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and its complications, and certainly doing-in
time everything possible to avert death therefrom.
Now the chief cause of death in diabetes mellitus
(especially in the maturity-onset type) is cardio-
vascular disease (macroangiopathy, atherosclerosis),
mostly in the region of the heart, brain, or legs,
and mainly (in affluent Western societies) coronary
heart disease.

In the Whitehall study2 the mortality from
coronary heart disease was validly proved to double
(in a period of seven-and-a-half years) in
association with a range of capillary blood glucose,
two hours after 50 g oral glucose load, of 5-3-11 1
mmol/l (96-199 mg/100 ml). This blood glucose
range is now being called impaired glucose tolerance
instead of diabetes mellitus as before. This name
change encourages the avoidance of treatment of
the condition at its inception, besides markedly
hampering future research comparisons and the
full understanding of the diabetic syndrome and
its implications.

Rises after an oral glucose load of the two-hour
capillary blood glucose to 5 3 mmol/l and more
(shown2 to be associated with a sharp increase in
mortality from coronary heart disease mortality,
not seen with lower values) should be promptly
countered in order to try to prevent this most usual
long-term cause of death. If we bear in mind the
difficulty of reversing atheroma (and micro-
angiopathy) once established, it is clear that such a
preventive regimen should start early to have any
chance of success. It is very much better if as a
result some cases do not worsen, or even revert
to near normality in glucose tolerance. As in other
curable diseases, this possibility should prove a
source of hope for the patient at diagnosis; but it
is certainly not a reason for denying the condition
its disease name, or ignoring its proved dangers.

This attitude would also maximally contribute
to preventing or delaying the much-dreaded (but
undoubtedly less serious) microvascular disease (for
example, retinopathy), which is usually manifested
later, with two-hour capillary blood glucose levels
of 11 1 mmol/l (200 mg/ 100 ml) and over. Palliative
symptomatic measures (including photocoagulation)
could still eventually be used, as indicated. But it
should be borne in mind that it is little consolation
for the family to be told that the patient died from
a heart attack but was not a "diabetic," having
only had "impaired glucose tolerance" but no
retinopathy.

In both the Bedford and the Tecumseh diabetes
surveys "rates of macrovascular disease were
excessive in persons with borderline glucose
tolerance,"3 even though crude clinical diagnostic
methods were used. Similarly, the Malta diabetes
survey, in an adequate representative sample of
the population (all ages), showed that, of the 283
diabetics found, fully 51-9 %-as against 26 1 % of
controls-had evidence of arterial disease of the
heart, brain, or legs (table).4 Of these, nearly half
had already developed arterial complications with
two-hour capillary blood glucose values (after an
oral glucose load) under 1 1 1 mmol/l.

Variations in prevalence of occlusive arterial disease
in diabetics (all ages) with changes in two-hour blood
glucose concentration after 50 g oral glucose load
(from Maempel4)

2-h blood No of cases
glucose No of cases without Total Prevalence
(mg/ of arterial arterial No of ",

100 ml) disease disease cases

100-139 34 43 77 44-2
-179 26 29 55 47.3
-219 23 20 43 53 5
-259 25 15 40 62 5
-299 16 14 30 53-3
> 300 23 1 5 38 60 5

All cases 147 136 283 519

Conversion: SI to traditional units-Glucose: 18 mg/
100 ml 1 mmol1'.

While in all the above-mentioned studies,
other risk factors may also have contributed,
the fact remains that it was hyperglycaemia
which was studied. This is well known3 to be

capable of enhancing atherosclerosis inde-
pendently of any added factors. What remains
to be satisfactorily proved by Dr Jarrett, after
soberly considering the priorities and the
facts, is the necessity, justification, and
desirability of the proposed exclusion of
"impaired glucose tolerance" from diabetes
mellitus.
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Ethnic factors in disease

SIR,-Your leading article (9 May, p 1496)
was of particular interest to those of us who
live in juxtaposition with different ethnic
groups and their subdivisions, rich and poor,
rural and urban-among whom there are
often contrasting patterns of health and
disease. The ubiquitous question, as emphasised
in your article, concerns "whether these
differences are due to genetic or environmental
factors."

Interest, of course, need not be limited to
differences in disease patterns. Anthropo-
metrically, Indian adolescents in London'
have mean weights and heights similar to
those noted for Indians in Johannesburg2 and
for those from well-to-do families in India.3
The fact that the weights of such groups of
boys average 10 kg or so less than that of
corresponding white children can scarcely be
attributed, as some aver, merely to insufficiency
of food on the family table.

