#1.vVCIDAEDNREEY XA 5 VAN TThNITEH

&S £t EE - B8 vCIDEE WO EH RAEHKR
vCID T EZH
574 3IM 1F~REEH. HHET MRIfE R & E S No  FH (FUFHEE
)
525 32/ HF¥FERTETLULESR MRIB K H{E= No  GSS(P102L)
515 34/M HmEER. RicER, HITEE vCDECOREKEZA No HE{BP
(sCIDHEKBDEE
)
331 31/F KITHER. &%, KAER MIBEKRES No WernickefliiE .
B a kR
272 21/M  HE-RETH-HTEEES EEREOHASFBER No  MEBRM#& (5B
271  18/F auhA, TREEBEN HE? No Thhh,
B R BT
245 29/F  #EfTHER. EETEBHIEL EEBEOHBHEER No sCIDHEEEOEL
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F2. sCIDMM2 RIEF O E &8

ER B RESH 5 #ERHE PRER fE1R T2
i
1 € 651 T HEES &R R, HEER cID
(13 # B) '
2 C 15 T  EFET xR HR - W CID
28 » A)
3 C+T 658 E 14%¥H E~fn R -, 2A4O0-RA, CID
HEB/BENE, EBES
4 T 498 Z 30458 R, FE Ex - B, SEREMSENARE, PSP
BEmiE, 3I4So0—3R, BEEBHEE
5 T 645 B 5348 ZH - BHER SENR ER BN BiRMR PSP
' ¥ O—3RR, EHES
6 T 303 Z 735 H B\BEEIR B - R, M, GEORER/SEMRALRE, SCD
TFrO0—-X A, EBES
7T 7@ ¥ 2545 K LR BAT A, EFR - HE SCD
g8 T S58:% 2 1345R8 X R - WM. RN, MERRE, AD

24r8—-22

C: EBEA T HEM CID: 20404V 7x)bbh - Y275, PSP T4 LR, SCD: M/ NEH

fE,AD: 7T I UINA 25K
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3. sCIDMM2 HEFROMEBERLURBERROX LD

it 82 iR
EH B #®y{t PSD MM  FH(med) 14-3-3ng/ml)  tau(pg/ml)  NSE{(ng/ml)
1 C + - E® 38 53 >1200 172
2 C + +5 IEw® 58 224 >1200 21.3
3 C+T + - EW 22 e NA NA
4 T + - Ew® 50 NA NA NA
5 T + - E% 42 NA NA NA
6 T + +1 E#® 48 NA NA NA
7 0T + - E% 32 55 NA NA
g8 T + - E® 54 % 262 123

PSD: periodic synchronous discharge, NSE: neuron-specific enolase, NA: not available,

S RETSRE RE3 AR
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# 4. sCDMM2 BRIEFROBRESEERMEOX LY

MRI (DWI, FLAIR)D B # 5 BB HiL I SPECT T M HiE T

EFH B EE EWa® fE EEA) BB HBE BHYA)
1 cC + - - 10 + . 11
2 C + - 16 + 16
3 CHT + 4 +1 + 51
4 T - 26 + + 15
5 T - 46 + + 1
6 T + 58 + + 3
70T 13 NA NA NA
g8 T - 9 + + 8

SEHE: T MRIICTERESE®EDE, H3WIINNOK SPECT THHETE2EDMRE (EAS,
BEEGSPOFETERD RN RATHE, BRELBREET - EHFHHD
T 4E# 3 id FDG-PET
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5. TV A AROEN LIS
(2) BepRMAE (MRI, 14-3-3 &H. NSE. tau A, R¥IE)

W HE - #lESE GURIERER ARG BRAER B
BE o AKERREE GUREBER KRS BUM e mESS)
HE B IWWIED (SRR FERE/L - Mg

WP /138 - Eiih (ORI pha o st)

A% - A AR RFERREAES)

HE B phriF— (BIEIERKES - ki)

WHgEH hE - Biage (BT RREAR

WFSEln 4 - FRAESCHE LB EHF RO EE A S SRR A )
e HE - BEAE GEERMRARD

WRoei /8 - B (ORBRCR BT phRERERE £ 52)

