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for test cases in other states. The lawyers will become richer,
the patients poorer, and the law an ass.

All this has brought the whole mess out of the lunatic fringe
into the battleground of American politics as defending the
freedom of choice of the citizen-red hot stuff at election time
-and even the John Birch Society has been championing the
cause. George Crile,4 a well-known surgeon at the Cleveland
Clinic, with somewhat Irish logic, would like to see the use of
Laetrile legalised coupled with a campaign to say it was use-
less; he believes that this would keep the patients away from
quacks. Another authoritative medical view5 has urged the
FDA to stand firm and in no way legitimise Laetrile as part
of cancer treatment: by all means let the patients buy apricot
kernels at their health food stores and use them as they wish,
but it would be wrong to couple this caper with serious
medicine.
The whole amazing brouhaha goes to show that victims of

serious diseases who believe in miracles and seek the
philosopher's stone are open to manipulation in ways far more
subtle than used by the travelling medicine men of the last
century. The lessons from this tragicomic tale of contem-
porary American manners should not be missed by British
doctors.
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Bed wetting
A school child in Australia or North America is three times
more likely to wet the bed than a child in Sweden,' where the
prevalence is about 8°" at age 5. Bed wetting may seem com-
mon in Britain, but studies here have suggested that our
prevalence is nearer to that of Sweden than to the bed-sodden
states of America. The recently published findings of the
National Child Development Study confirm this.2 Of 12 000
children throughout England, Scotland, and Wales, 10-70,,
had nocturnal enuresis between the ages of 5 and 7 and 4 8°,,
at age 1 1. The report also confirms many ofthe other epidemio-
logical factors in enuresis. These are important both because
bed wetting is a common cause of misery and also because
consideration of the factors associated with it offers some
chance of successful treatment or, better still, prevention.
Bed wetting is commoner in social classes 4 and 5 and in

overcrowded homes. But not all the factors are environmental:
there is certainly a genetic predisposition as well.3 4 Thus a
history of bed wetting in either the parents or siblings is usual,
while careful genetic studies confirm that nocturnal enuresis
is often familial. The sex incidence is curious. It is twice as
common in 11-year-old boys than girls, and yet there is little
difference in the sex incidence at the age of 6. This is difficult
to explain unless there are some adverse factors which pre-
ferentially affect boys earlier in life.
Most children become dry at night between the ages of 2

and 4 years. Dryness is a natural development which emerges
in the absence of any training. But adverse factors during this
period may impair the acquisition and security of subsequent
dryness.5 Separation from the mother, prolonged hospital
admission, broken homes, and other stressful events in the
second and third year are associated with an increased
incidence of enuresis in later life.6 An additional stress may
arise when the mother responds with anxiety or coercive

toilet training to a child who by his genetic makeup simply id
not ready to be dry until after the age she regards as normal.
The range of development for most skills and functions is
wide: some children reach the maturational state for dryness
much later than others. Doctors are well aware of the tension
that arises when parents suspect that the child is abnormally
slow at acquiring a skill, and sadly this anxiety may itself
prevent normal acquisition of dryness by the child.

In later years there is an established association between
behaviour disturbance and bed wetting, but in the schoolchild
such mild psychiatric disturbances are just as likely to be the
result of the wetting as the cause of it.7 Such considerations do
not explain easily the known differences in the prevalence of
enuresis in different countries. Is it because of the genetic
differences, the environment, or because of different cultural,
practices related to toilet training ? There must be some
genetic differences. Interestingly enough, however, only 1.5(",
of one large group of children8 in the United States were
wetting the bed at the age of 5, or in other words 98&50, were
dry. Carefully planned support had been given to ensure that
the maturation of bladder control was allowed to result in
dryness. The parents had discussed their children's bladder
control with the paediatrician from infancy, but they had been
persuaded to postpone starting toilet training until after the
age of 2.

So, it seems, alteration of parents' attitudes and child
management may prevent enuresis. Child rearing practices
have altered greatly in the past 30 years, and even in the last
10, but have the attitudes to toilet training ? The prevalence
of nocturnal enuresis does not seem to have altered much.2 9
Among British children born in 1946 the rate was 5.3"0 and
for children born in 1958 it was 4 7to.2 The difference is dis-
appointingly small, and surveys of children born in the last
decade do not suggest significant improvement.
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Sick sinus syndrome
The sick sinus syndrome is a chronic disorder characterised by
sinus bradycardia with or without episodes of sinus arrest or
sinoatrial block. The bradycardia may be intermittent or
persistent. In many patients the condition is further
complicated by rapid supraventricular arrhythmias.
The incidence of this syndrome is difficult to establish since

it may be intermittent, and patients may be free of symptoms
for many years. Moreover, even when they do have symptoms
these may be attributed to some other cause. Nevertheless,
improved diagnostic methods and greater awareness of the
syndrome will probably lead to its recognition more frequently.
In one recent series the sick sinus syndrome was the reason for,
150, of pacemaker implantations.'
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The cause of the syndrome is often obscure. It is most
common in patients over 50, though it may occur in younger
patients, including children. Many patients have ischaemic
heart disease with a past history of angina or infarction. There
is a rare familial form, and other conditions. including diabetes,
thyroid disorders, cardiomyopathy, and cardiac surgery, have
been incriminated, but in many patients no aetiological factor
is apparent. Even in those patients with ischaemic heart disease
there is no good correlation between disease of the sinus nodal
artery and the presence of the syndrome.2 The sinoatrial node
itself may frequently be fibrosed, as may be the right atrial
muscle, but these changes often occur in elderly patients with
no evidence of dysfunction of the sinoatrial node.3
The diagnosis of the sick sinus syndrome may be difficult.

