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KR B OMEEZ WL, 5 HICE W TOMRREAIZHIC X DT Tns, TILyn
A=, Ev 2N, ETYER LR, ORI E A, TR MR AE, S — %
Y B L OV E—/ IMRBIEERNE, % RIEEE,  AS IS M A 2 I SR B A e &
V&, MRSEIAAIN IO R R A AR L 2 SICBHEE R T 2R RINE I X o T I A TY
5. PEZSVEPRE, PMEMIMN IS BRI AAHE T 5 FVATEER A DY, S £ 3 EhBMiz 20 TR
BLL, M ICBEEETE L ORBEAIICE AR 2K S 2 SIS (BREAAME) & LTS
NTw2, KMEEHDRIERD 7% 59, LH - 270 EORMHHRE, Koo, 78 -« O
BAEIR 2 & HHIANT R 2 O Z LICHEPRETH 5, IR BRI D RBEAIYIC
EE W S NIEBI O FRTDY, BB OB LRI 24 & OWRBERTEIC D %035,

<ZRBIFIFE : whFEpEL, BOAMS, EEE, ATAMHEEAMELE, TDP-43>

I C & IC

Farh R B ofEEZWiz, SHICB VLT Ll
FORBLAEZIIC X DiThbNiTw b, MR
BOBEN A Z R T I LIFAHRZ ETH D
3, AR DMRIE B INRT O BRI L D, 4
- ZM EOREERIRGE, SorbEs, 1TE) -
DHEYEIR (behavioral and psychological symp-
toms of dementia : BPSD) 7 &b, D EVE 15
ZBICE DAL I 2T ENRMSNE L IICH>T
TV 5, MREEL ARSI (RheEH e
D) & pREHIES ) TRl BlgE S
2 BE LS Th L EHAKROIEE, BXUOEA
HEBRT2ERICES LTI s, AfgT

&, FEMEICHEE T 2SS WIRE A LI,
FEAPRHEE IR 12 15 72 D i Bl D AT 2 R 3 5.

1. EEEE L TOMHRE MRS
PR RE, BEMICHE L, STk
TIREAHZEER 2R L T30, Zhon

PRI AN I BRI IS A T % AT & A 23,
IFEIFhEMizz ONAL, MEAICEELSE
B L OWBESAIIC B AR 2T 2 E A (5
FAMEE) & LGRS h, gHInhTws, 7
VYA 2 —4i (Alzheimer’s disease : AD) %
Yy 79 (Pick’s disease : PiD), #EfFERZ EVERR
J8 (progressive supranuclear palsy : PSP), KM
BB LIRS ZAME (corticobasal degeneration :
CBD), W& &Rk P58 AGE (dementia with
grains : DG), »S—% >~V %4 (Parkinson’s dis-
ease : PD) 8 X L E—/MERIEEANE (dementia
with Lewy bodies : DLB), % ##ZHEiE (multi-
ple system atrophy : MSA), HijGE{HIGEEEZ MNE
(frontotemporal lobar degeneration : FTLD),
fhZEEEI 2R E  (amyotrophic lateral sclero-
sis * ALS) 7z ElE, MBI I e R BRI 75
BFAMREZ ICEREERT A RRNENICE > T
STEIN TS (R), S EOMEEEL AR
ZPUM TR 5,

FHE © BRIBERDEMRE R
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T NA 2 —I5 EIN Za—nvEnL =N

PRI AL Fires il 3YE—1r¥v
4V E—LF+F

vy 79 vy 7Bk AR A 3VE—=Fr¥7

JEFT AL R PRI AR L PR A 4V E—=F+&
tufted astrocyte TAbrayA b

RIBCEFEASZEMAE  pretangle Pt 4VE—+%7
astrocytic plaque TAraYA b

& SRR R IR g SRR Rzt 4V E—=F¥ Y

N—=% vV v/Lv L E—/hME Pt PXILA Y

E —/IMATIER AT LB — it AR

% SRR ZEHE glial cytoplasmic inclusion FVaFrrues)r SRXILA YV

EEN = 2 —w U/ TDP-43 Bkl Ak, iy PHEEHING, FRREMIIAL N, i TDP-43

TR IR S A i WNE AR, APEpieseild, N ZE, AV IFrrusY 7

B, 70 7 HENE A

1. 7y g <=4k (AD)

