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PANEL DISCUSSION

The treatment of congestive cardiomyopathy
PROFESSOR GOODWIN: Our experience has been

almost entirely negative. We have found steroids
unsatisfactory in that they have not improved the
haemodynamics, although they might make the
patient feel better. Glucagon, another inotropic
agent, may produce transient improvement but we
have found nothing which really causes sustained
improvement or seems to modify the course of the
disease. I suppose it is rather like diagnosing
diabetes on the strength of polyuria, but not know-
ing anything about the different types of diabetes
and treating them all with insulin. I wonder if
Professor Bengtsson has any comment on the treat-
ment of congestive cardiomyopathy?

PROFESSOR BENGTSSON: In the cases with advanced
disease we usually give digitalis. In the acute cases
(with myocarditis) we try to give nothing at all, not
even cortisone, because with the possibility of a viral
aetiology the risks are much greater.
PROFESSOR GOODWIN: In other words, you may

be dealing with occult virus infection and you don't
want to compromise the issue.
DR BARRY: In certain situations steroids are

capable of allowing viruses to express pathogenicity
where they might otherwise not do so.

PROFESSOR GOODWIN: So there seems to be a fairly
strong reason for not using steroids! I wonder if
anyone in the audience has experience of any other
therapy which may be effective in the congestive
group?
DR SHAPER: May I ask the panel's opinion about

Burch's bed-rest story? Burch, from New Orleans,
has said that if he puts his patients to bed for a
prolonged period and keeps them in an air-condi-
tioned ward, with all the facilities that New Orleans
can offer, then some do fairly well. These findings
have yet to be confirmed by others. When the
regimen was tried in Kampala on a somewhat modi-
fied schedule (in patients with congestive cardio-
myopathy) the results were very disappointing.
PROFESSOR GOODWIN: Dr Burch has certainly pro-

duced some very dramatic pictures of reductions in
heart size. I don't think he has any haemodynamic
data and one wonders if a disappearing pericardial
effusion does not contribute to reduction in heart
size as well as the usual measures for heart failure.
Certainly his results are interesting and impressive,
but I suspect that there are other factors involved.
Many of his patients were people who were under-

nourished and perhaps over-alcoholized, so they
possibly had other reasons for cardiomyopathy.
They were indigent people and it is fairly easy to
keep these patients in bed for long periods, with all
the facilities available-something which practically
nobody else can do. We find it virtually impossible
to tell a patient to stay in bed for 6 months or a
year or longer. In the early days of tuberculosis
treatment, people were put to bed for 2 years and
nobody argued. We don't have the facilities or the
attitude of mind nowadays to be able to impress
that on people. I think the usefulness of prolonged
bed-rest is unproven.
DR OAKLEY: I think that George Burch is right

in that bed-rest will bring about more diminution in
heart size and more fall in the end-diastolic pressure
of the left ventricle than any other mode of treat-
ment. While the patient remains immobile his heart
is likely to remain smaller and perhaps he will live
longer if he stays where he is or in a wheelchair.
George Burch has not yet proved that his patients
will actually live longer but I guess that they might.
If we offered bed-rest to our patients with the kind
of conviction and missionary spirit that was imbued
in them by the chest physicians in the days when
tuberculosis was a fatal disease, we would have no
difficulty in keeping our patients in bed. I have often
been impressed that the more privileged of my
patients can survive with end-stage heart disease for
many years. The reason may be that they have
everything done for them. If they happen to be
directors of companies and ride in chauffeur-driven
cars they may live for years. If they led a more active
life they would have died sooner. So I think that if
we made more use of rest and banned exercise in
our patients with COCM, a small proportion of
these might be able to recover compensation.
PROFESSOR GOODWIN: I think this is true, but I am

a little worried about putting people to bed, because
veins thrombose, calcium flows out of bones and
kidneys and all sorts ofother problems ofa secondary
nature may develop.
DR DICKINSON: It is extraordinary to have physi-

ologists listening to the discussion and hear nobody
mention blood volume. The blood volume is reduced
if you rest in bed and naturally your heart gets
smaller, because it is an elastic structure and its
size would be affected by the blood volume.
Similarly, when you were discussing the actions of
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propranolol on the heart it is no good only looking
at the left ventricle end-diastolic pressure; you must
also know what is happening on the right side.
Unless you know that the pressure is staying the
same on the right side, all the changes could be due
to changes in the blood volume or to alterations in
the balance between the blood volume and the total
circuit compliance.