BT 715 - WIRIES G KA ZE AT )

B 17 - BRUXHE (ZBARMERHD

WFgEE A - RERAER] (R L OROR SRR fhah s 8 5)

WH9EH N3 AL LN RR SRl fhat ol 72 b s APt A
WFE A& - FTILERE (BURERE AR DFFEET i BB R)
WTIE A - LY (G A PREERE R AR )

HE 8 ailizdE b RFEXRFRT Y A BA0FHT 28

(s EE]

AKROHF—~_A 5 ARMETD IR Y T/ b - ¥2TH (CID) OBRWHITI T Bk
(EEG) L= o0 J&] M 1) 3034 S5 . M MRT, A RGHE P @ 14-3-3 83, neuron-specific enolase
(NSE), tau HHE., R 7o 77 —CEIMET VAV EAREOBRREREI L, R L
LTC. 1. BADY =~ Z7 o AHBEO2FEIFIZI T 2 BEORITHIX EEC (99%) , MRT (76%) |
NSE (44%). 14-3-3 K H (36%) ONEIZE N7, 2. BADP—~1 F 2 AWED definite
BT 0T A RS LT BEG (75%) . M MRI(71%) . 14-3-3 A (73%) TR I AW leds o Fo s,
NSE 1% 58% LR Tdh -7, 3. 14-3-3 RAFRBMETHRIENLT LLES R TS
MEHrD, 4. CID AT tau BAOKE, FREIT 14-3-3BE L RBRETH DA, type2,
MV, VV BECit tau BAMEN TS E558ER U U#E tau BE/H tau HEELD
Alzheimer AR L LT CID THEBIZBMH THL LT 2MENRH VS H LMD KLET
HD, 5. LHERAYIZILNSE ORKIE, FREIT 14-3-3 BA L Y LR% 5, 6. MRI diffusion
weighted images (DWI) OB OBENIMO TRIFRFERTHS. 7. RhFerT7—F
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BT A BEAEBE SN bORRBEREZEZ LMEOMBNMEER TH D,
8. AMMMEA T AIRMIL, MRL DWI DAY 14-3-3 A &L 0 thoO AR PRAE T A CHE
BINES EEZOND, 9. MRI DWI TORBHEEET 2RBIEENSETTLE R
ERINTHETHD. O 9 BB LM Eof, M | BARIZEIT HEOETTE & /A
236, EEG OAJAMEIRER V22, 2. HERIZK T H\WHITE S EE, DBHTH LR
BRI 8T A— 4 — 2R LT, fABEEIOER DR S 72504 MR DVT OBEE
RS HEMMmOTREL 2D, 3. BVIKE - BEHEFPRE - HFREZRITRELY 4-3-3 &
HOBERSHLEETHD, 4. Tau BEHLAMERBEVWE > THYEHELIZELD
REIPLETH D, 5. NSE (ZMOME L D HRENS 2. 6. IRPIZT Y A HE dHl
SRR,

[:H:E.
B AL

Hkkv ooy T b 2 THCID) OBKTIEMEE (EEC) Lo i LR At i
(PSD) DINEATEEH SN T Y . HIEDBEAD CID H—~o T ZAHEOBWILETY
probable CJD OBWHZIZ PSD OMMINAMLETH S (# 1), Lia L, %M CID D77
— 7D 9B M type2. MV type2, VV typel. VV type2 TILIEH PSD DR H7L70 2 & |
Y CID 2 GBS E U A EBHO plaque 24 U, PSD ZFED 7AW il AV
ETAHZERENMONB LI TER, MOMKRAE TIIMIFHE® (CSF P o
neuron-specific enolase (NSE}ZEAFILY CID THEfZ 2T A2 MM NTEY . K
UTIE CSF oD 14-3-3 B, tau R ORY, FRENEICHOCZ EHARE SN TIE D, 1998
200 WHO ¢ probable CJD MFBWFIEHEIZIX 14-3-3-REMHEY AnonTnd (K 2), BLiZ
Zerr ST 14-3-3 MAZEE 2\ E kDY Z X - T probable $ 7214 possible &3
WMaMr &N, TOERINRE CHeEZI S NERICIIT A, EEC OAEA & EEC £/2iT
14-3-3 HADBE D 2 FOMALAEORE, BT, BETHRIER, FHFRELHAEL
TW3B 1), FRICE D EHRIEE, EEC /21T 14-3-3 HADHED 65%% EEC DH O
B0 TE VKT A5, B, BET RIS, BRIETIETENEN EEC DHDEE O 664,
93%, 30%& Lb~NT, EEG E721k 14-3-3 WA DOEFAD 97%, 93%, 79%~ & RIFEET i}c’é
SWEETHILEZR]ELTWA, £7, MMRT TREEFIN L Y CID (2R 22 pr fLAS
HIAHZ ERRTIZFu T T —FPRIME TV A BEARRE IR ZEbRESNTEY,
CIDRMHIBIT 2 HEROBRREOCERT BRI HLIEEREGFE-TETWD