AD O¥EFZWIIZ, # A (senile plaques : SP)
E T NA e — R RHEZAL (AD-neurofi-
brillary tangles : AD-NFT) 234EyEic X 3
HBLE L 022 T, KE» DJAHIPHICER T
L2 EFERET S, SPIdMilEMNIc T Iu A
F#EH (amyloid B-protein : AB) ASHEEELTE L
EAKTH Y, AD-NFT (Z#ifEamic s
DB L CHAIRDORHEMERS G 2 78 T3 AR T
Ho5 (& M.

AD T, HABEHETT 2 ERKEEDOUE
ANEZERE, R D ZE o AT 75 2 SHH
L5 (K1), AR, 14207 F Kbk
AB (1-42) EIMEEENDYLE D AB (1-40)
DH Y, SPTREMFMNAET S, 7Iaf F7 v
X 4 789 — (cerebral amyloid angiopathy :
CAA) Tix AB (1-40) DUAEDELLE 75 503,
BB ICIE T 255121k AB (1-42) 2MENL
L%, SP X, w3 PR UHEE O UAZE N1, ]
SHEESMU D 5 V02 LR, KIHTECE 2> & 4%
R, EEER - BUK, BGERS « ADIN LR35 2k
DR ST WL 35 2012 4R AD ONREIZING

FHED T 1%, SP OEBRAIEEAN R 1F, 2 Mg
% PES SP DHEEIC X % CERAD 478", Kl
BB ADIEDY 12 & 2 Braak 4780, Kih» o 5
R, BUK, WS, DN~ IR2Y) % 3§ 2
Thal 7 D 3 2O HAMBRA SN T2,

8 7 I EE I Db B NE O EAEE &
ZEIHERT 2EAT, H17HROEEK
179212 \IZFAET % % 7815 T (microtubule asso-
ciated protein tau : MAPT) DERW A 754 >
YZRED, 6FBEDOTA Y 7 — ARSI
3, WUNE EOFEAICh Db D IR LELSIDS 4
DD4VE=FTAY74—5 AR) E, 320D
3YE—+74 Y 74—24 (BR) IcKlENns,
AD-NFT X 6 I RTDY I 7A YV 7 4+ — LA
SRR S 1, EISIZEEMIC paired helical fila-
ment (PHF) &MEIN2MHERIGEZ D, VU
L xF vk EDBffiz 2 THEBL TV
5.

Braak, H.5 132 80D I O FEM 72 85T 12 &
D, AD-NFT OB % 6 BRI L 7259,
WIAN I E W N B & R RN B o B FRLAE T B
(stage 1 /1) L, % icufilsEm (stage 1)
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K1 7Y AL<—R

TS (2018) 120 % 4 %5

TV Y oNA = =R OSBRI % 38 2 TRWTE (A) TR O FE AMERINEE 020 L 0%l (KA 28025, K
W (B). G OEE 2 Mt iEhiys (C). WM OMEE (D). 7w A v —whidlfiEZt (EB) k8 vkt F) %
NY., ZABE (G) 1AL (H) #7353, A~D : Kliiver-Barrera $¢ft, E, G:HE %y, F: AT ffE4ft, G: AR

P o)

PO (stage IV/V) NEDSY, b EEIC
% & —RETEEBE (stage VI) IZIAD5
Z &R LT, BRI EEFE X, AD-NFT O
BRICESCART LRGN TV S,

Murray, M. E.5 1 AD-NFT OJRZEA6IZ 3D
DHRINH 5 L WG LAY, KR OE
ANEI NFT 25 B9 2 I AD 1 (75%) DA
iz, R B (14% ), hippocampal sparing
B (11%) 12478 X4, hippocampal sparing 7
TIFANEE D AD-NFT O HBIA% <, #EHHE
WOMBDI LD D, WEOZEMEIR T LB
WhEnTwa, HEAIICEWTY, CBD &K
ZWi & 172 AD 13 hippocampal sparing B 2124
LT,

2. ZOFNF—

JRBRAAIC RN > 277 ) 7RI & 7 8
HOEM T 2 B2 5N, EiEkzao Ty Y
A8F — LIRIRT 5, Bk AD-NFT 13 3R ¥ 7
EAR Y 7 DMIFE D SHRL I N TV 2 DITH L T,

PiD D ¥y 7EkIX 3R & 7 ERR S TH D, PSP
% CBD, DG Tl 4R % 7 H3fiffifia > 27 ) 7
JcEBLTBY, HWERITEICEHAKZBRT 2
FIEADTA Y 7 4 — L DERMEICHEDH 5
(#).

