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A Case Study of the Creutzfelt Jacob Disease Suspected Patient
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1. Objectives

Creutzfelt Jacob Disease is one of a group of neurodegenerative disorders causing spongiform encephalopathies due to a in -
fection of prion or unconventional slow virus on central nerve system. The diagnosis of this disease is not easy and there is cur -
rently no cure. This article is to report our case about a female patient who was not diagnosed as CJD at the early period so
that we treated her with Yangkyuksanhwa-tang(JEJRER K% and Jihwangbaekho-tang(H 3 B 8% ).

2. Methods

Magnetic resonance imaging(brain MRI), blood test and computer tomography were performed. The treatment for this pa-

tient was clinically based on Sasang Constitutional Medicine.

3. Results and Conclusions

(1) Visual field defect, ataxia, myoclonus, sweating and dysuria were the main symptoms of the patient.
(2) The pathological change in parenchyme was not revealed during the early periods by MR imaging. So the diagnosing

CJD was not possible during the time in this case.

(3) Jihwangbaekho-tang( 33 H j8i%) improved her myoclonus and sweating. But her mental disorder and the progress of
the pathological change in the parenchyme was not able to be treated.
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Fig. 3. Brain-MRI, T2W1
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Table 1. Progress of Treatment
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Table 2. Lab Test Result

Pt 24} 02/20 03/23 0330 04/11 HIA
ALP 274 67 52 56 39-117U/L
CPK 48 247 99 97 upto 170
IDH 444 585 618 754 230-460U/1
RA factor + 28.3 22.7 21.8 upto 18 TU/ml
cholesterol total 230 212 187 207 b6elow 220mg/dl
seram Anti. ds-DNA
AbRIA) 5.3 0-7 IU/ml
FANA
weakly positive Negative
sspeckled pattern 140X
Lymphocyte 194 20.7 19.7 20.2 20-44%
Whole Monocyte 8.6 62 5.0 48 4-8%
Blood Eosinophil 3.8 9.5 4.8 43 1-5%
ESR. 72 51 5] 4 1-20mm/hr
Protein(U) - 1+ - - Negative
Glucose(U) - - 3+ - Negative
Urine
Microscopy
WBC 0-1 10-19 10-19 10-19 WBC & RBC
RBC 14 10-19 10-19 0-3 0-3

: abnormal result
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Fig. 4. Brain CT Enhancement
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Fig. 5. Brain CT Enhancement
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Fig. 6. The Progress of the Gap between Intake and Output
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Fig. 8. Brain MRI, T2W1
These images reveal high signal intensities
in the both caudate nuclei and occipital
lobe. Slightly increased signal changes are
also noted in the both frontal cortex. Enlar—
gement of the ventricle due to the brain
atropy is noted
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Western Blot Finding of 14-3-3 Protein
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Fig. 10. Westem Blot Finding of 14-3-3 Protein Was Positive
in this Test

AR = AJoko) Al @2] Aol 7hAd AR =
& FAR & gD 9% B sl 28T AV
o818 BERe)E Bashs vl

% F78 ZA 23

O <2006-04-27> 73354 ¥HaAAL A}

@ <2006-04-23> 73)2)FY MR (diffusion,
T2WhHoll A w83} S5 J4ls. 7
5F Bvh 5 TR TRl ok
o] 3% A% o] AT H9E0
E Qlgk ¥ 4le] vjr #aE T FEg. 7, 9).

@ <2006-05-13> 9] CSE AAE A3 92
H B2l ofgh ¥R AP 1433
Sl A% o4 Hhgo] #RFUTH

L 54, 8, AFd, A1 sl o142
Creutzfelt-Jacob® 1d]. AAANEE]R]. 1998;
37(1):180-185.

2 TAN, ALY, BRE, AT, DAL B
AR H R SaH
ohgdel 94 54, 1)

19(5):464-470.
895 A, P AT WA



P

i

0lals 2

Azo|ZHE ol FH Sx|ofA] WEZ v}

ANE B39 2EE 71 9=72A4) . digkal

78 A) . 2006,24(2):157-160.

E=EEG ¥, SIS E. TR

7} A}, A&, 2002:49, S0, 54.

/ﬂ%x} Zé’ﬂu], jr_f,:;ﬂ’ o]id-:L 71;}]%’ 01_1,_63
E-

N

[e3] Oy B =4 ;h
FU, B AN Ty RIS B8
FDG PETA 7148 Eegu} 27h 2708
Holis 25 1) thaele|kE) . 2003370

325-330.

~1

AAHIZCISISIX] 2006;18(2):139-147 | 147

2000;18(2):219-223.

A4, 35183 avgD, TR 8kEA] . 2001
60(5):411-413.

Heinz Gregor Wieser, Kaspar Schindler and Domi -
nik Zumsteg, EEG in Greutzfelt-Jacob disease, Clinical
Neurophysiology. 2006;117(5):935-951.