The most common complaints are dizziness, blackouts, short-
ness of breath, and intermittent palpitations. Sudden reduction
of cardiac output due to arrhythmias may precipitate cerebral
ischaemia with focal neurological features. Only too easily are
such attacks attributed to cervical spondylosis or recurrent
micro-emboli.4 The number of useful investigations is limited.
A long record of cardiac rhythm over 24 hours or more, using
portable monitoring equipment, may show up transient
arrhythmias, and it may be possible to relate them to symptoms.
The incidence of such arrhythmias in apparently normal
individuals, however, may be greater than was once supposed.5
The bradycardia of the sick sinus syndrome responds poorly
to atropine: after an intravenous dose of 1 mg the rate seldom
rises above 90 min. The effects of isoprenaline and exercise are
less predictable. Marked slowing of the sinoatrial node
discharge after rapid atrial pacing is sometimes a useful finding,
and this phenomenon may also be observed at the end of
paroxysmal attacks of atrial tachycardia, flutter, or fibrillation.
Do patients with the sick sinus syndrome have a high

incidence of systemic emboli, as has beeni suggested ?6 These
patients, however, are in an age group where strokes are
common, and they may be at special risk from systolic hyper-
tension associated with bradycardia. In a recent paper7 this
problem was approached by matching for age, sex, heart rate,
and blood pressure 100 patients with the syndrome with a large
control group of patients with complete heart block and normal
atrial activity. The incidence of probable embolic events in the
group with the sick sinus syndrome was 16" 0 compared with
1 3( ,) in the controls. Patients at particular risk were those over
50 who had the syndrome of alternating tachycardia and
bradycardia.
The authors also examined a third group with complete

heart block and atrial flutter or fibrillation-where the
incidence of probable embolism was found to be intermediate.
They concluded that loss of normal atrial activity (particularly
ifthere are prolonged periods of sinus arrest) predisposes to the
formation of atrial thrombus, and that recurrent attacks of
tachycardia may cause this to form emboli. It remains to be
proved that in such cases the benefits of anticoagulation
outweigh the associated problems.
The management of patients with the sick sinus syndrome

may be difficult. Those who are free of symptoms or who have
mild infrequent symptoms may be followed up with no
treatment. Drug treatment alone is seldom satisfactory, since
effective control of fast arrhythmias may well aggravate
bradycardia and vice versa. For this reason permanent pacing
is usually best with appropriate drug treatment if tachycardia
is troublesome.8 Right ventricular pacing is preferable to atrial
since the syndrome is often associated with disease of the
conducting tissue in the atrioventricular node or more
distally.

Even in those who need treatment, the prognosis is often
good. Long-term follow-up is still lacking, but the mortality
seems no worse than for any other group of people with a
similar incidence of coronary artery disease.9 Nevertheless, the
morbidity from systemic emboli seems to be increased in
patients with the syndrome and the frequent recourse to
permanent pacing carries its own problems.
The sick sinus syndrome is an elusive condition. Often

difficult to diagnose, its treatment is inconvenient and pro-
longed. The complaint of "funny do's" is seldom greeted with
much enthusiasm by a physician, but if his patient has chronic
sinoatrial disease the benefits of treatment may be dramatic.
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SI: two years on
Two years ago one ofour correspondents' perceived a "resigned
tone" in our leading article2 about the introduction of SI units.
Today the BMJ's feelings are unchanged and, like many of our
correspondents, we wonder why such a radical change was
rushed through with so little real consultation of clinicians.
Was the change, as some have suggested, a Machiavellian
scheme by the Department of Health to divert attention away
from the effects of the Salmon Report on nursing reform and
reorganisation of the NHS (the classical3 "foreign threat to
hide a local evil")? We doubt this, though the disruption
caused by introducing the new units has not exactly contributed
to raising morale in the hospital service. And, though some have
argued that, despite a few initial snags, the system is soon used
fluently,4 they are surely still in the minority.

For the BMJ and its group of special journals, with their
large international circulation, SI units raise a special problem:
how articles written from those parts of the world that use the
SI system (such as Britain and increasingly Australia and New
Zealand) can be understood by readers working in areas that
do not. For, alas, the dream that SI units would be used by
some sort of William Morris universal brotherhood of medical
scientists and clinicians seems a long way off: apparently
neither the USA nor France have any official plans to introduce
SI units soon. Though some 25 000 copies of the BM7 are
sent overseas, most of its total circulation of some 85 000 is in
Britain, where the SI system has been reluctantly accepted as
one of life's pinpricks. For this reason we will give units
initially in the SI system, with the equivalent traditional values
in parentheses. The special journals, with at least half their
copies being sold overseas, will adopt a different system: the
units in which the measurements were actually made will be
printed first, with the alternative value in parentheses. In this
way we hope to ease for our readers the rigours of a futile and
wasteful exercise that has contributed little of value to an
already stressed Health Service.
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