1) ¥v 7% (PiD)

PiD (33 & L THIEWICHAE LR IET 9 %
MEZACATEN R, SHEMERERE 2 R e L,
P B IC I3 TGS & I EE o B 7 R AT 1 B2
PEZENE L WEN 2 IRBE DO EiE 2 B0 5. FEiEo
1 E 2 AL TR BKIRNE - A 7 D HRRZERE (knife-
edge atrophy) Z/7”3 (X2). LIFLIEEAZES
P27 O EAIEE R SEIER THEE 7 & Tl 2 ks
B EN% e, MR I BRI EN O/
PEMIEbiE & 70 A —s A, AT 2 pieiiiam
IZ 3R & 7 > & R S B AR O M E A
hchrry rE¥ERD2 (X2).

PiD 1%, 5 H® FTLD OFEM & 2o 7B TH
D, KON EAMZEMZ5RT AD Lxtlbans
23, FABERERE IS BERFERFZERT DR 5,500 Hi
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2 Yy ¥k
'y 79 MRI T1 SHEGOLRE T I3 F M 2mEIEEER 2 a T (A), €y 7RoMEED EESER B) &k
Wit (C). € v ZEk (D) 1% HE 44t CERIR D UM AR T, Bodian %4t (E) CTHESRIEZT L, V (LY 7 (ATS)
Bt (F), 3V E—=r& oM (RD3) (G) %77, F: ATS fuffits, G:3 ) ¥— & qufEse (RD3)

DOEEEIH, ADIZFI20041TH % DIZH L TPID
X 6HITHY, ZDMEEIX AD I L T T
W, WIEMFEZ R E T 500, JEHYINIC
T 2 W & 7 B BB o FEE 4E i 1 -1 69 T
(BI~TTIR) THY, HilEORHIEIC S EEhN
TV LR THEBEPRLETH 5. PID OPEEMS
X, Ev 7RkoEEEMbAroolz, Rl
BHELLED, TEY Z7ERD AW PID) 2645 HD
TDP-43 A% 9 FTLD 2397 B S h 7o &if
1%, ZMREBICE T 2 E AL &R E N O
R REN L LDIC L EE>THBE TR
2\,

2) MEATIERZ YRR (PSP) & RN BB I SR

ZEE (CBD)

PSP & CBD i, #h#&EfiEE 7Y 7Hlfdic 4 R
FDERT APE T, MEBIEEBITTY 7D
YO EEPENTH B Z 2R E L, PSP TIZ
tufted astrocyte, CBD Tl astrocytic plaque &
WIH T ARaYA P OEARIEIHZ W L
oTWw3W (X3, 4). PSP DK KIZ, Steele,
J. C. S KUE G R, A% 1P IR Bk ) R,
SRR DRI N T E DS, Z DHBDOIIHE D

BHICK DERBIZ LD EETH S 2 EIRc
ENTWw 3, 2017 D PSP OFF L LI LM
FEHETIE, IRBRESRRTE, LBAEN:, ME), #
ARgREREE 2 FE AR E LT, 2o oflas
I X b EFERRT % 8 iz PSP-RS (PSP-Rich-
ardson-syndrome), PSP-OM (PSP with initial
predominance of ocular motor dysfunction pre-
dominant), PSP-PI (PSP with initial predomi-
nance of postural instability), PSP-P (PSP with
Parkinsonism resembling idiopathic Parkinson’s
disease), PSP-F (PSP with frontal lobe cognitive
or behavioral presentations), PSP-PGF (PSP
with progressive gait freezing), PSP-CBS (PSP
with corticobasal syndrome), and PSP-SL (PSP
with nonfluent/agrammatic primary progressive
aphasia (nfaPPA) and progressive apraxia of
speech (AOS)) 1248 L T 23Y,

