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Schema della presentazione

a.

TGA come evento cerebrovascolare ischemico
transitorio?

Punti di contatto




Transient Global Amnesia MaYQ.
Julieta E. Arena, MD, and Alejandro A. Rabinstein, MD Q-g)

TGA is a clinical syndrome characterized by the sudden onset of anterograde amnesia, accompanied by
repetitive questioning, sometimes with a retrograde component, lasting up to 24 hours, without

compromise of other neurologic functions.
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Patients with TGA may frequently, but not always, show hyperintense signal on diffusion-weighted
imaging (DWI1) on either or even both hippocampi.



DWI in transient global amnesia and TIA: proposal for an

ischaemic origin of TGA

DWI > 28% TIA patients and 36% TGA patients showed
signal intensity changes.

In TGA patients, all the lesions were located in memory
relevant structures such as the hippocampus, the gyrus
parahippocampalis, and the medial temporal lobe.

TGA patients with hyperintensive DWI lesions (TGA+) showed an increased incidence of vascular risk
factors, an increased IMT (1.03 mm v 0.76 mm; p=0.002), and a higher prevalence of carotid plaques
(70% v 17%, p=0.01), compared with those without lesions (TGA-).

Analysing the subgroup of TIA and TGA patients with abnormal DWI (TIA+ and TGA+), we detected
comparable risk factors in both groups.

Winbeck, Etgen, Einsiedel, et al J Neurol Neurosurg Psychfar:y 2005;76:438-441.



REVIEW ARTICLE

What does transient global amnesia really mean?
Review of the literature and thorough study of
I 42 cases P. Quinette et al
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REVIEW ARTICLE

What does transient global amnesia really mean?
Review of the literature and thorough study of

I 42 cases P. Quinette et al
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Transient Global Amnesia and the Risk of Ischemic Stroke
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Stroke. 2014,;45:389-393.



Enzinger et al

. . Strok
Transient Global Amnesia AL S

Diffusion-Weighted Imaging Lesions and Cerebrovascular Disease

86 patients hospitalized for TGA (mean + SD age, 65
*+ 10.9 years; 62% female).

DWI lesions were observed in 10 patients with TGA
(11.5%; mean £ SD age, 68.3 £ 5.4 years; 8 women).

The vascular risk profile of TGA patients and
concomitant changes on brain MRI were comparable
with those of healthy controls and did not show
significant differences between DWI+ and DWI-
subjects.

These findings do not support a cerebrovascular
etiology of TGA, even in those individuals showing
acute DWI lesions.

Stroke. 2008;39:2219-2225.
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Ischemic Amnesia

Causes and Outcome

During a 13.5-year observation period in a single
stroke center, ischemic amnesia was rare (0.2% of all
patients with acute ischemic stroke/TIA).

The correct diagnosis was initially missed in
approximately half of the patients.

The most frequent erroneous diagnosis was TGA.

Only 1.2% of clinical TGAs were later shown to be
ischemic.

In 69% of ischemic amnesia cases, amnesia was
transient with a median duration of 5 hours.

The ischemic amnesia strokes were more often
cardioembolic (53.8% versus 28.9%), multiterritorial
(30.7% versus 6.9%), and involving the posterior
circulation (92.3% versus 27.8%) when compared
with the non-amnesic acute ischemic stroke.

Michel et al Stroke. 2017;48:2270-2273.



Hippocampal Lesion Patterns in Acute Posterior Cerebral
Artery Stroke
Clinical and MRI Findings

Unilateral hippocampal infarct (HI) in 95% and bilateral HI in 5% of patients.
Visual analysis identified 4 patterns of DWI lesion, corresponding well to hippocampal vascular anatomy.

Posterior carglral aiery

:
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Middle hfnr artery j
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» In all cases DWI showed further ischemic lesions in the posterior circulation.
» Symptoms from lesions outside the hippocampus were the common leading clinical signs.
» Mnestic deficits were prominent in only 19% of patients

Szabo et al Stroke. 2009;40:2042-2045.
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lll. Caratteristiche delle lesioni in DWI nella TGA
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a. Timing
b. Sede




Detection of delayed focal MR changes
in the lateral hippocampus in transient
global amnesia

Iso DWI acute after 48h

» Of 31 consecutive patients studied, 26 developed a small, punctate DWI lesion in the lateral
aspect of the hippocampal formation.

» Lesions were rarely noted in the hyperacute phase (n=2), but all became visible regularly at 48
hours.

» The delayed detectability of the lesions may explain the incongruence of previous MR DWI
studies in TGA patients.

O. Sedlaczek et al Neurology 2004; 62:2165-2170



Transient global amnesia: functional anatomy and
clinical implications

Almost all lesions can be selectively found in the area corresponding to the CA1l sector of the
hippocampal cornu ammonis.

(Sommer sector)

Selective vulnerability to metabolic and oxidative stress caused by hypoxaemia, B-
amyloid-induced neurotoxicity, and ischaemia mediated by glutamate overload and

calcium influx.
- genomic-determined differences in the tolerability to glutamate and distribution of

glutamate receptors.

Thorsten Bartsch, Ginther Deuschl Lancet Neurol 2010; 9: 205-14



Transient global amnesia: functional anatomy and
clinical implications

Structural/MRI correlates

+ Transient evolution of
diffusion lesion (MRI)

« Reversible T2 prolongation

« Cytotoxic cedema

= Lactate peak as a marker of
anaerobic glycolysis (MRS)

Behavioural correlates
+ Acute perturbation

+ Rapid functional
compensation (4-12 h)

Cellular correlates

= Metabolic stress of
CAl neurons

« T Glutamate-mediated
calcium influx

« Anaerobic glycolysis
(1 lactate)

- | Cellular diffusion
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Trigger

CA1 field
(Sommer sector)

of CA1 circuits:
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Structural and
functional restitution

Thorsten Bartsch, Giinther Deuschl

Lancet Neurol 2010; 9: 205-14



Transient global amnesia: functional anatomy and
clinical implications

Frequency of various precipitating
events directly before the onset of an

acute TGA
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Thorsten Bartsch, Ginther Deuschl Lancet Neurol 2010; 9: 205-14
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Take home messages FIE

LAmnesia Globale Transitoria rappresenta una sindrome clinica che almeno in
alcuni casi pu0 avere un’eziologia cerebrovascolare ischemica.

La diagnosi di amnesia «ischemica» viene inizialmente mancata in circa la
meta dei pazienti (Ictus/TIA a presentazione atipica).

Valutare sempre con molta attenzione I'eventuale presenza di sintomi/segni
associati nonché la presenza di plurimi fattori di rischio vascolare.

Se tutti i pazienti o solo un sottogruppo di pazienti debbano sottoporsi a test
diagnostici per malattia cerebrovascolare e/o ricevere una terapia medica di
prevenzione secondaria resta da determinare.

Nei pazienti con diagnosi clinica di AGT non assumere una prognosi
invariabilmente favorevole ma insistere sull’analisi fisiopatologica del singolo
caso.






