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Abstract

Primary cardiac tumors are an extremely rare pathology, representing only 5-10% of cardiac neoplasms, but among them, the most common
are cardiac myxomas, that appear to originate from multipotent mesenchymal cells of the subendocardial and endocardial stroma. The
incidence of cardiac myxomas is higher in females and they are usually diagnosed between the fourth and sixth decade of life. Most often,
they are located in the left atrium, having the site of attachment at the level of the interatrial septum, especially at the level of the fossa ovalis
and the adjacent limbus. Due to the increased risk of systemic embolization and intracardiac obstruction, cardiac myxomas have a definite
indication for emergency surgical treatment. Cardiac myxomas are a very rare cause of transient ischemic attacks and stroke. We present
the case of a 38-year-old patient who experienced four recurrent transient ischemic attacks and strokes. At the fourth cerebrovascular event,
echocardiography was performed and it revealed a giant tumor located in the left atrium that was surgically removed. Pathological examination
confirmed the diagnosis of cardiac myxoma. The postoperative evolution was favorable, both from a neurological and cardiac point of view.
Although cardiac myxomas represent a rare cause of transient ischemic attacks and stroke, they must be considered as part of the

assessment protocol for cerebrovascular events.
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=& Introduction

Cardiac tumors represent a rare pathology, and primary
tumors are estimated to have an incidence 100 times lower
than secondary tumors, with a prevalence of 0.001-0.03%
in autopsy studies [1, 2]. The most frequent benign heart
tumors are cardiac myxomas, which originate from multi-
potent mesenchymal cells (MCs) in the endocardium and
account for up to 80% of all primary heart tumors.
Myxomas are most prevalent in female patients aged 30
to 60 years and are located in the left atrium in 75% of
cases. Due to its various clinical manifestations, which can
mimic a multitude of systemic diseases or heart conditions,
cardiac myxoma is a diagnostic challenge. Even if it is a
benign tumor in most cases, delaying the correct diagnosis
of this condition can have very serious consequences,
especially due to the increased risk of systemic embolization
of tumor fragments that can cause severe ischemic strokes,
but also due to the risk of developing heart failure secondary

to atrioventricular valve obstruction. Most patients also
experience a wide range of constitutional symptoms, but
the underlying mechanism is not completely understood.
Early diagnosis of cardiac myxomas by echocardiography
or cardiac magnetic resonance imaging (MRI), followed by
prompt surgical treatment is associated with an excellent
long-term evolution and a low risk of recurrence [1, 3-8].

Aim

The aim of this paper was to present the data from the
literature on a rare disease with nonspecific symptoms
and severe complications, and also to report a case of a

giant left atrial myxoma presenting with recurrent ischemic
strokes, in a young female patient.

= Epidemiology

The estimated incidence of cardiac myxomas is about
0.5 per million people per year. Cardiac myxomas are more
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common in women compared to men, with some studies
reporting a 3:1 ratio between women and men [9, 10].

In terms of localization, the incidence of cardiac
myxomas with localization at the level of the right atrium
(10-20%) is smaller compared to those located at the level
of the left atrium (about 75-80%). In a relatively small
percentage of cases (5-10%), cardiac myxomas can be
located in both atria or in the ventricles. The most common
site for tumor attachment is the interatrial septum. Tumors
are usually mobile and frequently prolapse in the ventricle
[9-13].

Cardiac myxomas are most commonly diagnosed
between the fourth and sixth decade of life, with an
average patient age of 51 years at the time of surgery in
some studies [9].

In approximately 90% of cases, cardiac myxomas occur
sporadically, and less than 10% of cases occur in the family
context, particularly in the context of Carney syndrome,
an autosomal dominant X-linked disease characterized by
the presence of multiple neoplasms represented by cardiac
and extracardiac myxomas, endocrine tumors, schwannomas,
and pigmented skin tumors [4, 14, 15].

= Pathophysiology

Although there is much debate about the origin of
cardiac myxomas, they appear to originate from multipotent
MC:s of the subendocardial and endocardial stroma that are
capable of both neural and endothelial differentiation. The
hypothesis of origin from endocardial neural tissue has
not been proven and is unlikely [4, 16].

