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Discussion

DR H. KUHN: Dr Bolte, you said that patients with
alcoholic cardiomyopathy have an increased IgA and a
negative indirect immunofluorescence test - that is
characteristic for alcoholic cardiomyopathy.
DR H.-D. BOLTE: Yes.
DR KUHN: Have you examined these criteria in patients

who were alcoholics but who had no alcoholic heart
disease; in other words, have you had a control for these
specific data?
DR BOLTE: The investigation should not be directed

towards control patients. I wanted to show the variety of
symptoms in alcoholic myocardial disease. These patients
were found to have an increased heart size, posing con-

siderable problems in the differential diagnosis. We have
found the combination of increased IgA and negative
immunofluorescence test to be characteristic of alcoholic
cardiomyopathy. There are so many other reasons for an
increased heart size and we think that our findings help
to distinguish alcoholic cardiomyopathy.
DR KUHN: Is there a causal relationship?
DR BOLTE: I do not think that IgA is the cause of the

disease, although I do not know exactly why the IgA is
increased. However, in chronic alcoholism, immuno-
logical processes are decreased. In this context, the
negative indirect immunofluorescence test may be of
relevance. The finding of increased IgA in these patients
is not related to liver cirrhosis - increased IgA is of course
known to be a characteristic finding in alcoholic liver
cirrhosis. I cannot remember any case of liver cirrhosis
with congestive cardiomyopathy, or any case ofcongestive
cardiomyopathy with liver cirrhosis caused by alcoholism.

PROFESSOR J. F. GOODWIN: It is probably unreasonable
to ask, but could these changes be the result of infection?
Or do they arise, as it were, de novo? I am referring to the
humoral antibodies and the high IgG in congestive
cardiomyopathy.
DR BOLTE: I cannot answer that with certainty, but

my idea was to obtain a variety of symptoms and to
compare these with each other. If there are nuclear anti-
bodies, IgM-positive, I would doubt that the disease
really is congestive cardiomyopathy. I would suspect a

viral disease. In a case with alcoholic cardiomyopathy
and cardiac enlargement which looks like congestive
cardiomyopathy, and if we found a positive indirect
immunofluorescence test but no increase in IgA, I would
say that alcoholic cardiomyopathy disease was unlikely.

PROFESSOR GOODWIN: You are using this, therefore, as

a way of diagnosis and differentiation?
DR BOLTE: Yes.
PROFESSOR GOODWIN: Having done that, and having

said that 80% IgG means congestive cardiomyopathy,
can you enlarge on the possible causation?
DR BOLTE: It would appear to be a sign of degenera-

tion, as there is a correlation, in the group of nine
patients with secondary cardiomyopathy. These patients
did not have a greatly increased end-diastolic volume,
and little change haemodynamically. In contrast,

patients with congestive cardiomyopathy have a greatly
increased end-diastolic volume and these patients are
severely ill. I correlate this finding of IgG binding parti-
cularly to the severity of the disease. This would agree
with the finding of positive indirect immunofluorescence
in 41%o of patients with congestive cardiomyopathy.
PROFESSOR GOODWIN: Supposing I suggested that these

changes were the result of treatment; could it not
possibly be the result of potassium depletion, long-term
diuretics and similar effects?
DR BOLTE: I cannot exclude it, but I think it highly

unlikely, although no controlled studies have been carried
out.

PROFESSOR GOODWIN: I asked the question because I
should like your views on it.
CHAIRMAN: It could be summarized by saying that these

tests are of great value in distinguishing alcoholic from
congestive cardiomyopathy, and it may or may not
reflect some possible aetiology as yet unknown.
DR BOLTE: Yes - the next question is 'what aetiology?'

and whether we could classify the types of cardiomyo-
pathies aetiologically? This is difficult and, at present, we
should continue to include them in the group of con-
gestive cardiomyopathy of unknown origin.
PROFESSOR GOODWIN: That is important. Although we

say that congestive cardiomyopathy is a group of condi-
tions, with subsets within it, it is important to realize
that there may even be different subsets within the group
studied by Professor Waterson in which increased virus
titres have been found.
DR BOLTE: It will serve as a process of differentiation

of the cardiomyopathies.
DR W. BECK: One problem that bothers me about the

immune complex concept as a causative aspect of this
disease- I know Dr Bolte did not claim that it was -

is that if we consider the known immune complex diseases
that affect the heart, almost all of them do so on a vascular
basis. I think it is highly improbable that the sort of
immune complex deposition seen in the myocardium is a
cause of congestive cardiomyopathy.
DR BOLTE: This is a tricky problem. We know some

diseases of the kidney which are caused by immune
complexes. Such processes destroy the membranes, thus
consuming complement. We have measured the binding
of complement in some cardiac biopsies. In agreement
with the work of other people we found no complement
bound to the cardiac tissue. I cannot say at present
whether binding indicates destruction of the cells. The
importance of immunoglobulin binding could, on the
one hand, protect the cells against lymphocytes and, on
the other, indicate destruction of the cells by the lympho-
cytes. There is also the possibility that the bound immuno-
globulins could be directly toxic to the cells and thus
destroy them. So far, however, all we can say is that there
is a correlation between the binding of immunoglobulins
and cardiomyopathies.
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