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FIG. 12(a). Mitral echocardiogram in COCM. Note rapid diastolic closure rate (arrowed).
(b). Mitral echocardiogram in HOCM. The systolic re-opening movement and the septal
echoes are arrowed (see text)

appearance in HOCM where systolic closure is
followed by a systolic re-opening movement which
coincides with the anterior movement of the anterior
cusp towards the septum, shown on the angiogram.
This is virtually diagnostic of the obstructive form
of the disorder. Secondly, the septal echoes are
unduly prominent and close to the anterior cusp
and thirdly, the diastolic closure slope may be normal
or even unduly slow, mimicking mitral stenosis, but
the valve is not thickened. Echocardiography is thus
a non-invasive means of confirming the diagnosis.
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Discussion
DR WALLACE BRIGDEN (London): I was interested and

pleased to see that you are now less interested in some of
the drugs that were very fashionable as diagnostic
weapons a short time ago. I would like to ask Dr Oakley at
this point whether she feels that there is a 'grey area'. I

would like you to tell us whether you feel there is a
possibility that there is a continuum rather than a bimodal
position, i.e. hypertrophic cardiomyopathy on the one
hand and your so-called congestive group on the other?
DR CELIA OAKLEY: I am convinced that HOCM and
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Definitions and classification of cardiomyopathies

COCM are two completely different disorders but
occasionally it may be very difficult to tell which con-
dition one is dealing with. If the cavity size of the left
ventricle is not increased and if the left ventricle empties
well, then one cannot call the hypertrophy compensatory
and one will have to accept it as being something that has
developed without discernible cause; that is hypertrophic
cardiomyopathy. Provided one carries out left ventricular
angiography, the 'grey' patients disappear. I don't think
that HOCM patients ever develop COCM although very
occasionally a patient may eventually develop some
increase in cavity size. It may be that these are patients
who have only normal muscle cells in the free wall of the
left ventricle rather than HOCM cells and that these
normal cells then are able to dilate when the disease
becomes far advanced. Such patients are very uncommon.
DR L. L. BESCOS (Spain): I was interested to hear again

the ultrasound being mentioned as an argument for
saying that the mitral incompetence developing in these
patients is due to a re-opening movement of the mitral
valve. I observe the tracings, but I am never quite sure
that one can interpret that as being a re-opening. Let me
put it this way: although it is the same structure, it is not
always the same part of that structure which you get
on the continuous tracing. It is possible that a different
structure gives you the echo at that time which you
interpret as being of the mitral cusp, which is really
behind it. You don't really know if the whole heart is
displaced a little bit in mid-systole so that it is really a
displacement of the mitral valve with the whole heart.
I would also like to ask whether the splitting of the second
heart sound is fixed in HOCM or not?
DR CELIA OAKLEY: The splitting of the second heart

sound is not fixed. It moves normally in patients without
obstruction. Good mitral echocardiograms are more
difficult to obtain in the cardiomyopathies because the
mitral valve is thin and moving fast and in the HOCM
patients the septum tends to get in the way. I take your
points, but I think it much more likely that the anterior
movement of the mitral cusp in mid-systole really is re-
opening because one can see it on angiography. Further-

more, we only see it on angiography and we only record
it on ultrasound in the patients who have obstruction to
outflow and mitral regurgitation. We don't see it in
patients who have HOCM without murmurs so that I
presume it does reflect actual re-opening of the valve.
DR D. LEWES (Bedford): An ejection click in HOCM is

very uncommon but it does occur. When it does occur,
what is the explanation? Secondly, why in HOCM does
one so frequently get an absent Q wave over the left
ventricular surface leads? Is this due to a left anterior
hemiblock and if so why is a left bundle branch block so
uncommon in HOCM?
DR CELIA OAKLEY: I think an ejection click is very un-

common but it is more often mistakenly identified
because of the explosive onset of the obstructive and
mitral incompetent murmurs. They may start with such
loud vibrations that these vibrations mimic a click,
phonocardiographically or even clinically. However, two
of our patients have first degree relatives with bicuspid
aortic valves. The patient with HOCM is not immune
from having a congenital anomaly such as aortic valve
stenosis which loads the left ventricle, and such patients
have been described by Jane Somerville. It makes the
diagnosis more difficult and I think of HOCM last when
I hear a true ejection sound.

Regarding the absent Q waves: there have been various
explanations, one of which is that the greatly increased
mass of the septum results in a change in the direction of
the vector forces which occur during septal depolarization
and this can result in abolition of the Q wave from the
normal site. It has also been suggested that the loss of Q
results from actual septal fibrosis so that the septal
forces are not displaced but gone. Loss of the Q wave in
the left ventricular leads is not specific for HOCM and
can occur in any condition with left ventricular hyper-
trophy. It is common in severe organic aortic stenosis.
It is not a left anterior hemiblock because the other
criteria for left anterior hemiblock are not present. Left
anterior hemiblock commonly occurs in any left ventri-
cular disorder which causes either hypertrophy or dila-
tation.
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