[H#9]

ARFTED BRI HAD CJD Y—_o T AFEIZR T D EEG, BN MRI, 14-3-3 FE 1, NSE
ORfTER LS 24 L. EEG. 14-3-3 KA., tau HE. NSE, I MRI, RP7 77 —+&
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BHET Y A ERO CID BN 5 ER 2 RMICERT L2 L TH D,

[ ]

HRIZEAD CJD H—o T APEIZ T possible LLEOMIEME 7 13E R CJD &
W SN 408 TH D, FONFRITIMFEHCID D definite: 36, probable:299, possible:28,
total :363 5], &Yutd: CJD @ definite: 12, probable:22, possible:ll, total:45 f#ITH
H(K 3, CIDH—A 7 AMEEDTHIZIE-SV T EEC =0 PSD OF#E, A4 MRT FLAIR,
T2WT. diffusion weighted images(DWI) COEYWEERFHBLEOHFE, 14-3-3 EH OB
/Bt NSE (O35ng/ml) DREMAH|TE L. definite. probable, possible OE&BED EEG,
i MRT, 14-3-3 ZH. NSE DB, WITEZREN L, &OICEROMEIZT EEG, 14-3-3
BA, tau HE., NSE, Jid MRT DRREE. BBMETIISE, RRESL CWICER L, RPY
T 7 —BEHAME T Y A BRI OV T ORFONEEB LB L, KEIZH MRT &
14-3-3 iR B TRt %2 4 U 2 B OESIZWNI W TRERIZRET L7,

(R ER I ~ DAL
7&%’-"’@3@%&61 CID =~ T U ARETHESNLBHEBRTHD, —~1 7 W
(BRI E ZE DWW TIIBERE IR R LY XETRE GO TRY | £
tfﬁﬂ’é%ﬁé%%ODﬁﬁE%?%%h'ﬂ\éo AP BRIV T SRIBIT RV,

EE2

AAD CJD Y—3A F 2 AT IS1T D 4 A O P %k (REEE%) /MAT b 78 (ha 17 36%)
iX, definite B¥(48 ). EEG:36(75%) /48 (100%) ., MRT:30(71%)/42(88%). 14-3-3 &
H:19(73%) /26 (54%) . NSE: 14 (58%/24 (50%) . probable £# (321 {4} .EEG:321 (100%) /321 (100%) .
MRI:178(74%) /241(75%) , 14-3-3 TR H :97(92%) /106 (33%) . NSE: 91 (67%) /136 (42%) , possible
BE (39 ) . EEG:0(0%) /35(90%), MRI:19(70%)/27(69%) . 14-3-3 ZHH:11(69%) /16 (41%) .
NSE:5(24%) /21 (54%) , f[A¥ (408 1) | EEG:357 (88%) /404 (99%) . MRI:227 (73%) /310(76%) .
14-3-3 HR 9 1127 (86%) /148 (36%) . NSE:110(61%) /181 (44%) T - 1= (¥ 4),

[Z%£]

