CASE REPORT
IMOPATHIC CALCIFIC CONSTRICTIVE PERICARDITIS:
AN UNSETTLING REALITY
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ABSTRACT

Background: Conxtriciive pericardiiis is o divease cheracierized by the eircasement of the beart by a rigid
rit-prlicthle pericardium due to dense fibrosly and adhesions. This causes Impaired digstolic cavdiac
function leading o heart foilvre manifested ax spstemic withow! mdmonary congestion, Consinicfive
prericorditis showld be yaspected in alf potienrs with fbndines siepestive of ripht eard foilvee or ascites. In
coromernd ome Dhired, no anderlyving couse Iy idenlified. Survival iv dependent on the underlying aefiolugy ond
paticnis wilh wiopathic constrictive pericarditis tend to have best entcome afler pericardicciony:

Methods: We reviewed the cuse of g 33=vear-old inan wing presented with o G=pewr Bistory of recirren
uviptoea on exertion amd a 3-year Bistory of progressively increasing atvdominad amd bilareral leg
swelling. There was mo previcas fistory suggesiive of iubercilos s,

Reswles:Cfest x-ray done showed o calcified pericardivm. ECG reveated features of atria! fibeillation and
echucurdiopraphy showed o moderately thickemed pericardium with minimod efftesion It ale showed
evidence af constriction. The right side of the heord woy dilated with evidenee of pulfmonory Fuperfension.

KRevwords: Mericarditis, consirictive,  calcific,
fdinpathie

CASE REFORT

A 35-vear-old man presented with a G-vear history
of recurrent dyspnoea on exertion which
progressed over time W occur #t rest and a 3-vear
history of progressively increasing ahdominal and
bilateral lep swelling. He had no previows history
sugpestive ol tuberculosis or irradiation. When
cxamined. he was found 1o be acule-on-chronically
ill-looking. He also had gynaecomastia,
levconychia. scanty axillary  hair, generalized
hyperppmentalion and  bilateral pitling  pedal
vedema up to his knees, His pulse rate was 72 beals
per minute. small volume and irregularly irregular
There was lwowever no pulse deficit. Blond
pressure wis B0 mmHyg and his jugular venous
pressure was ratsed. Apex beat was located at the 4™
lefi inercostal space, mid-clavicular fine. Heart
sounds were 1* and 2™ (both soft) witha pericardial
knock, Breath sounds were vesicu lar and decreased
over the night lung base. His abdomen was prossly
distended with a pirth of 66cm (ddem below the
xiphisternum ). His liver was ballotable Bem below
the right costal margin (firm and tender). He had
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gscites demonstrable by @ Muid thrill.

Serum electrolyles done showed hyponalragmia
(121 mmol/L). He also hod hyvperkalpemia (6.3
mmol/l.) which was corrected. His packed cell
volome was 34% and he had an ervihrocyte
sedimentat:on reteof 5 moyhe. His total white blood
cell vount was 3.0 x 10%L with a normal differential.
Human Immunodeticiency Virus screening was
negative. Mantonx test was also negative (0 mm)
His saturation of peripheral oxygen (Spi,) was 93%
in rogm air. His chest x-rav showed a caleified
pencardium. a full pelmonary conus and features of
pulmonary congestion (Figere 1). His BCG done
showed atrial fibritlation, widespread T-wave
inversion (inferior and anterior lepds) and evidence
of levorotation. Echocardiography done showed a
moderately tickened pericardium with minimal
effusion. It also showed evidence of consiriction.
The right gide of the heart was dilated with evidence
of pulmonary hypertension. His ejection fraction
was however normal ( 70%). A diagnosis of calgific
constrictive pericarditis was made and he was
admilted for an abdominal paracentesis during
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which 8 litres of fluid were removed. He was also
placed on low-dose diuretics (frusemide and
spironolactone), aspirin, hepatotonics. He felt
better few days into admission and was
subscquently referred for pericardiectomy,

Figure 1: Plain chest x-ray showing cardiomegaly
with calcification of the pericardium and fullness of
the pulmonary conus.

DISCUSSION

Constrictive pericarditis is a process of chronic
fibrous thickening of the pericardium, which is
frequently accompanied with calcification and
prevents the diastolic filling of the heart, reducing
venous return and lowering output. The heart is
usually encased by a rigid non-pliable pericardium
due to dense fibrosis and adhesions. This causes
impaired diastolic cardiac function leading to heart
failure manifested as systemic without pulmonary
congestion. The disease process usually results
from chronic inflammation of the pericardium,
which leads to pericardial scarring, thickening,
fibrosis, and calcification.
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Many actiologies have been identified, such
asinfection, previous cardiacsurgery and
mediastinal radiotherapy. Other recognised but rare
causes include connective tissue disorders,
malignancy and local trauma. In around one third of
cases, no underlying cause is identified (idiopathic),
although adenovirus and echovirus infections have
been implicated. A study published by Hancock in
1971 showed that most cases of constrictive
pericarditis he studied were idiopathic. The next
most common cause was radiation with tuberculosis
being the least common cause (out of the three).
This may have obviously been due to the
geographical region in which the study was done.
Bertog et al, in 2004, reported the actiology of
constrictive pericarditis in the cohort they studied as
tdiopathic (or viral) in 46% (75 patients).

Tuberculosis is the commonest cause of pericarditis
in our environment but this is not always the case.
Tuberculosis is commonly presumed to be the cause
of constrictive pericarditis but is infrequently
proven. In only 3 of the 27 cases of constrictive
pericarditis studied by Mabogunje er al. was there
histological evidence of tuberculosis. Mabogunje et
al. also observed that some of those in the non
specific chronic inflammatory group may well
havehad tuberculous or viral pericarditis initially,
though others may have resulted from inadequately
treated purulent pericarditis.

Clinical signs include oedema, ascites, raised
jugular venous pressure, pleural effusion, and
hepatomegaly. Around one third of patients with
consftrictive pericarditis have co-existent atrial
fibrillation. Plain chest radiography may show
pericardial calcification and unexplained pleural
effusion. Echocardiography may confirm the
presence of small ventricular dimensions with
preserved systolic function (as observed in the index
patient) and dilated atria. Abrupt termination of
diastolic filling may cause a characteristic 'septal
bounce'. All four cardiac chambers become encased
so that diastolic pressure tend to equalise between
them, which results in systemic venous
engorgement and diminished ejection volume.
Histopathological features include localised
fibrosis and calcification within the pericardium.

Observational studies and case reports suggest that
in most instances, constrictive pericarditis without
surgical infervention causes a progression of
symptoms and, frequently, early death.
Furthermore, the overwhelming majority of
operative survivors experience an improvement in
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