According to data from the literature, cardiac myxomas
most commonly have dimensions between 1.5 cm and 15
cm. From a morphological standpoint, cardiac myxomas can
be solid tumors, with a smooth, regular surface and a
globular or multilobular appearance, or they can present as
papillary tumors, which are friable and have a gelatinous
appearance with a morphology often similar to cauliflower.
Rare cases have also been described in which the myxoma
was surrounded by a capsule. Within the cardiac myxoma
there are described, via echocardiogram, areas of
calcification, areas of hemorrhage or necrosis, and most
frequently, echolucent areas [13, 17].

Pathologically, cardiac myxomas are composed of
bland, stellate, ovoid, or plump spindle myxoma cells that
are usually mononuclear, with a round, oval, or elongated
nucleus and eosinophilic cytoplasm. They are rarely
solitary, usually arranged in clusters and cords around
small blood vessels, showing rare mitotic figures and
no cytological atypia. The myxoid stroma is composed of
mucopolysaccharides, type IV collagen, and elastin.
Inflammatory cells are frequently present, especially at
the site of attachment to the atrial wall; occasional blood
vessels with focal hemorrhage, thrombi, and calcifications
may also be seen [4, 16, 17].

& Clinical features

The clinical manifestations encompass a myriad of
symptoms, which can be best described by the triad of
constitutional, obstructive (mitral valve obstruction), and
embolic (central and peripheral) symptoms [1, 3, 4].

The most common symptoms reported in patients
with left atrial myxoma are those caused by mitral valve

obstruction and left-sided heart failure, resulting in
secondary pulmonary hypertension, with about half of the
patients presenting with dyspnea, followed by orthopnea
and pulmonary edema. In the case of cardiac myxoma
located in the right atrium, the symptoms are due to
tricuspid valve stenosis and right heart failure and are
represented by dyspnea, hepatomegaly, or ascites. Both
locations of the cardiac myxoma may be associated with
heart thythm disorders due to myocardial penetration.
In some clinical trials, embolic events were reported in
one-third of patients with cardiac myxomas. The most
frequent manifestations of left-sided atrial myxoma are
transient neurological symptoms such as strokes, while
the most frequent manifestation of right-sided atrial
myxoma is pulmonary embolism. Other locations of
systemic embolization of atrial myxomas reported in the
literature are the kidneys, spleen, iliac or femoral arteries,
and the abdominal aorta. Constitutional symptoms are
found in about 40% of patients and are usually represented
by anorexia, weight loss, fatigue, arthralgia, and fever. In
rare cases, atrial myxoma may occur as part of the
Carney’s complex [9, 13, 18-22].

7 Diagnosis

In approximately 50% of cases, the diagnosis of cardiac
myxoma is established late, when symptoms appear due
to mitral valve obstruction or when the tumor causes
thromboembolic events in the brain, lung, or periphery [9].

Two-dimensional (2D) echocardiography is currently
considered the method of choice for the screening and
diagnosis of cardiac myxoma, due to the temporal and
spatial resolution that allows for the differentiation of
cardiac tumors from valvular vegetations or intracardiac
thrombi. Transthoracic echocardiography, which has a
sensitivity of 95%, can be complemented by transesophageal
echocardiography, which facilitates a sensitivity of 100%
in the diagnosis of cardiac myxoma. Typically, cardiac
computed tomography (CT) and MRI examinations do
not bring additional benefits to justify the significantly
increased costs, but their advantage is that they allow a
more accurate assessment of the presence and size of the
implantation peduncle and its implantation site, as well as
a better view of the thoracic structures. These imaging
techniques are also superior in excluding tumor infiltration
of the adjacent myocardium [10, 23, 24].

Coronary angiography is not routinely indicated in
patients with suspected cardiac tumors, except to rule out
the presence of atherosclerotic coronary lesions in elderly
patients [25].

2D echocardiography should be performed in all patients
with signs of valvular obstruction or embolic events, or in
patients with the above-mentioned constitutional signs for
which no other cause is identified. The first diagnosis of
cardiac myxoma by 2D echocardiography was reported
in 1968 [10, 26].

Differential diagnosis

The differential diagnosis of cardiac myxomas is made
primarily with other primary cardiac tumors, both benign
(e.g., lipoma, papillary fibroelastoma, rhabdomyoma,
leiomyoma, lymphangioma) [27, 28] and malignant
(e.g., angiosarcoma, mesenchymoma, leiomyosarcoma,
fibromyxosarcoma); with metastatic tumors that invade the
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heart, which are up to four times more common than the
primary tumors; and with an organized thrombus [2, 4],
or with other congenital or ischemic heart disease [29].