In London,4 as in Johannesburg5 and other
parts, immigrant Indians, with prosperity,
suffer more from coronary heart disease (CHD)
than the contiguous white populations. Indeed,
as recently reported,6 Indians in rural India
suffer much more from CHD than would be
expected, even when living in a context likely
to inhibit the disease's development-a
vegetarian diet, virtual absence of smoking,
manual work occupations, and lean build.
The fact that anginal pain was described by
Indian physicians7 millenia before its descrip-
tion in the West surely points to the pro-
bability of Indians being ethnically prone to
CHD.
Your article refers to the high frequency of

hypertension in West Indian blacks in the UK,
and their excessive proneness to "strokes"
but far lesser proneness to CHD, as compared
with whites. This situation is paralleled in
Johannesburg, where about 25% of urban
black adults are hypertensive (WHO criteria)
althoughCHD still remains very uncommon.5 8
Interestingly, in the USA the need for race-
specific lipoprotein distribution tables for
characterisation of individual subjects has
been urged for black and white adults.9

Quite apart from contrasts in disease pattern,
however, between different ethnic groups-
especially in Western compared with Third
World populations-there are no lack of
puzzling and contrasting situations within
Caucasian groups. Why are Scots unusually
prone to CHD"° and to colon cancer ?"1 Why
is CHD incidence among Parisians"2 a third
or so of the average among the numerous USA
populations tested? Whites in Johannesburg
are excessively prone to CHD,5 Jews singularly

so (even in Osler's"3 day their excessive
proneness was remarked upon); moreover,
among the Afrikaans population the proportion
with familial hypercholesterolaemia is probably
the highest extant.'4
The leading article regrets that in this

intriguing scene in the epidemiological field,
few endeavours are being made to elucidate
respective roles of genetic and environmental
factors. In South Africa we have been
interested in this subject for decades, and
have sought to characterise (in diet and manner
of life) contrasting populations, as well as
contrasting moieties within those populations.
What more should we be doing?

A R P WALK.ER
South African Institute for

Medical Research,
Johannesburg

I SEGAL
Baragwanath Hospital,
Johannesburg, South Africa
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SIR,-Your leading article (9 May, p 1496)
discussing transcultural inputs to British
disease failed to mention the largest of the
immigrant minorities in our midst, the Irish.

Irish people are more prone to various
paediatric disorders, not only those such as
coeliac disease,' in which they appear to top
the world league table, but also conditions
such as phenylketonuria,2 neural tube defects,3
and mongolism,4 which if not prevented or
treated may lead to mental handicap. In-
terestingly, there is some evidence' for a
generally lower average IQ of indigenous Irish
children compared with otherwise similar
English children. Eysenck6 suggests that
inbreeding and differential migration have
resulted in a lower general level of intelligence
in Ireland.

Irish nationals also seem peculiarly
susceptible to the most serious psychiatric
disorders such as schizophrenia7 8 and
alcoholism.7 9"1 That they can carry with
them an increased risk of such diagnoses when
they emigrate to the UK, compared with the
UK-born population, is shown by a recent
study" of first admissions of Irish people to
psychiatric hospitals in south-east England
in 1976. The finding of their over-contribution
to UK tuberculosis figures,"2 as instanced in
doss-house inmates in London,"3 is therefore
perhaps not surprising when one remembers
the increased association of that disease with
the two disorders mentioned. The postulated
relationship between heavy alcohol intake and
rectal cancer may likewise partly explain the
reported excess of that illness in Irish brewery
workers.'4
One Birmingham study'5 found Irish-born
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persons oversubscribing to attempted suicide
rates. This, again, may be partly due to the
suicidogenic potential of schizophrenia, alco-
holism, and psychopathy-as may their
possibly increased rates of violent crime both
within and without the Irish setting. Certainly,
violent deaths seem commoner among Irish-
born immigrants.'6 It is noteworthy that
Roman Catholic priests working in England-
who presumably are more likely to be of Irish
extraction-have a higher mortality than
Anglican clergy.'7
Most of the conditions mentioned have

strong genetic determinants. For instance, the
tissue histocompatibility antigen HLA-B8,
which is relatively frequent in Irish popula-
tions,' has been found increased in alcoholic
cirrhosisl8 and gluten enteropathy."19
One might speculate that, while the breaking

up of small population isolates may be a
dilution effect to reduce disease incidence-for
example, in Sweden, resulting in a decline in
Tay-Sachs disease20-so, conversely, the influx
of "high-risk" gene pool individuals may
raise the disease rates in the localities in which
they settle. This hypothesis could be tested in
the UK by analysing regional differences in
schizophrenia or alcoholism rates and com-
paring these with regional differences in
immigrant ratios. This genetic argument,
which is often-as in your leading article-
not at all considered, may hold the key to
many epidemiological puzzles.
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Management of alcohol withdrawal
symptoms

SIR,-The leading article (14 February, p 502)
on the management of the alcoholic withdrawal
syndrome ignores some of the most recent
work showing that the opiate system in man
is probably involved in both alcohol and
opiate addiction.' 2

