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Discussion

DR P. MORET: Dr Oakley has raised an important
point about coronary artery disease. How would she
classify a patient who has shown, for instance, initially a
dilated heart? Suppose a coronary angiography indicates
the presence of coronary artery disease without a previous
clinical history of ischaemic or coronary disease?
DR C. M. OAKLEY: Obstructive coronary artery disease

produces infarction. It is a segmental disease, and in-
farction is in the territory of the obstructed vessel. If, in
a man of 40 years, I found a dominant left coronary
artery, a block in the descending branch associated with
dyskinesia of the anterior wall, the septum and the infero-
posterior wall, I would diagnose ischaemic heart failure.
If, as has happened on many occasions, we find a single
vessel obstruction with no dyskinesia in the affected seg-
ment, we say that it is dilated cardiomyopathy and that the
coronary artery disease is incidental.

It is important, if there is any reason to suspect coronary
artery disease, to perform coronary angiography, in addi-
tion to doing it in any patient whose left ventricle shows
any dyskinesia - that is, any segmental disturbance of
motion which differs from the rest of the ventricle. There-
fore, we look closely for any abnormality in shape which,
I think is what one's eye sees first. Next we look to see
whether any part of the heart is beating strongly because
that is a major clue to the presence of coronary artery
disease. We look at the video tape and play it again,
followed by coronary angiography in any patient with
so-called risk-associated traits to exclude coronary artery
disease as a cause. This is most important. Unless we
find sufficient coronary obstruction to explain a generalized
dyskinesia we would never attribute it to coronary
artery disease.
DR W. ABELMANN: Dr Moret's question is important.

Occasionally we see a patient with diffuse coronary
disease in whom myocardial infarction or fibrosis encircles
the entire left ventricle. Such a patient may not have a
localized contraction abnormality. Notwithstanding the
good validation for non-invasive techniques, of which
Dr Torp spoke, for the absolute establishment of the
absence of significant ischaemic disease (rather than a
90% certainty - obtained on the basis of the criteria
mentioned by Dr Oakley) we have to give serious con-
sideration to the retention of coronary angiography.
CHAIRMAN: What is the feeling among physicians about

the possible link of hypertension and the difficulty of
distinguishing hypertensive patients who have gone
early into heart failure, from congestive cardiomyopathy.
In their experience, is hypertension a fairly frequent
association or could the association be chance?
DR W. BECK: In our experience, hypertension is a

very common associated feature. I would not, however,
go so far as to say that it is an aetiological agent. I say
that because there is seldom other evidence of severe

vascular disease caused by hypertension -for instance,
it is rare to find fundal changes in these patients, or a
renal nephrosclerosis, both of which are so commonly
found in ordinary hypertensive patients who go into
hypertensive heart failure. This type of sequela or addi-
tional hypertensive disease seems to be lacking in these
patients.
DR OAKLEY: This is exactly what would be expected,

is it not, because the complications of hypertension are
due to the hypertension? If hypertension has disappeared
because the heart failed early, and has been absent for a
number of years, there will be none of the complications
of hypertension.
DR BECK: Usually, when an ordinary person's heart

fails because of hypertensive disease, the evidence is
already present. If what you suggest is true, they must
be failing at an earlier stage of the disease than would
otherwise occur.
DR OAKLEY: I think they probably do in many cases -

although this is highly speculative. After all, except for
complicated hypertension, the changes caused by hyper-
tension are only those of accelerated ageing in the vessels
and there is nothing more to be found. Fundal changes,
unless one believes in grades 1 and 2, relate to on-going
hypertension, so they are not present when hypertension
is absent..
DR BECK: Another problem, of course, is that hyper-

tension comes and goes with treatment. Patients may be
hypertensive at the acute phase when they are vasocon-
stricted but, as soon as they are treated and their cardiac
output improves, hypertension disappears. It is extremely
difficult to know exactly what is the role of hypertension.
DR MORET: Vasodilatory treatment is also good treat-

ment for decompensated ischaemic heart disease.
DR OAKLEY: I agree.
CHAIRMAN: On numerous occasions Dr Oakley and I

