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investigation. If the investigation includes a white blood cell
count this may give a clue to the diagnosis. There is usually an
absolute and relative lymphocytosis, and many of the lympho-
cytes are atypical.6 7 The diagnosis of infectious mono-
nucleosis will at once be thought of, but the Paul-Bunnel test
proves negative. Liver function tests may show a rise in
transaminases, but there is no rise in bilirubin and the patient
is not jaundiced. The case is one of "Paul-Bunnel-negative
mononucleosis." Virological and serological investigations
should be carried out.
The virus is most often isolated from the urine, but pharyn-

geal secretions, saliva, and faeces should also be cultured on
human diploid fibroblast tissue cultures. Circulating leuco-
cytes may also be cultured,7 and for this 15 to 20 ml of
heparinized blood is required. The virus may grow slowly, so
that cultures should be kept for at least one month and be
examined for cytopathic changes twice weekly, though by
direct immunofluorescent methods virus may sometimes be
detected within 72 hours.8
Antibody to cytomegalovirus may be titrated by comple-

ment-fixation and indirect haemagglutination tests.7 As
patients seldom consult the doctor early in their illness and as
there may be delay in diagnosis when they do, antibody titres
are often already high when the first serum test is carried out
and there may be no rise in titre in a second specimen.
Cytomegalovirus macroglobulin, if present, indicates recent
infection and may be detected by an indirect fluorescent anti-
body test. 9 Tests for Epstein-Barr virus antibody are negative,
as is the Paul-Bunnell test for heterophile antibody. Both these
tests are positive in infectious mononucleosis.

Cytomegalovirus infection should be considered in patients
with unexplained fever. They are not usually seriously ill, but
departures from the common picture do occur. Some patients
may present with jaundice,'0 myocarditis,7 pneumonitis,6 or,
rarely, polyneuritis.6 7 The "Paul-Bunnell-negative mono-
nucleosis" syndrome is well recognized in patients after trans-
fusions," heart surgery,'2 or renal transplants,'3 and in old,
debilitated patients suffering from chronic disease cytomegalo-
virus may act as an opportunistic invader causing unexplained
outbursts of fever.
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Cot Deaths
Out of every 1,000 infants born in Britain, 12 die during the
first month of life, many from gross anomalies and easily
recognizable disease; but of the 990 or so survivors another
2 at least will die suddenly and unexpectedly between the
first and twelfth months of life.' In absolute numbers these

unexpected deaths from sudden infant death syndrome
(S.I.D.S.) probably amount to at least 1,800 in Britain each
year-more than a third of all post-neonatal deaths.2
Most infants who die in this way seem to have been healthy

or only mildly unwell on the day before death. Death occurs
silently, suddenly, and unobserved, usually during sleep,
the child being found lifeless, without evidence of struggle,
on average six hours after last being seen alive. Increasing
awareness of this syndrome is now a cause of anxiety to many
mothers. The aetiology of cot deaths remains obscure. Much
of the evidence comes from epidemiological sources. Over
60% of cot deaths occur between the 4th and 16th weeks of
life.' There is a seasonal incidence with a peak in the winter
months and a low point in August.1 3Affected infants tend
to come from social classes III, IV, V. Mothers tend- to be
younger and to have larger families than average for their age.
Boys are affected more4 5 than girls to the extent of three to
two.

Analysis of clinical histories shows that upper respiratory
tract infection had been noted in up to 40% of affected in-
fants within the two weeks preceding death.4 Nearly half of
all cases had been recently discharged from hospital, had
been under medical care, or had been thought to be unwell in
the week before death.3 A high proportion of affected infants
had been artificially fed6 and a higher than expected incidence
of cot deaths in siblings has been reported.5 Overlaying and
smothering are seldom causes of cot death.

C. D. Protestos and colleagues have recently examined the
obstetric and perinatal histories of 135 children with S.I.D.S.
in whom necropsy was carried out by a paediatric patholo-
giSt.7 These histories were contrasted with those of the next
infants born in the same maternity units as the cot death
cases. Some of the earlier epidemiological findings were
confirmed and some fresh data emerged. The mothers of the
dead infants had blood group patterns with a higher incidence
of groups 0, B, and AB and a lower incidence of group A;
reasons for hospital delivery were more often related to
abnormal previous pregnancy and complications of preg-
nancy; mothers of affected infants suffered more frequently
from influenza and antepartum haemorrhage during their
pregnancies; more of them had received anaesthesia at the
time of delivery, had had a short second stage in labour, had
given birth to twins, or had defaulted in keeping clinic ap-
pointments. The mean birth weight of the affected babies
was lower than in controls, more had had symptoms (in-
cluding dyspnoea) during the postnatal period, had re-
ceived incubator care, and had been bottle fed on discharge.
Postmortem examination of infants with S.I.D.S. has

shown an adequate cause of death, such as pneumonia, acute
bronchiolitis, or gastroenteritis in 25% to 50% of cases.' 8 9
Viruses have been isolated from 38% of cases (not always
with associated viraemia) as opposed to a 16% isolation rate
from controls.10 In about 15% of cases coming to necropsy
evidence of regurgitation and inhalation of stomach contents
has been found and in about 20% of cases petechial haemorr-
hages have been shown to be present in the region of the
sinus node or internodal conducting tissues:"l it is difficult
to say whether either of those changes relate to cause or effect.
In the majority of cases, however, no specific disease is found
or there is minimal pathological change, such as minor
pharyngeal inflammation or non-specific tissue changes of
a general character which do not adequately explain the
sudden death.7