= Complications

Even though cardiac myxomas are in most cases benign
tumors, without early recognition, the effects can be
catastrophic. Among the most common complications of
cardiac myxomas are systemic embolizations, reported in
most clinical trials in about 50% of patients. Embolic
events are caused either by the development of thrombi
on the tumor surface and their subsequent dissemination,
or by tumor fragmentation and detachment. Embolic
manifestations are most common in the cerebral circulation
and at the level of the retinal artery, followed by the
arteries of the lower limbs, the visceral arteries and
abdominal aorta. Rare cases of embolism in the coronary
arteries have also been described, which together with the
complete obstruction of the mitral valve, represent the
causes of sudden death in patients with cardiac myxoma.
The most important risk factors for embolic events in
patients with cardiac myxomas appear to be the macroscopic
appearance of the tumor, its location, an increased platelet
count and the mobility of the tumor [21, 7, 30-33]. In
almost a third of cases, the main complication of heart
myxomas is chronic heart failure, especially in solid, large
tumors that obstruct the atrioventricular valves. Complete
acute obstruction of atrioventricular communication is a
potentially fatal complication and requires emergency
surgery [5, 34].

= Treatment

After establishing the diagnosis of cardiac myxoma,
the patient should be referred to a cardiac surgery service
as soon as possible, due to the increased risk of systemic
embolization or mitral valve obstruction, in the case of left-
sided atrial myxomas, especially considering the completely
curable potential of this condition [5]. The first successful
removal of a cardiac myxoma was performed in 1954 by
Clarence Crafoord, in Stockholm, in a 40-year-old female
patient who showed signs of mitral valve stenosis as
symptomatology [35].

The treatment of cardiac myxomas is eminently surgical;
medical treatment is currently non-existent [36]. The
objective is the removal of the tumoral formation and the
adjacent healthy tissue as soon as the diagnosis has been
established, to avoid adjacent complications (obstructive
and emboligenic) [37]. For patients over 50 years of age,
who do not have a family history of the disease, the
elective treatment is simple surgical excision; however,
for young patients with significant family history, the
treatment is complex and aggressive [38, 39].

The common surgical approach is through a median
longitudinal sternotomy. Because of the intracavitary
localization of the myxoma, the use of total cardio-
pulmonary bypass with bicaval cannulation is mandatory.
The base of the implantation pedicle is excised, together
with the healthy surrounding tissue in a circumference of
at least 5 mm. It is recommended that the excised tissue
should incorporate the superior half of the fossa ovalis,

as this tissue is abundant in precursor cells of the myxoma
[40]. In either cases, the surgeon should extract the
formation as a whole, to avoid subsequent embolization
of tumoral fragments [41]. After the excision of the tumor
is completed, cardiac cavities are rinsed abundantly with
saline, while aggressively aspirating its contents to extract
the remaining fragments. If the base of insertion of the
tumor is situated in the atrial wall, it is ideal to excise the
entire thickness of the atrial wall. If the localization of the
base of implantation makes it impossible to excise the
entire thickness of the wall, then it is mandatory to excise
the adjacent atrial endocardium, ideally also incorporating
a part of the muscular wall. The defect created through
this excision will be closed through a simple suture or
using a patch of autologous or heterologous pericardium
[40].

Ventricular myxomas, whether they are located in the
left or right ventricle, do not require complete resection
of the ventricular wall, which is a dangerous procedure.
Using this less aggressive form of resection, no relapse of
the tumoral formation has been recorded [42, 43]. In the
case of right ventricular myxomas, it is mandatory that
the left and right atria are inspected, as 15% of cases
present an associated left or right atrial tumor [42]. In rare
cases, associated with the extraction of the myxomatous
tumoral formation, surgical intervention of the adjacent
atrioventricular valves is necessary, consisting of
annuloplasty procedures, or in the rare case in which the
insertion of the pedicle is adjacent to or at the level of the
valve, valvular replacement becomes necessary [40].