HADY —~A 5 AWEIZETD 4 REORRE - ITEOF R CHEE T 13, 1.
definite BEIZI5iT 2K IE EEG(75%) . % MRI(71%). 14-3-3 B E (73%) TR X MWL
MoToh, NSEX 58% B TH -2 &, 2. 2FIRICRIT 2REBEORITRIIBEIZ L -
TRESRAY | EEG (99%) . MRI (76%) . NSE (44%) . 14-3-3 F/H Q6% DIETH Y . %
{ZNSE & 14-3-3 BEDRITENMEN -T2 b, D2HATHB,
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CID H—_a 5 ZAR/AETIHHFAI & LT CID USAORBEGSR L LTORVD THRE
DT RIE, BHETHE, FRESERINTIZLEITERY, o TUTTHiBED
2P LI CJD ZIIC BT 2 BREORIFE LOEI T A —F — Iz O THRF LT,

EEG ORI 60%E T8, MHREIT 70-80%E L ME SN TWA (F 5 1-4), LARIIZ
W ONEETH 7= MM type2, MV type2, VV typel, VV type2 DK PSD MDD 5
T, MM typel CFRRKIERBR BT /N —TOHFEPBRL<HMOND LI -72
L& MRl ZofiETIn oD T I — 7@2%#&% ﬁof%tl&@ZﬁiU
CID B2 Iz 3517 2 il O I ZLARTIZ i U R EE TR

14-3-3 A 1Z Geschwind B 743 32 fFlD definite il % XF54 & LT:F?:?‘T'GEZB%_F 53% & K\l

B LTV 5), 2RSSO L < DU TIRRREIT 71-97%, $5REIT 84-98%, B51E
TREIL T6-9T%EME SN THY . AMOY—~( FURPETORE L T3%TH 5B (R
6)1,2,4,6-12), ZHAIIMWE LY GREFZETHD, LvL, DWiEHEL LTo 14-3-3 &
RS 2 255D, F 1 SIXREENERM T T, cut-off HiZbEW
BB LETHL, MTEHEICIE western blot & ELISAED 2/ H Y . western blot
B ESITETEAMICHIET A A L densitometry ZEA B WTELSA L L THET 545
ENbB, METD 14-3-3 BHDTA Y 74—LICbBEyD 2 @YNRHY, E6ix
western blot /5% densitometry CERILLIZBE L ELTSA.@%{?}@ cut of f fli% & Z |2
RETANDICE » TRE L BHREIZEVEAE TS, Aksamit Hd possible LA B CID &
R L OEYICID MEtbh/odE CJD e xig & L ELISA iz W REST T, cut of [ fH
% 8ng/mL LL L &4 A L REE 61%/Fr50EE 100%, dng/ml &35 LR 94%/FF R 49% & 72
BHE L, cutof f HICE » TRE, BFREDOHMARESENRTHILEREL TS 13),
B2 MArk, JUE 14-3-3 MAIIROREE L LD EME T ~0 14-3-3 EHOFFRIOLHE
HERTEY, CID IZHRMOLELEZR T AL TiEAWZ & Thd, ZORBITEN
R A —F— LTEBE T RIROEKMIC K Z 505, Burkhard & (3fix OAZ 2
TEHRFE 0L TIU-3-3FBAZMEL UL THETHBED I B CIDIT 24 LB
BF . R BEPETRIERIT 100%, FFEREEIT 88% & M TH o 0y, BT RIS 4% & R
BTH-o7TEBELTWSD 7)., Demaerel & & EIHRICHEAETRIER s6% & KSR E®WE L
T3 4), —F. BEFRFRIMREOREHIEA CID L bRy g i Lok
AT TR G 96%A EOBEEE e > T3 4,6,7,9-12), BEMETRIRITESE B
TRBEAMENEEGRHH LD 2 T, 14-3-3 BAEEETHE CID 136 ERTEA,
BYETH-oTH CID ERMNTLLIRS2VWEWD ZEEEKT S, £DD, 14-3-3 &
Fi% CID OBBIIHHAT 20X CID N o 2 HICIRD & L DBERMNH Y | FEE WHO
DB IERETIE 14-3-3 BAZES S AMEMILECE TH 2 FLUINE WD [HFFIRE D
WV A, Huang BﬁCJD LAk rapidly progressive dementia # 2T AEBOBREFD
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HHO 14%T 14-3-3 WBEAPBEL 7L RE L TED. BFERRAT D dementia O
BZIE 14-3-3 BE LT LS AR TIZ W LB L T3 12),

