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does not provide a forum for the discussion
which is essential for managing complex
conditions." There is increasing professional
and public interest in this subject, and it is
to be hoped that my questions will stimulate
open discussion by other practitioners of
what has hitherto been an esoteric field.-
I am, etc.,

BASIL A. STOLL
London N.W.11.

Labelling of Poisonous Commercial
Preparations

SIR,-I was pleased to read (Supplenment
4 October, p. 1) that the B.M.A. Public
Health Committee had taken up the question
of labelling of commercial preparations with
the Home Office, and that despite its adverse
reply they were going to pursue the matter
further with the Home Office.
The three factors which were put forward

by the Home Office as influencing its decision
not to carry out the B.M.A.'s recommenda-
tions are quite indefensible. Some answers
to these factors are as follows. The extent
to which labelling is already required under
statutory schemes is extremely limited. There
are many poisonous substances present in
household preparations which are exempted
from the Pharmacy and Poisons Acts,
particularly by Schedule III but also
by Schedule II of these Acts. In addition
the majority of the common poisoning
agents such as ethylene glycol, carbon tetra-
chloride, turpentine, paraffin, strong sodium
hypochlorite solutions, and methyl ethyl
ketone peroxide, to mention only a few,
are not even mentioned in these Acts. For
example, ethylene glycol (L.D. adults 3-4
fl. oz. (100 ml.) and therefore much less for
a child) is a common constituent of motor-car
anti-freeze preparations and brake fluids, and
these must be present in millions of homes
throughout this country with nothing on the
labels to warn people that these preparations
are dangerous. The same goes for many
other poisonous substances present in com-
mon commercial preparations which are
routinely used in millions of homes in this
country. Voluntary schemes of labelhing are
useless. There was recently' a report even
in the non-medical journal Which highlight-
ing the lack of implementation of the so-
called voluntary scheme of labelling which
had been agreed to for insecticidal prepara-
tions.
The "excellence" of the service made

available to doctors in this country by the
poisons information services, whether national,
regional, or any other,2 does not even begin
to cope with the problem of accidental
poisoning of children by commercial products
in the home. These services come into
the picture only after the poisoning has
occurred. Parents in this country should
receive the same consideration given to
parents in other countries such as Sweden
and the U.S.A., where the labels of the con-
tainers of commercial preparations containing
dangerous substances have this fact clearly
stated on the label in one form or another so
that care can be taken to keep these par-
ticular preparations locked away we'l out of
the reach of young children. These countries
also put the name of the dangerous substance
present on the label, while in addition Sweden
adds a " poisons symbol " in the form of a
skull.

In answer to the third point that the Home
Office put forward it should be clearly stated
and understood now that no practical diffi-
culties would be presented if legislation
requiring all toxic substances to be labelled
is contemplated. It has been done in several
countries including Sweden and the U.S.A.,
and in fact Sweden implemented its own
legislation relating to this matter as recently
as July 1967.

If the Home Office and its advisers find
difficulty in producing lists of the dangerous
substances which require cautionary labelling,
then I for one, and I am sure many
other doctors, would be very willing to
help compile such lists. Incidentally,
when firms export commercial products con-
taining dangerous substances to such countries
as Sweden and U.S.A. the firms comply with
the rigid cautionary labelling requirements of
these countries without any trouble. I have
also had an example of a commercial
preparation which was put out on to the
British and American markets at the same
time by one firm and found that those on
the American market had a cautionary label
on them while those on sale here had no
cautionary label at all.

I sincerely hope that the Public Health
Committee will continue to pursue this
matter further with the Home Office until a
satisfactory form of labelling is agreed to.
My experience and that of my colleagues
indicates that there would be overwhelming
medical and public support for such a course
of action by the B.M.A.-I am, etc.,

NOLAN A. WYNNE.
Poisons Information Centre.

Royal Victoria Infirmary,
Newcastle upon Tyne.
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Authorship of Medical Publications
SIR,-In recent years the standards of

scientific ethics of authorship of medical
publications has fallen. There are two com-
mon sins. One is for the name of one or
more of the major participants in the research
to be either omitted completely from the
paper or to be acknowledged at the end with
a mere " thanks for help." The other is for
the names of one or more authors to be
attached to a paper when they may neither
have taken an active part in the research nor
collaborated in the writing, nor even seen the
typescript submitted for publication. Even
the order of names (which often does have
significance) may not truly reflect the relative
contributions of the authors. Occasionally
papers are seen which obviously lean heavily
on the work of other departmen s, but where
no acknowledgement is made.

Unjustifiable investigations on humans
have become fewer since editors of medical
journals made the specific decision to refuse
to publish articles which did not specify the
informed consent of the subject. I am writ-
ing to suggest that medical editors could
equally diminish, if not eliminate, the prob-
lems of authorship attribution. They should
require at the submission of a paper for
publication a declaration signed by all
authors that they have approved the sub-

mitted typescript, and the names and order
of the authors, and that they have not omitted
the names of any participants in the work.
The victims of these offences usually find

it difficult to complain publicly (or even
privately) without grave embarrassment.-
I am, etc.,

D. N. BARON.
Department of Chemical Pathology,

Royal Free Hospital School
of Medicine,

London W.C. 1.

