Case Report

Masking of Pressure Overload in a Patient with Pulmonary
Thromboembolism Accompanied by Atrial Septal Aneurysm
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A pulmonary thromboembolism (PTE) causes a dramatic pressure overload to the right
heart. Previous case reports have shown that elevated right atrial pressure secondary
to a PTE can cause right-to-left shunting in the presence of an atrial septal aneurysm
(ASA). A 57-year-old female with diabetes, hypertension, and an old cerebral infarction
was admitted to our hospital with acute PTE. Initial transthoracic echocardiography
(TTE) showed an ASA swing from the right side to the left side, and right-to-left shunt-
ing was detected immediately in the agitated saline test. However, definite signs of
pressure overload of the right heart were not detected in the TTE. This educational
case shows that right-to-left shunting via a patent foramen ovale in the ASA can cause
normal right atrial pressure, thus masking the pressure overload of the right heart in
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a patient with PTE.
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INTRODUCTION

A pulmonary thromboembolism (PTE) causes a dramat-
ic pressure overload to the right heart. Previous case re-
ports have shown that elevated right atrial (RA) pressure
secondary to a PTE can cause right-to-left shunting in the
presence of an atrial septal aneurysm (ASA).' The clinical
significance of interatrial shunting in PTE, however, has
not been clearly defined. The interesting case presented
here shows that right-to-left shunting in the presence of an
ASA can cause normal RA pressure, thus masking the pres-
sure overload of the right heart in a patient with sub-
massive PTE.

CASE REPORT

A 57-year-old female with diabetes, hypertension, and
an old cerebral infarction was admitted to our hospital with
5 days of progressive dyspnea (NYHA III). Her blood pres-
sure was within normal limits (135 mmHg/85 mmHg) and
tachycardia (120/min) and tachypnea (20/min) were detec-
ted. No abnormal lung or heart sounds were noted. The
chest X-ray was normal, but oxygen saturation was 83%.
D-dimer rose up to 10.31 ug/mL and Troponin-I was 0.34
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ng/mL. A chest computed tomography angiogram (CTA)
confirmed acute PTE involving the right main, left upper,
and lower lobar pulmonary arteries (Fig. 1A). Initial trans-
thoracic echocardiography (TTE) showed an ASA swing
from the right side to the left side (Fig. 1C), and right-to-left
shunting was detected immediately in the agitated saline
test (Fig. 1E). However, definite signs of pressure overload
of the right heart, such as marked right ventricular (RV)
enlargement and RV dysfunction, were not detected in the
echocardiography. Also, RV hypertrophy as a sign of chron-
ic pressure overload was not seen. The pulmonary artery
systolic pressure calculated by maximal velocity of tricus-
pid regurgitation (Fig. 1G) and predicted RA pressure (Fig.
1H) was in the normal range. Because of the extensive em-
bolic burden on the CTA and the possibility of a patent fora-
men ovale (PFO), the patient received thrombolytic therapy
with supply of oxygen. Her symptoms gradually improved.
An extremity venous Doppler sonography showed venous
thrombosis in the left popliteal vein. The results of tests for
several tumor markers and imaging studies for hidden ma-
lignancy were normal, and anti-nuclear antibody for sys-
temic lupus was within the normal range. We did no further
evaluation of other hereditary or hematologic causes, be-
cause she had acquired thromboembolic risk factors such
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FIG. 1. Chest CTA (A and B), TTE (C, D, G, and H), and TTE with agitated saline (E and F) at initial presentation and at the follow-up
after 2 weeks. The initial chest CTA revealed acute PTE (large arrow in A) and the TTE showed an ASA swing from the right side to
the left side (small arrows in C), and right-to-left shunting was detected immediately in the agitated saline test (E). Pulmonary artery
(PA) systolic pressure calculated by maximal velocity of tricuspid regurgitation (G) and predicted RA pressure (H) was in the normal
range. The follow-up CTA revealed improved PTE (B) and the TTE showed the ASA fixed to the right side (small arrows in D) and dis-
sapearance of large quantity of right-to-left shunt (F) after 2 weeks.

as diabetes, old cerebral infarction, and long duration of
immobilization. Therefore, we thought that the PTE origi-
nated as a deep vein thrombosis rather than an ASA. After
2 weeks, a follow-up chest CTA showed improved PTE (Fig.
1B). The follow-up TTE showed the ASA fixed to the right
side (Fig. 1D), and no right-to-left shunting was detected
by the agitated saline test despite coughing (Fig. 1F).
However, transesophageal echocardiography revealed ti-
ny right-to-left shunting via a PFO. The patient finally im-
proved and was discharged.

