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Delayed Diffusion-weighted Imaging Changes in Patients with
Transient Global Amnesia

Jung Eun Kim, M.D., Tae Hyung Kim, M.D., Jun Sung Lim, M.D.*,
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Department of Neurology, Eulji University Hospital, Daejeon; Seoul National University College of
Medicine*, Seongnam, Korea

We report two patients with transient global amnesia (TGA) showing increased signal inten-
sity in the hippocampus on diffusion-weighted image (DWI) performed in a few days after
onset. One patient was scanned at 72 hours since symptom onset which demonstrated high
signal intensity lesion in the right huppocampus. The other patient underwent initial DWI at 18
hours and follow-up DWI at 72 hours postonset. In this patient a left hippocampal lesion was
detected only on follow-up DWI. These results support the involvement of hippocampus in the
pathophysiology of TGA and the abnormality in delayed imaging may explain the inconsis-
tence of previous DWI studies in TGA patients.

Key Words: Transient global amnesia, Diffusion-weighted MR/

3l
-
ol
o
i)
32
R
o
ox
o2,
1 o
—nt mll.g 2

2
3
%

20/80

ox
oz
)
_04 —_
32
K

2F A

8t 9
#2997

) 289 A9 W Ak
F 120204 AR@ DWIY $5

wope) TAE 7% W]

o] W& &4 A4 (apparent diffusion coefficient, ADC)
FFAME ANE s (Fig. 1A, B). 24 2 49%)

N&g Te99m-EC &S 2 (single
photon emission computed tomography, SPECT)A $-= W
Z 22902 ¥8 A3 B2 QHFig. 2A, B).

o)

=



50

Fig. 1. Diffusion-weighted MR images of the patients. Patient 1:
Axial scan of diffusion weighted MRI (A) and apparent diffusion
coefficient maps (B), which were taken 3 days after TGA attack,
shows a high-signal lesion on DWI and low signal change on ADC
maps in the CA1 portion of right hippocampal area. Patient 2: Axial
scan of DWI did not detect significant lesions in hyperacute stage
(C), but high signal lesion in the left hippocampus after 72 hours
exist (D).
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Fig. 2. SPECT images of the patients. Patient 1: Axial (A) and coro-
nal (B) images of Tc99m ECD SPECT 4 days after the TGA attack,
demonstrated mild hypoperfusion in the right mesial temporal area.
Patient 2: Axial (C) and coronal (D) image of brain Tc99m HMPAO
SPECT 7 days after the TGA attack demonstrated mild hypoper-
fusion in the left temporal area.
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