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Diffusion-weighted Imaging in Creutzfeldt-Jakob Disease :
Correlation of MR and Neuropathological Findings
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Creutzfeldt-Jakob disease (CJD) is a rapidly progressive dementia. This form of dementia has
rarely been depicted using neuroimaging. Recent reports have shown diffusion-weighted magnetic
resonance (DW) imaging to be useful in the evaluation of the extent of CJD. However, abnormally
high signal intensity on DW images is not significantly interpreted due to a lack of direct comparison
between DW images and the pathology.

We are reporting on the case of a 54-year-old woman with familial CJD. She was admitted to our
hospital, complaining of progressive left hemi-weakness. DWIs were performed on days 7, 25, 46, 89,
and 109 after admission. DW images taken at the time of admission showed hyperintense lesions in
the right temporal and parietal cortexes. In the final DW images, the right temporal and parietal cor-
texes presented hypointensities, while the left temporal and parietal cortexes presented hyperinten-
sities.

The patient died of ileus on the 118th day after admission. An autopsy was performed immediately
after death. The concentration of microglias was comparatively higher in the left temporal and
parietal cortexes. This was exhibited as high signal intensities in the final DW images. In addition,
the concentration of astrocytes was comparatively higher in the right temporal and parietal cortexes.
This was exhibited as low signal intensities in the final DW images. High grade spongiform changes
were equally distributed over the cerebrum. In this case, hyperintense lesions seen on the DW images
are thought to be related to the dense concentration of microglias.
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