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Abstract. Postinfarction ventricular free-wall rupture is a rare mechanical complication after acute myocardial infarction (AMI). When
the rupture is contained by epicardial clots or pericardial adhesions, it commonly leads to the formation of a pseudoaneu-
rysm (PSA). With the development of revascularization therapies the incidence of PSA has decreased dramatically with
occurrence about 0.2-0.5% of AMI cases [1]. PSA carry a high risk of rupture, with studies estimating risk between 30% and
45% [2]. We present a case of a 53-year-old woman with a giant pseudoaneurysm secondary to a prior AMI of unknown
duration.
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Pestome. Pyntypata Ha cBobozHaTa CTeHa Ha kamepaTa cref UH(apKT € psaKo MeXaHU4YHO YCHOXHEHNE crel OCTbp MUOKapLeH
nHcpapkt (OMU). Korato pynTypupaHeTo e orpaHnyeHo OT enuKapamanHi Cbeupeum unu nepukapaHn cpactBaHus, TO
0bukHoBEHO Boam 0 o6pa3syBaHeTo Ha ncesaoaHeBpuama (MCA). C pa3BuUTMETO Ha peBacKynapu3aLlMoHHUTe Tepanim
yectoTaTa Ha 1A e Hamansna ApacTuyHo, kato ce cpella npu okono 0,2-0,5% ot cnyyante Ha OMW [1]. TTICA Hocw BUCOK
PUCK OT pynTypupaHe, kato NpoyyBaHusTa oLeHsaBaT pucka mexay 30 u 45% [2]. MNpeacrassame crnyyai Ha 53-rogunwHa
KEHa C ruraHTCcKa NceBAoaHeBpuaMa, BTopiyHa creg npeaxogeH OMU ¢ HensBeCTHa NPOABIMKUTENHOCT.

Kntouosu aymu: nceBaoaHeBpU3Ma, pynTypa Ha cBoboaHaTa CTeHa Ha kamepaTa, OCTbp MUOKApAEH MHGapKT
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INTRODUCTION

In the era of reperfusion therapies, complications
from AMI have decreased significantly. Ventricu-
lar free — wall rupture (VFWR) can be classified into
three forms: acute (blowout VFWR), subacute (oozing
VFWR) or chronic rupture with fissuration, which may
lead to formation of left ventricular pseudoaneurysm [2].
A distinction should be made between true aneurism
and pseudoaneurysm. True aneurisms involve defor-

mation of the ventricular wall with generalized dyskine-
sia. They more frequently impair cardiac performance
and have significant hemodynamic consequences due
to alterations in ventricular geometry, as well as a high
incidence of thrombus formation and arrhythmogenic
complications [3].

In contrast pseudoaneurysm results from a con-
tained rupture of the ventricular wall, with its wall
composed of pericardium and fibrous tissue without
involvement of myocardial elements. The cavity typi-
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cally communicates with the ventricle through a narrow
neck. Pseudoaneurysms generally do not significantly
reduce contractile function and are less commonly as-
sociated with arrhythmias.

Additional differences include their typical location,
timing of formation, and clinical presentation. Impor-
tantly, pseudoaneurysms carry a substantially higher
risk of rupture, as they represent a contained myocar-
dial rupture that may progress to complete free wall
rupture [4]

Risk factors for PSA are first myocardial infarction
episode most frequently with anterior location, female
sex, age > 70 years, hypertension and delayed reper-
fusion.

CASE REPORT

A 53-year-old woman was admitted to cardiolo-
gy department with dyspnea, chest pain and fatigue
of minimal physical activity. The symptoms had been
present for approximately a week. The patient had
medical history of obesity (BMI 35.8), cholelithiasis,
chronic gastritis, hiatal hernia, chronic anemia and a
prior cerebral infarction with residual left-sided hemi-
plegia (2018). As a consequence of the prior ischemic
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stroke, the patient exhibits cognitive impairment and is
dependent on assistance for activities of daily living.

On admission, her vital signs were within normal
limits. Laboratory investigations revealed mild abnor-
malities in liver and renal function tests. Cardiac bio-
markers, including troponin T (TnT) and creatine ki-
nase-MB (CK-MB), were within normal ranges.

Electrocardiography demonstrated sinus rhythm
with nonspecific ST-T wave changes. Transthoracic
echocardiography revealed a large saccular outpouch-
ing of the LV with a narrow neck measuring approxi-
mately 96 x 75 mm and estimated volume 357.8 ml with
evidence of mural thrombus formation. Left ventricular
ejection fraction was preserved, and no significant val-
vular abnormalities were identified. The interventricular
septum measures 7.4 mm, with no significant hypertro-
phy identified (Fig. 1).

