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that experience at Harlow and elsewhere has been that when
payment is by capitation a group of more than four doctors
is unlikely to be a stable partnership, and that patients are
still reluctant to use large clinics some distance from their
homes.
Some form of compromise between a mammoth central

clinic and numerous small units is required, but no one
blueprint is applicable to all new developments. The design
of each scheme must take into account factors such as the
density of population, the quality of the public transport
service, the hilliness of the site, and the distance from the
nearest hospital with diagnostic facilities for general practi-
tioners. If a new town is an expansion of an existing one,
with established medical services, the problems are clearly
different from those found in building in a previously
undeveloped rural area. A further point emphasized at the
meeting is the great value of close consultations between
representatives of the medical and ancillary professions and
the architects and planners of the town. New-town managers
do not always find it easy to arrange for this consultation;
no authority exists to bring together the representatives of
general practitioners, executive councils, local authorities,
and the hospitals, and it is often left to the managers to
persuade therm to agree to a design for a comprehensive
service. Moreover, even if they do agree, the money neces-
sary for the buildings and their maintenance and running
costs is still difficult to obtain. Often it can be found only
by persuading the various interests to contribute roughly in
proportion to the use they would make of the services.
The studies being undertaken by the General Practice

Research Unit at Guy's should help in the future planning
of community health services, particularly in new towns,
which provide special opportunities for the introduction of
new methods of general practice. But no plan, however
excellent, has much chance of reaching a practical outcome
without a firm assurance that money to finance it will be
made available. It would be unsatisfactory, as seems at
present to be the case, for the new-town managers to have
to continue relying on piecemeal funds.

Diabetic Coma Without
Ketoacidosis

Ketoacidosis, though not inevitably present with diabetic
stupor or coma, is nevertheless the usual cause of the loss
of consciousness. Clinically the air-hunger of ketoacidosis
together with the dehydration of glycosuria are useful aids
in distinguishing diabetic from hypoglycaemic coma. The
diagnosis is confirmed by finding heavy ketonuria and
glycosuria, a high level of blood sugar, and a low level of
serum bicarbonate. Occasionally, as when dehydration is
severe enough to cause renal failure, ketones, though highly
concentrated in the blood, cease to appear in the urine. But
if renal function can be restored in these cases by rehydra-
tion ketonuria returns and persists until the ketoacidosis has
been corrected by insulin.1 2

Although this is the usual pattern, it is now known that
diabetic stupor or coma can occur without ketoacidosis.
Since no other cause of coma in these patients is found, and
since they respond promptly to insulin and rehydration, the
implication is that their coma is due to uncontrolled
diabetes mellitus. At least 20 such cases have been reported

during the last decade,' and a case of its association with
acute pancreatitis was recorded in this journal last year.4
The syndrome is seen mainly in elderly patients and may
be the first manifestation of diabetes. Two of its most
striking features are extreme dehydration and haemo-
concentration, sometimes severe enough to cause hypo-
volaemic shock. Thus, in two cases described by C. P.
Lucas and colleagues3 the osmolarities of the serum as
calculated from the concentrations of glucose and sodium
were 403 and 366 milliosmoles per litre, compared with
normal levels of less than 300. In 13 out of 18 cases the
blood sugar exceeded 1,000 and in two 2,000 mg. per 100
ml. In about one-half the serum sodium was high because
more water had been lost than sodium. Air-hunger was
usually a presenting symptom despite lack of ketoacidosis.
It may be relevant here that W. H. Daughaday and col-
leagues5 reported high levels of lactic acid in the blood of
three diabetic patients with severe non-ketotic acidosis.
These patients were not receiving phenformin and in only
one was alcohol a possible cause of lactic acidosis.
M. Maccario and colleagues6 have drawn attention to the

frequency of focal seizures as a manifestation of hyper-
glycaemia without ketoacidosis. They reported seven cases
of their own and two others from the recent literature. In
six of their patients the seizures were focal. The fits respon-
ded poorly to anticonvulsants but came under control with
insulin and rehydration. Investigations, including necropsy
in the three fatal cases, did not show any evidence of gross
structural disease of the brain, though in one case there were
two small areas of haemorrhagic cerebral softening.

Little is known about the cause of this syndrome.
Experimental work on the antiketogenic effects of hyper-
glycaemia may be relevant to the absence of ketoacidosis,7
and the possible role of lactic acidosis needs further inves-
tigation. The epileptic manifestations could be due to a
toxic effect of hyperglycaemia, but more probably to the
effects of haemoconcentration in patients who already suffer
from cerebral vascular insufficiency. Experimentally it has
been shown that seizures can be induced by a high concen-
tration of solutes in the plasma.8 The absence of seizures
in patients with diabetic acidosis, all the more remarkable
because so many of them have cerebral vascular disease,
could be ascribed to the anticonvulsant action of ketones.

The next session of the General Medical Council will open
on Tuesday, 23 November, at 2.15 p.m., when the President,
Lord Cohen of Birkenhead, will take the chair and will
deliver an address.

We much regret that by inadvertence we published in last week's B.M.Y
a leading article under the heading of " Medical Evidence " on the report
" Medical Evidence in Courts of Law," published by the British Medical
Association. We misread the instructions about the date of release, and
apologize for thus appearing to take advantage over other publications.
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