Contraceptives and Cervical Carcinoma
SIR,-I am obliged to Dr. Myron R.

Melamed (1 November, p. 302) for pointing
out my misinterpretation (23 August, p. 471)
of Table I of the paper by him and his col-
leagues (26 July, p. 195). His explanation
does indeed clarify the matter, which, I sub-
mit, was not put as clearly as it might have
been, and which I suspect may well have
been misinterpreted by others than myself.

However, even allowing for the doub.s
which could exist about the accuracy of
recalled information on previous contra-
ceptive practice by women before they entered
the study, data on prevalence rates of carci-
noma in situ at the time of entry into the
study would still be of considerable interest.
If, for example, they showed a significant
difference between the two groups (those
choosing oral contraceptives and those choos-
ing the diaphragm), they would raise the
suspicion of heterogeneity, such as I had,
apparently mistakenly, inferred. Perhaps
Dr. Melamed could provide the figures for
prevalence, at the time of entry to the study,
for the two groups of women concerned.-
I am, etc.,

G. I. M. SWYER.
London N.W. !.

Sugar and Ischaemic Heart Disease
SIR,-Some of the points raised in the

letter of Professor J. Yudkin and Dr. R. H. J.
Watson (11 October, p. 110) demand an
answer, notwithstanding the fact that 12 years
after the publication of Professor Yudkin's
hypothesis the only support he cites from
trials in man is restricted to two papers from
his own team. On the other hand, five very
recent papers'5 have failed to substantiate
this hypothesis.

Professor Yudkin and Dr. Watson appear
to attach great importance to the question of
changing sugar habits with age. We con-
sidered that age-standardization would have
introduced complications for readers, unjusti-
fiably, in view of its insignificant effect in
our series, where intake tended to fall
slightly with age in both groups. A study
of Table V in our article (19 July, p. 145)
supports this view, and the Fig. giving mean
weekly sugar intake by age again shows no
pattern of increased consumption in the
ischaemic heart disease (I.H.D.) group. The
experience of those with unchanged sugar
habits is also not significantly affected by
age-standardization. Similarly, there were
minor differences in sugar intake by social
class, but since class-standardization did not
substantially affect the results we again
refrained from complicating the Tables. The
Table overleaf quite clearly supports this view.
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it cannot be too strongly emphasized that
this study was not designed to discover varia-
tions in intake levels of low statistical signi-
ficance. Not only is Professor Yudkin's
questionary too blunt an instrument for this,
but interpretation of such circumstances is
difficult because of statistical variation and
the intrusion of minor variables, known and
unknown The object, with no preconceived
ideas to advance or defend, was to confirm
or refute, with larger numbers and using
a fairly " normal " population, Professor
Yudkin's earlier finding of a very significant
difference in sucrose intake between I.H.D.
and control groups.

Mean Sugar Intake (g.iweek) in 1,158 Controls
and 170 I.H.D. Patients by Age Groupzng
and Social Class

Controls I.H.D.
Age Age

Social
Class 49 49

< 44 44-48 and < 44 44-48 and
Over Over

1 543 546 523 502 523 319
2 622 524 527 571 353 412
3 506 574 540 359 428 580

4 and 5 589 600 504 605 474 438

600~~~ a Controls

61'<1600- . ne %500-

400 - 6-

IV' I.D.H. cases 6 '
3300-

200-
Mean sugar intake (q./week)

by age, for 170 I.H.D. patients
100 and 1158 controls

40 41 42 43 44 45 46 47 48 49 50 51 52 53 54
Aqe in years

We would agree that measurement of sugar
consumption over a lifetime cannot be pre-
cise, particularly if a questionary is the in-
strument. It appears to us, however, that
the real significance of changing sugar habits
with time (and hence with age) is that few
people retain unchanged habits over a life-
time. Clearly there is a danger that those
who remain consistent in their lifetime habits
will be a minor, biased, sample from which
it would be inappropriate to extrapolate
results to cover the whole population. Yet
Professor Yudkin and Dr. Watson would
apparently restrict investigations to those with
unchanged sugar habits.

Since neither our paper, nor any other
recent article which has come to our notice
has offered any convincing evidence that
" high sugar intake is the chief dietary factor
causing ischaemic heart disease," we thought
it eminently reasonable to suggest that con-
siderably more confirmation in man is re-
quired before the hypothesis is accepted. We
did not "reject sucrose "-as they suggest-
nor did we say the hypothesis is wrong. Since
our study did not extend to include fats or
other dietary factors we have no comment to
make, though we did find that no correlation

existed between sugar consumption and serum
cholesterol, /3-lipoprotein, uric acid levels, or
other biological tests. This important finding
should not be overlooked.

