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Pericardial effusion
associated with asbestos
exposure

Sylvie Trogrlic, Pierre Alain Gevenois,
Marc Schroeven, Paul De Vuyst

Abstract

The case history is presented of a 60 year
old man who developed a pericardial effu-
sion. Chest radiography showed pleural
thickening and calcification. Pericardi-
otomy was performed and revealed non-
specific inflammatory lesions. Occupa-
tional exposure to asbestos and exclusion
of other causes led to the diagnosis of
benign asbestos pericardial effusion.
(Thorax 1997;52:1097-1098)
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Exposure to asbestos is associated with both
benign and malignant pleural lesions including
effusion, diffuse thickening, plaques, and
mesothelioma.'? Pericardial lesions including
parietal pericardial plaques,>*® chronic con-
strictive pericarditis,’>® and mesothelioma®
have also been reported in relation to asbestos
exposure. We report the case history of a patient
who presented with acute blood stained peri-
cardial effusion as a manifestation of asbestos
related disease.

Case report

A 60 year old man was admitted because of
precordial pain and shortness of breath. He
had had pulmonary tuberculosis when he was
19. He had been intensively exposed to asbestos
for one year in 1963 when he handled sacks
containing asbestos in an insulation company.
Approximately 10 years after this exposure he
presented with several episodes of bilateral
pleural effusion associated with shortness of
breath and thoracic pain. The fluid was a
bloody exudate without malignant cells. At
that time bronchoalveolar lavage showed 28
asbestos bodies/ml and the diagnosis of benign
asbestos pleural effusion was made. The patient
was recognised by the Occupational Disease
Fund of Belgium and eventually developed
bilateral diffuse pleural thickening.

At the present admission the only clinical
sign was a pericardial rub. Laboratory blood
tests revealed an increased sedimentation rate
(52 mm/h) and an increased level of C reactive
protein (7.8 mg/100 ml). Cardiac enzymes
were within the normal range. Blood culture
and a tuberculin skin test were negative. Elec-
trocardiography showed non-specific changes
during repolarisation. The AP chest radiograph
showed bilateral diffuse pleural thickening
associated with blunting of the costodia-
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Figure 1 AP chest radiograph showing bilateral diffuse
pleural thickening and blunting of costodiaphragmatic
sulct.

Figure 2 Chest computed tomographic scan showing
pericardial thickening (short arrow) and bilateral pleural
thickening (long arrows).

phragmatic sulci and an enlarged cardiac
shadow (fig 1). Moreover, a computed tomo-
graphic scan of the chest showed a rounded
atelectasis in the right lower lobe and peri-
cardial thickening (fig 2). Pericardial effusion
was detected by transthoracic echocardio-
graphy and was confirmed by a puncture col-
lecting 500 ml of a bloody fluid. Pericardial
biopsy specimens taken during pericardectomy
showed a non-specific inflammatory reaction.
There was no recurrence of the pericardial
effusion during a follow up period of two years
and no signs to suggest development of con-
strictive pericarditis on echocardiography.

Discussion

Acute pericardial effusion related to asbestos
exposure has rarely been reported. As in benign
asbestos pleural effusion, the diagnosis is
based on a history of asbestos exposure and
by exclusion of other causes, including meso-
thelioma. Constrictive pericarditis has been
described after exposure to asbestos and also
occurs rarely, since only six cases have been
reported in the English literature.*” Con-
strictive pericarditis could in some cases explain
breathlessness that is disproportionately severe
for the extent of asbestosis and lung function
impairment. Magnetic resonance imaging
appears superior to high resolution computed
tomographic scanning in the diagnosis of this
condition.*
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The symptoms of our patient were similar
during episodes of pleural effusion and when
he presented with the pericardial effusion.
Moreover, the pericardial and pleural in-
flammatory fluids had the same bloody ap-
pearance. Laboratory blood tests revealed, as
is often the case in benign asbestos pleurisy,
an increased sedimentation rate.” The delay
between the exposure and the pericardial effu-
sion was approximately 30 years. In a previous
case reported by Davies et al* the delay was 23
years. In benign pleural effusion a delay of
10-20 years usually occurs, but delays longer
than 20 years have been reported.'’

It has been shown that the mesothelium
lining the body cavities such as the pleura,
pericardium, peritoneum, and tunica vaginalis
testis have an identical disease pattern in re-
sponse to common causative agents.®* How as-
bestos fibres can reach these cavities and, in
particular, the pericardium is not well known.
There are several pathways through which the
fibres may migrate towards the pleura — directly
through the pleural space, through the blood-
stream, or via the lymphatic ducts.*'° Direct
migration of fibres from the alveoli into the
pleural cavity through the visceral pleura fol-
lowed by their reabsorption in the parietal
pleura by particular structures that can take up
particles and cells from the serosal cavity could
lead to their deposition and retention in the
parietal pleura.'® These structures are Wang’s
stomas on the parietal pleura, which allow
communication between the pleural space and
the subpleural lymphatics, and milky spots
which are submesothelial aggregates of lymph-
oid cells around stomas.® Fibres could reach
the pericardium through lymphatic con-
nections between the pleura and the peri-
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cardium.® This additional step from the pleura
to the pericardium could explain the longer
interval between exposure and the appearance
of a pericardial effusion and its low frequency
compared with pleural effusions. Takada and
colleagues’ showed that injection of carbon
particles into the pericardial cavity of rabbits
induced a reabsorption in the submesothelial
layer and, in particular, in the macrophages of
milky spots. Migration of fibres through the
bloodstream is also conceivable: Kanazawa er
al® have shown that fibres concentrated se-
lectively in pleural milky spots after intravenous
injection of asbestos.

In conclusion, exposure to asbestos should
be included in the possible causes of acute
pericardial effusion as well as of constrictive
pericarditis.
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