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Fig. 1. Case 3. Hepatopathy

a. Transaxial T1-weighted image reveals
markedly increased signal intensity within
globus pallidus and internal capsule.

b. Corresponding T2-weighted image is
unremarkble.

Fig. 2.Case 6. Pseudohypoparathyroidism
a. Axial CT scan reveals bilateral sym-
metric calcifications in the putamen, head
of the caudate nucleus and sub- cortical
white matter.

b. T1-weighted image reveals hyper- in-
tensity in the putamen and head of the
caudate nucleus. The subcortical calci-
fications are not apparent.

¢, d. Proton density (c) and T2-weighted
image (d) reveal linear and puntate signal
reduction in basal ganglia.

Table 1. Patient Data

gt ASoll = BE oA AAF 278 B9 7 (Fig 1), cal-
Patient Age/Sex CT finding Underlying cause cium EH"V“’H 2 Hol A= Yo A5 EE el
) 61/M  not done Hepatopathy(severe) I E3] o2 =x lxodAbeA] 2] G2 AT YEE B
2, 79/M  Normal Hepatopathy(mild) gt (Fig 2). AAA§FZqAE =2 23575 (Fig 3),
3 61/F  Normal Hepatopathy(mild) RAAAA HEA g s thAx B3e AlF JEE Yelic)
4. 60/F  Normal Hepatopathy(mild) (Fig 4).
5, 31/M  Calcification ~ Farh disease CTE ¥ ast 54| 712 3} 3o A= AACTAALS B
6. 14/M  Calcification =~ Pseudohypoparathyrodism 93 77, calcium WA} Aol 7} 9l Aol = MRIo|A] e}
7. 7/IM not done Neurofibromatosis W} 9o 5 2lE} Ao A CTA A 33l 3= 9
B 8. 157D/7Frin9t do_ng Hypoxic brain injury (Fig 2).
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Fig. 3. Case 7. Neurofibromatosis

a. T1-weighted image reveals increased
signal intensity involving globus pallidus
and internal capsule bilaterally.
b. Corresponding T2-weighted
also demonstrates small nodular foci of
increased signal intensity at the same
area

image

Fig. 4. Case 8. Hypoxic brain injury

a. T1-weighted image reveals hyperin-
tensity in the posterolateral lentiform nucli
and ventrolateral thalami. Notice the ab-
sence of normal hyperintensity of the pos-
terior limb of the internal capsule.

b. Corresponding T2WI reveals decreased
signal intensity in basal ganglia
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| Bilateral Hyperintense Basal Ganglia on
T1-weighted Image

Seung Kug Baik, M.D., Woo Hyun Ahn, M.D., Han Yong Choi, M.D., Bong Gi Kim, M.D.

Department of Diagnostic Radiology, Wallace Memorial Baptist Hospital

Purpose: Bilateral high signal intensity in basal ganglia on T1-weighted images is unusual. the purpose of |
this study is to describe the pattern of high signal intensity and underlying disease. .
Materials and Methods: During the last three years, 8 patients showed bilateral high signal intensity in

underlying causes retrospectlvely. Of 8 patients, 5 were male and 3 were female. The age ranged from 15 days
to 79 years. All patient were examined by a 0.5T superconductive MRI. Images were obtained by spin echo

basal ganglia on T1-weighted image, as compared with cerebral white matter. Authors analized the images and ;
multislice technique.
i

Results: Underlying causes were 4 cases of hepatopathy, 2 cases of calcium metabolism disorder, and one
case each of neurofibromatosis and hypoxic brain injury. These process were bilateral in all cases and usually
symmetric. In all cases the hyperintense areas were generally homogenous without mass effect or edema,
although somewhat nodular appearence was seen in neurofibromatosis. Lesions were located in the globus
pallidus and internal capsule in hepatopathy and neurofibromatosis, head of the caudate nucleus in disorder of
calcum metabolism, and the globus pallidus in hypoxic brain injury.

Conclusion: Although this study is limited by its patient population, bilateral hyperintense basal ganglia is
| associated with various disease entities. On analysis of hyperintense basal ganglia lesion, the knowledge of
clinical information improved diagnostic accuracy.

Index Word : Basal ganglia, MRl

Address reprinted request to : S.K. Baik. M.D., Department of Diagnostic Radiology, Wallace Memorial Baptist Hospital
1147-2, Choryang 3-Dong, Dong-Ku, Pusan 601-613, Korea.
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