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The other half concerns trends in individuals. We are
discovering that an infant's degree of fatness provides a poor
prediction of how fat he will become.4 This is not to say that
obesity is without hazard in infancy, or that fat children cannot
go on to be fat adults. But each child should be treated accord-
ing to his or her individual characteristics at a given age.
Trends or heritabilities of adult characteristics are as irrelevant
in an individual case as are, say, the overall statistics for
remission and survival to the parents of a child with acute
leukaemia. Medicine tries hard to be a science, and rightly so;
but in the consulting room it still feels very much like an art.
I Mcllhany, M L, Shaffer, J W, and Hines, E A, Johns Hopkins Medical
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Subarachnoid haemorrhage
of unknown cause
The term subarachnoid haemorrhage indicates no more than
the presence of blood in the cerebrospinal fluid on lumbar
puncture; a more correct term is spontaneous intracranial
haemorrhage, which distinguishes the condition from trau-
matic haemorrhage (a more common cause of blood-stained
cerebrospinal fluid) and reminds us that intracranial haemor-
rhage may occur without the presence of blood in the sub-
arachnoid space.

Faced with the classical presentation of sudden onset of
severe headache, vomiting, and neck stiffness, with or without
transient loss of consciousness, the physician's task is to assess
the likelihood that the cause of the haemorrhage is a remediable
lesion and, therefore, the need for intracranial investigations.
The choice and extent of the intracranial investigations and
the consequent management of the patient are the neuro-
surgeon's concern, while the later problem of prognosis is left
for the physician. Among identifiable causes of subarachnoid
haemorrhage are hypertension, aneurysm, angioma, and, less
commonly, intracranial tumour (usually malignant), and blood
dyscrasias. The prognosis depends in each case on manage-
ment (which for aneurysm and angioma in turn depends
largely on whether the lesion is operable), on the state of the
cerebral circulation as indicated by the patient's neurological
condition, and on whether or not arterial spasm is shown by
angiography.

In some patients investigations fail to identify any causal
lesion for the subarachnoid haemorrhage, and until recently
the prognosis in such cases has been uncertain. Incomplete
follow-up of the patients and the omission of vertebral angio-
graphy in most cases have added to the uncertainties. A recent
study by Hayward1 is therefore welcome in giving some guide
to the prognosis. Of 592 patients with subarachnoid haemor-
rhage admitted during two years, the cause was unknown in
91; of these, 51 had bilateral carotid and vertebral angiography
and also computerised tomography (CT scan), so that the
presence of a causal lesion had been excluded by every known
means (the CT scan has been claimed2 to differentiate between
primary cerebral haemorrhage and aneurysmal rupture with
an accuracy of 90",). The patients' age and sex distribution
was similar to that recorded in series of proved cases of intra-
cranial aneurysm, but the incidence of arterial spasm was
much lower. There is no conclusive evidence that in cases of

this kind haemorrhage is due to small aneurysms that undergo
thrombosis or are destroyed at the time of haemorrhage.
None of the 51 patients had a further haemorrhage during

the ensuing two months-an observation of practical import-
ance, since further haemorrhage could be expected in that time
in half of all patients with a proved aneurysm. Unfortunately,
only 41 of the 51 patients had further follow-up, for periods
ranging from 3-1- months to 21 years; even so, no patient is
known to have had a further haemorrhage as yet. Clearly it will
be helpful if Hayward's study is continued, and further efforts
are made to trace all 51 patients fully investigated. Although
such patients can presumably be reassured that there are
negligible risks of a further haemorrhage, such a conclusion
is unlikely to be acceptable for life insurance, at least on the
evidence so far available.
The extent of intracranial investigations in a patient who

has had a subarachnoid haemorrhage remains a matter for
clinical judgment. If adverse factors such as age, hypertension,
cardiovascular disease, and neurological deficit preclude active
treatment for a vascular anomaly then angiography is not
justified. CT scanning has proved a major advance in this and
so many other disorders,3 and is particularly valuable in
demonstrating the compressing intracranial haematoma that
requires urgent evacuation whatever the nature of the causal
lesioin. The physician must remain aware, however, that even
when CT scan appearances suggest an aneurysmal haemor-
rhage this should not encourage angiography (and particularly
vertebral angiography with its hazards) to be performed in the
face of adverse clinical factors.
Hayward, R D, Jrournal of Neurology, Neurosurgery and Psychiatry, 1977,

40, 926.
2 Hayward, R D, and O'Reilly, G V A, Lancet, 1976, 1, 1.
3 British Medical,Journal, 1975, 2, 295.

