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(Hobbs et al, Movement Disorders, 2011, Vol. 26 No. 9, page 1684)
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Cerebrospinal Fluid Tau/a-Synuclein Ratio in Parkinson’s Disease and Degenerative
Dementias

*Lucilla Parnetti, MD, PhD, Davide Chiasserini, PhD, Gianni Bellomo, MD, David Giannandrea, MD, Claudia De
Carlo, MD, Mohamed M. Qureshi, MSc, Mustafa T. Ardah, MSc, Shiji Varghese, MSc, Laura Bonanni, MD, Barbara
Borroni, MD, Nicola Tambasco, MD, Paolo Eusebi, PhD, Aroldo Rossi, MD, Marco Onofrj, MD, Alessandro Padovani,
MD, PhD, Paolo Calabresi, MD, and Omar El-Agnaf, PhD

*Clinica Neurologica, Universita di Perugia, Perugia, Italy

a XA S Lewy IMEDEBBRK D THDH',
IX&BE®R (cerebrospinal fluid; CSF) Ra>XoLA1 >
DRAEIL, XTLA/INF—DEMIARTIRGEERE
IFEZONTNEL, RNAFTTIE, HHEMGE/NAFY—
H—THDABra, ¥ID, VVBEIDEAXTL
A 2EHATDHET, /N\—F2J %K (Parkinson's
disease; PD), Lewy /JM&EERAIE (dementia with

DFPa XA VRENERICETL TV a
DRULAERTDEDBICISERBNIERESN:
(r=-—10.196, p <0.01), PD Z&ERTIJ, AB1a,
Wy, ) VBRIEYDDREISHRESIZIZFAL THD
eh, YD/ aiXOLAUEEXIU) VBIES T/
aiXTLA VHISEREMEREFOFCTRLELVEZ
R~lfco CSFRaIXTLA VIIBERBEIMELS, B

Lewy bodies; DLB), 7)L'Y/\1~¥—f& (Alzheimer's  Tl3/N—F >V U mOSHICEREZERIZESNK
disease; AD), misEISEERANE (frontotemporal Mmoo/ (HIETERE: 0.662, BE : 94%, BEE:
dementia; FTD) DERIBEA E LT DN EDHERET  25%)e JHITHWLT, I D/ aXTLA LTI
L7, PD (384l), DLB (32 fl), AD (484l), FTD RFHEMENSEON (MR TmEE: 0.765, RE :
B14l) 2E32—EDEEL, MOHRPEE (other 89%, HFHEE :61%), CSFHRDaIXTL A EH
neurological diseases; OND) ZBd5FkHmAEaVYF HPENAAY—H—DEBZAETDE, BREMEEER
IHIRBREE (326 ICBNT, CSFRDA Bz, ICBNWTERD/NNG—UHRBOOND, I, BT/
WD, VB OBLV o XAV ENE LIz, aXOLAVE) VBILY T/ ai XU LA VLS,
HRZMRBETIL, RAMBEEEREICLENR, CSFHR PD DERICERTHDHEELN D,

Movement Disorders, Vol. 26, No. 8, 2011, pp. 1428-1435

WNEEBRNA AT —N—, a>XTLAY, BYY, JUBILS ™S, ABiaz, /S—F2 VU8, Lewy JME
RUSDENE, 7)L'W/N\A Y —%, BISE{SEERAAE

a ¥ X7V A (alpha-synuclein; a-syn) (3 Lewy /]MA disease; PD) & D EH I 2 B A3 < RSN T 534,
B THY L, EENESE N TR F TS AR PD % Lewy /MAZIERAE (dementia with Lewy bodies;
ML K ORI L DFE 20 D 2, B, sIERA R DLB) LW o7cy X7 VA JISF—DINA A~ — 77—
DAELT, WAEM oS X7 VA VEE TSN OEE (2 e LT OINEBERE (cerebrospinal fluid; CSF) Mo X

