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[ Abstract] Creutzfeldt-Jakob disease (CJD) is a rare and fatal degenerative disease of the
central nervous system. The early symptoms of CJD are atypical, varied and heterogeneous, making
early recognition and diagnosis of the disease difficult. In order to standardize the diagnosis and
early recognition of CJD by clinicians in China, based on the domestic and international guidelines
and clinical practice standards of CJD, the Chinese Society of Neuroinfectious Diseases and
Cerebrospinal Fluid Cytology developed a suitable diagnostic guideline for CJD in Chinese by
comprehensively analyzing the clinical features of CJD in Chinese and existing available evidence.
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Table 1 Incidence of clinical symptoms in Chinese

patients with Creutzfeldt-Jakob disease
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Figure 1 The electroencephalogram demonstrated bilateral diffuse three-phase waves with low-medium amplitude, prominent in the bilateral

frontal region in a patient with Creutzfeldt-Jakob disease (Figure 1 is provided by the Xuanwu Hospital of Capital Medical University)
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Figure 2 Typical imaging changes in patients with

Creutzfeldt-Jakob disease. A: hyperintensity in the region of
bilateral frontal, temporal, parietal, occipital cortices and right
caudate on diffusion weighted imaging (DWI) sequence; B:
hyperintensity in the region of bilateral frontal, temporal, occipital
cortices and bilateral caudate and putamen (arrows) on DWI
sequence (Figure 2 is provided by the Xuanwu Hospital of Capital

Medical University)

A &M EIFHLI , 47 SPECT B “F-FDG PET £ ¢
AP B2 W7 B S 52 W

Y . PRNP £ il

B LY gCID UM Pk & A8 47 A5, A 45 P105T,
G114V, RI148H. D178N-129VV. VI80I. T183A.
T188A/K/R. E196A/K. E200K/G. V2031, R208H .
V2101, E211Q ., A224V M232R ., 1~7 4~ /\ ik & & IX.
A2 N IKE Z X a5, A, PRNP 43
129 v % 5 I 1) B Z -2 2 e (M/V) 2 348518 I
95219 FL T b A SR - A R (E/K) Z2 28R
{LFEMA gCID A PN 21, 52 A sCID Y %0
G B G RFRIE >

TEFE Ah gCID H 3, PRNP 20U 1 2 25 v 15 LA
E200K ., V2101, D178N-129VV # Ky % UL , £ 129 fiz
FEERR M/M  M/V FV/V R AL 5350 5 66%~74% |
11.0%~25.8% .6.3%~16%"* " i e A FE A RE
M/M  M/V F1V/V 5L R 23515 39% .50% . 11%
TMAEE A gCID SCHkHR & B B I S, PRNP 20
PESEAS 7 5 LA T188K \E200K . G114V 5 K4 I, 45
129 37 & K& 8 M/M . M/V FIl V/V 35 &L 3 5]
97.9%~100% .2.1% 0" ' ; 7& filt FE DU AR v, 56
129 {37 42 KL 2 iy M/M . M/V F1 V/V 58 IR RS 4 591
94% 6% .0,

T PRNP 2O s A 58 4 Bk Ofi Az 28748
IR, 29 68% 1) ¢CJD B & HA MR G &, 5



<1220 -

rRAERR R4 2022 4E 11 A4 55 %45 11 8] Chin J Neurol, November 2022, Vol. 55, No. 11

N TR S0 67 a5 BH PR G0 sk EL A W 3 25 5, AN AE
V2011 gCJD & &, PH P 5 1 L AU 10% 22
HEY L FERATA B IC B, 46% (144/313) 1Y
.- H;Eﬁﬂ%%ﬂﬁ A7 17 PRNP A&, BH 4 %8 9.0%
(13/144) , 1E3X 843 gCID F &, B S s AN &
2/13, 2015 4%, & [ [ 58 95 0 T By 428 ) o0 X
39 15l gCID HEAT 43 Hr A B, AN 1/3 1Y J8 35 1A FH P
FE L, T188K . E200K 1 Jy [H A # UL 4 ¢CID
O M 2 AR A7 A, HEBH M RO S B A B R
37.5% ' F113.3%"“" ,

R D« HEFEXT T AT I SE S-AE S 12 W 1) R
& W AT PRNPAGI

T ZHSU H A

3 R TV A AR A 2T R, 1o B B R IR
5 RN G 8 21 227 T 1 A T i 120 PP 2 ME— (1)
Wem B R SR I Jr . INZHZUE R ] A o &
0 CRIE IS I A M vG A Vg 2R A PR B PeP™ BH P 1Y
TERFEBREHR AL . (EL R T PeP™ 78 ik P TR A R A
ANTA] 5 50 3 A P BB B AR (209%~60% ) . R
SR S B2 ] BB 2 W v - (D K 2885 0
o UEAT I R, AT I 3 A ) FR 2 H B S HEBR At
ATRTT I R TS 2 e A U S LR e

H_ﬁ

&

TG FE R vE-HE 12 W 4 R 3 AP - AT e
CJD R ATRER CJD K2 CID($2) .

