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[Abstract] Objective To explore the diagnostic value of diffusion - weighted imaging (DWI) on
sporadic Creutzfeldt - Jakob disease (sCJD). Methods The MRI findings of 21 patients with clinically
proved probable sCJD were analyzed retrospectively and the characteristics were summarized especially in
DWI. Results

hyperintensity signals in cerebral cortex and patchy hyperintensity in caudate nucleus and (or) lenticular

1) All 21 cases of sCJD were shown abnormal in DWI, which appeared as linear

nucleus. 2) The abnormal signals were most commonly seen in cerebral cortex accompanied with the basal
ganglia (16 cases, 76.19%). Besides, there were 3 cases of cortex involvement (14.29%) and 2 cases of
basal ganglia involvement (9.52%). Among the lesions in cerebral cortex, the frontal and parietal lobes
were affected more commonly (15 cases, 78.95%; 13 cases, 68.42%) than the temporal and occipital lobes
(12 cases, 63.16%; 9 cases, 47.37%). 3) DWI was superior to T\WI, ToWI and FLAIR imaging sequences.
The abnormal signals in DWI were accompanied by decreased apparent diffusion coefficient (ADC) values.
4) During the follow-up in 5 patients, the range and intensity of high signal changed in DWI, and only one
case presented reduced range of abnormal signal. Conclusions sCJD manifests characteristic changes on
DWI, which should be suggested as an essential tool for diagnosing sCJD.
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Figure 1 A 67-year-old male patient complained of progressive slow response,
unsteady gait for one month. MRI (3.0T) findings. Axial TiWI showed normal
cortex signal (Panel la). Axial ToWI showed normal cortex signal (Panel 1b).
Axial FLAIR showed normal cortex signal (Panel 1c). Axial DWI showed diffuse
high signal intensity on bilateral cortices (Panel 1d). Axial ADC map showed
diffuse low signal intensity on bilateral cortices (Panel le). Figure 2 A 65-year-old male patient suffered from mental
disorders and behavioral abnormalities for 3 months. MRI (3.0T) findings. Axial T/WI showed no abnormal signal (Panel 2a).
Axial T,WI showed no abnormal signal (Panel 2b). Axial FLAIR showed mild high intensity in the head of right caudate
nucleus, bilateral insula cortices and a part of right frontal cortex (arrows indicate, Panel 2¢). Axial DWI showed diffuse high
signal intensity on the heads of bilateral caudate nucleus, putamen, bilateral insula, right frontal and bilateral temporo-occipital
cortices (arrows indicate, Panel 2d). Axial ADC map showed relative low signal intensity corresponding to the DWI image
(arrows indicate), which was more obvious and extensive than FLAIR image (Panel 2e).
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Figure 3 A 49-year-old male patient suffered from ineffective limbs for one month. MRI (1.5T) findings. Axial FLAIR of

the first time showed mild high intensity in bilateral putamina (arrows indicate, Panel 3a). Axial DWTI of the first time showed
obvious high intensity in the head of bilateral caudate, putamen, occipitotemporal lobes and right insula (arrows indicate, Panel
3b). Axial DWI 18 weeks later showed the high intensity of bilateral basal ganglia disappeared, the range of high intensity in

left occipitotemporal lobe became smaller (arrow indicates) and the bilateral ventricles enlarged (Panel 3c).
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Figure 1  Optical microscopy findings. Rich vascularity and
vacuolated cells are common elements in hemangioblastoma, with a
sharp interface between the lesion and surrounding tissues. HE
staining  low power magnified Figure 2  Optical microscopy
findings. Hemangioblastoma has rich capillary network filling with
interstitial cells. HE staining low power magnified Figure 3
Optical microscopy findings. Interstitial cells with clear foamy
cytoplasm and scattered bizarre nuclei are seen. HE staining
medium power magnified
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