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A Case of Diabetic Uremic Encephalopathy with Symmetric MR signal

Changes in the Basal Ganglia

Eun-Jeong Shim, M.D., Hyun-Ah Kim, M.D., Hyun-Ah Yi, MD., Sung-l Sohn, MD.,
Jeong-Geun Lim, MD., Sang-Doe Yi, MD., Chu-Ho Sohn, MD.%, Yong-Won Cho, MD.

Departments of Neurology, Radiology’, Keimyung University School of Medicine, Daegu, Korea

Acute changes of the bilateral basal ganglia shown in the brain MRI a diabetic uremic patient have been rarely
reported. We report a 52-year-old diabetic uremic patient who had neurological disturbances. At admission, axial
diffusion-weighted images and T2-weighted images showed high signal intensities in the bilateral basal ganglia,

and axial T1-weighted images visualized low signal intensities in same area. The underlying mechanism may be

associated with metabolic as well as vascular factors.
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Figure 1. Brain MRI at admission. Axial diffusion-weighted image (A) and T2-weighted image (B) show bilateral, symmetrical high

signal intensities at the both lentiform nuclei. Axial T1-weighted image (C) visualizes low signal intensities over the same regions.

Figure 2. Follow-up brain MRI 10 days later. Compared with the previous MRI, axial diffusion-weighted image (A) and
T2-weighted image (B) show markedly decreased high signal intensities at the lenticular nuclei bilaterally. Axial TIWI (C) shows
high signal intensities at the both lenticular nuclei.
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