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[ Abstract ]

Mu Yan-lei

Characteristics of Suspected Sporadic

Creutzfeldt-Jakob Disease

Peng Dan-tao

Objective: To characterize clinical features of 3 suspeeted sCJD. Methods: we analyzed the clinical features of 3 suspected
sCJD retrospectively,and reviewed related literature. Results: All of the A rapidly progressive dementia developed in 3
suspected patients,and abnormal outcomes of MRI, EEG and CSF studies findings were observed.Conclusion: Creutzfeldt-
Jakob Disease is the most prevalent human prion disease, the clinical diagnosis can be made according to the clinical signs,
symptoms, EEG and CSF examinations.MR sequences such as diffusion weighted imaging(DWI) and fluid-attenuated
inversion recovery imaging (FLAIR) are useful for the early clinical diagnosis. Characteristics of these 3 patients are provided to

facilitate further clinical investigation that may lead to more reliable and timely diagnoses of sCJD.
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