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their cc-operation without claiming a special position. The
emphasis on the role of the community in the management
and rehabilitation of the mentally ill, which is such a distinc-
tive feature of British psychiatry, has probably made it easier
for them to do so than for their colleagues elsewhere. Another
factor has been the willingness of clergymen in Britain to
involve themselves in social work without evangelical bias.
Samaritans are, of course, carefully selected and given train-
ing, but there is nothing in this country to compare with the
" training fellowship in suicidology" offered to medical and
behavioural science graduates at the Johns Hopkins University
School of Medicine.

Clearly the growth of interdisciplinary suicide prevention
organizations is a world-wide movement gaining momentum
almost everywhere, irrespective of the attitude of the medical
profession and of political or religious affiliations. It
illustrates a healthy trend of the community in mobilizing its
potential therapeutic resources.

G.M.C.'s Retention Fee
In deciding last week to agree to an annual retention fee
of £2, the Council of the B.M.A. acted in accordance
with the realities of an unwelcome situation. It did so only
after some misunderstandings had been cleared up and
hearing from its chairman of some concessions. Those
who still thought even this degree of acquiescence a
surrender of bargaining power were few when the final vote
was taken. The debate is reported at p. 49 of this week's
Supplement.
Armed now under the Medical Act 1969 with power to

charge an annual retention fee, the G.M.C. had proposed a
figure of £3. The G.M.C. is overspending its income and
has accumulated a sizable overdraft, and this sum was the
lowest, it thought, on which it could become solvent. The
money would be used solely for its existing functions, and
not for anything to do with vocational training or specialist
registration.

In 1967 the Representative Body, appreciating the
G.M.C.'s financial difficulties, accepted (as a reference to
Council) the principle of a retention fee, and this year at
Aberdeen the R.B. resolved:

" That while appreciating the necessity for instituting an
annual retention fee by the G.M.C. it is felt that those doctors
who have paid a life registration fee should not be asked to pay
an annual fee in addition."

But what are the alternatives to a general retention fee ?
That the Government should be allowed to step in and
rescue the G.M.C.? Or that only the newly registered
should pay to make it solvent ? The first would lead to
the Government's taking control of a body that must always
be one of the guardians of professional independence ; the
second would place an unfair load on the newly qualified.
The B.M.A. has challenged the monetary assumptions
underlying the G.M.C.'s proposal, and as a result the amount
of the fee is likely to be reduced to £2.

In two other directions progress has been made in the
Association's negotiations with the G.M.C. and the Govern-
ment. The Representative Meeting at Aberdeen wanted the

majority of the G.M.C.'s membership to be elected by the
profession,' and last week the Council of the B.M.A. heard
that the President of the G.M.C. was himself sympathetic
to a " significant " increase in elected members if the G.M.C.
is to have the role in postgraduate education that the Royal
Commission suggested for it, and that his council would be
discussing this increase when it meets as we go to press.
The second, more tangible advance is that the Govern-

ment has agreed, in response to the B.M.A.'s intervention, to
postpone the introduction of legislation for specialist regis-
tration.' Announcing this at the annual dinner of the Royal
College of General Practitioners on 14 November,:' Mr.
Crossman said he had concluded that discussions could use-
fully go on till May or June-in effect until after next year's
A.R.M. But he made it clear that he thought there should
be " no undue delay " in getting the measure on the Statute
Book.

This is therefore only a breathing space. Time is short.
As we have urged repeatedly,4 the profession must make up
its own mind on the pattern of its future postgraduate train-
ing and the need and mechanism for specialist registration.
If the profession fails to do so, it is plain that the Govern-
ment will intervene. The Council of the Association is now
pledged to give the highest priority to these questions. At
this juncture the views of younger doctors are especially
relevant, as the future will be theirs, and the Council will
be helped by expressions of opinion such as those on the
training and registration of specialists from the Hospital
Junior Staffs Group Council.'
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Respiration and Heart Rhythm
Physicians are familar with the cyanosis which accompanies
pulmonary oedema. They are likewise familiar with the
evident dyspnoea and accelerated breathing which goes with
it. The clinical impression that the patient is suffering
arterial oxygen desaturation has been borne out by measure-
ment.1 It appears to be due mainly to a defect in blood-gas
mixing. Alveolar hyperventilation and reduction in carbon
dioxide tension also occur, though the cause is less clear.
This condition continues even after giving oxygen, and it may
possibly be due to stimulation of juxtapulmonary capillary
receptors sensitive to interstitial oedema.

Pulmonary congestion of some degree is common after
acute myocardial infarction, probably because the left
ventricle is usually affected. Thus the left heart may not
be able to pump blood out of the lungs as fast as the right
heart pumps blood in. Hypoxaemia and hyperventilation
might therefore be expected in myocardial infarction, and
indeed hypoxaemia was recognized nearly 20 years ago,2 and
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has since been confrmed.3 Nearly 50% of all patients with
acute myocardial infarction have arterial oxygen tensions
which are less than normal.4 Hyperventilation after myo-
cardial infarction has been less studied, but it is not
uncommon and can be found in nearly 50% of cases at some
stage in the clinical course.45