= Prognosis

The prognosis after surgery is usually very good. The
recurrence rate is very low, in approximately 7% of cases,
and recurrence most frequently occurs within five years
of the operation. In a retrospective study by Bjessmo &
Ivert (1997) [9], the 20-year survival rate after surgery was
85%. Most patients who were diagnosed with recurrence of
cardiac myxoma had risk factors for recurrence, such as
a family history of the tumor, multifocal myxoma, or a
location other than the atrial septum. The most important
causes of cardiac myxoma recurrence, in patients without
a family history, appear to be tumoral re-implantation during
resection and incomplete resection. For the identification
of a recurrence, it is recommended to perform transthoracic
echocardiography one year after the surgery, and
subsequently at an interval of five years for patients with
risk factors for recurrence. According to recent studies,
cardiac CT or MRI has greater accuracy for early diagnosis
of a recurrence after surgery. The recognition of a familial
implication and Carney syndrome is important in guiding
the surgical treatment, planning patient follow-up, and
predicting recurrence [9, 10, 12, 42, 44-46].

= Case presentation

We describe the case of a 38-year-old female patient
with no significant medical history; in March and May of
2020, she presented with two consecutive episodes
of right limb motor deficit lasting approximately five
minutes each. In June, the patient visited the Emergency
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Department, complaining of a right limb motor deficit,
partially regressive but persistent. CT scan of the brain
revealed no pathological changes, and the diagnosis of an
ischemic stroke was established. The patient was
admitted to the Neurology Department. Throughout the
first hospitalization, the following laboratory tests were
performed and were in normal range: complete blood
count, biochemistry, coagulation, erythrocyte sedimentation
rate, protein C, protein S, antithrombin III, Leyden factor
V mutation, factor II mutation G20210A, antiphospholipid
antibodies, anticardiolipin antibodies, lupus anticoagulant,
anti-double stranded deoxyribonucleic acid (dsDNA)
antibodies, antinuclear antibodies (ANA) profile test, serum
protein electrophoresis and immunofixation electrophoresis,
anti-proteinase 3 antibodies [classical anti-neutrophil
cytoplasmic antibodies (cANCA)], and anti-myeloperoxidase
antibodies [perinuclear ANCA (pANCA)].

Ultrasound imaging of the carotid and vertebral arteries
was normal, with no atherosclerotic plaques or differences
in velocities observed. Due to the reorganization of internal
Hospital Departments caused by the coronavirus disease
2019 (COVID-19) pandemic (our hospital being an emergency
hospital with COVID-19 support), the limitation of inter-
clinical consultations and the reduction of the hospitalization
period made it impossible to perform the echocardiographic
examination, a routine examination in the protocol of stroke
diagnosis. The patient was started on antiplatelet therapy
and transferred to a Neuromotor Recovery Service. In
September 2020, the patient presented in the Emergency
Department with vertigo, nausea, repetitive vomiting, and
balance impairment, and was therefore admitted to our
Neurology Clinic. The general clinical examination was
within normal limits.

The neurological examination revealed right central
facial palsy, bilateral horizontal nystagmus, right limb
hemiparesis grade 4 Medical Research Council (MRC)
Scale, right limb superficial hemi-hypoesthesia, global
brisk deep tendon reflexes, right Babinski sign, and right
limb dysmetria at both index—nose and heel-knee—shin
maneuver, with a National Institutes of Health (NIH) Stroke
Scale (NIHSS) of six points. The cerebral MRI revealed
right cerebellar ischemic stroke. In the T2 sequence,
numerous hypersignal lesions were distributed in both

cerebral hemispheres and the vermis; the three-dimensional
time of flight (3D TOF) sequences revealed no signal or
morphological differences in the cerebral arteries (Figure 1,
a and b). We established the diagnosis of vertebrobasilar
stroke. The patient was not a candidate for intravenous
thrombolysis; she presented to the Emergency Department
nine hours after the onset of symptoms.

2D transthoracic echocardiography, which was ordered
to determine the cause of the recurrent ischemic strokes,
revealed a 6x5 cm cardiac mass, with imprecise margins,
located in the left atrium and attached to the interatrial
septum. The anterior mitral valve was spared of tumoral
invasion. Due to the considerable dimensions, the mitral
valve orifice was obstructed during the systolic phase, which
led to a large-to-medium functional stenosis and mitral ring
dilation (33 mm); in the diastolic phase, it prolapsed into
the left ventricle, free pericardial space, 6 mm, with no
compression on the right cavities (Figure 2, a and b).

Figure 1 — (a and b) Cerebral MRI, axial T2 FLAIR
sequences revealed right ischemic cerebellar stroke
and left hemispheric stroke. FLAIR: Fluid-attenuated
inversion recovery; MRI: Magnetic resonance imaging.

