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Correspondence

Letters to the Editor should not exceed 500 words.

Anoxia in Myocardial Infarction

SIR,-We were interested to read your
leading article (27 November, p. 1261) under
this title and the paper on " Pulmonary
Function in Myocardial Infarction " by Dr.
M. W. McNicol and his colleagues (27
November, p. 1270). We note that they have
confirmed the finding of arterial hypoxia in
patients with myocardial infarction and
" shock " which we described in 1964.1 It
is also of considerable importance to note that
they found, like ourselves, that some patients
in this category fail to obtain a rise in arterial
Po, even to normal levels when given 100%
oxygen to breathe.

However, we were surprised to read the
suggestion in your leading article that
" relatively low concentrations of oxygen
(about 30%), which could conveniently
be supplied by a Venturi or Edinburgh
mask, should be adequate" for oxygen
therapy in these patients. Your editorial
appears to agree that relief of hypoxia in
these patients is desirable. Yet in some
patients this is not even achieved by 100%
oxygen. How then can it possibly be achieved
in these patients by 30% oxygen ? The
well-known work of Freeman and Nunn2
applied to haemorrhagic shock in dogs, and
showed that 30% oxygen was sufficient to
relieve the arterial hypoxia produced by the
great increase in dead space ventilation in
these animals. The situation in the shocked
human patients following myocardial infarc-
tion appears in addition to include a con-
siderable increase in venous admixture, as we
and McNicol et al. have postulated. This
venous admixture is only partially accessible

to an increase in the alveolar oxygen tension.
Surely one could only recommend 30%°,
oxygen if this were known to be effective or
if higher concentrations were in any way
dangerous. Although there is some experi-
mental evidence that prolonged inhalation of
100% oxygen can produce a reversible
decrease in pulmonary diffusing capacity in
man3 there is no evidence that oxygen by
Polymask at 6 litres/minute, giving a con-
centration of approximately 60%, is in any
way harmful, except in respiratory failure.
By all means, Sir, let us have a controlled

trial of oxygen therapy in myocardial infarc-
tion. However, we would suggest that in our
present state of knowledge the administration
of oxygen to the adult patient by the Edin-
burgh mask, Venturi mask, Ventimask, or
nasal catheter is indicated only for the con-
trolled oxygen therapy of respiratory failure.5
In acute cardiac emergencies high concentra-
tions of oxygen (up to 60%) should always
be used.--We are, etc.,

G. J. MACKENZIE.
Sunderland General Hospital.

D. C. FLENLEY.
K. W. DONALD.

Department of Medicine,
University of Edinburgh.
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Potassium Chloride and Bowel Ulceration

SIR,-The interesting and important
article by Mr. W. B. Ashby, Mr. John
Humphreys, and Mr. Sinclair Smith
(11 December, p. 1409) and your leading
article (p. 1383) draw attention once again
to the danger of potassium-chloride-induced
lesions of the small bowel. Several hundred
cases of this iatrogenic condition have now
been collected by the Small Bowel Ulcer
Registry in New York.' Virtually all the
patients have taken potassium chloride in an
enteric-coated form, and the majority of them
have also received thiazide diuretics usually
incorporated in the potassium tablet. A
study of these cases together with the experi-
mental production of the lesion in monkeys,
dogs, and bahoons24 leaves little doubt that
the aetiology is the escharotic effect of potas-
sium chloride upon the small gut. Neither
the materials comprising the enteric coat nor
the diuretic have been shown to be implicated.

Understandably concerned by the danger

of potassium chloride administration, you
have advised that supplementary potassium is
best given as the effervescent B.P. prepara-
tion, which is thought to be free of risk. This
view is shared by your contemporary,' which
has gone so far as to suggest that tablets of
potassium chloride be omitted from future
editions of the British Pharmacopoeia and
National Formulary. Effervescent potassium
tablets are essentially potassium bicarbonate.
While this formulation may be an effective
remedy for potassium depletion and hypo-
kalaemia in many patients, your recommenda-
tion overlooks a great deal of careful meta-
bolic work which establishes the critical
importance of the chloride ion in the pre-
vention and treatment of hypochloraemic,
hypokalaemic alkalosis, which is the com-
monest form of potassium deficiency seen in
man.6-' Space does not permit an adequate
analysis of the complexities of potassium
therapy, but as a generalization potassium

chloride is a more rational supplement than
potassium bicarbonate in all cases of potas-
sium depletion unless there is a significant
loss of bicarbonate ion as in some diarrhoeas,
renal tubular acidosis, and hyperchloraemic
and other forms of metabolic acidosis.
A safe potassium chloride tablet is needed.

The danger in enteric-coated tablets presum-
ably lies in the rapid release of potassium
over a small segment of intestine once
digestion has disposed of the enteric coat. A
tablet which releases its potassium slowly
has been made by partially coating the crys-
tals with an inert insoluble wax. Tablets
made from this mixture (Slow-K, Ciba) do
not disintegrate in fluids ; the potassium is
gradually dissolved out, leaving the wax as a
spongy matrix. In simulated intestinal juice
(British Pharmacopoeia, 1958) these tablets
release their potassium chloride progressively
over a period of some four hours, whereas
conventional enteric-coated tablets are virtu-
ally totally dissolved in fifteen minutes." In
a metabolic study of six patients given Slow-
K tablets the potassium was shown to be
completely absorbed." Twenty patients
studied over six months have had no gastro-
intestinal side-effects, and occult blood tests
have been' negative. Slow-K tablets are
therefore an effective potassium supplement
and presumably safe.-I am, etc.,

Metabolic Unit, VICTOR WYNN.
St. Mary's Hospital,
London W.2.
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SIR,-Your leader of 11 December (p.
1383) again rightly calls attention to the
much publicized, albeit occasional, complica-
tion of intestinal ulceration from enteric-
coated potassium chloride tablets ; then
follow remarks concerning thiazide diuretics
and potassium supplements with which we
must take issue.

First, we feel bound to repeat yet agzain'
that alkaline salts of potassium are useless
for the replenishment of potassium in patients
being treated by thiazide or other diuretics
which act by blocking the proximal renal
tubule. All these diuretics promote a
sodium chloride and potassium diuresis. If
dietary salt is severely restricted such patients
lack chloride with which to correct the con-
sequent hypochloraemic alkalosis. The
obligatory persistence of potassium diuresis
in the presence of alkalosis has been
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