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Abstract
Human prion disease is proposed that the isoform PrP*° acts as a

template that promote the conversion of PrP® to PrP>, results in the
infectious disease. It is difficult to classify the cases of CJD. Based on the
guideline of WHO investigation can be performed to support the
diagnosis including clinical diagnosis, history, electroencephalography
(EEG), MRI, and CSF analysis for 14-3-3 protein. The final definite
diagnosis of CJD, including vCJD, requires neuropathological
confirmation or western blot of tissue.

The development of biomarkers as Tau ELISA and western blot for
PrP* for CJD diagnosis had been completed. The study included 198
patients with probable CJD and 134 with non-CJD diagnoses. The
sensitivity and specificity of both assays were similar and respectively
were 75.8% (150/198) and 76.9% (103/134) for Tau; 74.7% (148/198)
and 83.6% (112/134) for 14-3-3. Either both positive could improve the
sensitivity to 90%.

The CJD reference laboratory, National Prion Disease Pathology
Surveillance Center kindly offered the positive samples for CJD that we
could develop successfully the standard assay for fresh tissue. It will
promote the evidence for the diagnosis of CJD.

The diagnosis of CJD can be critical and difficult. This study
indicates that the CSF biomarker, Tau and western blot for PrP* could be
effective tests for CJD. The results of assay could offer to the committee
of CJD for case definition and enhance the incidence rate and

epidemiology of CJD.
Keywords: Creutzfeldt-Jakob disease ~ 14-3-3 ~ Tau ~ prion ~ Western blot
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#— ~PRNP A Fl33- 1251 3

name primer/probe sequence mer

PRO1 TGATACCATTGCTATGCACTCATTC |25

PR0O2 GACACCACCACTAAAAGGGCTGCAG |25
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%= ~ A P4 3-9 F Tau ELISA f- 14-3-3 & =

& B2 2 FROR

)
Marker Threshold Sensitivity (%) 95%CI Specificity (%a) 95%CI
14-3-3 74.7 68.6-80.8 83.6 77.2-89.9
Tau >1200 pg/mL 75.8 67.7-813 76.9 67.8-83 4
14-3-3 + Tau 21 m 2 -
R 60.6 53.7-67.5 88.1 82.5-93.6
14-3-3or Tau 90 86.7-94.1 72.4 64.7-80.1

= —Fyik

24



_— =

%2 4 HHEETaELISA # 14-3-3 7 = LB BB B3 2% 1R

14-3-3 western blot Tau ELISA (pg/mL)

Fa R (H) Ist 2nd Ist 2nd
%) | 3 Negative Positive 2534 3686
12 | Negative Positive 800 10202
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