Figure 2 — (a and b) Presurgical 2D transthoracic echocardiography showed a cardiac mass located in the left atrium,
with imprecise margins, attached to the interatrial septum. 2D: Two-dimensional.
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The thoracoabdominal-pelvic CT scan revealed a
tumoral mass situated in the left atrium, inhomogeneous,
with imprecise margins and minimal enhancement after
the contrast administration, measuring 67x46x45 mm.
Additionally, a native and post-contrast administration
hypodense lesion was located in the spleen, measuring
53x%32 mm — splenic infarction (Figure 3, a and b). Thus,
the patient was diagnosed with recurrent transitory ischemic
attacks and ischemic strokes secondary to cerebral emboli
arising from the left atrial myxoma (either tumoral
fragments, blood clots, or both). The treatment was
adapted towards low-molecular-weight Heparin and the
patient was transferred to the Cardiothoracic Surgery
Clinic two weeks after the ischemic stroke. Intraoperatively,
the mass appeared polypoid and multilobulated, originating
from the secondary atrial septum. The myxoma was excised
under total cardiopulmonary bypass, approached by right
and left atriotomy. The procedure involved excising the
secondary interatrial septum with 5 mm margins from the
tumoral border and reconstructing the interatrial septum
with a heterologous pericardial patch. Concomitantly, mitral
annuloplasty was performed with a full ring (Medtronic
No. 28) to correct the mitral insufficiency secondary to
the myxoma protruding in the left ventricle during the
diastolic phase (Figure 4, a and b).

Tissue samples were sent to the Morphopathology
Laboratory. Macroscopically, the samples appeared nodular,
with shiny surfaces and a myxoid, semi-transparent aspect,
and a total diameter of 50x40%30 mm. Two of these samples
had attached endocardial fragments. The tissue samples
were interpreted by microscopy and immunohistochemical
staining, as follows: moderate cellular tumoral proliferation,
composed of fusiform, monomorphous cells, distributed in
a mild basophilic stroma with a myoxid aspect; extensive
hemorrhagic areas with siderophage inclusions; at the
site of the tumoral origin, multiple tumoral emboli were
observed in the blood vessels from the subendocardial
muscular tissue and the blood vessel walls appeared
thickened; the tumoral cells were intensely positive for
calretinin; the proliferation index as assessed by Ki67
immunomarker was reduced (Figure 5, a—c). The post-
surgical evolution of the patient was entirely favorable;

B\

Figure 4 — (a and b) Macroscopic aspect of the tumoral mass: gelatinous and polylobulated aspect of the myxoma (I);

no complications were noted either from a cardiological or
a neurological standpoint. The postsurgical echocardiography
noted the absence of the tumoral mass, no shunt at the
site of the interatrial septum, and a competent mitral
valve (Figure 6, a and b). One month after the surgical
intervention, the patient presented with a mild right limb
motor deficit, full regression of the cerebellar signs, and
an NIHSS of two points.

=& Discussions

We described the case of a young female patient with
cardiac myxoma who initially presented with recurrent
ischemic strokes. This complication was the consequence
of the late diagnosis and delayed adequate treatment for
the primary cardiac tumor.

Figure 3 — (a and b) Thoracoabdominal-pelvic CT scan
showed a tumoral mass in the left atrium with minimal
enhancement after contrast administration, splenic
lesion suggestive of splenic infarction. CT: Computed
tomography.

the tumoral mass is pediculated, with origin at the level of the interatrial septum — fragment resected from the interatrial
septum (I1); the presence of isolated secondary thrombi (III) on the tumor surface.
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Figure 5 — (a) Defining cellular characteristics are observed. Predominantly hypocellular areas with rare hypercellular
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foci composed of bland, stellate, ovoid or plump spindle myxoma cells, showing no mitotic activity with variable numbers
of inflammatory cells in the background. Cells are embedded in a slightly basophilic matrix; occasional blood vessels
with focal hemorrhage are also seen. (b) Larger, thick-walled vessels are regularly seen at the implantation site (or base)
of the lesion, occasionally with tumor emboli such as the one depicted in the microphotograph. (c) Myxoma cells (also
called lepidic cells) are marked with anti-calretinin antibodies; somewhat more cellular areas are observed here. HE
staining: (a and b) x100. DAB chromogen, immunohistochemical staining: (c) x200. DAB: 3,3’-Diaminobenzidine;

HE: Hematoxylin—Eosin.
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Figure 6 — (a and b) Postsurgical 2D transthoracic echocardiography showed the absence of the tumoral mass, no shunt
at the site of the interatrial septum and a competent mitral valve. 2D: Two-dimensional.

