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Chronic proximal aortic dissection presenting as

tamponade after 16 years
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SUMMARY A patient presented with tamponade and haemopericardium 16 years after experi-
encing sudden severe chest pain associated with enlargement of the proximal aorta. Investigations
revealed a proximal aortic dissection (DeBakey type II) with extensive laminar and partially
calcified thrombus within its false lumen and a large pericardial effusion, which together resulted
in a cardiothoracic ratio of 100%. Long term survival after medical treatment of proximal aortic
dissection, with such late progression to tamponade, has not been reported before.

The terminal event in more than two thirds of
patients who die soon after proximal dissection of
the aorta is intrapericardial rupture progressing rap-
idly to massive haemopericardium and tamponade.'
Even when it does not cause a haemopericardium,
acute proximal aortic dissection carries a poor prog-
nosis.2 In a review of 425 patients none of those
treated medically survived for more than nine
years.' When patients do survive with chronic aortic
dissection, symptoms are most frequently those of
congestive heart failure rather than tamponade.
We report a patient in whom tamponade devel-

oped 16 years after the initial aortic dissection.

Case report

A 56 year old woman was admitted on 1 October
1985 complaining of breathlessness which had
increased progressively over three weeks. She could
walk for only 10 yards; she was breathless at rest and
dizzy when standing. She also reported epigastric
discomfort and anorexia.

She had been treated for hypertension since the
age of 27, after having nephritis when she was seven
and pyelitis when she was 21. Blood pressure control
was poor; in January 1968 it was recorded at 190/130
mmHg.

In May 1969 when she was 40 she experienced
abrupt "excruciating" central chest pain while
standing and pulling heavy curtains. This did not
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radiate and was not pleuritic. It settled after an hour,
but later recurred for one more hour. In hospital an
initial diagnosis of acute myocardial infarction was
not confirmed by any electrocardiographic abnor-
mality nor an increase in cardiac enzymes. One
month later persistent chest discomfort and breath-
lessness developed. Blood pressure was 140/90
mmHg. Serum haemoglobin was 7-5 g/dl and the
erythrocyte sedimentation rate was 100mm in the
first hour. The chest radiograph showed consid-
erable distension of the ascending aorta and arch (fig
la). A cardiologist suggested that she had a dis-
section of the aorta but further investigations were
not performed.

In 1975 at the age of 46 she reported a two week
history of feeling faint and breathless, with sharp
chest pains. The chest radiograph (fig lb) showed an
increase in the size of the cardiac silhouette with an
abnormal right heart border. Her symptoms were
attributed to postural hypotension, and her treat-
ment was changed from methyldopa to oxprenolol.
In 1978 she was referred for cardiological
investigations because of tiredness, faintness, and
palpitation; the cardiothoracic ratio was further
increased. Aortography in March 1979 demon-
strated a proximal dissection of the aorta (DeBakey
type II) with the origin of the false lumen arising a
few centimetres above the junction between the
right and non-coronary sinuses of Valsalva (fig 2).
The cavity of the false lumen was smooth and its
neck was well circumscribed; because it was much
smaller than the opacity on the chest radiograph the
false lumen was thought to contain an extensive
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Fig 1 Serial posteroanterior chest radiographs in a patient with chronic dissection of the proximal aorta. (a) 1969;
(b) 1975; (c) 1979, unchanged duringfollow up to 1982; (d) 1985.

amount of thrombus. There was no aortic regur-
gitation. She was referred for elective operation and
subsequently admitted, but the operation was post-
poned because she was symptom free and there had
been no change in the radiographic appearances
during a 6 month period that she was on the waiting
list. She was reviewed as an outpatient until 1982

(see chest radiograph fig Ic) but was then lost to
follow up.
On this most recent admission she was unwell,

breathless at rest, and centrally cyanosed. She had a
sinus tachycardia with poor volume arterial pulses
and paradox of 25 mm Hg. The jugular venous pres-
sure was grossly elevated. There was dullness on
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Fig 3 Computed tomogram at mid-thoracic level after
pericardiocentesis, demonstrating contrast enhancement of the
ascending thoracic aorta (A) and localised areas of the false
lumen of the dissection (F) with overlying thrombus (T)
containing peripheral specks of calcification.

