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Clinical Reports

Transient global amnesia and left frontal haemorrhage
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Summary:

A patient developed spontaneous, acute, dominant frontal lobe haemorrhage

neighbouring on a zone of pre-existing post-traumatic encephalomalacia manifesting clinically as
transient global amnesia. Amnesia can be secondary to disease of the frontal lobe, affecting
pathways interconnecting the basal forebrain and hippocampus of the temporal lobe.

Introduction

Transient global amnesia (TGA) denotes rarely
recurring episodes of retrograde amnesia, inability
to form memories, and repetitive queries.'™3 The
patient is able to carry on most normal activities
during the attack. If other symptoms occur, they
are commonly referable to dysfunction of structures
supplied by the posterior circulation. Several pre-
cipitants are recognized.* We wish to report a
patient with TGA secondary to an intracranial
haemorrhage of an unusual location.

Case report

A 68 year old, right-handed, male factory worker
was brought to the emergency room after he started
acting ‘strange’ while eating breakfast. Initially he
was irritable, uncooperative and mildly agitated.
When first examined, he had no recollection of
what had happened, repetitively inquired where he
was, and could not form new memories. He
completely recovered after 3 hours. He was left
with a frontal headache and still had no
recollection of the incident, only of feeling dizzy
before losing his memory.

Pertinent history included head trauma 4 years
previously causing a left maxillary sinus displaced
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fracture associated with loss of consciousness, but
with no residual neurological complications.
Routine laboratory studies were normal including
standard and 24-hour electrocardiograms. Com-
puterized tomography (CT) of the head on
admission showed an acute haemorrhage affecting
the anterior segments of the left superior and
middle frontal gyri, and subcortical oedema im-
pinging upon the ipsilateral gyrus rectus (Figure
la). There was also one area of anterior superior
parasagittal cystic encephalomalacia and an old
displaced fracture of the left maxillary sinus (Figure
1b). An electroencephalogram (EEG) one day later
showed slow wave generalized episodes, but three
days following onset of symptoms, a 24-hour EEG
recording was normal. Left carotid arteriography
showed no aneurysms or arteriovenous mal-
formations. CT of the head several weeks after
discharge revealed resolution of the haemorrhage.

Discussion

TGA has been described in association with a
variety of conditions.!™® Single examples of glioma,
glioblastoma, meningioma, pituitary adenoma, and
metastatic bladder carcinoma to the brain,
impinging on the temporal lobe or the limbic
system have been found in patients presenting with
TGA.5™ One individual with TGA and left
temporal haemorrhage sparing the hippocampus
was described.!® TGA is, therefore, a syndrome of
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Figure 1 Non-enhanced computerized tomographies
of the head. (a) Acute left frontal haemorrhage
affecting the superior and middle frontal gyri with
subcortical white matter oedema impinging on the
ipsilateral gyrus rectus can be observed. (b) View of
area of old post-traumatic encephalomalacia over
the anterior parasagittal convexity of the left frontal
lobe.

diverse aetiologies with most authors favouring an
ischaemic pathogenesis due to posterior circulation
atherosclerotic disease>* or due to migraine
vasospasms.!! Fewer authors support an epi-
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leptiform hypothesis? often based on findings

in interictal EEGs or response to anti-
convulsants.!?”'3 The mechanisms implied in
tumour-related TGA include focal seizures,

spreading cortical depression, oedema, transient
peaks of intracranial hypertension and blood flow
disturbances.” In the single patient with temporal
lobe haemorrhage, a pathogenetic functional -
transient disconnection of the hippocampus was
implied.!® Recently, Damasio et al. reported 5
patients with basal forebrain damage and
permanent memory deficits.!4 One patient had
isolated unilateral haemorrhage of the dominant
basal frontal lobe, a second had surgical resection
of the same areas due to an arteriovenous
malformation, and a third had ischaemic infarction
in the anterior cerebral artery territory which
included the caudate nucleus. However, 3 of the 5
patients had concomitant subarachnoid
haemorrhage.

Our patient’s atypical delayed haemorrhage
mostly involved the left superior and middle frontal
gyri with subcortical frontal oedema impinging over
the gyrus rectus. A previously acquired cystic
encephalomalacia of the anterior parasagittal
convexity area was also present. The fact that this
patient developed TGA rather than permanent
amnesia favours an acute ischaemic or epileptic
pathogenesis affecting the adjacent memory zones.
Seemingly, no additional intrinsic tissue destruction
occurred to account for a residual deficit, but
quantitative memory testing was not performed
after the ictus. Damasio et al. postulated a residual
dysfunction of pathways interconnecting the frontal
lobe and hippocampus as the ultimate mechanism
leading to amnesic syndrome in their patients.'4
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