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Summary. Transient global amnesia (TGA) is a rare cause of a sudden onset of confusion
and anterograde amnesia. It is considered of ischemic, epileptogenic, or venous origin. The
etiology is uncertain, although hipertension, hiperlipidemia, and ischemic heart disease are
considered as possible mechanisms. The impact of stress, migraine, physical effort is also
highlighted. In contrast to ischemic stroke, atrial fibrillation (AF) and patent foramen ovale
(PFO) are relatively rarely reported in the pathophysiology of acute memory impairment. In
most cases, no visible lesion is detected on neuroimaging. This case report presents a
62-year-old woman with TGA symptoms who had an acute left temporal lobe ischemic le-
sion confirmed by diffusion-weighted imaging sequence of magnetic resonance imaging.
Extensive workup revealed coexistence of AF and PFO. Due to intolerance to oral anticoagu-
lants, percutaneous closure of left atrial appendage and PFO was performed within two
months. Combined heart interventions have proven to be a safe and efficient therapeutic op-
tion for secondary stroke prevention in this patient. This case illustrates that patients with
sudden memory impairment require careful observation and extensive workup, as well as a
multidisciplinary approach and treatment.

Keywords: transient global amnesia, stroke, patent foramen ovale, atrial fibrillation, percu-
taneous occlusion.

PREFACE

Transient global amnesia (TGA) is a rare cause of a sudden
onset of memory disturbances, confusion, anterograde am-
nesia, accompanied by repetitive questioning, which usu-
ally resolves in 24 hours [1]. The Hodges and Warlow cri-
teria are used for the recognition of TGA [2]. The exact
mechanism is still undetermined, although various hypoth-
eses have been made, including ischemic, epileptic, or ve-
nous origin [3, 4]. Migraine, physical effort, and stress are
highlighted as common risk factors [5, 6].

Usually, TGA is characterized by a low recurrence rate,

hypertension, hyperlipidemia, and ischemic heart disease
[7-10]. While the role of atrial fibrillation (AF) and patent
foramen ovale (PFO) in stroke is hard to overestimate, the
significance of cerebral embolic events in TGA has not yet
been established [10, 11]. The patient should be observed
in the hospital until the memory deficit resolves. However,
an extensive workup for TGA is not currently recom-
mended because the outcome is favourable and no specific
therapy is indicated [12].

We present the case of a patient with clinical symptoms
of TGA for whom extensive diagnostics revealed coexist-
ing AF and PFO requiring two percutaneous interventions.

absence of brain lesions on neuroimaging, and is linked to
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A 62-years old female with a history of hypertension and
hyperthyroidism was admitted to hospital because of dis-
orientation and loss of memory that occurred immediately
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after waking up. She could not remember the events of the
previous day and asked her family members the same
questions repeatedly. The initial neurological examina-
tion, otherwise unremarkable, revealed anterograde amne-
sia. The patient was conscious, fully oriented in time, place
and person. Computed tomography scan of the head did
not show any acute findings. There were also no significant
abnormalities in laboratory blood tests. The patient was ad-
mitted to the department of neurology with a preliminary
diagnosis of transient global amnesia. Magnetic resonance
imaging (MRI), performed the next day, revealed a small
focus of restricted diffusion (3-4 mm) medially from the
temporal horn of the lateral ventricle (Fig. 1).

The diagnosis of acute ischemic stroke was confirmed.
Subsequent 24-hour Holter monitoring revealed AF par-
oxysms lasting up to 7.3 sec. (Fig. 2).

Contrast-enhanced transcranial Doppler ultrasound
(c-TCD) revealed no high-intensity transient signals at
r(.ast. Neverthele§s, after thff Valsalva maneuver, multiple Fig. 1. Acute ischemic lesion in the left hemisphere (diffusion-
signals were registered leading to the diagnosis of amoder-  weighted imaging sequence of magnetic resonance imaging)
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Fig. 2. Detection of AF by Holter electrocardiography monitoring (24 hours)
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ate right-to-left shunt. This finding was confirmed by sub-
sequent contrast-enhanced transesophageal echocardiog-
raphy (TEE). On discharge, oral anticoagulant therapy
with dabigatran was recommended. TEE examination a
month later also revealed a patent foramen ovale with a
contrast leak from the right to the left atrium. The patient
was qualified for percutaneous PFO closure, however, the
risk of paradoxical embolism (total Risk of Paradoxical
Embolism (RoPE) score 5) in the course of PFO was mod-
erate. Taking into account the patient’s higher risk of
thromboembolic complications (CHA2DS2-VASc- 4
points), moderate risk of bleeding (HAS-BLED 2 points)
and dabigatran intolerance (skin changes, dyspepsy, mal-
aise), percutaneous closure of the left atrium appendage
(LAA) with the Watchman occluder was performed prior
to the PFO closure procedure, followed by dual antiplatelet
therapy. Two months later, percutaneous PFO closure with
Figulla Flex PFO23/25 occluder was performed, after
which dual antiplatelet therapy was recommended for six
months. Control echocardiography two months later con-
firmed the correct position of the PFO and LAA occluders.
No signs of shunt, LAA residual flow, or thrombi were de-
tected.

