
www.elsevier.com/locate/ijcard

International Journal of Cardiology 97 (2004) 313–315
Letter to the Editor

Acute idiopathic pericarditis with transient constriction
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1. Introduction graphic features of effusion disappeared, the pericardium
The etiology and the clinical pattern of acute pericarditis

change frequently and some classic assumption and descrip-

tions are outdated. We report on a case of transient con-

strictive pericarditis in a healthy young man.
2. Case report

A 28-year-old man was referred to a hospital because

of acute illness, fever, malaise, and retrosternal chest pain.

On the admission, he was eupnoic, the heart rate was 90

beats/min, and the blood pressure was 110/80 mm Hg.

Chest roentgenographic findings were unremarkable, and

electrocardiography showed near-ubiquitous ST segment

(J point) elevations, diffuse PR segment depression and

specular elevation in the aVR lead. On auscultation, no

pericardial rub was evident. The following laboratory data

were obtained: hemoglobin, 13.5 g/dl, leucocite count,

11�103/mm3, erythrocyte sedimentation rate, 98 mm in 1

h. Echocardiography disclosed a large pericardial effusion

(Fig. 1). The clinical features of active acute pericardial

disease subsided with bed rest and nonsteroidal anti-

inflammatory drugs (ibuprofen 800 mg every 8 h). A

specific cause was not apparent after assessment accord-

ing to our internal diagnostic protocol [1]. Acute idio-

pathic pericarditis was diagnosed. Six days after, his

conditions deteriorated: dyspnea, hypotension, and marked

giugular venous distension were noted. The echocardio-
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was thickened and the ventricular cavity size varied

considerably during respiration. Conventional Doppler

[2] and tissue Doppler imaging [3] echocardiographic

features typical of constrictive pericarditis became evident

(Figs. 1 and 2). During the following 3 weeks, the

clinical and echocardiographic signs of pericardial con-

striction gradually resolved. At follow-up examination 1

and 6 month later, no pathological clinical and echocar-

diographic findings were detected (Fig. 2).
3. Discussion

The evolution to cardiac constriction is a rare occur-

rence in acute idiopathic pericarditis as compared with

other causes of pericardial disease [4]. However, once

constriction is detected, it has invariably been considered

an irreversible condition regardless of its cause and

surgical treatment is required to relieve the symptoms.

Transient constrictive pericarditis was first reported in

1987 [5]. The investigators described the three phases of

this clinical entity. During the initial phase, a moderate

to large amount of circumferential pericardial effusion

was noted, and pericardiocentesis was necessary in some

patients. In phase II, anti-inflammatory treatment yielded

clinical improvement and diminished pericardial effusion;

however, at a mean interval of 11 days (range, 5–30)

after the detection of pericardial effusion, clinical signs

and/or laboratory findings typical of constriction oc-

curred. During the phase of constriction, the coexistence

of a small amount of pericardial fluid was possible. In

phase III (normalization), these constrictive changes

returned to normal at a mean of 2.7 months (range, 12



Fig. 1. A) Phase I. Initial B-mode echocardiogram, demonstrating moderate-sized pericardial effusion (PE) and findings suggestive of elevation of

intrapericardial pressure (right atrial chamber collapse, arrows). B) Pulsed-wave Doppler study of mitral valve velocities showing no variation in early rapid

filling during respiration. C) Phase II. Repeated B-mode echocardiogram examination after 9 days of medical treatment. Pericardial effusion has reduced and

organized, pericardium (P) has thickened (10 mm). D) Ventricular septal motion is abnormal, shifting toward LV during inspiration (arrow).

Fig. 2. A) Pulsed-wave Doppler recordings mitral inflow velocities obtained by placing sample volume between leaflet tips during diastole. Note pronunciated

decrease in velocity of early (E) rapid filling (single arrow) after onset of inspiration (INSP) and increase (double arrow) during expiration (EXP). B) Hepatic

vein Doppler velocities, showing diastolic flow reversal (DR) with expiration (EXP). D=diastolic forward flow; EXP=expiration; S=systolic forward flow. C)

Mitral annular tissue Doppler demonstrating normal axial velocities. Sm=Systolic, Em=early diastolic, Am=atrial contraction velocities. D) Phase III. After 6

days of treatment with hydrocortisone, pericardial effusion has disappeared, pericardial thickness decreased substantially (arrow), and patient had relief of

symptoms.
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days to 10 months) after pericardial constriction was

diagnosed, and all patients were reported free of con-

striction at a mean follow-up of 31 months. The mech-

anism of these findings would be a transiently thickened

pericardium (as a consequence of edema, fibrin deposi-

tion or inflammation) that would return to normal [6]. In

some patients, these phases may be short-lived and may

not be noted unless the clinician is aware of this

possible evolution, but in other cases the constriction

phase may last for several months and lead to manage-

ment dilemmas.
4. Conclusion

Constriction can be acute or subacute and transient.

Persistent misconception should be acknowledged to avoid

diagnostic and therapeutic pitfalls.
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