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A Case of Probable Creutzfeldt-Jakob Disease with Coexistence of the
Features of Hashimoto Encephalopathy

Yang-Je Cho, M.D., Chan Hee Park, M.D., Jong Won Paik, M.D., Hae-Won Shin, M.D.,
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llsong Institute of Life Science, Hallym Universityf, Korea

Hashimoto encephalopathy shares common clinical features with Creutzfeldt-Jakob disease and must be regarded as a

differential diagnosis because of its good prognosis. We report a case of Hashimoto encephalopathy, which had not been
recognized before the diagnosis of Creutzfeldt-Jakob disease. The electroclinical findings were compatible with probable
Creutzfeldt-Jakob disease and coexistence of Hashimoto thyroiditis was supported by high titers of anti-thyroid microsomal

antibody and cytopathologic findings. Hashimoto encephalopathy was not improved, which was most likely due to the

coexistence of Creutzfeldt-Jakob disease.
J Korean Neurol Assoc 22(4):406~409, 2004
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Figure 1. MRIs, SPECT and PET of the patient. Increased signals of right cerebral cortical layer & caudate nucleus are disclosed on
DWI, but there is not definite abnormal signal intensity on FLAIR & T2WI. Prominent decreased blood perfusion on right hemisphere
including caudate nucleus is noted in ECD-SPECT. Uniformly decreased glucose uptake in the right entire cerebral hemisphere
including basal ganglia and thalamus is prominent in FDG-PET.
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Lane 4 : C3F (MNemnve conteal)
Figure 3. Western blot of the patient’
3-3 protein is positive.
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Figure 2. EEG findings of the patient. (A-C) Typical high-amplitude 0.5 to 2 Hz. periodic sharp wave complexes in EEG.

Gradual builds up of ictal discharges are noticed during partial seizure at admission.
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