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Sirs: In the past, the precipitating
factors of transient global amnesia
(TGA) have been mostly reported
anecdotally (“amnesia at the sea-
side”). Only in the last 2 decades
have systematic studies of these fac-
tors been performed. The proportion
of patients who reported unusual pre-
cipitating activity have ranged be-
tween 30 and 69% [2, 3, 9, 11]. We
undertook a retrospective study of
the precipitating factors in 72 pa-
tients with TGA seen at our centre
between January 1982 and March
1997; all fulfilled the diagnostic cri-
teria of Hodges and Ward [5]. Two
of us (AF, IA), who were not aware
of the aims of the study, interviewed
61 of these patients directly and
talked to relatives who witnessed the
amnesic attacks in 3 other patients.

Patients and relatives were asked
eight standardized questions con-
cerning the situation at the onset of
the attack, e.g. contact with water,
emotional stress, pain, physical exer-
cise, car driving, sexual intercourse,
coughing fits and whether they were
inside or outside a building. In 
44 patients, precipitating factors
were also clearly stated in the clini-
cal records. Results were compared
with the answers of 70 control pa-
tients with transient ischaemic attack
(TIA) who were admitted to our hos-
pital in 1997.

Fifty-eight of the TGA patients
(81%; 95% confidence interval:
71–90%) described precipitating fac-
tors such as contact with cold or hot

water (13); emotional stress, e.g. job
interview or escape of bulls from a
stable (20); physical exercise (14);
pain, e.g. tooth extraction (9); sexual
intercourse (1); and a coughing fit
(1) immediately before the attack.
Only 3 of the TIA patients (4%)
could describe similar situations be-
fore the attack (P < 0.01). Driving a
car has been mentioned by Caplan
[2] as a situation often preceding
TGA, but the incidence of car dri-
ving did not differ between the TGA
and the control group in our sample
(2 patients in each group). There was
also no difference between the two
groups in the location of the patients
before the attack (i.e. inside or out-
side the building).

We report a larger proportion of
precipitating factors in TGA than
other investigators [3, 9, 11]. How-
ever, none of the other investigators
has reported systematic questioning
about the precipitating events. On
the other hand, there might be an
overestimation of precipitating fac-
tors in our study owing to rather
wide definitions of “extraordinary
emotional stress” or “strenuous phys-
ical exercise”. However, exploring
the situation immediately before the
attack provides critical diagnostic in-
formation and aids in distinguishing
the condition from TIA.

The cause of TGA is still un-
known. Possible explanations range
from TIAs [4], including a high inci-
dence of paradoxical embolism [7],
to migraine [5], epileptic discharges
[3] and attacks owing to vertebral
angiography [6]. The precipitating
factors found in our study may be
considered to be factors stimulating
the vegetative nervous system. This
is also true for the four patients who
developed TGA after a Valsava ma-
noeuvre, described in the study of
Melo et al. [9]. They experienced
vegetative rather than emotional trig-
gers, proposed by Fisher as being the
“common thread” of precipitating
factors in TGA [3].

Spreading cortical depression
(SD) [8], which has already been im-
plicated in the pathogenesis of TGA,
can be provoked by vegetative stim-
uli [10]. Experimental SD can cause
amnesia [1], and SD has also been
used to explain cortical blindness,
which has been linked with TGA af-
ter vertebral angiography [6]. Hence,
SD may provide a unifying explana-
tion for TGA [10], because it is able
to link the “migraine hypothesis” and
the “vascular hypothesis” owing to
secondary vasomotor changes.

In conclusion, the high proportion
of precipitating factors in TGA in
comparison with TIA underscores
the need for a precise evaluation of
the events before the attack. Further-
more, our findings may lend further
weight to a role of SD in TGA.
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