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Serial diffusion-weighted magnetic resonance imaging in probable Creutzfeldt-Jakob disease
Yoshiyuki KUROIWA, Shigeru KOYANO, Mizue SUZUKI
Department of Neurology, Yokohama City University School of Medicine

ABSTRACT
Recently it is well-known that diffusion-weighted magnetic resonance imaging (DWI) may be a sensitive means of
imaging the abnormalities of early stage seen in Creutzfeldt-Jakob disease (CJD). We present serial DWI and
neurological deficits in sporadic CID to investigate spread of lesions. Seven consecutive patients (3 male, 4 female,
aged 58-77 years, mean 67 years), presenting with rapidly progressive dementia, myoclonus, periodic synchronous
discharge (PSD) in electroencephalographic finding, confirmed probable CJD were referred.  The initial MRI scan
demonstrated high signal intensities in the cortex on one side at 1 or 2 months after onset on DW1.  One month later,
the abnomal intensities in the basal ganglia on same side were observed and myoclonus appeared on opposite side at
the same time. Two months later, high signal intensities appeared in the basal ganglia on the other side. Four months
later, high signal intensities in the cortex on the other side were observed and myoclonus appeared on both sides at the

same time. We concluded that DWI may be useful for the demonstrations of a lesion and the spread of lesions.
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Imaging of Gerstmann-Straussler-Scheinker disease.

Tatsuhiko YUASA, Satoshi HONDA*, Hitoshi NISHIMIYA, Hideaki NEMOTQ, Muneshige TOBITA**, Hiroyoshi
SUZUKI***

Department of Neurology, Kohnodai Hospital, National Psychiatry and Neurological Center
*Department of Radiology, Kohnodai Hospital, National Psychiatry and Neurological Center
**Department of Neurology, National Miyagi Hospital

***Departrient of Pathology, Sendaj National Hospital

ABSTRACT

We have 3 cases showing different clinical courses of progression. The difference and feature of MR1 findings is
described. MRI findings in the siowly progressive case were nearly same as those in the spinocerebellar degeneration.
It is difficult to differentiate slowly progressive GSS from SCD with MRI findings. Several series of MRI findings in
another two subacute progressive cases demonstrated cortical degeneration and atrophy similar to some of CID in the
early stage. These findings were more prominent in the follow-up study. In the first case, prion protein was
recognized in both cerebellar and cerebral cortex in the histopathology, but spongiform change was not delineated in
both sections,
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Superiority of diffusion-weighted MRI for the diagnosis of Creutzfeldt-Jakob disease
Yusei SHIGA
Department of Neurology, Tohoku University Hospital

ABSTRACT

1 investigated the superiority of diffusion-weighted MRI (DWI) over T2-weighted MRI (T21) and fluid-
attenuated inversion recovery image (FLAIR) for the diagnosis of Creutzfeldt-Jakob disease (CID). 26 CID
patients were enrolled in this study. DWI, T2I, and FLAIR were performed in 26, 22, and |7 patients,
respectively. MRIs were assessed by two well-experienced neuroradiologists blind to the clinical information.
Each type of sequence was examined separately, without referring to the other MR sequences, independently
and individually. As disease control, 32 DWIs with progressive dementia or consciousness disturbance were
assessed similary. For both observers, the sensitivity of DWI was significantly higher than that of T2l and
FLAIR. The inter-observer agreement rate was significantly higher than that of T21 and FLAIR. The sensitivity

and specificity of DWI for CID diagnosis were 92.3% and 93.3%, respectively. T2l and FLAIR, whose
sentivities were 40% to S0%, are inadequate as a test for the first-line differential diagnosis. DWI should be

included in tests for early clinical diagnosis.
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CID BEIZHITAMFHIE+ AV A ENHBRZIEL LT 1433 ERLEDE00~—h—0DFE
FEHHMEIN T3, Otlo 51 14-3-3 EEFEHM T Tau BEAOBTRELMm G LME LA, ez QD B85
PP 1433 EH, Taw BEA(E) & Y VEME T ER(ERENELSHNERERTF LE. (Fik) &
B (N=86) & CJD BEN=1)HIZEWTHETO 1433 BAEMN E Tou ERA(ER)OBOE LISV
THREF LA, R REHEY 1433 BEERIHEETIE 2 floLMYE. CID BE CI2fIBE, ME
T Tau ME(ER)THIMBHEN=S86)IZIL~ CID BE T~ TOEFATHAEIIRE TH-/. LLEXY CID
BEFEERD 1433 EROEHE Tou BEAERD 2 2B O~—H—0OFAIL CID BEOCHATHD &
Ezbhd.

The diagnostic significance of 14-3-3 protein, total tau and phosphorylated tau (p-tau) in cerebrospinal fluid of paticnts
with Creutzfeldi-Jakob disease (CJD) in Japan

Susumu SHIRABE, Katsuya SATOH, Katsumi EGUCHI, Shigeru KATAMINE, Noriyuki NISHIDA and Masami
NIWA,
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ABSTRACT

Diagnostic markers like 14-3-3 protein in cerebrospinal fluid (CSF) of patients with CJD. Otto et al also reported that
t-lau protein was very important for diagnosis for patients with CJD who showed negative 14-3-3 protein bands. We
investigated that the significance of 14-3-3 protein, tolal tau and phosphorylated tau (p-tau) in cerebrospinal fluid of
patients with Creutzfeldt-Jakob disease (CII)) in lapan. We analyzed CSF from15 patients with CJD and 86 cases with
non-CJD on 14-3-3 protein, t-lau protein and p-tau protein of CSF. All patients of CJD appeared positive 14-3-3 protein
and elevated t-tau protein (>1300 pg/ml). But we delected positive 14-3-3 protein for two patients in non-CID group
and showed elevaled t-1au protein (false positive) for three patients i non-CID group. To distinguish patients with CJD
‘from cases who showed false positive of non-CJD group, we checked ratio of p-tau protein/t-tau protein. We concluded

that the assay of t-lau protein may be useful as st sereening. In addition, the ratio of p-tau protein/ t-tau protein would



