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A B S T R A C T

We report a case of 42 year old patient with acute idiopathic pericarditis in whom we describe transient cardiac con-

striction, consisting of the temporary development of features of constrictive pericarditis with subsequent return to nor-

mality after medical therapy alone. After a mean of 6 months, there have been no recurrences of constrictive physiology or

clinical symptoms. The results of our study suggest that patients who have constrictive features early in the course of

their illness and are hemodynamically stable should be considered for a trial of conservative therapy before pericar-

diectomy is pursued.
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Introduction

Constrictive pericarditis (CP) classically presents as a
progressive and debilitating condition characterized by
pericardial fibrosis, with or without calcification. This re-
sults in chronic refractory congestive heart failure for
which pericardiectomy is often required. Until relatively
recently, the development of constrictive physiology was
presumed to be irreversible. However, in the past two de-
cades there have been reports describing transient forms
of constrictive pericarditis that have resolved without
surgical intervention1. The development of constrictive
hemodynamics and subsequent resolution with medical
therapy (transient constrictive pericarditis) was first de-
scribed by Sagrista-Sauleda et al.2. Since then, it has
been described in the setting of collagen vascular disea-
se3, purulent bacterial pericarditis3,4, and chemothera-
py5. Two-dimensional echocardiography with Doppler is
one of the initial tests performed when CP is clinically
suspected and oftentimes is diagnostic. However, it should
be noted that even a carefully performed echocardiogram
may be inconclusive in differentiating CP from restric-
tive cardiomyopathy, and in these cases additional test-
ing, including cardiac catheterization and even surgical
exploration,may be required to establish the diagnosis6.

Case report

We present a case of 42-year-old patient with a one-
-month history of fatigue and exertional dyspnea who
came to our Emergency Room (ER) department com-
plaining of abdominal discomfort accompanied by ana-
sarca. There were no specific changes on initial electro-
cardiogram (ECG), the values of troponin T were normal
and the brain natriuretic peptid NT fragment (NT pro
BNP) slightly increased. On presentation, he was normo-
thermic, tachycardic (heart rate 113/min) with normal
first and second heart sounds and without audible peri-
cardial rub. Jugular veins were markedly distended with
positive Kussmaul sign and hepatomegalia. Blood pres-
sure (BP) was 115/100 mmHg. Chest X-ray showed in-
creased size of the heart, bilateral pleural effusion and
increased hillary drawing. Technically adequate M-mode
echocardiogram was available for analysis and reviewed
in detail by two observers. A transthoracic echocardio-
gram in our patient, revealed abnormal ventricular sep-
tal motion-septal bounce (Figure 1), respiratory varia-
tion in ventricular size, biatrial enlargement and pre-
sence of a dilated inferior vena cava without inspiratory
colapse. The Doppler flow velocity measurements re-
vealed exaggerated respiratory variation (more than
25%) in both mitral inflow velocity (Figure 2) and tricus-
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pid-mitral inflow difference. We also recorded character-
istic Doppler findings in CP: expiratory decreases in
hepatic vein diastolic forward flow and increase in he-
patic vein diastolic flow reversals. (Figure 3). Left ven-
tricular ejection fraction (LV EF) was normal and there
weren’t any signs of pulmonary hypertension or pulmo-
nary valve stenosis. Early diastolic filling (E/E”), based
upon measure of tissue doppler imaging (TDI) of the mi-
tral anulus (diastolic function of left ventricul) was 5.
Chest Multi-slice computed tomography (MSCT) revea-
led thickened pericardium (8–16 mm) especially sur-
rounding right ventricle without signs of calcification.
There was also a moderate-sized right pleural effusion
present with associated compressive atelectasis (Figure
4). With subsequent diagnostic work-up we excluded re-
strictive cardiomyopathy, primary liver disease, pulmo-
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Fig. 1. Echocardiographic findings in constrictive pericarditis

showing abnormal ventricular septal motion-septal bounce (ar-

rows). LA=left atrium, LV=left ventricule, RV=right ventricule.