If Professor Yudkin and Dr. Watson would
have us speculate on dietary sugar and I.H.D.
then we would suggest that rather than the
critical individual level of intake apparently
suggested by them there may be a populatiOn
threshold of intake generally exceeded in the
Western world. This may not be incom-
patible with some observations of Cleave and
CampbellG in their study of sugar, carbo-
hydrates, and other dietary factors. Nor
would it be inconsistent with recent papers-
which failed to find individual susceptibility
to I.H.D. by intake level.-We are, etc.,

R. W. HOWELL.
United Kingdom Atomic Energy Authority,

Harwell.
D. G. WILSON.

United Kingdom Atomic Energy Authority,
Dounreay.
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Management of Unconscious Poisoned
Patients

SIR,-Drs. N. Wright and J. A. Raebum
(13 September, p. 656) compared the dura-
tion of unconsciousness after poisoning with
different types of barbiturates in terms of
equivalent severity of poisoning. My remarks
(19 July, p. 177) referred to the effects of
equal amounts of drug. My own data,
accumulated several years ago, are admittedly
very limited and no doubt importantly
influenced by the fact that all patients were
treated energetically with forced alkaline
diuresis from the time of admission. How-
ever, four patients admitted comatose, having
taken an average of approximately 3 g. of
phenobarbitone as the sole drug (other than
alcohol), were in coma for an average of 18
hours.. Ten patients having taken an average
of aoproximately the same amount of pento-
barbitone, amylobarbitone, or Tuinal (quinal-
barbitone sodium and amylobarbitone sodium)
as sole drug were in coma for an average of
28 hours.

Setter et al.' in their large series in fact
quote an equal duration of unconsciousness
for phenobarbitone and the alkyl-substituted
barbiturates, the average quantity ingested,
where known, being the same in the two
groups. However, the amount ingested was
known in only about half the cases, and in a
considerable number other drugs were
involved as well. These authors particularly
remark on the fact that intoxication with
" short-acting " drugs caused deeper and
more rapid onset of coma and more severe
complications than phenobarbital poisoning
(my italics). Maher and Schreiner2 empha-
sized the slower removal of " short-acting "
(alkyl-substituted) barbiturates by haemo-
dialysis. Bloomer' emphasized also the rela-
tively lesser efficacy of alkaline diuresis and

peritoneal dialysis in the case of pentobarbital
intoxication. Thus differences in duration of
effect are enhanced by active eliminative
treatment.

There would seem therefore to be grounds
for at least dubiety as to the longer action
of phenobarbitone in cases of poisoning, and
my contention is that there is little point in
retaining a classification so based when there
is a more logical way of classifying barbi-
turates on speed of onset of effect. This is
valid at any dosage level and holds irrespec-
tive of subs quent events.

However, I would not wish controversy
over this rather academic point to obscure
the much more important one on which we
are in agreement-namely, the desirability of
abandoning the use of barbiturates as hynotics
at least for outpatients.-I am, etc.,

E. G. MCQUEEN.
National Poisons Information

Centre,
Dunedin, New Zealand.
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Treating Erythema Nodosum

SIR,-Erythema nodosum is often a very
painful condition. The skin lesions them-
selves can be painful and tender, and there
may be local muscle aching and tenderness
associated with arteritis, panniculitis, or
(especially in sarcoidosis) myositis. Skin
lesions and muscle pains were rapidly relieved
by oxyphenbutazone in the following case.
A 33-year-old woman was seen at home in

May 1969 with erythema nodosum of the
legs and pain sufficiently severe to prevent
her standing for more than a few minutes.
The skin lesions were preceded by arthralgia
in the shoulders, ankles, and feet, but at the
time of examination there was no joint swell-
ing or tenderness. Neither aspirin, 40-50
mg., nor indomethacin, 75 mg., had been
effective in relieving the leg pains. There
was a history of pulmonary tuberculosis in
childhood. She was admitted to the Princess
Alexandra Hospital, Harlow, where the
results of investigations were: Hb 92 °,
E.S.R. 21 mm./hr. (Westergren), W.B.C.
5,700/cu. mm. (differential W.B.C. normal),
serum calcium and phosphate normal, protein
electrophoresis: slight elevation of gamma
globulin, S.G.O.T. 56 units, serum aldolase
and creatinine phosphokinase normal, urine
analysis normal, throat swab negative, A.S.O.
titre = 300 Todd units, Rose-Waaler negative,
Mantoux 1:1,000 and 1:100 negative, Kveim
test positive. A chest radiograph showed bi-
lateral hilar adenopathy, consistent with
sarcoidosis.
A diagnosis of erythema nodosum asso-

ciated with sarcoidosis was made. She was
initially treated with bed-rest and salicylates
(soluble aspirin, 60 gr. daily), the skin lesions
remained static, and she was given oxyphen-
butazone, 400 mg., daily. Within four days
the lesions had completely subsided and she
was pain-free; stopping the oxyphenbutazone
was followed by recurrence of the rash, so
she continued the drug in a dosage of 300 mg.
daily after discharge on 25 June. A chest
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