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Eugynon 30 and Dermatitis

SIR,-We report an unusual case of
eczematous lesion associated with the
Eugynon 30 contraceptive pill, which con-
tains 0 03 mg of dinorgestrel.
A 20-year-old woman was prescribed Eugynon

30 in November 1973 for menstrual irregularities.
She had no adverse effect during December. Soon
after starting the second pack in January 1974 she
developed an eczematous rash on her right hand,
mainly over the dorsal aspect of the fingers. She
also had some redness and swelling of her face
which subsided of its own accord. Subsequently a
similar eczematous rash appeared on her left hand.
She had never had any skin lesion in the past. No
one in her family suffered from eczema or allergy.
As she worked as a packer, handling flour, the

possibility of contact dermatitis was considered. All
laboratory investigations, including a patch test,
showed no abnormality and there was no improve-
ment when she changed her job. Subsequently she
volunteered the information that the eczematous
lesions dried up during the week that she did not
take her pills. Since then we have confirmed this
association. The eczematous lesions appear four
days after starting the monthly course of Eugynon
30, affect the extremities only, and remain "weepy'
till the course is finished. The skin lesions virtually
dry up during the week she does not take the pills.
She had taken another contraceptive pill (Controv-
lar) for two months prior to starting Eugynon 30
and had never experienced similar cutaneous
lesions.

We have not encountered this association
before, nor can we find similar reports in
the literature. We wonder if any one else
has observed it.-We are, etc.,

S. J. JACHUCK
H. L. FRANKS

Newcastle upon Tyne

Aspirin and Atherosclerosis
SIR,-May I support the doubt expressed
briefly in your leading article (9 March, p.
408) whether Dr. P. C. Elwood and his
colleagues (p. 436) are correct in stating that
"a dose of 300 mg [of aspirin] once a day . . .
is well above that necessary to affect platelet
aggregation to collagen and to ADP"? The
authors base this statement on the publica-
tions of Born' and O'Brien et al.2 who did
not study the inhibition of thrombocyte
aggregation by a-pirin over a long period.
More recently Stuart3 has described a pro-
longed effect of aspirin, but only two of his
subjects were studied for longer than 28
days. However, Breddin et al.4 and Scharrer
et al.5 showed that with a daily dose of
500 mg of a-pirin the inhibition of platelet
aggregation ceases after weeks or months in
some subjects and that it is necessary to
raise the dose to 10-1 5 g in order to obtain
a continuous effect. Probably for this reason
the majority of investigations are performed
with a dose of aspirin exceeding 600 mg
daily in the prevention not only of venous6
but also of arterial thrombosis.7 8 Should we
"try harder" with aspirin in order to obtain
statistically conclusive results?-We are, etc.,

R. STEFFEN
H. ZOLLIKOFER

Spital Neumiunster,
Zollikerberg, Switzerland
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Acute Brucellosis with Unexpected Source

SIR,-Dr. B. T. Rogers and others (29 June,
p. 706) report a case of acute brucellosis as
coming from an unexpected source, a
central London hotel, but they do not com-
ment on the public health aspects. A person
using a London hotel is not likely to know
that raw milk is being served. Public health
investigation would not suspect a London
hotel if a patient with brucellosis had also
stayed elsewhere.
At the 1971 National Conference of Public

Health Medical Officers the following
resolution was passed as a reference to the
Public Health Committee:
"That this Conference is concerned that raw

milk is used in scme hotels, boarding houses and
restaurants without the customers being aware that
it is not heat treated, and considers that legislation
should be sought to make it obligatory for the
management to post prominent notices stating that
niilk used on the premises is not heat treated."