Fig. 3. Doppler finding in constrictive pericarditis. Pulsed-wave

Doppler recording of prominent systolic retrograde wave in he-

patic vein flow.

Fig. 2. Doppler finding in constrictive pericarditis. Pulsed-wave

Doppler recording of flow velocity measurements revealed exag-

gerated respiratory variation (more than 25%) in both mitral in-

flow velocity.

Fig. 4. Pericardial thickening in constrictive pericarditis. Cardiac

MSCT imaging in a 42-year-old man who presented with idio-

pathic pericarditis. Note marked thickening of the pericardium

over the right heart as well as a moderate-sized right pleural ef-

fusion present with associated compressive atelectasis (arrows).

Fig. 5. Follow-up echocardiogram one month later, Doppler re-

cording of the mitral inflow velocity in patient described in Fig.

2., showing no respiratoy variations in transmitral inflow, con-

sistent with resolution of constrictive hemodynamics.



nary hypertension and lung disease. Patient refused car-
diac catheterization. The etiology of pericardial constric-
tion was not established but idiopathic or postviral cause
seemed likely. Patient was treated with nonsteroidal
anti-inflammatory drugs (NSAID), diuretics and salt re-
strictive diet to relief fluid overload and peripheral ede-
ma, beta blocker and antibiotic therapy. Once constric-
tion features had disappeared, finding of physical exa-
mination was normal in our patient. Significant clinical
improvement was seen following 4 weeks of treatment
with regression of edema, ascites, hepatomegaly and
pleural effusion. Sinus rhythm persisted throughout the
clinical evolution. Control echocardiography after 3 months,
revealed resolution of constrictive hemodynamics accor-
ding to flow velocity measurments as well as regression
of vena cava inferior and hepatic vein dilation (Figure 5).
Follow-up MSCT imaging of the heart performed in the
same patient three months later demonstrated normal
thickness of the pericardium (Figure 6). After a mean of
6 months, there have been no recurrences of constrictive
physiology or clinical symptoms. The symptoms and con-
strictive physiologic features in our patient resolved af-
ter 3 months with medical therapy alone, a phenomenon
that has been labeled »transient constrictive pericar-
ditis«. Therefore, we recommend a trial of medical ther-
apy with the expectation of an average recovery time of
three months.

Conclusion

It is important to recognize the CP in the acute phase
of illness, because if the constrictive findings are going to
resolve, they do so at average time of three months. The
resolution of echocardiographic findings of constriction

can be expected in less then 6 months. The results of our
study also confirm the results of other studies1–3 suggest-
ing that patients who have constrictive features early in
the course of their illness and are hemodynamically sta-
ble should be considered for a trial of conservative ther-
apy before peicardiectomy is pursued.
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SLU^AJ PROLAZNOG KONSTRIKCIJSKOG PERIKARDITISA KOD 42-GODI[NJEG PACIJENTA

S A @ E T A K

Prikazujemo slu~aj 42-godi{njeg pacijenta s idiopatskim akutnim perikarditisom u kojem opisujemo prolaznu sr~a-
nu konstrikciju, koji prikazuje privremeni razvoj zna~ajki konstrikcijskog perikarditisa s naknadnim normaliziranjem
nakon medicinske terapije. Nakon razdoblja od 6 mjeseci, nije bilo recidiva konstrikcijske fiziologije ili klini~kih simp-
toma. Rezultati na{eg istra`ivanja pokazuju kako pacijenti sa konstrikcijskim zna~ajkama i koji su hemodinamski sta-
bilni u ranom stadiju njihove bolesti trebaju biti uzeti u obzir za konzervativnu terapiju prije pojave perikardiotomije.
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Fig. 6. Resolution of pericardial thickening in transient constric-

tive pericarditis. Follow-up imaging of the heart performed in

the same patient three months later demonstrates normal thick-

ness of pericardium.