Fig 2 Right anterior oblique (a) and left anterior oblique
(b) projections of the aortogram in 1979, demonstrating the
false lumen of a localised proximal aortic dissection (black
arrows) with an overlying soft tissue opacity (white arrows).

percussion of the precordium and over the right
chest anteriorly, with no palpable precordial
impulses. The first and second heart sounds were
normal and there were no added sounds or mur-

murs. The electrocardiogram showed low voltage
complexes (sum of QRS voltages in limb leads =

8-5 mm), and the chest radiograph showed gross
enlargement of the cardiac silhouette (fig ld). Echo-
cardiography confirmed the presence of a massive
pericardial effusion. Two litres of heavily blood-
stained fluid with a haemoglobin concentration of
3.7 g/dl were aspirated. Systemic venous hae-
moglobin concentration was 10-4 g/dl.
Computed tomography with contrast enhance-

ment confirmed the previously documented dis-
section of the ascending aorta (fig 3). There was a
small false lumen and extensive thrombus contain-

ing many areas of calcification that enveloped the
aorta and extended into the right hemithorax. The
transverse and descending thoracic aorta was nor-

mal.
Cardiac surgery was performed after instituting

femorofemoral bypass. The aortic root was very
large; its lateral border expanded outwards and
downwards as a saccular dilatation. Incision
revealed much organised thrombus within the false
lumen of a localised dissection, and after this had
been evacuated a 2 cm diameter defect was found in
the intima 4cm above the aortic valve. Histological
examination of excised aortic wall demonstrated
myxoid degeneration of the media. No single vessel
or source was found as a cause of the haemo-
pericardium and tamponade. The intimal defect was
repaired with a Teflon felt patch reinforced by a

patch of woven Dacron.
She made an uncomplicated recovery from oper-

ation.

Discussion

This patient is unusual because she survived for 16
years after a proximal aortic dissection which was

treated medically and because she then presented
with tamponade.
The circumstantial evidence indicates that she

suffered a dissection in 1969, on a background of
hypertension and during physical exertion, which is
an associated factor in some acute dissections.'
Thereafter there was a gradual increase in the
cardiothoracic ratio, presumably as thrombus con-
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tinued to be laid down within the false lumen. The
episode in 1975 suggests an acute exacerbation of
this process, and subsequent treatment with a
P adrenoceptor antagonist may have slowed the rate
of progression.4 The most likely cause of the tam-
ponade is that blood gradually leaked into the peri-
cardial cavity from the dissecting haematoma.
About a quarter of patients with aortic dissection

present with symptoms that have lasted for more
than one month,35 and survival with chronic dis-
section of the descending or abdominal aorta is well
documented. There have, however, been very few
reports of dissection of the ascending aorta with sur-
vival beyond a few months. Africa et al reported a
patient who had a dissection for four years.6 Taber
and Lam described a patient with chronic dissection
of the descending thoracic aorta (DeBakey type III)
who presented with pericardial symptoms after five
years.7 Tamponade has been reported from the late
retrograde extension of a type III dissecting
aneurysm8 and from retrograde dissection of an
abdominal aortic aneurysm,9 but we have been
unable to find any reports of such late development
of tamponade after a chronic type II aortic dis-
section. In some cases it may be difficult to dis-
tinguish between dissection secondary to an athero-
sclerotic aneurysm and saccular dilatation at the site
of a chronic dissection, but in the present case there
can be little doubt that the primary event was a
localised dissection.
Although thrombus may prevent rupture by act-

ing as a buttress around the aorta,'0 even when
proximal dissection is not diagnosed until some
weeks after the acute event, operation is indicated
because it is usually associated with a good prognosis
in these circumstances,4 11 whereas without oper-
ation haemopericardium causes death in 25% of
patients.' With earlier diagnosis, operation is even
more important because tamponade is the fatal event
in 80% of patients who have a proximal aortic dis-
section treated medically.'2

Dissection of the aorta is the second most com-
mon cause of haemopericardium,13 and chronic dis-

section should be considered as a cause even when
there is no recent history to suggest dissection.
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