If a Regulation to that effect had been
made by the Government persons in hotels,
etc. where raw milk is served would know
that they are drinking milk that has not
been heat treated. In due course milk in this
country may be brucellosiF-free as well as
free from tubercle bacilli, and then these
two diseases will not be spread by milk. But
other diseases are spread by raw milk-for
example, the 1936 typhoid outbreak in
Bournemouth and Poole was mil2k-borne.
The posting of notices in hotels, etc. that
milk used on the premises is not heat
treated would alert persons to the possibility
of infection.-I am, etc.,

W. E. HADDEN
Wareham, Dorset

Adverse Reactions to Intra-amniotic
Prostaglandin

SIR,-Having read the correspondence on
the above subject from Mr. A. H. Ross and
Mr. W. L. Whitehouse (30 March, p. 642)
and Mr. R. Brown and Mr. A. M. Smith
(18 May, p. 382) I would like to make a
few comments.
The intraamniotic route for prostaglandin

administration is safe and practical because
the amniotic fluid acts as a depot for
prostaglandins. The large doses of prosta-
glandins E2 and F2, thus administered
gradually pass across the fetal membranes
to the uterus, which they stimulate for
several hours. The maternal levels of
prostaglandins do not alter significantly
because of rapid metabolism and inactiva-
tion of these compounds. A fraction of the
intra-amniotic dose of either prostaglandin
E, or prostaglandin F2a given as a bolus
intravenous injection is known to produce
cardiovascular and gastrointestinal side
effects.1 Any increase in the rate of absorp-
tion of prostaglandins from the amniotic
cavity into the systemic circulation would
be expected to produce adverse reactions.
In two of the three cases described by Mr.
Ross and Mr. Whitehouse prostaelandin E2
administration was preceded by intra-
amniotic injection of urea. The study by
Craft2 with intra-amniotic urea and prosta-
glandin combination points to "alterations

in the dynamics of absorption of prosta-
glandins into the systemic circulation from
the amniotic sac due to the simultaneous
administration of urea." The explanation for
the adverse reaction in the third case, in
which no urea was administered but the
liquor was blood-stained, seems logical.

In the case described by Mr. Brown the
adverse reactions appeared after 2-5 mg of
prostaglandin had been administered. It is
unlikely that the adverse reaction could have
been due to direct injection of prostaglandin
into the patient's systemic circulation. One-
tenth of this dose (0-25 mg) given as a bolus
intravenous injection has been shown to
produce an increase in systemic blood
pressure and alteration in pulse rate in man.3
No changes in cardiovascular parameters
occurred in Mr. Brown's case. It is likely
that at least part of the dose was in-
advertently injected into the peritoneal
cavity; the nausea, vomiting, "goose
pimples," and other symptoms described
could have been secondary to strong con-
traction of the smooth muscle of the gastro-
intestinal tract.
The case of molar pregnancy described by

Mr. Smith is particularly interesting. The
usual intra-amniotic dose of prostaglandin
E2 for the termination of second-trimester
pregnancy is 5 mg, though some investigators
have uFed higher doses.' Given extra-
amniotically the dose is around 200 ,ug ad-
ministered at one- to two-hourly intervals.
Even at this dosage extra-amniotic ad-
ministration of prostaglandin E2 is asso-
ciated with some side effects, including
transient hypotension.4 Because of the
abFence of fetal membranes in a molar
pregnancy intrauterine administration of
prostaglandin in this situation is similar to
extra-amniotic administration. The dose of
20 mg employed by Dr. Smith was thus 100
times higher than the usual extra-amniotic
dose. This mnust be the highest single dose
of prostaglandin E2 ever administered extra-
amniotically to a pregnant woman. In spite
of the adverse reaction the result of the
above case is reassuring in the sense that
such a massive dose did not prove fatal.-I
am, etc.,

SULTAN M. M. KARIM
Department of Obstetrics and Gynaecology,
University of Singapore,
Kandang Kerbau Hospital,
Singapore
I Prostaglandins, Progress in Research, ed. S. M. M.
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4 Embrey, M. P., and Hillier, K., British Medical

Yournal. 1971, 1, 588.