PSP DJRZ AL, WA - BUK T, BE,
MR, REIREZ OB TH D, %
TUTINZ T £ X E BRI HLETI Z2 & T Hiu
EEEROZEEZE>Tw D (K3). HKEN%
BRIENE, MRS & 2 7 OBRIC X 2WES
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X3 EfTIERE R
'?Jkliﬁfbimgfﬂ? BIR T (RH) D#FEWZEEZ2 RO (A), TN - B0 ZEMmIE
, FANHoZE 2R 5 (B), BED globose FIMRRIEIEHMEAL (C) 34V E—+¥
70~%|$ (D) #787F. Tufted astrocyte (& Gallyas-Braak $¢fa Mg (E) #7301, 4
E— k¥ gt (RD4) IS (F) 2057,

HO7 72y Mk LTwED),

Rebeiz, J. J.6 12 K4ug, A DFERE, Fl
1 D B EHEE) RAT 7 & D KM B B R DR &
INTD, ZOBROHEBIOERIC KD HRWH
BDARY + 5 LD L, EKNIZ CBD &
SIS ALIREB OWFRBRIZ1X, CBD DAt DR DY
PEOELS G END T 06, BIRZWNIZKINE
B R ERAIEERE (corticobasal syndrome : CBS)
ZR, JEEEZEIC CBD Z w3 2 L3RS
NTw 3% 2013 4£1C CBD 0 F 8 2 AR AL A
##1H s ¥, CBD-CBS (CBD with corticobasal
syndrome), CBD-FBS (CBD with frontal behav-
ioral-spacial syndrome), CBD-naPPA (CBD
with nonfluent-aggrammatic variant of primary
progressive aphasia), CBD-PSPS (CBD with
PSP syndrome) ® 4 DI KB Z 7,

CBD D¥iRZsorfiild, KIGEE - E, WA,
BHE, SURKTEREZTLET 503, KINEED
FEAAERINZE AT & Z DRREE, RS0 /0Nl pi bR
e EOLWRREIIIIEN Z L ORZRBH D,

RO DE R E -T2 (M4)P,

PSP & CBD &, RIMEE, IRERR, BHIK T,
BEACICINE L 7RES 2 b5, EIRG
2729, UIE UISEIRZW & BN 0 i
MBI B, OF DEKRZKIL CBD 725753, i
HZWIIPSP THH7- W) T ENEL B, I

(& PSP & CBD DA O I K LT
27-0THY, HEEZMNIIZIRBLA IR HH
Th 5.

3) WEERPFERMERRAE (DG)

1987 4F, Braak & (ZMITHEED NI D K 11E I
Gallyas-Braak FEER Y (0 T Yl X 41 2 REER I FRAL
W A (argyrophilic grain @ AG) Z¥ELT %
ANEE DG L WA 5 2 L 2B L 72, AG

EE ORI, aEmIE, iR & o Nl
MGHZE IS S IS 2 AR ¥ VOB AR TH
% ([X5). U U IR I SIS EE AT I A2 A
a2 EdE g o B Rl o ZEis H
VD™ DG TR, AGDIBLZ I3 E IR T
FEIRIC pretangle & WX 2 BRHEIEIED Z L\
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ol t

4 RIN BB R e
KRS KINMBE - HWEOZE L, HE, REROHMEE 7Y A —2 2 (A Kliver-
Barrera $(fti, B : Holzer ¥¢ff1) U-fiber Z &L SE THEOZEM (A, KH) 2550\, KE
1213 ballooned neuron (C), pretangle (D) 28HBIL, KE - H'E, JLE%ICIE argyrophilic
threads (E) 23%#HBIL, astrocytic plaques (F) %##& %, D : ATS fuEita, E, F:
Gallyas-Braak 4t

5 WEEREA R AE
TSEZE PR AITAT U VX SRR, (A) Y% HURBIL, & 7Btk pretangle (B) ##8& 5.
A @ Gallyas-Braak #4ffi, B: ATS fafigjuta