VT, BEEREHT O tau BA G CID ORI WTERE, FREN L HIIE VI LR
HXNTVWB (K T)6,8, 14), 0tto &, Everbroeck Hidl—HEMIZEH VT tau A & 14-3-3
BEOMAFZNE L TEOEBLEZIE LTS 6,8), 20 2 DONEB LY tau EROD
FEWELZ@®ED ST tau BEUT CJD SRREIZR LT 14-3-3 BB & IRIERREDH
FAtEE B L TWwWA EELZLND, LAl Otto HI type2 BEe= Ko 129 5 MV, VWV BEID
BOTE tau HEEZ 14-3-3 BAL WV BESESVLHEL TWD 8), ZOUIBR L Tk
CHREN 2L, | MEDOHPLWIET D2 LIETERVA, PSD 2BHBRNY T T
RWTEERBWZ L2l LW 2 ARl 5, £/, Everbroeck SI3NF
BEi oo U EE tau BAORENFHBYIEOE S CESMESCEDETORS, @l
()72 PSD DHIRFE LIS 5 L @i LTI Y 16). PEiES LINFFREE P O U BEL tau &
/8 tauw BELA CJD THEICIKMETHS LRELTVD 16), BIEETOE IS tau
BRI oMEIIP RS ROS o R DMENRETH D,

NSE 3k - ORI 1 80-87%, FFFAEIE 66-92%Td v, T 14-3-3 H A tau HE
L0 LHREVETHD(E DI3,1T), LIEETOBELY NSEZAARADY —~gF R
BB DRUE, RITREPRWIEMEIIND AN D Z LIC L DRENR L IR, JCHRRY

BT LR UNEELZ BV THEST S 14-3-3 HE L O BROBAI T A—F—1"H5D
TEMmE . A NSE OBWEHEA~OE AT ST I EOBRE AT L LB EE
Z b,

MRI 12T Demaerel Hid definite CID5 4, CJD Mg NZIZHEZI N T #
ORREHZ T, MRIDWI (ZEREE, BHET MR, FFRIE L § 1008 TH Y | R—=RITHVTMRI
T2/FLAIR 1%/ 60%, FFRE 100%, EEG DELSY 40%, FF¥A 86%, 14-3-3 B H DAL 100%,
BN A3%Cdr o7 = & A6 MRT DWI X MRI T2/FLAIR, EEG, 14-3-3 BEE L VLTS
L. BWrEAICEMT A2 EAHESEL T A (3 11)4), Tschampa B 4 CJD6 il TK
WESEIERL DS DWI TEHEHRZ 2L TV EWELTWS 18), Schroter HiX MRT T2 12 K5
FRETCRRE 67%. BT HIZE 96%, $5 TR 93% D kAT % 19) (Finkenstaedt {3 MRI T2/proton
I BRRECHEE T9%D R E#AT LTI Y 20), MR1 T2/proton X DWI X V47N
HEBILND (R,

Shaked H1IZ X »T 2001 FiZF Y A RBEFORPIZT a7 7 —EHEHMET Y A -&A
PRIt END ERESNT 21D, FRETTIVFVRAPFELRNEZEZ BN TWRE
MMCRE 7V A BARBRE S L L, BEBLRCBFORE 7V A EHRAIHTE
DIEEVREREREEDK, UL, ST U AL RHBEDKPIZ Shaked &3
W L7 32kDa DNy NIZRBTEE, 37kDa 7T 7 —EEEMEA L | KPIEEHT
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TVACEAPUKE LIy R Z o7 my PTRIMLICH, 2080 RIZEDOERORHET
2 BHRORE W T2 o7 ay hTHORIIEND Z RS, RNz
FTHDZ LML 22), EOIHMBREORER, ZO/ 0 FIIRBEEZEZ L
S ORIAEE A THY . BET VA EATRRN I ERA LA ERoT,