Cot Deaths

SIR,-Hyperpyrexia is a recognized hazard
in (1) the management of premature infants;
(2) febrile illness-for example, malaria;
(3) exposure to hot and humid weather
(heat stroke); (4) anaes.thesia. Is this hazard
underestimated when, overnight and un-
observed, an apparently healthy postneonate
develops febrile illness of abrupt onset from
whatever cause (viraemia, toxaemia, im-
munization procedure) in the winter months
when the mother believes that plenty of
clothing and bedding protects from colds,
chills, and flu? Fever combined with ex-
cessive insulation may be a dangerous com-
bination in a oondition such as roseola
infantum.
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Drowsiness is a symptom of febrile ill-
ness. Perhaps the household will not be
disturbed unles otitis media or other pain-
ful conditions exists; perhaps in the morn-
ing the mother will find the baby has a
fever or heat rash; or febrile convulsions
may or may not alert the household; or
worse, hyperpyrexia and death may result
from failure of the heat-regulating centre in
the brain.
Any theory put forward to explain cot

deaths must fit the facts which emerge from
epidemiological studies and postmortem
findings (leading article, 2 March, p. 34).
The problem presents a challenging exercise
in logic. Is it not strange that those infants
up to two months old are spared? And
again those over one year old? In the inter-
vening age group has the protective cover
of maternal antibody waned? Is it because
removal from the cot three- to four-hourly
for feeding and observation (and cooling) has
ceased? Is the one-year-old's heat regulating
centre now more efficient in dealing with
body temperature changes? Is he stronger
and able to struggle clear of bedding? Does
the febrile state now rouse him sufliciently to
make him cry out?
A recent suggestion by Dr. T. Aaneland

(4 May, p. 278) was that the horizontal or
head-down position facilitates flooding of the
lungs with body fluids. If this were so would
one not expect that even more infants would
perish? Does it take account of postmortem
findings, with viruses isolated in 38% of
cases? Is the cardiovascular system of a
neonate more resilient than that of the 2-6-
month-old infant?

Is there a rise in the incidence of cot
deaths in countries having hot and humid
climates at times when virus illness is pre-
valent?
Could we have some lively exchange of

opinions in the correspondence columns of
the journals in the hope that the solution to
this serious problem will be found in the not
too distant future?-I am, etc.,

ROBERT J. DALLAS
Tirau,
Auckland Province,
New Zealand

SIR,-We accept the validity of Drs. J. A. J.
FeTrris and S. R. Kendeel's criticism (8 June,
p. 559) of our "loose" interpretation of cot
death in our study (20 April, p. 135). None-
theless, we do not believe that this in-
validates our conclusions on the conducting
tissues in the hearts studied.
They take issue with us about the process

of "remoulding." We did not deny the
existence of the tissue they describe. How-
ever, like Valdes-Dapena et al.,1 we do not
interpret these tissues as undergoing so-
called "remoulding." Ferris and Kendeel
imply that it may have been that such tissue
was not included in our studied material.
Perhaps we did not make it clear that our
blocks included the entirety of the atrio-
ventricular junctional area, which was
serially sectioned. Thus we examined the
node, bundle, and proxi-mal bundle branches
together with the entire internodal atrial
mvocardium and the entire tricuspid orifice.
Differences in our viewpoints are therefore
differences in interpretation and not method-
olovy. It is unfortunate that the additional
evidence quoted by Ferris and Kendeel to
support their ooncept of remoulding is as

yet unpublished. We consider it pertinent
to give our own views on the development
of the junctional area.

Recent studies have shown that part of
the atrioventricular node is developed in re-
lation to the posterior interventricular
septurm.2 3 It is this deep nodal segment
which fuses with the ventricular specialized
ti-sues, themselves developed in situ.45 The
tissue fragments which are the subject of
controversy extend into the fibrous body
from the deep nodal segment throughout its
length. They are not, therefore, confined to
the junction of the node and the bundle.
Furthermore, they can be identified in the
nodes of both children and adults, but thus
far in our exoerience have not been con-
sidered as being of pathological significance
(R. H. Anderson, A. E. Becker. M. J. Davies,
and L. Rossi, unpublished obEervations).
We do not believe in the presence of re-
moulding and note no differences in the state
of the deep nodal fragments in areas of
different vascular supply. Since we think
that they are formed during development we
would endor-e the following comnment of
Valdes-Dapena et al.1 "We ouestion the
validity of attributing malfunction of this or
any other anatomic system to features of its
normal developmental history."

