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Echocardiographic four
chamber view showing
thrombi in the left ventricle
(LV). The arrow in the
upper frame points to the
mobile irregular thrombus
attached to the septum
which has disappeared in
the lower frame, which was
taken 2 weeks later.

Left ventricular thrombi in a patient with the
antiphospholipid syndrome

Diana Bruce, David Bateman, Roderic Thomas

Abstract

A 41 year old woman with the antiphos-
pholipid antibody syndrome presented
with a cerebral embolus. This was caused
by a mobile left ventricular thrombus
that later resolved. There was an addi-
tional old left ventricular thrombus. Left
ventricular thrombi such as these have
not been previously described in this
syndrome, and may have been under
diagnosed.

(Br Heart ¥ 1995;74:202-203)
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There are major cardiovascular manifesta-
tions of the antiphospholipid antibody syn-
drome (APS).!? This syndrome in which
antibodies, such as anticardiolipin and lupus
anticoagulant, are directed against phospho-
lipids may occur with systemic lupus erythe-
matosus or as a primary condition. The
clinical features are protean and include valve

disease, stroke, migraine, livedo reticularis,
and recurrent abortion. Intracardiac throm-
bosis has been very rarely seen; we describe a
patient with APS who presented with a cere-
brovascular accident and who had two left
ventricular thrombi, one of which resolved
with anticoagulation.

CASE REPORT

A 41 year old woman was admitted with a
sudden onset of dysarthria and dysphagia.
She had a history of thrombocytopenic pur-
pura diagnosed 10 years earlier and treated
with steroids and subsequent splenectomy.
Eight years earlier she had an episode of
visual disturbance and slurred speech lasting
24 hours that was attributed to migraine. On
examination she was afebrile and had no rash
or abnormal cardiac signs. Her blood pres-
sure was 140/95 mm Hg. Neurological exam-
imation showed a left upper motor neurone
facial weakness, mild pseudobulbar palsy with
dysphagia and dysarthria, and a slight weak-
ness on the left arm. The electrocardiogram
showed left ventricular hypertrophy. An
echocardiogram was reported to be normal.

A computed tomogram (CT) of the brain
confirmed an acute cerbral infarction in the
right frontoposterior region. Magnetic reso-
nance imaging identified two areas of infarc-
tion—one as seen on the CT scan and
another in the left parietal lobe, which was
consistent with the patient’s neurological
symptoms some years previously. Serological
examination confirmed a diagnosis of
antiphospholipid syndrome (APS) with raised
titres of antidouble stranded DNA antibodies,
antinuclear antibodies with a homogeneous
staining pattern, raised anticardiolipin anti-
body titres, and the presence of lupus anti-
coagulant. While awaiting anticoagulation she
was re-admitted with a sudden worsening of
dysphasia. The repeat CT scan was normal.
Transthoracic  echocardiography  showed
good overall left ventricular systolic function
and mild symmetrical left ventricular hyper-
trophy. The mitral and aortic valves were
normal and the left atrium was not enlarged.
The apex was hypokinetic and there were two
thrombi present—a typical well circum-
scribed mass in the apex of the left ventricle
and a mobile irregular mass attached to the
mid portion of the interventricular septum
and protruding in to the left ventricular cavity
(figure). Review of the previous echocardio-
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gram showed poor apical views—which with
hindsight may have been abnormal.

Anticoagulation with warfarin was started
to maintain the international normalised ratio
between 3 and 4. Heparin was avoided in
view of the thrombocytopenia. Treatment
with lisinopril was started for persisting mild
hypertension.

Serial echocardiograms were performed
each week for 4 weeks and every 3 months.
At one week the septal thrombus appeared
slightly larger, but at 3 weeks and 6 months
it was no longer visible (fig). The apical
thrombus remained unchanged.