Lol LB 7 A —F — DA TR 5 I DWW TREHT ~ & R Q
FENEFNOBRE THIEYE £+ 2580, BRIERRtORETR T L OREEN 7]
BEMNE VWD ZETHD, 10T 14-3-3 BATHEAEZ 29 DHREE 23), K 1125 WRT
THBEEZ R4 2HBE R L 20,24-27), 14-3-3 HE THREBMEZ R 5 REB )
Alzheimer’ s disease, frontotemporal lobe dementia, dementia with Lewy bodies,
infectious encephalitis, metabolic encephalopathy %23 & 50, BZWrICEET S CJD
OREW TR OERIBZE ORI R E ZINDLDONE L, E%Jﬁiﬁﬁiﬁ'ﬁafﬂ@*ﬁ$ﬂ?ﬁf‘®ﬁgﬁ'l
U LOAS TIH RV EEZOND, EAUTH L TIEMR] T2 B9 5 KRBT MELAS,
status epilepticus, anoxic/ischemic encephalopathy S THHMN, FDIF LA TG
WAEIR R O AT R A S\ ES TH D L b D 24-27), /o, BHED VI
high intensity # 29 5H&BIZ- OV CHHRA L& FFMICILES 2 &0 CID iX DVl high
intensity lesion 2NEEIZRFE LR E OS¢ A8 THhH D D2~ MELAS & status
epilepticus |3 high intensity lesion BEHIZIBEETTHE TAEICE TBLATED,
O EORBREZHEIETHD 26,27), Anoxic/ischemic encephalopathy 134G X FrE T
BB OBEIZIEFMTH S, high intensity lesion B HIZIBHEFHETREIZET
BRATEY, 2 CJD TIRIEH THD/MEEERSE S high intensity ZRT 52 &b
BRI ND 24,25), E£7-. ADC TIE CJD. MELAS, status epileptica, anoxic/ischemic
encephalopathy IZ low intensity 23 5DII% L. status epilepticus (IRFHIZ L »
THE~ 72 intensity R L. WMEPIL high intensity &7425 26,27), MHEFTROEMNS
& MRT TEEBME % B2 2RI BHA S L B 60D,

Llld&y f‘”:k& LT, L BADY—~AF - AFEOEFIBEIZ ST D MEADRITHRIL
EEG(99%) . MRT(76%) . NSE(44%). 14-3-3 HE (36%) DUAIZE 2> 72, 2. RAD Y —~A
F o APED definite BEIZI31T DAL EEG(T5%) . M4 MR1(71%) . 14-3-3 A (73%) TK
EARTEVNT A o 7oA, NSE 1R B8R LARIETH o7, 3. ICHRAIITIE 14-3-3 REIIEBET
MFEALT LB RV ETI2MENRDHD, 4. CID £ERIFETIE tau BEOBRE, FFRIE
it 14-3-3 BEA L RRETHD A, type2, MV, VW BETIE tau BRHOHHERTND LT
AWER Y EME tau BEA/F tau HAED Alzheimer Blmf L LT CID THEIZM
ThHETHHREN DV SHLBERPLETH D, 5. CHERAYITIE NSE DR, FRMIE
14-3-3 BE L D LD, 6. MRL DV OLEGIORMITMO TR LHERTHD, 7. K
P T 7Pl ) A RA RS S b OIRREERYG A 2 U oAl o Ml

— 317 —



BEETHD, 8. {BEMESETAEEBIET. MRI DVL O 14-3-3 HHAE L D Lo EERER
SREFRLOERNDERLELZOND. 9. MR] DV THEM2 2T AEBIIEERZ T
METHELIIEBVWNARETHD, DIABALNER- T,