In order to implicate petechial haemorrh-
ages in sudden death Ferris and Kendeel
continue to rely on the presence of
specialized internodal pathways. Though
they concede that the histological differentia-
tion of the pathways is uncertain they con-
tend that physiological evidence supports
their existence. We think that the physio-
logical evidence is also far from convincing.
Indeed, recent studies6-8 have indicated that
internodal conduction occurs through the
bands of plain atrial mvocardium delineated
by the orifices within the atrial septum and
that discrete tracts do not exist.
One of us (R.H.A.) is engaged in a joint

study of this topic, working in Professor
Durrer's department in Amsterdam. Experi-
ments using microelectrode recording tech-
niques controlled by serial histological
sectioning have so far supported this
hypothesis-namely, that internodal con-
duction occurs through the entire substance
of the interatrial septal myocardium and
the crista terminalis, both areas being com-
posed of plain atrial mvocardium. In our
opinion, therefore, the concept of specialized
internodal conduction is inadequately sup-
ported by either anatomical or physiological
data. We continue to question the validity of
basing important conclusions on the presence
of lesions of uncertain origin in structures
of unproven nature.-We are, etc.,

ROBERT H. ANDERSON
J. BOUTON

C. T. BuRRow
AuDREY SMITH

University of Liverpool,
Institute of Child Health,
Alder Hey Children's Hospital,
Liverpool
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Tests for Immigrant Doctors

SIR,-Owing to the postal dispute at the
W.1 sorting office my letter to the President
of the General Medical Council on this
subject was delayed for nearly four weeks. I
have now received a full reply from Sir John
Richardson and would like to withdraw
completely the last paragraph of my letter to
you (20 July, p. 175).-I am, etc.,

ROGER HOLE
North Ormesby Hospital,
North Ormesby, Middlesbrough

N.H.S. and the Profession

SIR,-The.re must be many like me whose
pride in our medical 'profession and in our
National Health Service has been badly
shaken during the past few weeks.
Any form of work-to-rule or even threat

of sanctions will cause suffering to our
patients and is therefore unethical- 'The
-regimen I adopt shall 'be for the benefit of
my patients according to my ability and
judgement, and not for their hurt or any
wrong" (Hippocratic Oath). Furthermore, it
is surely wrong for a professional ibody to
threaten such tactics for their own gain
when their own representatives are already
in negotiation with our employer who in
turn represents our patients. It is utterly
shameful that the Archbishop of York should
need to preach to our assembled leaders
about this (27 July, p. 291).

In the disagreement about private beds
we must be honest. We must admit that the
reasons why patients consult us privately
(apart from simrply buying comfort) are that
they believe that they will jump the queue,
that they will get a better opinion, and that
they will get more personal care. The first
and third beliefs are certainly true. Such
privilege can be justified in a civilized
country only if there is also an adequate
comprehensive health service for thosv who
cannot pay. This privilege is a freedom that
should be fought for; but it should not be
allowed if it seriously interferes with the
general good.

Is the National Health Service adequate?
No, it is imperfect because it is under-
financed. But many of its imperfections are
the responsibility of doctors who have
squandered its money over-investigating and
over-treating patients, and have miFdirected
its funds so that less attractive specialties
have been starved of support. However, its
great achievement remains-that anybody
from Queen to dustman can expect quick,
effective, and compassionate treatment if he
or she is talken seriously ill in any Dart of
the country. No sick person need count the
cost of his illness. This must be one of our
country's most civilized achievements.
The Health Service needs more money.

If this is provided as a result of consultants'
threats it may be claimed that unethical
tactics are justified by the long-term benefit.
I cannot believe that unethical behaviour can
be justified to achieve this end. My
Victorian great-great-grandfather, who must
have been a rough fellow, is reputed to
have said to his porer maternity cases,
"Leave your guinea on the table or I shan't
come upstairs." Alas, it does not appear that
our corporate behaviour has improved in the
past 130 years.
As if unethical and unprofessional be-
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