WHICH IS YOUR DIAGNOSIS?

Fabiano Reis?, Lisiane Seguti Ferreira?, Guilherme Henrique Alves Vieira®

Study developed at Faculdade de Ciéncias Médicas — Universidade Estadual de Campinas of Medicine, Faculdade de Ciéncias Médicas — Universidade Estadual de Campinas (FCM-
(FCM-Unicamp), Campinas, SP, Brazil. 1. PhD, Professor, Faculdade de Ciéncias Médicas Unicamp), Campinas, SP, Brazil. Mailing Address: Dr. Fabiano Reis. Hospital de Clinicas,
— Universidade Estadual de Campinas (FCM-Unicamp), Campinas, SP, Brazil. 2. PhD, Universidade Estadual de Campinas (HC-Unicamp). Rua Vital Brasil, 251, Cidade Univer-
Associate Professor, Universidade de Brasilia (UnB), Brasilia, DF, Brazil. 3. Graduate Student  sitaria Zeferino Vaz. Campinas, SP, Brazil, 13083 888. E-mail: fabianoreis2@gmail.com

Reis F, Ferreira LS, Vieira GHA. Which is your diagnosis? Radiol Bras. 2012 Mar/Abr;45(2):XI-XII.

A female, 62-year-old patient presenting sudden onset of an-  (MRI) was performed two days after the onset of the problem
terograde amnesia during 12 hours. Magnetic resonance imaging  (Figure 1).

Figure 1. MRI of brain. Coronal, T2-weighted (A), FLAIR (B), diffusion-weighted (C) and ADC map (D) images.
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Images description

Figure 1. MRI of brain. Coronal, T2-
weighted image (A) demonstrates a
hyperintense focus on the lateral aspect of
the right hippocampus; FLAIR image (B)
demonstrates a hyperintense focus on the
right hippocampus; diffusion-weighted (C)
demonstrates hypersignal and ADC map
(D) shows hyposignal, characterizing re-
stricted diffusion.

Diagnosis: Transient global amnesia.

COMMENTS

Thefirst reportson transient neurologi-
cal symptoms with anterograde memory
deficit were published in 1956 by Guyotat
& Courjon®™®. The incidence of such a
condition rangesfrom 3 to 8 cases/100,000
people and the annual recurrence rate
ranges between 6% and 10%®.

The described syndrome, called tran-
sient global amnesia(TGA), presentstran-
sient characteristics of abrupt memory loss
lasting 4 to 6 hours on average, although it
may persist for days, in patientswith mean
age of 60 years presenting predisposing
factorssuch asan emotionally intense state
and pathophysiological vascular alterations
such as systemic arterial hypertension, mi-
graine, diabetes mellitus and hypercholes-
terolemia/dyslipidemia™?.

Xi

The clinical symptoms associated with
such transient memory loss are character-
ized by nonspecific headache of variable
duration, nausea, dizziness and temporo-
spatial disorientation. Thereis a direct re-
lationship of this condition with psychiat-
ric disorders such as depression, anxiety
and post-traumatic stress disorder. It is ac-
cepted that decreased hippocampal perfu-
sion and decreasein cortical blood flow are
the pathophysiological characteristics of
such syndrome®. Venous congestion with
consequential ischemia in hippocampal
structures has also been associated with
TGA syndrome®®.

The diagnosis must be based on clini-
cal dataand corroborated by MRI studies®.
Diffusion-weighted MRI sequences dem-
onstrate small foci of restricted diffusion,
particularly on the lateral aspects of the
hippocampi (Ammon’shorn, CAlregion),
and that may either be uni or bilateral®.
Thesensitivity of diffusion MRI for detect-
ing restricted diffusion is dependent on the
length of the interval between the symp-
toms onset and the performance of the
study®".

In the present case, the patient under-
went MRI 48 hours after the symptoms
onset, aperiod in which themethod isquite
sensitive to detect aterations®. Such re-
striction to diffusion may result from dif-

ferent mechanisms which lead to focal en-
ergetic failure®.
Thesyndromeisself-limited, with spon-
taneous resol ution after acritical period of
hippocampal ischemia/hypoperfusion®. In
most of cases, MRI follow-up does not
demonstrate residual aterations.
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