BRITISH MEDICAL JOURNAL

On Mount Kenya this year I witnessed
high-altitude oedema presenting as coma.
The patient, a 25-year-old European, had
walked from 6,500 feet (1,980m) to 15,500
feet (4,724 m) altitude in a day and a half—
he had proved to be the fittest member of
the party. On the next day he developed
headache and nausea, causing him to rest.
He was rational till night. During that night
he had loud but not alarming breathing.
Next morning he was unrousable, with tem-
perature of 38-:5°C, tachycardia, tachypnoea,
and frothy saliva. Cyanosis was not present
at any stage of the illness. After first-aid
treatment (parenteral digoxin, frusemide,
chlorpromazine, and pencillin, with oxygen)
he was evacuated by stretcher and helicopter.
Chest x-ray showed pulmonary oedema. His
fundi later showed retinal haemorrhages.
C.S.F. pressure was high. After a week of
treatment including positive-pressure venti-
lation, diuretics, dexamethasone, and anti-
biotics he recovered consciousness. A spastic
quadriplegia gradually resolved, leading to
complete recovery after about two months.

The mechanism of the cerebral “oedema”
is uncertain. It is clearly not just due to
hypoxia. Cerebral arteriolar constriction (due
to hypocarbia), with or without diffuse
thrombosis or haemorrhage, must be a partial
explanation.

My thanks go to Dr. Ponte of the Consolata
Mission, Nyeri, and Dr. Henderson of the Nairobi
Hospital for permission to describe the care
with which they provided the definitive medical
treatment; also to Mr. Woodley, Warden of
Mount Kenya and Aberdare National Parks, for
the rescue and much information.

—1I am, etc.,
PATRICK RADFORD

Malcolm Watson Hospital
Mafulira,
Zambia
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Medical Schools in Italy

SIR,—With reference to the report on
“Medical Research in Europe” (24 March,
page 733) I should like to amend two figures
referring to Italian medical schools. The
update, figure for the number of medical
schools in Italy is 27, and, much more re-
levant to a correct picture of our current
situation, the number of medical students
has reached 120,000 in 1973. With only
some 6,000 teachers (1,000 professors and
5,000 lecturers) it is easy to imagine how
happy and efficient the teaching may be.—I
am, etc.,

RODOLFO SARACCI
Pisa, Italy

Spontaneous Periodic Hypothermia:
Diencephalic Epilepsy

SIR,—With reference to the article by Dr.
R. H. Fox and others (23 June, p. 693),
I would like to express my admiration for
the extremely thorough investigation in this
unusual condition.

It is a pity however, that, among all
the investigations carried out, the most im-
portant one of all was mot illustrated. I
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refer to the report of the abnormal electro-
encephalogram. Surely a short page of a
typical discharge, as described, would have
added a great deal more to the paper’s value?
All those who are involved in interpretation
of EEGs realize the fallacies of relying on a
verbal report. Furthermore, the paper raises
the question of what is epilepsy, and though
I searched diligently, I found nothing in the
discussion to substantiate the basic concept
as stated in the title.—I am, etc.,

H. Jacoss
Edmonton, Alberta

Sick Sinus Syndrome

SIR,—We agree with your leading article
(23 June, p. 677) that the sick sinus syn-
drome is of clinical importance and that it
is commoner than generally realized. How-
ever, we were surprised that the one clear
recommendation for therapy was for pro-
phylactic anticoagulants. No reference was
given for the alleged high incidence of syste-
mic embolism in patients with the sick sinus
syndrome, though cerebral embolism was in-
ferred by Samarasinghe and Senanyake! in
two cases of the syndrome and Rubenstein
et al.” recorded systemic embolism in eight
out of 33 patients. Our own experience is
different; indeed, no instances of embolism
were seen in the 46 patients we described
in 19713 nor have any occurred during sub-
sequent follow-up. We would advise against
the wholesale adoption of anticoagulant
therapy in patients with the sick sinus syn-
drome on the present data.

We were disappointed that though the
basic pathology of the sick sinus syndrome
was described authoritatively as “usually de-
generative change in the sino-atrial node
(and other specialized conduction tissue),”
again no relevant source was quoted. We
have had difficulty in finding detailed patho-
logical descriptions of the sino-atrial node in
the literature and would have welcomed
further references.

We would agree that the time has come
for a more anatomical title than “sick sinus
syndrome” and, though we were guilty of
adopting the term “lazy sinus syndrome”
some years ago,!5 the term “sinu-atrial dis-
order” suggested by Oram et al® would seem
to be the best available.—We are, etc.,

DENNis ERAUT
DaAviD B. SHAW
Cardiac Department, i
Royal Devon and Exeter Hospital,
Exeter
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Grades of Hypothyroidism

SIR,—We have read the recent article by
Dr. D. C. Evered and his colleagues (17
March, p. 657) with great interest. The key
group of patients in the series described
was that said by the authors to be suffering
from “subclinical hypothyroidism.” Most of
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these patients had circulating antibodies to
thyroid tissue and were distinguished from
other patients with antibodies solely on the
basis of a raised serum thyroid-stimulating
hormone (TSH) concentration. Nowhere in
their paper do the authors give the abso-
lute upper limit of serum TSH concentra-
tion measured by their assay in the normal
population. Without this information
patients with ‘“subclinical hypothyroidism”
cannot, by definition, be categorized. In the
discussion reference is made to an earlier
paper! in which “the range of serum TSH
concentrations in normal subjects has been
defined.” In fact a range is not given in the
paper to which reference is made but only
the arithmetic mean values for two rela-
tively small groups of men and women.
The “95% confidence limits” (sic) for these
means are given but they have been calcu-
lated on the incorrect assumption that the
data are normally distributed. Inspection of
fig. 6 of the present paper shows that the
authors themselves have ignored the upper
calculated confidence limit to which they
refer (2-8 uU/ml) and have fixed on one
nearer to 4 uwU/ml. This latter figure ap-
proximates to the highest value (4-2 wU/ml)
in a group of 29 normal patients described
by the same workers in an earlier publica-
tion.? As the lower normal values are be-
low the limit of sensitivity of the assay em-
ployed and the data are therefore truncated,
it is very difficult to predict the true dis-
tribution without a very much larger sam-
ple. It is possible that if a large popula-
tion were to be sampled values in excess
of 42 uU/ml would be encountered in
some normal subjects.

The authors have therefore not provided
a sound basis for their division of patients
with autoimmune thyroid disease into those
with and those without “subclinical hypo-
thyroidism.” Furthermore this arbituary
division into two groups may serve to con-
ceal a determinant of TSH secretion which
is active in some patients. It is apparent
from the data in this paper, and from the
work of others, that in some euthyroid
patients with damage to the thyroid gland
the TSH concentration may be abnormally
elevated by any criteria. If the plasma con-
centrations and effects of thyroxine and
triiodothyronine are indeed normal in such
patients, then the raised TSH must be
sustained by a factor operating indepen-
dently of the physiological negative feed-
back of the thyroid hormones on the hypo-
thalamus and the pituitary. This factor
could be related either to a reduction in
the mass of thyroid tissue capable of syn-
thesizing hormone or to something released
from the damaged gland.

The classification that Dr. Evered and
his colleagues have proposed does not,
therefore. seem to us to be either valid or
useful. Indeed the use of the term “sub-
clinical hypothyroidism” is inappropriate as
the patients, on the evidence presented, are
neither subclinical nor hypothyroid.—We
are, etc.,

R. L. HIMSWORTH,
Division of Clinical Investigation,

P. M. FRASER,

Division of Computing and Statistics,

Clinical Research Centre,
Harrow, Middlesex
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