£ 502

T T - I R 2 B b R, Hig 2
E S sy S VE] ) SRS NG - A & e
A(F3) . L, fEi2 W so-FE Z i, 7 EAT T4
BIHERS , BRAN AT IR P

Se-FE U ROR YT ik . BRI LA SR IR
BRI M 3, BTG I RAE , iR A= 16 it

FEANTR] [ GEAHIIX., - 1) A= AR TR0 A T 22
S WNAE H A, sCID Al gCID A4 A ASE A= A7 Bisf (8] 41
134 H 22451 TAERR I , sCID Al gCID [ FR i A= A7
B IE] 239 5~6 4~ H A4 A4~ H 2 FEFR I, 5 - A
A 20 WA 32 W7 A8 o 2 st 1) Sy 2 4 ) (S 2 st ]
3.9 H JERIE0~291H ) ,sCID Fl gCID B H {37
A A7 ] 4350k 6~8 A~ H (JE R : 0.5~72 4~ H ) F1 3~
8/ H (FEF : 1~24.41H ), 80% 247 1) 5 - FE
JRRR< AR RS2 4PAY i 290~3%1 5,

HERR R I ANIERE LI FH A 775 462 FH T CID Y ME R CEHERR R B2 R IR
3 (RERR R BE B2 PR ) SR (1 BB R
£2 MR

Table 2 Diagnostic criteria for Creutzfeldt-Jakob disease

A I R E AR FAARAE
CUY RO ASTE DR « PR JE P i
gg%%&llm PRIE AR FALE ;

B. il B A AF HRAE
(1) BB W B2 Bk RT-QulC BHPE
(2)3k fisi MRI 755 2 /0 4~
(3) i L R R P12
(4) IR 14-3-3 25 11 R

C. W2 HHIE

R ——
(2) I AL 2 a3 20 2 A 27 /47 28 B T S I AS I 77 A 2 (1 BB PrP™
(3)PRNP $i 5 of s, 58748

D. 1ZWibrifE

AT D -
(U B0 W B+ UM 8 291 2 B PR A 1

s
-Rtelia

(2) 6 AT 2 1 TG ACHE AR AMAAE + 1 TR 2 I 2~4 25l WG AT 4 A

it 1) I3 A < o — <2 4T, LT Ao A 119 7 DO R i RS Al P
CANG 98 ZRL A s 45 )

AT A oC
(1 %ﬁﬁz@ ey sCID IS Wi+ 1 T B 2 I 4H 2~4 S50 Bhks:
(2 TP R R4 1 AR

121 sCID
WETHZE’JMET B sCID IZWibRE+T 2 1 T2 1~2 5012 HRE

AR5 R RAEIR JULREZE RLGE A HER SN 455 SRR TE B 5K
FUIG PRARAR : 5 FE A SK 2 BN BERS . B 4 22 T RERERG SRR A B g

JEIX (AR B T B 0 () R IX (RARAZ A2 B DWI/FLAIR 515 5

I 2T TR PN ML L AR IR AR B PP B IR A R SR TR

Al HE) ¢C

R 1 Jc HERY sCID 2 WihR e+ FHPE R % s
ARATRERY gCJD B )

il S5 1 3% 2 AR TT RE MY sCID 12 WiAm o+ P 50 o
1211 ¢CID

12 1T BRI AR T R /gCID T B +45 3 A IS AS 0T

HRT-QulC: SEHESNA S E AT 1 DWIL K
sCID : B RUTE-HER 5 oCID < 38t A% R 5T -k

IREOIMARAS ; FLATR : VA DU 5 MR 5 )7

G115 PrP> : FOR AL ICER [ ; PRNP: IC 2R R 5L 5



rRAER 2RI RE 2022 4E 11 A4 55 %45 11 8] Chin J Neurol, November 2022, Vol. 55, No. 11 - 1221 -

R3S AEEZ
Table 3 Differential diagnosis of Creutzfeldt-Jakob disease
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