Both hypoxaemia and hyperventilation are potentially
harmful. Severe reduction in arterial oxygen tension will
diminish the amount of oxygen carried in the blood and thus
the amount delivered to the tissues. An example of the
consequences is the disturbed mental function of patients with
shock and low oxygen tension, for whom treatment with
oxygen can sometimes give dramatic benefit. Hypoxaemia
increases the spontaneous rate of depolarization of cardiac
muscle cells' and thus may predispose to the development
of abnormal irritable foci in the vicinity of an infarct. Thus
tachycardias of various kinds may arise. Hyperventilation
reduces cerebral blood flow, but it also may have a number
of ill effects on the heart. The associated alkalaemia alters
the oxygen affinity of haemoglobin in such a way that delivery
of oxygen to the tissues is reduced.7 It must also reduce the
activity of calcium ions, which play an important part in
coupling excitation to contraction. These and probably
other effects-for example, hypokalaemia-contribute to the
increased irritability of myocardial cells seen in hypocapnia
and alkalaemia.8 9

For these somewhat theoretical reasons a high incidence
of arrhythmias might be expected after myocardial infarction,
but it is much less easy to prove a causal relationship than
to suspect one. It would not be ethical to induce such
disturbances deliberately in patients, because arrhythmias,
especially ventricular tachycardias, are dangerous. There-
fore we have to rely largely on careful study of the effects
of correcting blood-gas abnormalities in patients who have
already, spontaneously, developed abnormal rhythms. The
greater the number of intractable arrhythmias corrected by
restoring blood gases to normal, the stronger the evidence
that hypoxaemia and hyperventilation can actually cause
disorders of rhythm.

In a well-documented account of nine cases4 S. M. Ayres
and W. J. Grace report the often spectacular correction of
intractable arrhythmias, refractory to all drugs, simply by
restoring arterial gas tensions to normal. In one case restora-
tion of normal oxygen tension was in itself insufficient to
keep the patient out of drug-resistant supraventricular tachy-
cardia, but the tachycardia consistently disappeared whenever
the arterial Pco, was raised by depressing ventilation. In
two other cases recurrent ventricular fibrillation was
associated with hyperventilation, and reduction in the
amplitude of artificial ventilation restored sinus rhythm.
Ayres and Grace suggest the descriptive phrase " inappro-
priate pulmonary ventilation in the critically ill" as a
reminder that hyperventilation may be as dangerous as hypo-
ventilation.
The implications for physicians treating seriously ill

patients with acute myocardial infarction are clear. Admini-
stration of oxygen is likely to benefit all such patients and
should be given at a high concentration (at least 35%, pre-
ferably 50 or 60% ). Patients on ventilators should periodic-
ally be given maximal inflations, to prevent the progressive
atelectasis which otherwise follows long-continued low-
volume respiration.'0

Since it is virtually impossible to guess a patient's arterial
Pco, it is mandatory to measure it in any seriously ill patient
with an infarct, particularly in one who is being artificially

ventilated. If t&c Pco2 is much below normal, it is not only
desirable but may be life-saving to reduce the volume of
ventilation to restore it to normal levels. At the same time
administration of oxygen is essential to prevent coincidental
reduction of arterial oxygen tension.

Ayres and Grace present well-reasoned suggestions for the
management of ventilatory disorders complicating acute myo-
cardial infarction, and their article deserves to be read by
all who look after such patients. A familiar sight in hospi-
tal is the patient with intractable tachycardia who is already
fully saturated with digitalis, procainamide, diphenyl-
hydantoin, and any other drugs which a keen house-physician
may have been able to lay his hands on. It is salutary to be
reminded that correction of abnormal blood-gas tensions may
have more to offer.

Errors in Babies' Food
Human babies are tolerant beings and thrive on a wide variety
of feeds-breast-milk, evaporated or dried cow's milk, or
fresh cow's milk. In fact there is much truth in the state-
ment' that there is nothing to choose between the various
dried milks except in price, and that it is never necessary
to change from one dried milk to another to find one which
suits the baby except in the case of the rare metabolic condi-
tions such as hypercalcaemia or galactosaemia.

But there is a limit to the tolerance babies show: the feed
can be made up too dilute, so that they do not thrive or even
develop hyponatraemia.2 The greater danger is that the feeds
may be made up too concentrated, so that the kidney cannot
cope with the solutes, and serious hypernatraemia and hyper-
osmolarity results. A. L. Skinner2 described such cases at
Seattle: 1 oz. (28 g.) of milk powder had been added to
1 oz. (28 ml.) of water. H. Simpson and J. O'Duffy described
similar cases in the B.M.7.3 ; they occurred because the
mother mistook the size of the measure. Simpson and
O'Duffy called for clarity in infant feeding instructions, so
that it was made clear that the measure supplied in the tin
was intended for milk powder and not for water. W. A.
Cochrane in Canada' also called attention to the danger of
hypernatraemia resulting from too concentrated feeds,
especially in the case of premature babies.
A more serious danger is that of an error in the constitu-

tion of feeds involving the substitution of salt for sugar.
L. Finberg and colleagues at the Binghamton Hospital in
the United States described 14 cases ; six of the babies
died, five of them before the cause of their symptoms was
realized. The infants had vomiting, fever, rapid respiration,
and convulsions. Eleven of them had various neurological
signs. The brains of five were examined, and all showed
haemorrhagic encephalitis.
Now B. Gauthier, R. Freeman, and J. Beveridge6 have

described a similar accident involving five babies in Sydney,
Australia. The babies showed similar symptoms to those
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