have had a similar discussion regarding other morpho-
logical changes in hypertension. I support Dr Beck in
that if hypertension has been present and heart failure
supervenes, there should be other changes - and there
usually are. Dr Oakley caps that argument by saying that
it is decapitated hypertension, and that morphological
changes had no time to develop. I do not totally agree
with that.
DR OAKLEY: But when we have argued about it, you

have accepted that the changes of the hypertension - of
accelerated hypertension - are those merely of accelerated
ageing. If the patient has escaped stroke and coronary
disease - he tends to escape the latter if he is African -
there will not be anything to show that he was hyper-
tensive. Dr Michael Hutt makes a big point of this,
although he has not been involved otherwise in the
hypothesis that hypertension was important.
CHAIRMAN: Certainly, ageing is a progressive process
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Discussion

and we know roughly the changes to be expected for a
given age - these are exaggerated by hypertension. If
hypertension has played any sort of significant role, one
would expect to see these.
DR OAKLEY: Are you able to distinguish between a

47-year-old and a 57-year-old?
CHAIRMAN: Perhaps not, but I can tell a 70-year-old

from a 50-year-old.
DR BECK: Can you not distinguish between people who

have had hypertension and those who have not by looking
at the splenic and pancreatic arteries . .?
CHAIRMAN: Yes, examination of these may help but

renal arteries and arterioles are the classic examples on
which hypertensive changes are assessed.
DR D. HARMJANZ: Has Dr Oakley any follow-up

studies in patients with hypertension, who have high
output failure in the very early stages, who then decom-
pensate and are normotensive afterwards and perhaps also
have normal cardiac output?
DR OAKLEY: The only three patients I have seen who,

to me, are sufficiently well documented to quote as
being definite examples of decapitated hypertension pre-
senting as chronic heart failure - that is, dilated cardio-
myopathy - presented with a low output state and normal
blood pressure. One of the three patients gave a history
of hypertension which had been treated in the past. All
three were proved only because they eventually came out
of failure after a period of treatment with diuretics into a
persistently hypertensive state with normal left ventricular
function. They remained in that state. One of the three
patients we have followed for a long time; he now has
angina and has been shown to have developed obstructive
coronary disease. No element of high output failure has
been seen.
DR H. KUHN: About one-third of our patients with

congestive cardiomyopathy show periods of elevated
arterial blood pressure. The difference between these
patients with congestive cardiomyopathy and the usual
patients with arterial hypertension is that patients with
arterial hypertension never show dilatation to such a
large degree as do patients with congestive cardiomyo-
pathy. This difference can be observed angiographically
and clinically. Furthermore, at post-mortem, dilatation
of the left ventricle in hypertensive patients is never so
marked. It is possible to distinguish patients in this way.
CHAIRMAN: But the argument goes slightly further -

these patients have had hypertension initially, followed
by some muscle damage which then progresses. They
are not, therefore, classic hypertensives who have been
hypertensive for many years and then go into failure.
They probably constitute a different group of patients.
DR OAKLEY: The archetype patient, as shown by

Dr Torp, was not an example of the hypertensive patient -

I am sure that his patient never had hypertension. We put
patients into the same group, because we cannot take
them out, who show much greater hypertrophy, having
lived with their disorder for a long time. It is in that group
that hypertension may have played a role - but, again,
not in all the patients in the group.
Would Dr Abelmann demand coronary angiography

routinely in every patient in order to establish a diag-
nosis? We have not done it routinely, but in a rather
arbitrary fashion, performing coronary angiography in

anyone likely to be a victim of coronary artery disease,
or who had angina or any symptoms suggestive of
coronary artery disease. We have not done it routinely in
patients who had none of these features, or whose
angiograms showed diffuse hypokinesia. It is important
for us to agree about this.
DR ABELMANN: There are two points of view: firstly,

the point of view of absolute certainty and, secondly, the
clinical point of view of what is appropriate and indicated
in terms of an invasive procedure which potentially is not
entirely without risk. For clinical purposes, we do not
necessarily carry out a diagnostic catheterization in
patients in whom there is no evidence of a risk factor, who
are not of the at-risk sex or age, and in whom we are
fairly confident that ischaemic heart disease is unlikely.
On the other hand, in a small number of patients, if we
want to classify patients as belonging or not belonging to
non-ischaemic cardiomyopathy, we must realize a mistake
can occasionally be made even in the absence of risk
factors.
DR H.-D. BOLTE: I agree with Dr Kuhn's impression

[see above] that in patients with labile hypertension and
congestive cardiomyopathy, symptoms are very different
from those in patients with congestive cardiomyopathy
alone.

