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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.
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