% o BEfila o B % > T 3 B2YRHETH %
(X 5), WEERPERT I3 WA B L C el o R
FEOTFEIRILE 22 % & L HIT, MREEMTERICA
PELCTHIEG 270,

BHABZERT 2EEEZS X 7L A ) 8F =L
T2, 27147 8F—DREFOFEERIL, L
E—/MESH (Lewy body disease : LBD) &% %
#iZEhEiE (multiple system atrophy : MSA) T&
", neurodegeneration with brain iron accumu-

3. XL A I RF—
a2 714 (aSN) HMNICEHEER L T

lation (NBIA) 23 E N3 PLA2G6 DiEfn 1
BETHHREN2D) . 1997 4F, # YR EME S
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6 N—F VUL L E — /MRS
N=% vV 95 (A) TIREHE (KA, HH (RH) oFWHAMOZE0 2, WE (B), MEHL ©—/NMMk (C) &
KERILE—/ME (D) a2 7 LA vtttz mrnd (B, F). L E—/JIMRBIERANE TR L ©—/MEIZ
N Z RO 7 iR e PR (F) 2789 5.

T PD DR IC aSN OMEIE T EBRBHE R I N,
aSN Fiffkhs L E—/ME (Lewy bodies : LB) %
RT LI EDLZDOMBENTHS I EHNHLD
Elxo7, aSN X, 1407 S 27 E» 67D,
FE LT F 7 ARRRICBEL, MIREICH
LT3,

1) vE—/MEN (LBD)

LBD %, PD, BBANEZE S =% > 9 (PD
with dementia : PDD), DLB, L E—/MEZ S
F At0#E R4 (pure autonomic failure with Lewy
bodies : PAF with LB) 7 &% @& 7 2B
Th D, RO ARRZEEIC oSN BEtEo LB,
L Y — e gEtl (Lewy neurite : LN) 2B T %
T & RIRIAIR E T8 (X6).

FRRINIC S =% vy = X ADHFT L, B o
BB W, KR % 72 & o pi e A e i
7%, BATR R E R R & £ ) DS PD T
b5, —H, WENY» L5, LI, 2/
BT 5k E R E 2R L, WREL R,
Mg 07 0] 72 & ORGSR % BRI B o /N f
PRI BB R LB 23 B3 2 9% 8 13 DLB & Mg
n, KD/ S OWE DB D DLB R
IR D & 72> T 31219 PD B [EE %

Ffk L L, DLB IZFBHNE LR 2 RIS %2 5
23, Wi oSN Btk LB, LN 2 3@HE 52
REBRARY 7 LOMIZHIEL TW5, 2005
EODLBDarye Y AHA FI A4 Vi 3RT
i, JRERAIIC LB 2RISR L Cw b 7 A
7, WG RICETIENB TR 4 7, HIEIC
CEAMEICAS 2T B9 4 70 3R N
T 39 DLB TIIFHSEMIC 7 LY N A < —i
HRZMEET 2 2 L% 0o, KRGS DLB
DIFIBRIZ L 2D DH, AD DFEIRICE 2 b D
PR T 2 FRABRAINTL S, 2017F0 4
A P4 VEARIZEWTYHE 3 IKOWREI2ERET
iSRS N T 5, RkZCEERD LB, LN
DO, SVE ORI E O RTS8 S 10T
W S 1 RN O AT D 8% DLB &
T5IEMERINT VLD, EEICIE AA—F
Vv = AL B S 5 RN DFRANED A IfE,
DLB DEARIEUR % 7R TREGI 3% . —T5, K
#&it L 7 PD I RAIERERE S A5k6fE (PDD) %
&, WRBLAEIICIE RBGLRR & RIS B LB
MIAHY, DLB OWREURICE L, PD/DLB o
WEEE L TIRZONTWS, N=F Y =X A
HHE 72\ DLBICE WT b B, i



R S H  RRRR IS8 72 DB B2 o ARk

297

X7 %R
% RAREREIE ORI BT 2R (KA OFEKODOZEM (A), AV —7HNNRD
BRI A SN BREEE (B) DZEH e WId (C), glial cytoplasmic inclusions (GCI) & a
27 VA vREREICEEERT (D).