Television medicine
Ask a group of doctors what they think of the television
coverage of medicine and the one certainty is that they will
hold strong views, for doctors, like their patients, find medical
programmes compulsive viewing. Many of the documentaries
are superb, but the news coverage is less consistent, and
occasional programmes provoke a hostile response. This is
not due to the outdated attitude that patients are happier if
left in ignorance, for most doctors -believe that people will
take more care of their health if they understand how their
bodies function and what can go wrong. Most accept, too, that
patients should expect some say in the management of their
diseases. The serious criticisms of television medicine concern
not its content but its style. They fall into two broad cate-
gories: complaints by doctors who have taken part in pro-
grammes and allegations by doctor-viewers that programmes
too often misinform.

Certainly many doctors who have been interviewed for
television programmes have been angered by the final version
as screened. Sometimes a 20-minute filmed discussion is cut
down to a minute or two; occasionally nothing appears at all
after a half-day given over to the TV team. Our special
correspondent (see p 348) found that the regret was caused
less by damage to the interviewed doctors' amour propre than
by their conviction that their words had been edited-often
very selectively-to support the case being made by the
television reporter.

For television programmes, whatever their subject matter,
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are not balanced, dispassionate reviews: they are primarily
entertainment. The TV producer's creed is that the pro-
gramme must hold the viewer's attention; if it does not he
will switch off, or over to another channel. In consequence
emphasis is given to human interest stories, to spectacular
technological advances, and to the most dramatic of all the
possible consequences of medical decisions. Too often the
caveats and cautions that should be added to give some
balance are omitted-they cloud the picture, making it dull
and therefore unacceptable. The medical speakers given most
prominence are those who make sweeping judgments and those
who (often through deep conviction) hold strong views at one
or other end of the spectrum of opinion. Spokesmen for
pressure groups are always eager for publicity: the middle-
ground viewpoint is rarely given equal prominence.

Inevitably therefore television has often given false hopes
to patients with chronic and serious illness: a treatment
"breakthrough" is seen as a good news story whether or not
the claims are well substantiated. Nor should doctors be
surprised that television medicine has made induction of
labour, whooping-cough vaccination, and ECT sound so
dangerous that many patients, or their relatives, now flatly
refuse to have them. Viewers often miss part of a programme
and even those who watch it all the way through may be most
influenced by one interview with a forceful, effective speaker.
No one seems to be questioning the balance of benefit and

loss from the vast amount of television time being given to
medicine. However few patients have their confidence in
their medical treatment shattered after watching a programme,
or hearing accounts of it from friends or relatives, their
distress is real enough. The fact that the producer and partici-
pants in the programme may have had the best of intentions
is not a defence. The test to be applied should be objective: is
this programme likely to confuse, worry, or misinform
patients ?
The BMJ is not campaigning against television medicine;

but there is some disquiet among clinicians whose patients
have been misled or distressed and among television pro-
ducers, especially those whose programmes are well researched
and balanced. Constructive criticism needs to be based on
fact, and we would like to hear from doctors of any examples
of patients' attitudes to treatment being altered substantially
(in any direction) by a television programme.

Imbalanced ventricles and
cardiac failure
Though heart failure is commonly described as left or right
the ventricles are not usually seen as a delicate pair of scales
that from time to time become unbalanced. This view, though
not new, has been revived recently by Burch,' whose thought-
provoking review questions whether congestive cardiac failure
can be attributed solely to a low cardiac output.