LB L3 f5k) &, SERUEZED F72 b AV — VA OUESICEKY, Thb DRI DR
FUOVZALEGIZRIL, —HOFRHRTRaT X7V HIRSWTRE 23l B9 2 nlREME D B B
A VEAEDREDENE LI HLORIEVBSG LA TE CSFa> X7 v A EEVHFES NI DR TR

D, a>¥ X7V A4>EI)—F Y K (Parkinson's ETHE7:D, ZOAHMEICOOTERENXIWRVEHT



PICHDBDHT, ZNHOMEHBMR L TBYEEH &
FEVHTz0 &,

—J7, WL ODOMIETIE, dLZL CSF NS, v —
11— (Thbb, ABre, MEATVBINY VBEILEZY) »3
TIIINA T (Alzheimer’s disease; AD) D HRIHZWT
WWHEATH 2RI RENT B 2,

FRERREE I KO0 ) F 7 GER IR E 2 R & 95 Rk
DAFEZRVERB TR, IRERBIC BV T, a> X7 A 2,
ABra, ZTVBOMEAMERIC X VIREDFEFFREL (T4
bbb, Lewy /MEBEURT Y INAT—IRE), ZORER,
BRIRIER D3RP T 2 B, L7eh> T, KK LY
HTHY, WY DO L FEYRL 2 E ] S 5 L TIEE
BEZWHI R WEBYIINC RS, 242 CSF A
F—H—DHHB L DEBEOEINICELDODEDE
HEZbhb,

KWROHMIZE, > X7v 4 28F— PDBIW
DLB) F7:13 2D A4/3F— [(AD I & Ui SN B BEZE A
i (frontotemporal dementia; FTD)) & EPRIMICIHE &
TCREEMERBICEBNT, CSFHHDaT X714 VB &
LSS A — 2 — DM ZEF T2 2L TH S,

BEBLUITA

BE

AW DX R ERF (L 2005 4F: 6 H ~ 2009 4 4 H I Hi
M EICERL, ThEOWEREX, ZHEtio/zD0N
MR INT—HDOBETH D, HIRFRITh,
AR ARE OB AR AT, AR AL (CT, MR,
BHEDE R T 20 &, o eiili 2523 7z, B 7230k
B 1 iEE GERNEZ 5 W 0855) 256 3GRIC
X247 =LK arry bR, HUgGIEE
BEOKRICED X, RpEofgdE7 o b a— W Iichie->T,
Hi# O DL A (day-service regimen) T CSF Z#RHLL
726

M PD DB W
Disease Society Brain Bank O3E#EICHE STz, TNTOH
HEWVARRIC (L-F7%) HMH LG R RIT7T=R
MEDPFHIC K 22T, EEKoa > ba—
I3 B %F T (Unified Parkinson’s Disease Rating Scale
(UPDRS) Part I GEBEIHERE) DP9 A277:202 + 53],
ERBEBENIC S HYL LT\ 72 (Hoehn and Yahr 433 © ik
B ~1D, sk oMiErilsd shizBE TV -

l%, United Kingdom Parkinson’s

Parnetti et al.

720

[DLB ® (F 1T 1 5% f] (probable DLB)] O & % (3,
McKeith OFAE M (Z Ko7z, BEICE, THoaEiKRNE
L O EL A Y AR D B A B RE AT (Mini-Mental State
Examination (MMSE), A & U7 AL THAEES
N M ERSNAE FTAM R E T 4 % Milan Overall Dementia
Assessment®™], L Bl f7 B) # fli (NeuroPsychiatric
Inventry®), FREIBEGEZ B B9 2 Al 77 2 FEH L 7z
F7e, MEREGRMOWRE RIS 570, I MRI %292
ftiL 7z, DLB % 24 i SPECT DAT-Scan % i L,
EHNC B THIRANDOBERE b L —H DY IAAMLT
(hypocaptation) Z#&7z,

DLB 3% 32 fiilrh 27 i, SRAVEFEAEIE 1T HER I 8%
fiEtkZ 7L (UPDRS Part I GEBjEEHRE) D237
18.9 £ 8.3), 29 I TIILIBHIFED HNTz, FXTD DLB
BE TRRMBEAED fluctuation ARED S iz,