Discussion

The “striking clinical constellation” of the
APS, described by Hughes,! is important for
all specialists. There are many cardiological
features, including labile and malignant
hypertension, culture negative endocarditis,
pulmonary hypertension, cardiomyopathy, and
thrombus mimicking myxoma. Premature
ischaemic heart disease may occur; however,
the role of anticardiolipin antibodies in this
condition is not clear.> Neurological features
are also diverse and include various forms of
cerebral ischaemia.* Stroke caused by cerebral
embolus from cardiac chambers is thought to
be rare.*

The first two reports of intracardiac throm-
bosis were in 30 year old women with sys-
temic symptoms and no embolic features.
One had a systolic murmur and click and was
shown to have a right ventricular mass on
echocardiography. She had complex calcified
thrombosis attached to multiple anomalous
right ventricular muscle bands.” The other
patient had a systolic click and on echocar-
diography was shown to have a large right
atrial thrombus mimicking a myxoma.® In a
series of 72 patients with cerebral ischaemia
three had atrial or ventricular thromboses,
which were usually described as being associ-
ated with akinetic segments.” A right ventric-
ular thrombosis was recently described in a
patient presenting with fever and pulmonary
infarction. At surgery the ventricular wall was
partly replaced by inflammatory tissue.® The
only other description of a left ventricular
thrombosis was in a patient with diffuse left
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ventricular dysfunction who had a mobile
serpentine thrombosis.” This thrombosis
embolised shortly after it was diagnosed and
this caused a massive stroke.

There are several possible mechanisms for
the hypercoagulability in APS.! Our patient
had apical hypokinesia of unknown cause.
This did not appear to be extensive enough to
contribute significantly by stasis, but it may
be an essential feature.” Serial echocardio-
grams showed the dynamic nature of one of
the thrombi. The apical thrombus, which
appeared fixed to the endocardium, showed
no change whereas the more mobile throm-
bus resolved. It is uncertain whether this
thrombus embolised, for which there was no
clinical evidence, or lysed spontaneously.
Long-term anticoagulation with high dose
warfarin was given, to obtain an INR > 3-0.1°
Low dose aspirin may be used! although there
is little evidence of additional benefit.!?

The usefulness of echocardiography in
young stroke patients without clinical heart
disease is not clear.!! We have shown a clear
source of embolism in a patient with APS and
we wonder whether left ventricular thrombo-
sis has been underestimated in such patients.

—

Hughes GRV. The antiphospholipid syndrome: ten years
on. Lancet 1993;342:341-4.

Asherson RA, Cervera R. Antiphospholipid antibodes and
the heart. Lessons and pitfalls for the cardiologist.
Circulation 1991;84:920-3.

Edwards T, Thomas RD, McHugh NJ. Anticardiolipin
antibodies in ischaemic heart disease. Lancetr 1993;342:
989.

Mitchell I, Webb M, Hughes R, Maisey M, Cameron JS.
Cerebral lupus. Lancer 1994;343:579-82.

Coppock MA, Safford RE, Danielson GK. Intracardiac
thrombosis, phospholipid antibodies and two-
chambered right ventricle. Br Heart ¥ 1988;60:455-8.

Leventhal L], Borofsky MA, Bergey PD, Schumacher HR.
Antiphospholipid antibody syndrome with right atrial
thrombosis mimicking an atrial myxoma. Am ¥ Med
1989;87:111-3.

7 The Antiphospholipid Antibodies in Stroke Study Group.
Clinical and laboratory findings in patients with
antiphospholipid antibodies and cerebral ischaemia.
Stroke 1990;24:1268-73.

O’Hickey S, Skinner C, Beattie J. Life-threatening right
ventricular thrombosis in association with phospholipid
antibodies. Br Heart ¥ 1993;70:279-81.

Kaplan SD, Chartash EK, Pizzarello RA, Furie RA.
Cardiac manifestations of the antiphospholipid syn-
drome. Am Heart ¥ 1992;124:1331-8.

10 Rosove MH, Brewer PMC. Antiphospholipid thrombosis:
clinical course after the first thrombotic event in seventy
patients. Ann Intern Med 1992;117:303-8.

11 Mas J-L. Patent foramen ovale, atrial septal aneurysm and

ischaemic stroke in young adults. Eur Heart ¥ 1994;15:

446-9.

[

w

[S N

(=)

o

=]

‘ybuAdos Ag paroalold 1senb Agq £20z ‘62 Joquaidas uo jwod’lwgueayy/:dny woly papeojumod ‘66T IsnBny T U0 202 2’ ¥2 UU/9ETT 0T Se paysiignd 1s4i ;¢ UeaH ig


http://heart.bmj.com/