Cardiac catheterization revealed left-dominant cir-
culatory type with preserved blood flow, ectatic proxi-
mal segment of LAD, small dissection not compromis-
ing the flow at the beginning of mid-segment, chronic
occlusion in the distal segment (Fig. 2).

A contrast-enhanced multidetector computed to-
mography (MDCT) was performed, confirming a large
left ventricular pseudoaneurysm arising from the lateral

Fig. 1. A) An Electrocardiogram (ECG) showing nonspecific ST-T abnormalities; B) Transthoracic echocardiography (TTE) revealing a saccular

outpouching with a calculated volume of 357.8 mL

Fig. 2. Cardiac catheterization. The size of the PSA can be seen
(blue arrows)
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wall, measuring 110 x 81 mm. The pseudoaneurysm
communicated with the left ventricular cavity through
a narrow neck measuring approximately 2 cm. In ad-
dition, the cavity contained mural thrombi and areas of
calcification along its wall. Mild compression of the left
hemidiaphragm was noted (Fig. 3).

The patient was scheduled for surgical resection of
the PSA and repair of the LV wall.

Endocavitary patch plasty (modified Cooley tech-
nique) was performed via a standard median ster-
notomy under cardiopulmonary bypass (Fig. 4). This
technique reconstructs the left ventricle to a more phys-
iological shape. It includes excision of the scar tissue
and suturing a patch to the noninfarcted free wall and
securing it to the septum, often with a “purse-string”
effect to minimize ventricular size.

Postoperatively, the patient remained in the car-
diac intensive care unit for 15 days due to prolonged
difficulties with extubation and delayed rehabilitation.
Communication challenges further contributed to a
complicated early postoperative course. Following a
period of intensive pulmonary rehabilitation and active
physiotherapy, the patient’s condition improved, allow-
ing transfer to the ward. The patient was subsequently
discharged in good general condition.

DiscussIiON

In the present case, the pseudoaneurysm devel-
oped after an unrecognized or silent myocardial infarc-
tion with unknown duration. The patient's mental status
together with her residence in a social care facility may
have led to limited early symptom recognition and time-
ly medical evaluation, contributing to delay in the diag-
nosis and development of large PSA. Acute myocardial
infarction was neither documented in the medical histo-
ry nor treated with reperfusion therapy.

This highlights a well-described clinical challenge
— LV PSA may present late and with nonspecific symp-
toms such as dyspnea, chest discomfort, or fatigue.
The patient’s preserved left ventricular ejection fraction
further emphasizes that significant mechanical compli-
cations can occur even in the absence of overt systolic
dysfunction.

A key diagnostic consideration is the differentia-
tion between true aneurysm and pseudoaneurysm, as
management strategies and prognostic implications
differ significantly. In this case, imaging findings — in-
cluding a narrow neck connecting the cavity to the left
ventricle and the absence of myocardial tissue in the
aneurysmal wall — were consistent with a pseudoaneu-

Fig. 3. A) Axial CT image demonstrating the size of the pseudoaneurysm. B) Three-dimensional reconstructed model of the pseudoaneurysm

based on CT data

Fig. 4. A) and B) Aneurysmectomy and endocavitary patchplasty; C) Specimen



138

bE. baes, P. Vinues, []. TpeHdacgpurosa ...

rysm. In this patient, female sex and a first myocardial
infarction were recognized as risk factors for pseudo-
aneurysm formation [2]. Multimodality imaging played
a crucial role, with transthoracic echocardiography
providing initial suspicion and computed tomography
offering precise anatomical delineation, including size,
location, thrombus presence, and relationship to sur-
rounding structures.

The large size of the pseudoaneurysm in this pa-
tient (over 10 cm in maximal dimension) classifies it
as “giant,” a particularly rare presentation. Despite
its size, the patient remained hemodynamically sta-
ble, which may be attributed to gradual expansion
and containment by pericardial adhesions. Never-
theless, the presence of mural thrombus and the risk
of catastrophic rupture necessitated urgent surgical
intervention.

Surgical repair remains the treatment of choice for
most LV pseudoaneurysms, especially in symptomatic
patients or those with large lesions. The modified Cool-
ey technique used in this case allows for exclusion of
the pseudoaneurysm and restoration of ventricular ge-
ometry. Although the postoperative course was compli-
cated by prolonged ventilation and delayed recovery,
the patient ultimately survived a condition that carries a
high fatality rate if left untreated.

CONCLUSION

Despite advances in reperfusion therapy, left ven-
tricular pseudoaneurysm continues to pose significant
diagnostic and therapeutic challenges. This case illus-
trates that even large pseudoaneurysms may remain
clinically silent or minimally symptomatic. Increased
awareness, especially in high-risk or vulnerable popu-
lations, together with timely imaging and surgical treat-
ment, is essential for favorable outcomes.
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