Neurological manifestations appear in up to 45% of
patients with cardiac myxomas, and in most cases they
are represented by cardioembolic ischemic strokes. In
rare cases, the presence of intracranial hemorrhage has
been associated with atrial myxomas, secondary to the
migration of tumoral fragments which, after embolization,
nest at the site of the small cerebral vessels and lead to
endothelial destruction or, by infiltrating the blood vessel
wall, are involved in the genesis of aneurysms or pseudo-
aneurysms [47, 48]. The embolic events are the consequence
of tumoral tissue detachments from the cardiac myxoma
or formation of thrombi at the surface of the tissue mass
[49, 50]. Apart from the peripheral and central embolic
complications that appear in 50-70% of patients, cardiac
myxomas may manifest through constitutional symptoms,
such as weight loss, fever, asthenia, or arthralgia, and these
symptoms have been described in more than half of the
cases. Most frequently, the symptoms that suggest the
possibility of a myxoma diagnosis are secondary to those
of intracardiac obstruction (vertigo, palpitations, dyspnea,
and cardiac insufficiency), which appear in up to 70% of
patients. In less than 10% of cases, atrial myxomas are
diagnosed incidentally and are asymptomatic [1, 4, 50-52].
In our case, the constitutional and intracardiac obstruction
symptoms were absent, with our patient having only
central and peripheral embolic manifestations (cerebral
ischemic stroke and splenic infarction).

The COVID-19 pandemic caused immense dysfunction
in the medico-sanitary system. A significant delay between
the first symptom and the diagnosis was unfortunately
noted: seven months from the first transient ischemic
attack to the diagnosis of atrial myxoma, a timeline in
which, regrettably, our patient experienced three more
cerebrovascular events with significant secondary motor
deficits. Although the incidence of cardiac myxomas is
low, this case highlights the importance of a full workup
protocol for ischemic stroke, including routine transthoracic
echocardiography in ischemic stroke patients, especially
in those with no traditional cardiovascular risk factors.
Early diagnosis is facilitated by non-invasive, easily
accessible transthoracic echocardiography with high
sensitivity (95%) for the detection of cardiac myxomas.
Rapid, adequate surgical treatment prevents further
complications from an embolic or a cardiac origin, such
as sudden death secondary to a valvular obstruction [44,
52-54].

In the literature, data are scarce and contradictory
regarding the ideal timing for surgical excision of an atrial
myxoma diagnosed after an ischemic stroke. In the absence
of clear guidelines, some authors opted for early, emergency
surgical intervention, which is the only therapeutic option
that can prevent recurrence of cerebrovascular events.
However, surgical intervention to remove an atrial myxoma
requires open-heart surgery, cardiopulmonary bypass, and
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systemic anticoagulation, which significantly increase the
risk of a brain hemorrhagic transformation in the case of
acute stroke patients [51, 55-59]. Considering that our
patient was hemodynamically stable and had no cardiac
symptoms, and the risk of hemorrhagic transformation was
considerable, we opted to delay the surgical intervention
two weeks after the event, time in which the patient
underwent low-molecular-weight Heparin treatment and
was restricted to bed. The anticoagulant treatment, which
is the medical option endorsed by some authors to delay
the tumoral excision, prevents the migration of the thrombo-
embolic fragments but has no therapeutic effects upon the
tumoral emboli [46, 56, 60].

& Conclusions

Although cardiac myxomas represent a rare cause
of transient ischemic attacks and stroke, they must be
considered as part of the assessment protocol for cerebro-
vascular events. A transthoracic 2D echocardiogram is
a mandatory investigation for this category of patients,
especially when traditional risk factors such as hypertension
and atrial fibrillation are absent. In our case, a young and
apparently healthy woman presented with four consequent
cerebrovascular events due to a delay in diagnostic protocol
caused by the COVID-19 pandemic. Considering the size
of the intracardiac tissue mass, prolonging the delay in
diagnosis could have been fatal, as in cases of sudden
death secondary to valvular obstruction.
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