[ R

1. BARIZBITAEOVEBITELBRE NG, EEC OF BMEIXEEW 20,

2. BAICBITAEWVIEITHE LRRE, PEFITHS BBV FHINRT A—F—%R Lk
Mt (AREMEBIOER DR S A B MRT DV OEBEMNSHEH TKEL 2D,

3. EVRE AT - BREATRTEE LD 14-3-3 BEROMEISELEETH
Do

4. Tau RALEHMENENL I THII SRS OIE L DRFIBMETH D,

5. NSE (X REL W FHMERE S,

6. R VA BEEEBRL I 2N,
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#®1 BHEOHROCIDOEWALE

1. FEFEH (definite) : BEABRICBNW T O Y 7))V b - YO TRICHHMNZHERRZIENHT S5,
FRUL RS TOy MEMUEEBFOREBEIITRAE UA CEANREEN 0D,

2. \FFHEFH) (probable) : FHEEATRSLRE 71U 4 L HADEHIIE SR TWRWAL, EITHERERL,
Bgil CRABMRMAEHEL23BD 5, 6k, 3F270—-R ., KRR HENE,
INRIEIRIR I RY, ESESREOCS B2HBLU ELZET5H0,

3. EELF (possible) : FIEMEER & FHROBERFERE LT 200 ME LOBRMERMEREER<B D,

%2 WHODCIDDEEMREEYE (1998 47 EEAR)

1. WEER (definite) : ANHLEEIC B W TCIDICREBAY BT R4 SR8 T 54
ERRYIAS T Oy FENREREENREICTRAN T A CEAN
B ENABh, scrapie-associated fibril NERTLH D,

2. (FIFHEIH) (probable) : IWEFTR - RE T U A CEADIRIZFESNT WIS,
ETHEEREERL, 510, I O0—R A, HEER S IHBAIBBIE.
IEEER (A5DEHTEESE) FAFHERYE, BEHESRKEOSBHBAUEZETH DO,
E SICHNIE OB RE,. £RRIECE TORKBI2ELIN ThESR® D
1433 BEBEERDDHD, ZEL, W—F U RECHOERERET DDV &,

3. RO (possible) © AEAAIEL N TIZIEMIEN & R CIERER 2 BT 5%
T IFHEE DR B A7 S 720 b O,
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&I FMHOHRONIR

Definite Probable Possible Total

IiFH4CID 36 299 28 363
BRGWECID 12 11 45
st 48 39 408

#4 HEDCIDY—RA T AFMEICH T DdefiniteRf. probableBf. possible B, EHIFED
EEG, MRI. 14-3-3FH. NSEOER. MITHR. BE. T

R EEG MRI 14-3-3F M NSE
Definite CID (B ¥/ FifT ¥ 4847 36/48 § 30/42 fi 19/26 {5l 1424 £
R /HE{TER 751100% 71/88% 73154% 58/50%
Probable CID kit £/ {7 ¥ 2161 32082141 17824181 9710681 91136
B/ iTHR 100/100%  74/75% 92/33% 67/42%
Possible CID Bt/ T fT¥ 394 0/35 i 19127 {5 11716 5121 %
R/ feiTHR 0/90% 70/69% 69/41% 24/54%
] 8/ T TR 4085 3571404 2273104 1271484 110/181 {5
B/ T 88/99% 73/76% 86/36% 61/44%
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#F10 143 3HATHEEEEEL SHESR

Alzheimer’s disease, Frontotemporal lobe dementia, Dementia with Lewy bodies
Cerebral infarction, Infectious encephalitis, Subarachnoid hemorrhage,

Acute transverse myelitis, Brain tumor, Paraneoplastic neurological syndrome
Tuberous scterosis, Amyotrophic lateral sclerosis with dementia

Rett syndrome, Down syndrome, Cerebral amyloid angiopathy

Metabolic encephal opathy, Multipte sclerosis, MELAS, Carcinomatous meningitis

Anoxic encephal opathy

#11 MRITRABBEZE L 25A

AR E Dhigh intensity &4z U 25K 8
MELAS, Status epilepticus, Anoxic/ischemic encephalopathy

ARREL R AZ Dhigh intensity 24 U 25 B
Anoxicfischemic encephalopathy, Hypoglycemia, Hemolytic-uremic syndrome
Osmotic myelinolysis, Encephalitis, Leigh disease, MELAS, Glutaric aciduria

Wilson disease
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