Based on this work and the fact that there is
cross-tolerance between alcohol and nitrous
oxide,3 we have suggested4 that nitrous oxide
may be useful in treating both alcoholic and
opiate withdrawal states, as nitrous oxide acts
as an agonist on the opiate system.5 This
hypothesis has been tested to date on over 300
cases at Northlea Hospital (an alcoholic

rehabilitation centre near Johannesburg) using
a modified version of the clinical criteria shown
by Gross et al to be useful in the assessment
of alcoholic withdrawal states.6
We found also (as had van Wulfften Palthe7)

that oxygen alone had a therapeutic effect,
which was further enhanced by the use of
analgesic mixtures of nitrous oxide and oxygen
when necessary. This treatment has proved so
successful in both patient compliance and
reduction of sedation necessary that it is now
regarded as the routine therapy at Northlea.
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Pneumoconiosis and disability

SIR,-I was interested to read in Dr George
Dunea's "Letter from Chicago" (30 May,
p 1773) his report of a study by the General
Accounting Office which had found that 88%
of claimants approved for pneumoconiosis
benefits were found to be neither disabled nor
able to produce a medical certificate.

In 1976 a group of 14 North Staffordshire
general practitioners took part in a study of
the disabling effects-physical and social-of
pneumoconiosis on patients on their list, and
data were collected over a three-year period.
A report on this study is still in preparation.
The subject of the study was chosen because
the doctors were aware of apparent dis-
crepancies between patients' lung disabilities
and their pneumoconiosis pension. Ninety-
nine patients were interviewed using one
questionnaire (approved by the Medical
Research Council) which attempted to measure
their respiratory symptoms. A second question-
naire tried to identify any social disability
due to the patient's pneumoconiosis. No
significant relationship was identified between
disability and pneumoconiosis pension.
The difficulties of assessing disability are

well known. We had no control group-the
problems involved were considered too great
for our small study. We were also unable to
obtain information from the Department of
Health and Social Security on the incidence
or prevalence of pneumoconiosis in 'the
Stoke-on-Trent area. Therefore, we could
not claim that our sample was representative
84% ofour patients had simplepneumoconiosis,
which has doubtful disabling effects.
Our study therefore did not answer any

questions but rather tended to raise some.
One of the more surprising facts we did find
was that more than half the study group, all in
receipt of a pneumoconiosis pension, had
never had a lung function test carried out.
As general practitioners working in an area

where miner's and potter's pneumoconiosis
was prevalent in the past, and considerable
lung damage was suffered by workers in those
industries, we are delighted that pneu-

moconiosis is now a diminishing problem,
and we fully support the practice of com-
pensation for those afflicted.
What our study has revealed to us, however,

is that pneumoconiosis pensions would appear
to be awarded on lung x-ray examination
appearances rather than lung disability
present, and this does not seem to be fully
appreciated in the general medical profession
or the general public.

A K Ross
University of Keele,
North Staffordshire Medical

Institute,
Stoke-on-Trent ST4 7NY

Mixed-sex wards

SIR,-I was greatly surprised to read in your
leading article (30 May, p 1736) that mixed
wards have given "overwhelming satisfaction"
to "both staff and patients." Every report I
have had from patients who have experienced
them has been wholly adverse. Even the
favoured type of mixed ward with single-sex
bays and separate toilets did not protect a
female friend from the catcalls from the
neighbouring male bay every time she moved
towards the toilets-a singularly inappropriate
serenade for one coming to terms with the loss
of a breast.

In January 1979 a brief letter was published
in the Daily Telegraph suggesting that those
who were against mixed wards (some of whose
complaints had appeared in the correspondence
columns of that newspaper) might care to
express support for the survival of the single-
sex Elizabeth Garrett Anderson Hospital.
Over 300 letters were promptly received, all
expressing distaste for the mixed ward, some
citing very unpleasant experiences in them and
some offering, or enclosing, unsolicited money
-telling evidence of the strength of their
feelings.

Also in 1979, the annual general meeting of
the National Federation of Women's Institutes
passed a resolution pressing for mixed wards
to be discontinued (except for intensive care).
This means that every one of the 9300
institutes up and down the country (represent-
ing some 400 000 women) had discussed the
subject with the aid of expert notes listing
impartially the arguments for and against, and
that at least two-thirds of the institutes had
instructed their delegates to vote in favour of
discontinuing mixed wards.
Could it be that once again starry-eyed

planners have predetermined consumer wants ?
Strangely, your article does report some
criticism of the mixing of sexes in the day
areas, where I would have thought it accept-
able, and suggests that "separate day areas"
would reduce that criticism-a suggestion
which seems to me to make nonsense of the
whole argument.

MARGARET LOUDEN
Kenley, Surrey CR2 5DR

Assessing clinical trials

SIR,-I read with enthusiasm the contribution
by Sheila Gore, "Assessing clinical trials-
first steps" (16 May, p 1605). Not only was
she able to make all important points within a
rather compact presentation but she also
supplied one commonly omitted consideration:
so-called "pilot" studies require randomisation.

It is scientifically appropriate to insist on
randomisation of all patients receiving a new
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