PFEE IR 72 & D aSN Bzt LB, LN 3% 3
%. %7, PD/DLB T, 4Ll AmsH dtap
fRICH LB, LN 2MBLE 2 2 L0 5, REHE
ELTHET 2 2 ENEETH S, LBD I, £
Wlich 7z ) BEMRERE S H L A —F v = X
2 H3EELEAL U 72\ PAF with LB DJRREDSTALE L,
KNS A AR R DO MEDR . LBD I3 O\
BHETH D05, =% Y X LAPHHRMERD
ST A AR BE & RN BECIE B 2 > T 2 AT RE
BH 5,

2) %RMZENE (MSA)

MSA &, JWHE2ARIC A ) — 7/ ZEHEiE
(olivopontocerebellar atrophy : OPCA) & #i5cfh
BB ERE (striatonigral degeneration : SND),
Yy A - FL—2—JEMEE (Shy-Drager syn-
drome : SDS) @ 3 HERID R IR % & 2 PR
T, ROVIMFEEEETHD, AV ITT e
7V 7 ORERIZY X 7 LA VGEER R T glial
cytoplasmic inclusions (GCI) % B $ 2 %2432 (11
7).

MSA @ EFEZWIIEHE T, MSA I3HEREEE,
A VR Yy, BEYHEEINE, SFETREDH
Al 2 AR U, #HERRE EBE T2
MSA-C (MSA with predominant cerebellar
ataxia), S—F VAL %ZHIEE T2 MSA-P
(MSA with predominant Parkinsonism) & 2 Bt
L, SDS OMFRIZIEELE 7 < & OBl THE

X TwiawY, MSA L LBD IRFLY 27 L
A 7 %F—E LTHEI NS5, LBD I3
DEAMEZTRT 2015 LT, MSA IZ4Y =
TV Ru Y TIZGCI 2T T % miCHED D 553,
CDEOE ZFTHERIZBRSACIIRFEHTSH 5,

4. TDP-43 &1

PiD OPE B DO AEBRIC B VT, HIRNIC
PiD L XBITER\VD, By 7KkE LT, ¥
PRI VLA VICEET, 2EXFICo RN
Z N B AR Z R § TSR SEZEAE  (fronto-
temporal lobar degeneration with ubiquitinated
inclusions : FTLD-U) #ii & 7®, FTLD-
U LIEFLIFALSZA0Fd 2 2 £ biGik =1L
Lk o THES s Twkds, 2EexF b
NI BIMEOBRER IR W EAHTH - 7.
2006 412 Arai, T, Neumann, M.5IZ L > Tt
¥ F- VBl AR D E R A2 trans-activa-
tion response (TAR) DNA-binding protein of 43
kDa (TDP-43) HHAD K I N T3 2 LA
ESNKEHEME 557" TDP-43HAD
WA, B A MM L T 2% B I TDP-43 pro-
teinopathy & #FR & 1%, TDP-43 D E {5 T
(TAR DNA-binding protein : TARDBP) %, %
ik 1p36.22 LICHAEL, 414D 7 2 /7 F8h> & b
R4, MR % GO 2 H IS OIS L
T, BEFOBEPLERNNA T 74 7Dl
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X 8 TDP-43 Fzﬁl@ﬁ)\{zk%ﬁ:v TSR S A i

HUSHBNBRSE R D2 (A). WIS BRIz (B),

TSR B T 2 o /N RS AIT

i (C), HhtpiADEE =~ 2 —n> (D) BXUOAY ITF v Fu ) 70 TDP-43 Btk A

#* (E).

#, mRNA OLENMITLhrD L L INTVDS,

1) FiZatEmsREELiE (ALS) & RisafiugEss

5E (FTLD)

ALS O FAE#) = 2 —a v icHBld 226 %
F v Btk AR T dH % skein-like inclusion %
round inclusion (&, TDP-43 g4ttt %R
(™). ALS ¥ LAGES) = 2 — 1 v & T AzHE)
Za—nroZtkehiki L, Bz —o Rk
DAMIzIE, SEE OWRBERER TIIAENZ L v
73, TDP-43 it ¢, M=o —u v 2%
8 Z TSI 7Y 7 e Y B AR B
T2 EDWE DT o719,

