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and the initial blood count in Group A showed a mean neutro-
phil count of 550 x 106/1 and a platelet count of 17 x 109/1;
in contrast, in group B the mean counts were two to three times
higher. Another feature of interest was the fact that the
proportion of non-myeloid cells in the bone marrow was
significantly greater in group A; this is consistent with the
observation" 9 that a high proportion of lymphocytes in the
marrow denotes a serious prognosis.

Using these findings, Lynch et al7 have devised a
prognostic index by means of which it is possible to identify
patients as belonging to group A or to group B with a fair
degree of precision and accuracy when they are first seen.
Androgens have become established as a recommended

method of treatment of aplastic anaemia; but the response
to this treatment is variable, and there has been great diversity
of opinion on its effectiveness.4 6 9-11 Because the natural
course of the disease is so variable it is difficult to assess the
extent to which therapy might have influenced the course
in any individual case. The main difficulty in analysing the
results of uncontrolled trials of androgen therapy in aplastic
anaemia is to find an untreated group which is similar enough
to the treated group to permit valid comparison. During the
course oftheir study Lynch et al7 compared results in patients
who had received androgens with those who had not been so
treated, using the prognostic index in order to match their
patients group by group. They concluded that the survival
curve did not show any beneficial influence of therapy either
with oxymethylone or with other androgens. This does not, in
itself, negate the use of androgens; there is a mass of anecdotal
evidence that in some cases at least androgens do produce
benefit and that withdrawal of treatment results in a relapse.

Response to androgen therapy takes at least three months,
so that patients destined to die rapidly are unlikely to survive
long enough to be able to benefit. Such patients seem, instead,
to be reasonable candidates for attempted marrow trans-
plantation. If, then, the choice of treatment depends on the
prognosis, there is need for a reliable method for assessing the
prognosis as early as possible. Lynch's formula is a step
towards this goal, though its value is limited by the overlap
between the groups, and by the fact that each patient is unique
and does not necessarily conform to a pattern devised by a
statistician.
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Heritability of diabetes
Genetic factors play a part in the aetiology of diabetes-it
tends to run in families, and twins are more often both diabetic
when they are identical than when they are fraternal.' Further-
more over 30 specific genetic syndromes are associated with
diabetes.2 Yet in spite of numerous attempts there has been a
notable failure to find a simple mechanism of inheritance.

There are difficulties: there is no reliable genetic marker,
ascertainment is often incomplete, and published figures
relate to clinical or chemical diabetes and are not always com-
parable; but the two main problems in studying the inheritance
of diabetes are that it is genetically heterogeneous both in
man2 3 and in animals4 and that environmental factors almost
certainly influence expression of the genotype.

It is becoming clearer that diabetes is not a single entity
but a number of different diseases in which a raised blood
sugar is the common feature, rather as a low haemoglobin is
the common feature of the anaemias. The most familiar
division is into the maturity-onset and juvenile-onset types.
Recently, however, a mild maturity-onset type of diabetes
affecting young people (MODY) has been described,5 or
rather redescribed, as it was probably first recognised as long
ago as 1907.6 MODY may simply be an earlier expression of
the disorder that affects middle-aged patients, and, indeed,
evidence of dominant inheritance has been obtained in this
type of diabetes in both early3 5 and later life.7
The influence of heredity in classical juvenile-onset

diabetes is much less clear. The difference is exemplified in
two studies. In the first, one-tenth of the siblings of classical
juvenile-onset diabetics were found3 to be either clinically or
chemically diabetic compared with over half of the siblings of
patients with MODY. In the second, a series of monozygotic
twins,8 all pairs in which the index twin developed diabetes
over the age of 45 were concordant (both co-twins diabetic)
and nearly half had a diabetic parent. By contrast, in those
pairs in which the index twin was diagnosed under 45 only
half were concordant, the non-diabetic twin remaining
unaffected in the other pairs, and very few had diabetic
parents. Diabetes in the affected members of these discordant
pairs must presumably have been mainly environmental in
origin.
Evidence from serological9 and epidemiological'° 11 in-

vestigations has revived interest in the possibility of a virus
aetiology of juvenile-onset diabetes. It is known that viruses
can induce diabetes in some animals.12 The recently described
association of juvenile-onset diabetes with the HL-A sys-
tem'3 14 suggests a possible mechanism for inherited suscepti-
bility to pancreatropic infective agents, as genes closely linked
to the HL-A chromosomal loci probably influence an indi-
vidual's immune responses.'5 The frequencies of the histo-
compatibility antigens HL-A8 and W15 are increased in
juvenile-onset diabetics,13 14 and affected siblings of diabetics
tend to have at least one and in many cases both HL-A
haplotypes in common with them.16 Both these findings are
consistent with the presence of a diabetogenic gene or genes
at a locus closely linked to the HL-A chromosomal loci.
Different alleles at the HL-A linked diabetogenic locus may
interact with different environmental factors to produce
clinical disease-for example, one allele might be linked more
strongly to HL-A8 and another to W15. A recently published
study of HL-A types in diabetic identical twins'7 tends to
support this suggestion. The frequency of the W15 antigen
was equally increased in the concordant and discordant
juvenile-onset pairs, but HL-A8 was increased only in the
concordant. If this finding can be confirmed it suggests that
HL-A8 and W15 may represent different risk factors in the
genetic susceptibility to diabetes.

