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Fig.1. a: CT scan 15 days after the onset shows bilateral symmetrical low density areas in the
thalamus and the posterior limb of the internal capsule.
b : CT with contrast shows enhancement in the low density areas of the thalamus.

Fig.2. a : MR imaging 22 days after the onset
shows bilateral high intensity areas in the
thalamus including the pulvinar on T,~weight-
ed image (TR/TE=3000/90). The internal
medullary lamina of the thalamus shows no
abnormal intensity. The high intensity areas
extends to the posterior limb of the internal
capsule bilaterally and linear low intensity
bands are also noted, showing a comb appear-
ance.

b : T,-weighted image (TR/TE=600/26)
shows bilateral low intensity in the thalamus

and the posterior limb of the internal capsule.
c: T,-weighted image (TR/TE=600/26) after gadopentetate dimeglumine injection shows faint
enhancement.
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TN b L2830, FENICIZRROERE CT TR 5 N7 PEE I — L T Gd-DTPA
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Fig.3. The enhancement in the thalamus has
been disappeared on CT 24 days after the
onset.

Fig.4. The low density areas in the thalamus
and the posterior limb of the internal capsule
have been improved on CT 31 days after the
onset.

Fig.5. MR imaging 1 year later shows no
abnormal intensity on T,-weighted image
(TR/TE=3000/90).
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A Case of Reversible Thalamic Lesions with Spontaneous Regression

Emiko MIYAKAWA!, Aya TOKUMARU?,  Toshihiro O’'UCHI?,
Takashi HIRATA!, Akiko ARUGA',  Youichi ODANTI',
Makoto INOMATA',  Shigeo KOBAYASHI', Tadashi NAGASHIMA®

'Department of Radiology, Teikyo University School of Medicine Ichihara Hospital
3426-3 Amnesaki Ichihara Chiba 299-01
tDepartment of Radiology, Kameda General Hospital
8 Department of Neurosurgery, Teikyo University School of Medicine Ichihara Hospital

A 48-year-old woman developed dysesthesia in the left upper arm and weakness in the lower
extremities. Finding on admission revealed no neurological deficits, normal optic fundi and
hypertension with 180/100mmHg. CT 15 days after the onset showed symmetrical low density
areas in the thalamus with enhancement. MR imaging 22 days after the onset revealed bilateral
high intensity areas in the thalamus excluding the internal medullary lamina on T,-weighted
images. The high intensity areas extended to the posterior limb of the internal capsule bilateral-
ly and linear low intensity bands were also noted (comb appearance), suggesting edema. On
T,-weighted images, these lesions showed low intensity and faint enhancement after
gadopentetate dimeglumine injection. Linear enhancement was demonstrated in the left occipital
lobe, suggesting a venous malformation. Angiography revealed no abnormalities. Bilateral
enhancement in the thalamus had been disappeared on CT 24 days after the onset. On 31 days
after the onset, CT revealed improvement of bilateral low density areas, then her complaints
improved. MR imaging 1 year later showed complete resolution of the abnormality except for
the linear enhancement suggesting a venous malformation.

Bilateral thalamic lesions usually indicate serious neurological deficits and a complicated
prognosis, however our patient showed no neurological deficits and a good prognosis. The
reversible edema cause the lesions probably. Although the precise origin of the edema was not
know, transient deep vein thrombosis would play a causative role.
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