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Discussion

DR P. MORET: Professor Goodwin you did not mention
the other causes of congestive cardiomyopathy, such as
the toxic effects of drugs.
PROFEssOR J. F. GOODWIN: That is an important point

in relation to defining the condition we are dealing with.
My proposition was that myocardial disease produced by
a known poison, for example daunorubicin or emetine,
is not congestive cardiomyopathy but it is daunorubicin
cardiomyopathy or any other drug. It may well be argued
that I should not have mentioned alcohol: I did mention
it because in some people it may be an additive factor.
There is possibly a differentiation between simple - if it is
simple - alcoholic cardiomyopathy and disease in a patient
who has congestive cardiomyopathy, who takes a moder-
ate amount of alcohol, and in whom it may be an addi-
tive factor. In the former there is nearly always excessive
intake of alcohol over a long period, often with repeated
exacerbations. We know nothing about such things, but
we cannot afford to neglect them. It is difficult to assess
the alcohol intake in an individual, whereas we are likely
to know whether an individual is taking emetine, daunoru-
bicin or any other poison. Many people may feel that
toxic agents, radiation and others should be included in
the list of causal factors.
DR MORET: Does that mean that the multicentre study

is restricted to these kinds of cardiomyopathies?
PROFESSOR GOODWIN: Yes - we are trying to limit the

investigation to those groups in whom a definite cause
cannot be established, yet who have the characteristics
of congestive cardiomyopathy.
CHAIRMAN: Professor Goodwin has introduced the

subject, and the condition we are dealing with is defined.
One of the objects of the Multicentre Research Project is
to investigate the early stages and try to establish possible
associations, including virus infection, or whether alcohol
in conjunction with virus infection may sensitize the heart
muscle. We should not concentrate too much on the
established cases.

PROFESSOR GOODWIN: That is absolutely right. As
with many conditions, we are dealing with an iceberg
phenomenon. There are many more cases than those we
detect. I know that Dr Oakley will discuss the subject, and
I do not want to pre-empt her, but there are probably
patients who have been suffering from the disease for
much longer than has been realized. Dr Olsen is quite
right: we want to identify them early.
What I meant by the epidemiology and associated

factors was to try to find what factors may provide a clue
at the earliest stage, and to establish a consistent pattern
which would help us to identify certain agents, some of
which we have not yet considered.
DR W. BECK: In Professor Goodwin's experience is this

classification into congestive, obliterative, restrictive
groups not artificial to some extent? We quite often see
patients who have certain features of congestive cardio-

myopathy but also strong features of restrictive disease.
This classification is a useful starting point but we

should not be too strict in its application because there
is considerable overlap among the various groups.

PROFESSOR GOODWIN: I agree. Any classification has
many limitations. I regard it as a bridge between total
ignorance and a fair amount of knowledge. Once we are
across the bridge, we should not be too concerned about
the classification.

I also agree that there is overlap. There are certainly
patients that cannot be classified exactly. We have to
collect these patients and follow them up and see if we
can eventually identify their condition. For example, I
am sure that the rigid differentiation between obliterative
and restrictive is entirely wrong. We have discussed this
recently, pointing out that people with endomyocardial
fibrosis, for example, who may end up with gross
obliteration, presumably start with a restrictive pheno-
menon. The stages - even quite late stages - are really
those of restriction of ventricular filling. The obliterative
and restrictive types should probably be combined, or
brought out of a very rigid differentiation at least.
CHAIRMAN: From a clinical point of view, there may be

a certain amount of overlap. There is also some overlap
from a pathological point of view, particularly in the
restrictive and obliterative types. As far as congestive
cardiomyopathy is concerned - and we should confine
ourselves to that condition, although the changes are
non-specific, the diagnosis can be achieved by exclusion.
Hypertrophic cardiomyopathy does have characteristic
features. There may be a spectrum of these characteristic
features but I do not think that there is an actual overlap.
From a clinical and also from a pathological point of

