapping techniques and catheter tech-
nology are certain to reduce procedure times and increase
success rates. Last but not least, the radiofrequency method is
cheaper than surgery. 19
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How well do we manage families with genetic problems?

A national confidential inquiry into counsellingfor genetic disorders should tell us

Collectively genetic diseases are not rare and nor do they any
longer justify automatic pessimism provided doctors are
reasonably well informed. Professional ignorance may, how-
ever, be the greatest obstacle to allowing couples to use the
advances in genetic medicine to make informed choices about
their futures and those of their children. To find out how far
clinicians are offering the full range of options for those at risk
of genetic disease the Department of Health has funded a new
confidential inquiry into counselling for genetic disorders,
recognising that the prevention of such disorders is acceptable
only if it results from informed choices. These include the
option of rejecting genetic screening.
Two to three per cent of couples are at high risk of

producing offspring with genetic disorders,' and 5% of the
population will have a genetic disorder by the age of 25. This
figure rises to 65% in a lifetime if common diseases with a
strong genetic predisposition are included.2 Much can now
be done to help families to avoid genetic and congenital
disorders, although in the absence of population screening for
carriers most genetic disease occurs without warning. Never-
theless, ignorance leads to couples having avoidably handi-
capped children or being so afraid that they remain childless
or unnecessarily abort normal fetuses. Because the family
history is sometimes ignored adults later develop preventable
fatal disease. Since rapid genetic advances affect disease in all
specialties most doctors now need some skill in genetics. It is
that expertise the new inquiry aims at fostering.
While a maternal or perioperative death is always a matter

for regret, the birth ofa baby with Down's syndrome must not
be regarded as a medical failure when a couple who have been
sympathetically and accurately counselled refuses prenatal
diagnosis or declines termination ofpregnancy. In this respect
the new inquiry into counselling for genetic disorders differs
from other confidential inquiries, and the inquiry (to be
conducted by the department of medical genetics at the
University of Manchester and the research unit of the Royal
College of Physicians) is starting only after three years of

cautious planning. Advice has been received from the medical
royal colleges, other professional groups, lay organisations,
and the Department of Health, and the steering committee's*
proposals were unanimously accepted at an open forum
attended by a wide variety of interested groups.
The inquiry will concentrate on marker disorderst and will

cover the potentially avoidable births of affected children or
the onset of serious, preventable adult genetic disease,
including hereditary cancer. The aim will be to assess what
has been written in records about the information and services
offered to patients and their relatives, seeking documented
evidence of (a) appropriate counselling, (b) the offer of
relevant genetic services, and (c) follow up, especially for
potentially preventable disorders of late onset. Clinicians will
review their own records and will be encouraged to involve
their junior staff in a process that should provide a framework
of good clinical practice for genetic disorders.

Although clinical records may not always show the real
quality of clinical practice, improvement in records probably
reflects improvements in practice, and records are expected to
improve as a result of the inquiry. Not all clinical staff will be
involved, but effective reporting should alert and inform
many who have not participated directly and will also
highlight deficiencies of resources. The inquiry will be
publicised through professional organisations and will
emphasise its independence of the government, of manage-
ment, and of other institutions-and the absolute anonymity
and confidentiality of its data.
Means for ascertainment will be different for each disorder

but will rely predominantly on existing registers and profes-
sional links forged by the conveners. Since the number of
events for each disorder will be small and scattered through-

Steering committee: Professor R Harris (chairman), Dr Anthony Hopkins (Royal College of
Physicians research unit), Dr Ian Lister-Cheese.(Department of Health), Damse June Lloyd.
tThe marker disorders and their conveners are: cystic fibrosis (Professor John Dodge), Down's
syndrome (Professor Eva Alberman, Professor Martin Bobrow), neural tube defects (Professor
Nicholas Wald), haemophilia (Dr Mark Leyton), thalassaemia (Dr Bernadette Modell), multiple
endocrine neoplasia II (Dr Bruce Ponder), and familial adenomatous polyposis (Mr John Northover).
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