Normally, and by incredibly refined mechanisms, the two
ventricles eject the same quantity of blood despite their
separation by two widely different vascular systems, each
under complex neural and humoral control.2 The importance
of balanced ventricular output is clearly shown by the dyspnoea
associated with an attack of angina. Here a temporary state of
left ventricular failure causes a rise in left ventricular end-
diastolic pressure,3 and the ischaemic left ventricle may pump
at each beat perhaps 2 ml less blood into the aorta than the
right ventricle pumps into the pulmonary artery. Within two

or three minutes some 400-600 ml of blood must accumulate
in the lungs. In theory the dyspnoea of an anginal attack (or
an acute infarct) would be avoided if the right ventricular
output fell simultaneously with the left during the period of
ischaemia-an adjustment too subtle, it seems, for Nature to
achieve. For it is the imbalance in the circulations, not the
impairment of left ventricular function, that causes the
immediate symptoms.
The idea prompts many questions about the causes and

consequences of ventricular imbalance and makes us realise
how little we understand the normal synchronisation of the
ventricles. Another example is the temporary maldistribution
of blood sometimes associated with intracranial lesions-
where the heart itself has suffered no primary damage. Electro-
cardiographic changes4 5 and pulmonary oedema6 7 are well-
known manifestations of subarachnoid haemorrhage and other
neurological disorders, but their causation is still debated. In
a necropsy study8 of 88 patients dying of intracranial lesions
Richards found pulmonary oedema in 46 but could identify
no specific cerebral lesion as a common factor. Experimental
work9 10 and clinical observations both suggest that a sym-
pathetic discharge causes peripheral vasoconstriction, mobilis-
ing blood towards the right heart and lungs; possibly impaired
relaxation of the left ventricle is another factor."'
The clinician faced with a case of acute or chronic cardiac

failure must restore equilibrium in the circulation by reducing
the work of the heart, improving myocardial contraction, or
shifting blood from one part of the circulation to another. The
use of vasoconstrictors to maintain systemic pressure in
cardiogenic shock has long been abandoned, and, indeed,
vasodilators such as phentolamine have lately won favour in
acute failure after cardiac infarction.'1-15 The arguments for
vasodilatation in chronic as well as acute failure were ex-
pounded six years ago11 and have been restated by Burch and
his colleagues.16 In congestive failure the peripheral veins are
constricted by high sympathetic tone'7 and blood is diverted
centrally into the large veins, heart, and lungs, producing the
familiar clinical picture of congestion. Dilate these veins, the
argument runs, by giving phentolaminell or hexamethonium
bromide intravenously,16 or by giving prazosin orally to
outpatients,'8 and the signs and symptoms of congestion remit.

If such measures are proved effective and conducive to the
patient's comfort they should not be dismissed because they
give only transient palliation. Physicians today may need to
overcome some hesitation about giving vasodilator drugs to
patients who are normotensive or even hypotensive-an
action that may seem like bleeding an anaemic patient. Until
more is known about the kind of patient who will benefit and
the duration of improvement, however, it seems wise to
pursue such treatment with caution.

Burch, G E, Americani Heart Journal, 1977, 94, 269.
2 Randall, W C, ed, Neural Regulation of the Heart. New York, Oxford

University Press, 1977.
3 Sharma, B, and Taylor, S H, Lancet, 1970, 2. 902.
Cropp, C J, and Manning, G W, Circulation, 1960, 22, 25.

5Surawicz, B, Journal of the A,nericoin Medical Association, 1966, 197, 913.
6 Ciongoli, A K, and Poser, C M, Neurology, 1972, 22, 867.
7 Cohen, J A, and Abraham, E, Angiology, 1976, 27, 280.
8 Richards, P, British Medical Journal, 1963, 2, 83.
9 Sarnoff, S J, and Berglund, E, American 7ournal of Physiology, 1952, 170,

588.
18 Luisada, A A, American Journal of Cardiology, 1967, 20, 66.
11 Majid, P A, Sharma, B, and Taylor, S H, Lancet, 1971, 2, 719.
12 Gould, L, et al, American Heart yournal, 1973, 88, 144.
13 Kelly, D T, et al, Circulation, 1973, 47, 729.
14 Chatteriee, K, et al, Circulation, 1973, 48, 1183.
15 Walinsky, P, et al, American Jouirnal of Cardiology, 1974, 33, 37.
16 Burch, G E, Leon-Galindo, J, and Cronvich, J A, American Heart3Journal,

1976, 91, 735.
17 Burch, G E, Archives of Internal Medicine, 1956, 98, 750.
1R Awan, N A, et al, Circuilation, 1977, 56, 346.

 on 24 M
ay 2023 by guest. P

rotected by copyright.
http://w

w
w

.bm
j.com

/
B

r M
ed J: first published as 10.1136/bm

j.1.6109.323-a on 11 F
ebruary 1978. D

ow
nloaded from

 

http://www.bmj.com/