DISCUSSION

Brain ischemia is considered the main cause of acute mem-
ory impairment [9]. Usually, it does not lead to necrosis of
the brain, and therefore, in most cases, no visible ischemic
changes are found on neuroimaging. However, 22 % of pa-
tients have lesions in DWI sequence of MRI, which is
equivalent to the diagnosis of acute ischemic stroke [13].
Moreover, visible DW1lesions are associated with a higher
risk of recurrent course of TGA (estimated at 2.9-26.3%)
[14]. Taking into account only the clinical manifestation,
at first it could seem that the presented case would be a typ-
ical TGA, and the patient should be discharged after reso-
Iution of the symptoms with no further workup, according
to the recommendations [12].

However, the case illustrates the need for an in-depth
neurological and cardiological assessment when dealing
with patients presenting with memory impairment. As we
can see, two risk factors for a possible disabling stroke in
the future were identified by thorough investigations.

Anticoagulation was mostly important in relation to
AF, as the RoPE score was moderate [15]. In accordance
with the updated guidelines for stroke management,
dabigatran, a new oral anticoagulant, was used for second-
ary prevention of stroke [16]. In most cases, new oral anti-
coagulants are sufficient and do not cause adverse effects.
However, our patient reported side effects of the drug,
which are seen in 10-30% of subjects during therapy [17].
This was an indication to discontinue oral treatment and
perform percutaneuos surgery. LAA occlusion has been
presented as a noninferior, effective, and safe therapeutic
option for patients with nonvalvular atrial fibrillation [18].
It is still debatable whether in this particular case it was

necessary to first try to switch to another anticoagulant and
only then make a decision on interventional treatment [19].
The indication for PFO closure in our patient is also contro-
versial, as we cannot claim for sure that it was not an inci-
dental finding with no significant contribution to the par-
ticular event [20, 21]. Some authors suggest that a combi-
nation of left atrial appendage closure and PFO closure
may be a relevant choice to prevent recurrent ischemic
stroke and protect the patient against other thrombotic
complications in the future [22]. Sporadic cases described
in the literature, where both procedures were performed in
a short period of time, provide some data on the clinical
course of ischemic stroke patients after such interventions
[23-25]. However, there is insufficient data to draw con-
clusions about the risks and benefits.

The described case required a multidisciplinary ap-
proach and modification of the treatment method due to
unexpected circumstances. In our opinion, the final result
of the treatment should be considered satisfactory, as the
extended workup revealed major risk factors for stroke
which otherwise would be neglected, possibly resulting in
repeated cardioembolic events in the future. We recom-
mend individualizing the approach to patients with acute
memory impairment, because, as presented in this case, it
may be related to the causes that require interventional
treatment.
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NUO ATMINTIES SUTRIKIMO IKI DVIEJU
OKLIUZ1JU SIRDYJE - DAUGIADISCIPLINIS
ATVEJO APRASYMAS

Santrauka

Praeinancioji globaliné amnezija (PGA) - staigiu atminties sutri-
kimu ir sumisimu pasireiskiantis sindromas, kurio tiksli etiologi-
ja néra aiski. Tarp potencialiy etiologiniy veiksniy iSvardijami
smegeny iSemija, epilepsinis aktyvumas arba veninés kraujota-
kos sutrikimai, nustatytos sasajos su hipertenzija, hiperlipidemija
ir koronarine Sirdies liga, minima streso, migrenos ir didelio fizi-
nio kravio jtaka. Priesirdziy virpéjimo (PV) ir atviros ovaliosios
angos (AOA) jtaka PGA atveju, skirtingai nuo smegeny infarkto,
aprasoma retai. Atlikus galvos smegeny neurovizualinius tyri-
mus, zidininiy pakitimy daZniausiai nenustatoma. Siame straips-
nyje aprasome klinikinj atveji, kai 62 mety pacientei, atvykusiai
dél PGA simptomy, atlikus galvos smegeny magnetinio rezonan-
so tomografija difuzijos rezimu, buvo nustatytas iminés iSemijos
zidinys kairiojoje smilkininéje skiltyje. ISsamesnio iStyrimo me-
tu aptikti PV ir AOA. Dél geriamyjy antikoagulianty netoleravi-
mo buvo atliktas kairiojo priesirdZio ausytés uzdarymas, praéjus
dviem ménesiams - AOA uzdarymas. Sis atvejis parodo, kad pa-
cientai, atvykstantys dél staigaus atminties sutrikimo, turéty buti
tiriami i§samiau, jtraukiant multidisciplining komanda i iStyrimo
ir gydymo procesa.

RaktaZodziai: praeinancioji globaliné amnezija, insultas, at-
vira ovalioji anga, priesirdziy virpéjimas, kairiojo priesirdzio au-
sytés uzdarymas.
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