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Dear Sir,

Transient global amnesia (TGA) is a
sudden-onset clinical syndrome charac-
terized by a loss of memory for recent
events and an inability to retain new mem-
ories [1]. Diverse mechanisms have been
proposed as possible etiologies, including
cerebral ischemia, arterial vasospasm, ce-
rebral venous congestion, epilepsy and mi-
graine [2-7]. A tiny ischemic lesion in the

temporal lobe, hippocampus or parahip-
pocampal area is one possible cause [3].
Angioplasty with stenting of the posterior
circulation is becoming a widely available
neurointervention in patients with steno-
sis of the vertebral or basilar artery. We de-
scribe a patient with TGA following angio-
plasty with stenting of the vertebral ar-
tery.

Case Report

A 62-year-old right-handed man noted
recurrent episodes of transient diplopia
with vertigo for 10 min. He had stroke risk
factors of hypertension and a smoking his-
tory of 35 pack-years. He reported no pre-
vious history of migraine or seizure. No re-
sponsible lesion was detected on diffusion-
weighted MRI performed on the day of

Fig. 1. Conventional angiography revealed severe stenosis of the left vertebral artery (white arrow in a), which
was revascularized by successful angioplasty and stenting (b).
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Fig. 2. MRA immediately after the onset of TGA showed abrupt signal loss in the left posterior cerebral artery

(white arrow in b), which had been visible on the initial MRA (a).

Fig. 3. Baseline (a) and postacetazolamide SPECT scan (b) performed 5 days after the TGA, showing mild hy-
poperfusion of the left temporal area (white arrows in b).

symptom onset. Magnetic resonance angi-
ography (MRA) revealed that severe steno-
sis of the left vertebral artery was respon-
sible for his transient ischemic attack.

Selective cerebral angiography was
performed using iodixanol (Visipaque,
Amersham Health, Cork, Ireland; fig. 1a).
Vertebral angioplasty with stenting was
performed successfully (fig. 1b). No vaso-
spasm or dissection was observed during
the procedure.

After the procedure, the patient be-
came perplexed and could not remember
having had an angiography. He did not

even know he was scheduled to undergo
angiography. He repeatedly asked where
he was and why he was in hospital. His at-
tention was normal, but his anterograde
memory was impaired. No other focal
neurological symptom or sign was appar-
ent on neurological examination. His vi-
sual field was also intact.

To exclude an acute ischemic lesion,
diffusion-weighted MRI (DWI) was per-
formed 1 h after the onset of the amnestic
event. No responsible lesion was identi-
fied. However, signal loss in the distal part
of the left posterior cerebral artery was ob-
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served on MRA, although it had been vis-
ible on the initial MRA (fig. 2).

The patient’s anterograde amnesia im-
proved, and the results of a 3-word regis-
tration and recall test were normal within
the next 24 h. The period of memory lapse
gradually decreased over the next 3 days,
but his failure to recall the whole angio-
plasty procedure was permanent.

9mTc. HMPAO single-photon emis-
sion computed tomography (SPECT) per-
formed 5 days after the amnestic event re-
vealed mild hypoperfusion in the left
temporal area (fig. 3). A neuropsycholog-
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ical test performed 7 days after the am-
nestic event revealed mild impairment of
the verbal memory, although the results
of a visual memory test were normal
(Seoul Verbal Learning Test: immediate
recall, 55th percentile; delayed recall, 18th
percentile; recognition score, 14th per-
centile vs. Rey Complex Figure Test: im-
mediate recall, 29th percentile; delayed
recall, 43rd percentile; recognition score
95th percentile). The patient’s attention,
language and visuospatial functions were
normal. He was placed on a medication
regimen of clopidogrel and aspirin and
remained asymptomatic at the 6-month
follow-up.

Discussion

Of'the various alternatives, cerebrovas-
cular ischemia is one of the most probable
mechanisms underlying TGA, when it is
accompanied by other neurological symp-
toms or stroke risk factors [4]. Tiny lesions
visible on DWI, mainly in the region of the
posterior cerebral artery, have been re-
vealed [3, 5]. Some reports maintained
that no responsible lesion was visible on
DWI [6, 7]. However, in the recent litera-
ture, very small lesions invisible in the hy-
peracute phase have been visualized later
in the follow-up study with an interval of
24-48 h after the onset of TGA [8, 9]. Ifa
follow-up DWI study had been performed
in our case, a responsible lesion might have
been revealed. DWI performed with an in-
terval of only 1 h might be too early to vi-
sualize tiny lesions.

TGA associated with coronary angi-
ography and angioplasty has been report-
ed [10]. These reports might share some
causal factor with our case. Several cases
of TGA associated with cerebral angio-
graphic procedures with contrast dye
have also been reported [4, 11, 12]. In
these patients, arterial vasospasm or di-
rect neurotoxicity induced by the contrast
dye was implicated as a possible cause.
Ionic contrast dye was the culprit in some
cases [11]. After the ionic contrast dye had
been replaced by a nonionic dye, the inci-
dence of TGA decreased [4, 12]. The
slightly higher temperature of the non-
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ionic contrast dye at the time of injection
has also been implicated [4]. We used
nonionic contrast dye prewarmed to body
temperature. Temporal lobe epilepsy or
regional brain dysfunction related to the
disturbed venous outflow patterns should
be considered as another possible cause
(13, 14].

The abrupt signal loss in the left poste-
rior cerebral artery may imply an embolic
occlusion. The blood flow in the hippo-
campal artery, which branches from the
posterior cerebral artery, may also have
decreased. Although no responsible lesion
was identified on DWI, mild hypoperfu-
sion of the left temporal area on brain
SPECT and predominantly verbal memo-
ry impairment, compared with his unaf-
fected visual memory, implied left tempo-
ral lobe dysfunction. In some cases of
TGA, hypoperfusion in the temporal area
was observed on brain SPECT performed
1 week after symptom onset [3, 15]. Mild
abnormalities in neuropsychological test
results, indicating left temporal dysfunc-
tion, might imply sustained hypoperfu-
sion or diaschisis in the left temporal area,
although the clinical symptoms were com-
pletely eliminated.

In summary, arterioarterial embolism
of the posterior cerebral artery is the most
probable mechanism underlying TGA in
our patient, although no lesion was detect-
ed on DWI. TGA might be considered one
of the rare complications of vertebral an-
gioplasty with stenting, albeit with a favor-
able prognosis.
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