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Bilateral Striopallidodentate Salcinosis on CT and MRI : Case Report

Jong Deok Lee*

Department of Diagnostic Radiology, Collage of Oriental Medicine, Wonkwang University
Gwangju Oriental medical hospital Wonkwang hospital, Wonkwang University

Bilateral striopallidodentate calcinosis, popularly referred to as Fahr's disease, is a disorder radiologically
characterized by bilateral calcifications of the basal ganglia, thalami, dentate nuclei of the cerebellum, and the white
matter of the cerebral hemisphere without serum calclum-phosphorus metabolism and related endocrinologic
abnormalities. Intracranial calcifications are easily visible as high-density on CT. On magnetic resonance images, the
calcifications exhibit different signal intensities. The differences in signal intensity are thought to be related to the stage
of the disease, differences in calcium metabolism, and the volume of the calcium deposit. Based on literature review,
| report the case of a 63 year man with bilateral symmetrical calcification in the basal ganglia, dentate nuclei of the

cerebellum, and the white matter of the cerebral hemisphere who present a 5 year history of progressive dysarthria
associated with left thalamic infarction.

Key words : bilateral striopallidodentate Calcinosis, Fahr's Disease, basal ganglia, cerebral calcinosis, computed
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Fig. 1. a. CT scan shows bilateral symmetrical calcification in both basal gangliablack arrow) and white matter.
b-c. On MRI, both basal ganglia calcification shows subtle high signal in the T1WIt and T2WH (white arrow), left thalamic infarction shows low signal in the T1WI(black

arrow) and high signal In the T2Wl(black arrow).
* T1 weighted image ¥ T2 weighted image

Fig. 2. a. CT scan shows bilateral symmetrical calcification in the dentate nucleiiblack arow) and white matter.
b-c. On MR, denate nuclel calcification shows iso signal in the TIWIT and T2wWi#

* 71 weighted image ¥ T2 weight
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Fig. 3. a. CT scan shows biateral symmetrical dense calcifcaton In the perventiculer white mattertblack arrow) and occipital lobetwhite arrow).

bc. On MR night perventncular wnite matter calcification shows low signal in the T1wWI* (white arrow) and high signal in the T2wWi¥ | left periventricular white matter
caicficaton shows 180 signal in the T1Wilbiack arrow) and high signal in the T2Wi

+ Tt weghted image ¥ T2 weghied image
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