DISCUSSION

An ASA is defined as redundant and mobile interatrial
septal tissue in the region of the fossa ovalis with phasic
excursion of at least 10 to 15 mm."” ASAs have been found
in 2% of patients undergoing TTE." Although an ASA is con-
sidered a clinically benign entity, it has been considered a
potential source of cardiogenic embolism."? Another more
common complication of ASAs is a right-to-left shunting,
which occurs in about 60% of cases, usually via a PFO.*

There are 3 mechanisms of interatrial shunting: an in-
crease in pulmonary vascular resistance leading to a right-
to-left shunt, an increase in systemic vascular resistance
resulting in a left-to-right shunt, and a decrease in systemic
vascular resistance (vasogenic shock) resulting in a right-
to-left shunt.” In patients with PTE, right-to-left shunting
has been described in previous case reports as a complica-
tion of ASA.! However, those cases have demonstrated
right-to-left shunting only in the presence of elevated RA

pressure secondary to PTE. In our case, by contrast, calcu-
lated pulmonary artery pressure was within normal limits.
The right-to-left shunting of the ASA had concealed the
pressure overload of the right heart caused by the PTE.
Also, right-to-left shunting through a PFO can resultin a
paradoxical embolus that originates in the systemic circu-
lation and enters the systemic arterial circulation. A para-
doxical embolus can present with cryptogenic stroke.’ As
well as pathological states, transient increases in right ar-
terial pressure occur in normal individuals during early
ventricular systole, during the Valsalva maneuver, and
with repetitive cough.” In our case, a large quantity of right-
to-left shunting via a PFO was observed at the initial pre-
sentation because of the acute PTE and, after improve-
ment, tiny right-to-left shunting was also seen during the
Valsalva maneuver. Our patient was diagnosed with an old
cerebral infarction through brain images from 1 year ago,
although with no symptoms or signs. Therefore, we thought
that the stroke history of our patient may be associated
with a PFO in the ASA.

A PTE causes a dramatic increase in pressure overload
to the RV, and an ASA is not an uncommon abnormality.
Blood flow from the right to the left through the ASA re-
duced the pressure of the right heart and, as a result, the
signs of pressure overload were not detected in the echo-
cardiogram. This case highlights the possibility of masking
of pressure overload of the right heart through the intera-
trial shunting of an ASA via a PFO in a patient with PTE.

55



Pulmonary Thromboembolism and Atrial Septal Aneurysm

REFERENCES

. Estagnasié P, Djedaini K, Le Bourdellés G, Coste F, Dreyfuss D.
Atrial septal aneurysm plus a patent foramen ovale. A predispos-
ing factor for paradoxical embolism and refractory hypoxemia dur-
ing pulmonary embolism. Chest 1996;110:846-8.

. Marazanof M, Roudaut R, Cohen A, Tribouilloy C, Malergues MC,
Halphen C, et al. Atrial septal aneurysm. Morphological character-
istics in a large population: pathological associations. A French
multicenter study on 259 patients investigated by trans-
oesophageal echocardiography. Int J Cardiol 1995;52:59-65.

. Olivares-Reyes A, Chan S, Lazar EJ, Bandlamudi K, Narla V, Ong
K. Atrial septal aneurysm: a new classification in two hundred five
adults. J Am Soc Echocardiogr 1997;10:644-56.

. Mattioli AV, Aquilina M, Oldani A, Longhini C, Mattioli G. Atrial

56

septal aneurysm as a cardioembolic source in adult patients with
stroke and normal carotid arteries. A multicentre study. Eur Heart
J2001;22:261-8.

. Chidambaram M, Mink S, Sharma S. Atrial septal aneurysm with

right-to-left interatrial shunting. Tex Heart Inst J 2003;30:68-70.

. Lamy C, Giannesini C, Zuber M, Arquizan C, Meder JF, Trystram

D, et al. Clinical and imaging findings in cryptogenic stroke pa-
tients with and without patent foramen ovale: the PFO-ASA Study.
Atrial Septal Aneurysm. Stroke 2002;33:706-11.

. Langholz D, Louie EK, Konstadt SN, Rao TL, Scanlon PJ. Transe-

sophageal echocardiographic demonstration of distinct mecha-
nisms for right to left shunting across a patent foramen ovale in
the absence of pulmonary hypertension. J Am Coll Cardiol 1991;18:
1112-7.