Theories put forward to explain cot deaths, or contributory
factors adduced, include anaphylaxis to cows' milk re-
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gurgitated and aspirated during sleep'2-and it has been
suggested that this may be associated with familial IgA de-
ficiency ;13 sudden and overwhelming infection which kills
the infant before specific histological changes have occurred;
nasal obstruction, which in infants who are preferential nose
breathers may cause apnoea and asphyxia ;14 magnesium
deprivation;'5 deficiency of selenium and vitamin E2; and
non-traumatic atlantoid dislocation.'6 The possibility that
dangerous concentrations of CO2 may build up in carry-cots
has been largely discounted.'7 There is increasing support
for the view that a variety of disorders in infancy may cul-
minate in a final common mode of death. This may be of
the nature of acute asphyxia resulting from glottic spasm
or ventricular failure due to breakdown of the incompletely
developed neural control or the conductive mechanisms of
the heart.'8
Where does present knowledge lead us in the prevention

of this distressing condition? It may enable us to identify
those infants who are at greater risk. The infant most likely
to succumb is a low-birth-weight infant from a poor family
born after antepartum haemorrhage and anaesthesia to a
young mother who already has several children; such an
infant is likely to be artificially fed, may have been unwell
during the previous fortnight, and is at maximum risk if he
is put to bed with an upper respiratory tract infection.
When cot death occurs the parents must be given sympathy

and supportive advice to sustain them against the psycho-
logical trauma engendered by guilt feelings based on pre-
valent but now discounted theories of parental carelessness. 9
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N.H.S. Family Planning
Family planning seems fated to create public controversy.
The introduction of a comprehensive family planning service
into the N.H.S. is proving no exception. Last summer a
determined House of Lords voted it into the N.H.S. Re-
organisation Act despite Government opposition.' Having
accepted this enforced change of policy the Government was
then faced with the problems of putting it into practice-
namely finding.the money and agreeing a scheme with N.H.S.
doctors that covered social as well as medical need.

The Representative Body accepts the value of family
planning and is prepared to see a comprehensive service as
part of the N.H.S.2 Indeed, doctors have been regu-
larly advising patients who need contraception for medical
reasons. Furthermore, several enterprising local health
authorities have in recent years pioneered a free contraceptive
service on social as well as medical grounds. So there is no
substantial medical opposition in principle to this extension
of the N.H.S. For many years, too, the Family Planning
Association has run clinics staffed by their own doctors at
which patients paid fees for advice, appliances, and drugs.
The work of these clinics is now to be taken over by the
N.H.S.; but how much of it will be done by general practi-
tioners, how much by hospitals, and how much by area health
authority clinics outside hospitals no one yet seems to know.

So two questions need answers: can this additional work
be done with existing resources without sacrificing some
other services to patients ? Is the Government prepared to
pay doctors for the extra work? The answer to the first
question is almost certainly No, as the Negotiating Sub-
committee of the Central Committee for Hospital Medical
Services makes clear in a statement in the Supplement (p.
16). On the second question the Department of Health
seems to be facing both ways, replying Yes to general
practitioners3 but behaving coyly about meeting consultants.
In defending this paradox Whitehall may invoke the legal
differences between the N.H.S. contracts of consultants and
family doctors, but such double talk is blatantly unfair.
The general practitioners' negotiators have, rightly, in-

sisted that general practitioners should have a separate con-
tract for such work, which, as Dr. Cameron has unequivocally
stated,4 is outside general medical services. That contract,
agreed between the profession and the Health Departments,
has gone to the Review Body for pricing. In the present
economic climate the "price" may not be to family doctors'
liking but at least they will have a negotiating baseline for the
future. Unhappily, senior hospital staff remain in limbo,
hence the strong reaction of their representatives. They argue,
reasonably, that consultants' terms and conditions of service
exclude social family planning, pointing out that this type of
work is distinct from extra duties resulting from advances in
medical science and techniques which are normally absorbed
within the contract.

Progress towards organizing a feasible scheme has been
slow enough to raise doubts whether the new service could
start on 1 April. The General Election has created more un-
certainty and it is more than possible that the Government
will ask for the existing arrangements to continue on an ad hoc
basis until the new administration has completed negotiations
with the profession and others concerned. Such a delay will
create difficulties, not least for the Family Planning Associa-
tion. Nevertheless it may be quietly welcomed by the Treasury,
who if a workable scheme is to be launched must find more re-
sources, for it would be a sharp step backwards for the N.H.S.
to spread existing facilities even more thinly. Hospital staff
might then find themselves carrying out social sterilization at
the expense of patients with hernias or prolapses. That is
surely not what the community wants.

IHansard, 25 June 1973, Col 17600.
2 British Medical_Journal Supplement, 1972, 3, 83.
3 British Medical_Journal, Supplement, 1974, 1, 6.
4 British Medical,Journal, Supplement, 1973, 2, 61.