FTLD &% 7 EHDEH AL %S FTLD-tau &
TDP-43 DE AALZFESH FTLD-TDP @ 2 #EAK
Kz 5o, wbws TEy 7ERDALWPID, 0%
CIZFTLD-TDP T&% %. FTLD-TDP OJsEEiZ
BAKRDOEELEDHEEZ L LI T APSIA
7 DICHifEHE N WY 4 7 A TIRKEE
JENZ % B D A A A4 (neuronal cytoplas-
NCD) & WAAHEmFEZER (dys-

trophic neurite : DN) % &8, behavioral variant

mic inclusions :

of FTD (bvFTD) & EIRMim I RERAE (pro-
gressive non-fluent aphasia : PNFA) O K& %
E%, ¥4 7 BTIEEESEICNCI 2 A 54 DN
BT, bvFTD &)= 2 — v Y PRE (motor
neuron disease : MND) with FTD DEiR&% &
%, ¥4 7 CTIRKENRBIZLEDE DN %%
ONCLIEAETH D, FhEFEKGE (semantic demen-
tia : SD) & bvFTD DK%= R~T, ¥4 7D iF
BB A % B 5> DN & M iasz A st AR
(neuronal intranuclear inclusion : NII) 23HBLL
NCILIZHiTH 5.

KD FTLD-TDP O MBI T ¥ 4 77 AW
41%, 74 7 BH34%, ¥4 7 CH25% &5
EN T30 AH o FTLD-TDP Tl ALS % £
9 FTLD 8% <, %4 7 Bokdb %\, FTLD-
TDP DEFAE G IE, BEHEHERANE (fronto-
temporal dementia : FTD) DEKEDEATL T
e DRI ALS @f“f%%ii HBT 25605 5.
RAERATT 2561213, Bilo#E)—2—1
VIR DD UL (w% b & DT ORI
Wehb,
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FRAE 72 & O BOSHRAT R e & % whilhis
Wik L CHfRZWi sz —J, HBEOEKTIC X
D PHEER LA IR DS L T\ b 2 E X, Tl
THEIRZHETH S, bLbNONERIZFEM
150 Bl W FIRIN %2 R LT\ 523, IR &
JRERRZ T D MRRE, IR TIXRIE T & ViR
27 EICHB L, MESRBAIRERIC X S HEE
ZWOBEBEMESBRICB W T L EKRZ K> Tk
WZ ERHABELTWS . KEfRHE R s
3R Ee, OREMZ X, miE I »T
FEENERZERE LTI bR n

MR HEE DT F S ISR SeEE I
WMz WD THEERT D L L b, Kk
2B BREHEEMRIZS HICB W THEETH
2 LRIz,

AWED—TBIZ, FERZHTERFEE N HA BRI IE R FER%
# (AMED) @ TIGRFARIAEHEE 70 75 Ly ORIC
ko Tirbi.

5%, AFWRSUCBHE L THR T REFRMIE 20,

X [
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Neuropathology for Clinical Psychiatry
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Neuropathological diagnosis remains the gold standard for neuropsychiatric disorders.
Neurodegenerative diseases, such as Alzheimer’s disease, Pick’s disease, progressive supranu-
clear palsy, corticobasal degeneration, dementia with grains, Parkinson’s disease, dementia with
Lewy bodies, multiple system atrophy, frontotemporal lobar degeneration, and amyotrophic
lateral sclerosis, are classified according to the disease-specific inclusions associated with the
aggregation of disease-specific proteins. These disorders are encompassed as proteinopathies,
presenting characteristic neuronal and glial inclusions consisting of abnormally aggregated
insoluble proteins, which are soluble under normal physiological conditions. The neuropatho-
logical background is found not only in focal neurological symptoms, but also in psychiatric
symptoms, such as hallucination, delusion, mood disorders, or behavioral and psychological
symptoms of dementia under some conditions. Therefore, to elucidate the pathophysiology and
develop effective treatment, it is important to accumulate cases with accurate clinical informa-
tion with definite pathological diagnosis.
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<Keywords : neuropathology, inclusions, proteinopathies, frontotemporal lobar degeneration,
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