Hypertension is a disease of the left ventricle. If a
biopsy is carried out on the right ventricle, can there be
false negative findings in these cases of hypertensive,
congestive cardiomypoathy?
CHAIRMAN: Three patients showed, on right ventri-

cular biopsy, severe hypertrophy of the interventricular
septum; they proved to be hypertensive patients recently
gone into failure, at which time the biopsy was performed.
I do these studies, as you know, without any knowledge
of clinical history, age, etc., and biopsy examination
showed severe hypertrophy without significant attenua-
tion. So I think one can distinguish between patients with
hypertension and heart failure, from those with congestive
cardiomyopathy.
With regard to Dr Oakley's reference to infantile

fibro-elastosis, representing the infantile form of con-
gestive cardiomyopathy, I question this because one can
distinguish endocardial thickening of that condition from
other forms of endocardial thickening. Also macrosco-
pically, the affected areas are severe and thick and have
the characteristic porcelain-like appearance.
DR OAKLEY: I agree that distinction is usually made

readily, both on the history and the pathological appear-
ance. I was stressing that it may be a different reaction of
which the neonate or unborn child is capable, but which
may still be a reaction to something which is causing left
ventricular failure and, therefore, comes into the same
category. I always have a problem dealing with it in
cardiomyopathy.
CHAIRMAN: I, too, am always uncertain whether to

include it in the congestive cardiomyopathy group, be-
cause of its clinical, as well as pathological, differences.
DR OAKLEY: I tend to agree with those people who

have said that patients with hypertensive heart failure -
I would include those perhaps presenting with normo-
tensive heart failure - have more hypertrophy than is
seen in dilated cardiomyopathy which owes nothing to
previous hypertension. Should we, therefore, have a
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limit to the amount of hypertrophy accepted in dilated
cardiomyopathy?
CHAIRMAN: I disagree slightly with your first statement

that there is not so much hypertrophy in patients with
congestive cardiomyopathy unassociated with hyper-
tension. Hypertrophy is present, but it is masked by the
severe degree of dilatation. This means that it is not
possible to comment on the severity of hypertrophy
unless the, heart is weighed, which by itself is not very
accurate. At histological level the degree of hypertrophy
is reflected by nuclear changes, but the diameter is un-
helpful because it may be normal owing to attenuation.
At ultrastructural level, the degree of hypertrophy is much
more accurately assessed. Macroscopically, severe dilata-
tion, flabbiness and pallor of the myocardium are
characteristic. Although we are all agreed that hearts in
hypertension with failure are less dilated than hearts with
congestive cardiomyopathy, the degree of hypertrophy
may be the same.
DR OAKLEY: Is there a certain chamber size required

before you would allow a patient to die of ditated cardio-
myopathy, rather than calling it hypertensive heart
failure?

CHAIRMAN: At post-mortem, chamber size and volume
are difficult to assess, and can be accurately assessed
by clinicians and radiologists. There are various tech-
niques available, such as fluid displacement methods, and
others which involve a great number of calculations. They
are all time-consuming and not highly accurate.
DR OAKLEY: By taking the combination of heart weight

and left ventricular wall thickness it should be possible
to derive the amount of dilatation that has been present.
CHAIRMAN: That cannot be done because of the shape

of the heart. A rough assessment distinguishing between
'severe' and 'moderate' or 'mild' dilatation is possible.
DR OAKLEY: Do you believe that there is a difference

between the 'Dr Torp' heart, very dilated and with a thin
wall, and dead, and the heart which is much less dilated,
with a thick wall, also dead? Is the aetiology different?
CHAIRMAN: Yes, there is a different aetiology - well,

we do not know the aetiology of congestive cardiomyo-
pathy.
DR OAKLEY: Those patients with more hypertophy and

less dilatation might owe their origin to a different cause
than the others, that cause, perhaps, being hypertension?
CHAIRMAN: Yes.
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