Mvaturity-onset diabetes, which is not HL-A linked,
appears to have a strong hereditary tendency. It has been
calculated'8 that 60% of the children of two maturity-onset
diabetics will themselves develop mild diabetes by the age of
60. On the other hand, contrary to previous theory,'9 classi-
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cal juvenile-onset diabetes seems to have a much weaker
genetic component. This is heartening for juvenile-onset
diabetics who ask about the chances oftheir children becoming
diabetic-they can be reassured that the risk of youth-onset
diabetes in their children is probably no more than 1 %.
Finally there is some evidence that inheritance may play a
part in the development of diabetic complications.5 20

After years of stagnation in the study of the aetiology of
diabetes these new results raise exciting possibilities of the
identification-and therefore perhaps prevention-of environ-
mental causes of the juvenile-onset type. More refined pro-
cedures,2' allied to HL-A typing, give hope that we may soon
be able to identify individuals at special genetic risk.
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Which NHS crisis?
Mrs Castle's statement last week (see p 182) that she is willing
without any preconditions to meet the profession to discuss
her proposals for phasing private beds out of NHS hospitals
has gone some way towards defusing the crisis. While insisting
that the Government is committed by its manifesto to separate
private practice from the Health Service, she was at pains to
stress that the consultants' right to opt for a part-time contract
would be preserved and that her proposals for licensing private
nursing homes and clinics were intended to help preserve
them, not the contrary. Furthermore, she promised that her
measures would be framed in such a way that her successors
at the Department of Health would need further legislation if
they wished to ban private practice by part-time NHS medical
staff.
Her mood of reassurance extended towards the emigration

figures, too: there was no evidence of mass exodus, she
claimed, and furthermore those who were going were mostly
full-timers or in specialties in which private practice played
little part. And there was the logical slip. No one has claimed
that the private-practice issue-quite unnecessarily inflamed
by left-wing militants in the Labour movement-is the main
cause for the low morale among NHS medical and nursing
staff, though the Government's handling of the affair has
offended many with no personal interest in the topic. The
main problem was and is the near-bankruptcy of most parts of
the NHS and the exhaustion of patience of the staff who have
been propping it up for so long. Sir Rodney Smith, president
of the Royal College of Surgeons, last week' blamed the low
morale among surgeons on the disparity between the resources
they have been trained to expect and those provided by the
NHS-and on the fact that their struggle to cope with those
problems was not appreciated: instead their professional

independence seemed increasingly threatened by the Depart-
ment of Health.
Mrs Castle's answer to the call for better resources for the

NHS was that she had raised the proportion of the gross
national product spent on health to an all-time high of 5-4%;
yet there is clear evidence that many health authorities are
unable to maintain full staff establishments because they have
not got the money to pay them. Another cause for the drop in
morale is the widespread conviction among clinical staff that
the Service is administratively top-heavy-and Mrs Castle's
retort that the structure should be blamed on Sir Keith Joseph
is simply a debating point. Arguably the time is not right for
the disruption that would be caused by the abolition of an
administrative tier; but staff and committees could be reduced
in numbers, starting at the Department of Health itself. The
Government talks of a "year for Britain" and most organisa-
tions (such as the BMA) have been forced to cut their staff and
their overheads-yet how far have Government departments
set an example ?
The call by the medical and nursing professions for an

independent inquiry into NHS structure and financing is not,
as Mrs Castle claims, a call for answers we already know to
questions that have been asked before. Britain spends very
nearly as much on health services as some of her Continental
neighbours: yet NHS staff are far worse paid than any of
their European colleagues and (as became clear on the BMA
visit to Denmark reported at p 154) the quality of the service
offered to patients in Britain is also slipping behind that in
the rest of Europe-at any rate north of the Alps.
The cause of the rising number of emigrants and the decline

in morale among those who stay on is the progressive decline
in standards-which is not seen in other countries and which
is not clearly the fault of any one political administration.
Something has gone wrong with the NHS: it may well have
been starved of money, but even for the money it has been
given we seem to have got extremely poor value. Why? That
is the question the inquiry should be asked-and if Mrs Castle
knows the answer she should tell us.
I The Times, 9 October 1975.

BMA at Scanticon
Four days in another country is far too short a time to under-
stand its customs and way of life, but the 150 British doctors
who attended the joint BMA/Danish Medical Association
clinical meeting in Aarhus last month learnt a great deal in that
time.
The modern hotel and conference centre at Scanticon intro-

duced them to the cool elegance of Danish design-and to the
quality and variety of the cuisine. Throughout the meeting
they were made to feel really welcome. The city of Aarhus
provided the setting for two magnificent evening receptions,
one organised by the civic authorities and the other by the
DMA itself. A wide variety of sightseeing tours was provided
for non-medical members of the party, while the local general
practitioners opened their surgeries and houses to their
British colleagues. At the end of it all (as the report at p 154
shows) the British delegation found itself unanimous in
admiration for the quality and organisation of the health
services in Denmark and for the Danish way of life. Dr Erling
Jacobsen, the president, Dr Bent Stemdorff, the vice president,
Mr Flemming Reeslev, and Mrs Inge Nohr, the director and
secretary of the Largekreds foreningen for Aarhus Amt, are to
be congratulated on a splendid and memorable occasion.
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