view, there is some overlap in the cardiomyopathy
described by Becker, in 1963. I was unsure of its being an
entity. Pathological material of three hearts with this
diagnosis were sent to me; one was typical of congestive
cardiomyopathy whereas the other two were classic
examples of endomyocardial fibrosis. Dr Beck, do you
believe in Becker's cardiomyopathy as an entity?
DR BECK: We do not currently believe in Becker's as an

entity - I think that it is all sorts of things.
DR H.-D. BOLTE: With regard to the clinical problem,

if there is the diagnosis of congestive cardiomyopathy,
i.e. of unknown origin, and we follow-up this patient,
the longer the duration the greater the chances of other
factors influencing the disease. Perhaps the patient
drinks alcohol, or is exposed to other toxic agents. For
that reason, we should regard the natural history of
secondary cardiomyopathies in the same distinct way as
we do primary myocardial disease to learn in what way
one disease may influence the other. It is my view that in
only an extremely small number of cases can we be
certain that the disease is primary.

PROFESSOR GOODWIN: What Dr Bolte means, I think,
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434 Discussion

is illustrated by a rather ludicrous example: a lady has
puerperal cardiomyopathy, recovers, becomes an alco-
holic, then goes to Brazil where she contracts Chagas'
disease. Obviously, that is a ridiculous example, but
nevertheless it must be taken into account.
DR BOLTE: This is the sort of situation which underlies

the difficulty of looking at the natural history of primary
myocardial disease such as congestive cardiomyopathy.

PROFESSOR GOODWIN: I am not sure that it is quite as
diffiult as you suggest because the majority of people we
see and whom we identify as having congestive cardiomyo-
pathy do not, in fact, have other diseases. This may not
be true in other parts of the world. Perhaps Dr Bolte
should ask the same question again after Dr Oakley's
paper [on diagnosis and natural history] because she will
probably tell us more about the subject.
DR D. HARMJANZ: With regard to alcoholics, we have

found that most of the patients had had an attack of
influenza, or just a common cold 3 or 4 weeks before
decompensation. Before that, although they had had
an excess of alcohol, they were fairly well. This may
reflect the summation of two events.

PROFESSOR GOODWIN: That is an interesting point. We
have noted in a number of patients that there seems to be
an upper respiratory infection shortly before heart
failure. It is difficult sometimes to know whether a cough,
dyspnoea, sputum and so on were simply the early stages
of left heart failure, or whether there was a respiratory
infection. It was the suggestion that the respiratory
infection might be a precipitating factor that led us to
investigate the possibility of virus causation.

I am sure that Dr Harmjanz is likely to be right. If
such a patient takes a certain amount of alcohol, and if he

is susceptible and the heart is the main target organ for
alcohol, these may be cumulative factors which trigger the
final event. This is most important, and it is one of the
things we want to find out.
DR W. ABELMANN: I echo the observation about recent

respiratory infections, but I add a caution that what we
need to do, particularly within the framework of a
multicentre study such as this, is to look for control
observations. We should determine what percentage of
patients with cirrhosis of the liver have had a recent
respiratory infection - it occurs frequently in that group
also. We should also study heart failure due to known
other causes, such as ischaemic heart disease, to determine
the prevalence of recent infection. I do not think that has
been studied.
CHAIRMAN: It has not been studied in our project, but

virus in relation to atherosclerosis has been studied by
Burch. Others, for example, Woods et al. (1975) have
suggested that viral infection may precipitate infarction in
susceptible patients.
We must try to confine our discussions today to con-

gestive cardiomyopathy. The entity has been defined, we
have discussed how we can expand the study and incor-
porate it into our Multicentre Research Project. Today is
designed not only to present data and to discuss them,
but we should bear in mind the incorporation of the data
into our conjoint efforts. That is the main purpose of our
meeting and we should refrain from discussing at length
other types of cardiomyopathy.
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