PROFESSOR GOODWIN: That's what I meant by sug-
gesting that perhaps propranolol worked peripherally.
DR OAKLEY: The volume of the left ventricle was

measured in the acute experiments in the second
batch of patients.
DR DICKINSON: You found the volume decreased

and the pressure decreased. I think you might get
just the same results by putting up your dose of
frusemide without having put the patient to bed for
8 months. Perhaps you should bleed them as well,

because if you dehydrate them very suddenly with
frusemide you will considerably concentrate the
haemoglobin.

PROFESSOR GOODWIN: Back to the old days when
you bled and purged a patient for everything!
DR BENGTSSON: We studied a series of patients

with cardiomyopathy, and after a period of 30 days'
strict bed-rest they had decreased about 30% in
heart volume.
PROFESSOR GOODWIN: It seems that at the present

time there is no effective drug therapy or other regi-
men for congestive cardiomyopathy. It is probable
that until we know the cause, we will not have effec-
tive forms of treatment. In terms of physical activity,
we should probably use a moderate approach, to
allow these patients the amount of physical activity
you would allow a patient with a healed myocardial
infarction.

PANEL DISCUSSION

The treatment of hypertrophic cardiomyopathy with beta-adrenergic blockade

DR OAKLEY: We are attempting to treat a condi-
tion in which compliance failure follows the develop-
ment of hypertrophy. Surgery has shown no evidence
of bringing about an improvement in the diastolic
dysfunction of these hypertrophied ventricles. When
one considers these hearts as they appear in the
gross it would be amazing if a surgical nibble in the
region of the septum could really bring about much
improvement in this main fault! Moreover, it has
been our experience that surgery carries a high risk
(seven out of twenty-four patients died) and the late
mortality does not seem to have been diminished.
We have had four late deaths. So, the results of
surgery are not very encouraging. In addition, others
of our postoperative HOCM patients have gone on
to develop atrial fibrillation, failure, embolism and
all the problems of the patients who have not had
surgery. This has made us become much more
interested in drug treatment to try and improve the
functional disability.

I want to point out the extraordinary effect of
inotropic stimulation on the diastolic pressure in the
left ventricle. All the attention previously has been
on the effect of isoprenaline on the outflow tract
gradient, but there is also the effect on the left
ventricle end-diastolic pressure (LVEDP), which
rises tremendously after a dose of isoprenaline
which has only a very modest effect on the heart rate.
The usual effect of isoprenaline either in healthy or

in diseased ischaemic, congestive cardiomyopathic
or hypertensive hearts is to reduce the end-diastolic
pressure (LVEDP) or for it to remain the same; it
is quite abnormal for this rise to occur after iso-
prenaline. Of course, this post-isoprenaline rise can
be blocked by a competitive antagonist such as
practolol or propranolol. And so perhaps it is no
surprise that beta-blockade allows the left ventricle
in these patients to perform work at a lower end-
diastolic pressure than it could without the drug.
Doctors Michael Webb-Peploe and John Graber at
this hospital have shown the effect of practolol on
left ventricular stroke work, and end-diastolic
pressure. The HOCM hearts mainly perform an
unduly low amount of stroke work and they all
perform at an unduly high LVEDP, which rises
smartly at low exercise loads (Fig. 1). After practolol
the same work is performed at a lower end-diastolic
pressure, a most useful effect of the drug which could
lead to reduction in exercise dyspnoea. We know
that the metabolic cost of exercise is reduced by
beta-adrenergic blocking drugs because the cardiac
output response to exercise is dampened, the same
exercise being performed at a lower cardiac output.
This is true with HOCM as it is also in ischaemic
heart disease. We also know that this work is done
at a lower end-diastolic pressure, two very useful
contributions of the beta-blocking drugs. The
responses were very different between the HOCM

by copyright.
 on M

ay 17, 2023 by guest. P
rotected

http://pm
j.bm

j.com
/

P
ostgrad M

ed J: first published as 10.1136/pgm
j.48.566.790 on 1 D

ecem
ber 1972. D

ow
nloaded from

 

http://pmj.bmj.com/