AD Dz, TAD DIZIZHEFH] (probable AD)] (2
B9 % NINCDS-ADRDA #£#E(Z L o7z,

FTD (%, Lund-Manchester 33 8 (2t > TREWI L7z
Z D FTD RETIE, 12 BIHsE T PR IR T P 2558 2 B AR
CFAEL, 5 HIASERMERRAIEZ R L7, 72, 146103
W PRI IC HTHEER (frontal variant) Tholc, THHD
BEEFNCL, #iBhsEHEL LT SPECT £72(X PET
ZfifT Urze FEIERICEROBH 2 8—F > Z X L
R LICEHE IO Rh o7,

il %~y - S IR BE IR W R 32 il 2, X
WEHEE U TARRFFEICE B LI, Jah O IR # &,
flD iR (other neurological diseases; OND) (ZBE3
WA O—Bi L L TIHEMES N 25210 T /e, OND B
DONGFRIE, RS 16 6] Bk 7 #l, LMk 9 i),
QS TR R 9 ) (TIVE 5, &Mk 4 ), R =2 —
o SF—BE 76 (e, Mk 1H) Thote,

CSFHY>TUT

JRHESERN L, R EL R, “FHi 8:00 ~ 10:00 DIICTT >
72 CSF(10 mL) ZWHAY) 7u L > F 2 —FICHRILL,
4000 X g (27T 10 47 [ OLE%, 05 mL §° D437
7EHIC— 80CTHifl L7z MLEMH I A EA LItk
2 dhotz. JRIMERE = 500/mm® DFEUEHIHFTT Sh 5
R4k L7z CSFH D ABra, ¥ XU (t-tau) B XX
Y > Ab & (p-tau) (X ELISA (Enzyme-Linked
Immunosorbent Assay) A T#llE L7z (Innotest B amyloid
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1-42, hTAU-Ag, p-TAU 181 Ag, Innogenetics NV, Gent,
Belgium), CSFia > X7 LA 2OV, &k 05
mL %K LT LZ0DbH, AEBSF, 7 7/aF =,
E-64, EDTAB LA RTF b5 7077 —+X
FHEFIESY (Calbiochem-Novabiochem Corporation, San
Diego, CA) 7% 5TRIZ 0.05% Tween 20 Z&de> ) a2 AL
MF 2 —F12 110 uL FOMEL, a¥ X7 VA D%
Ty AT 5 ET— 80CICTRIFL 7z,

HABEZz X014 U EAEDRAR
ALz o> X7 VA 2% Escherichia coli T THIH&
&, B OFIHTHE L2,

CSFRaIXOLLDORET7 VA
CSFHHa> X7 v A3, BHo@y, > K v
ELISAVATHEL/en? ™, KR ESE L0 H T
DEEZMA Tz, BHICHERE L, F v 7 F v —Hilkic
B ha> X2V A%/ 70—F)LFifk 211 (Santa
Cruz Biotechnology, Santa Cruz, CA) Zflif{L, PiiE7 9L
VA F T X —+  (horseradish peroxidase; HRP) 5 &b
T v AL BPUREMITICE, it ha XA >
ARV Za—FLPifk FL-140 (Santa Cruz Biotechnology,
Santa Cruz, CA) Z#{HEH L7z, ELISA 7L — I (Nunc
Maxisorb, NUNC, Roskilde, Denmark) (%, 200 mM NaHCOs
(pH 9.6) HHZIEMEL 72 211 Hifk 1 pg/mL (50 puL/ 7 =)L)
LLBHITACTREA v Far—YarLTa—T14>7
L7zo BWiRERE (2.5%E 5 F > 7% 50T 0.05% Tween
20 Z&EEeY) BRI A B TY) 100 L/ v bk & HIC
2 A > F 2 X—T a3 1%, F% U )UIZ CSF % 50 UL
FOMZ, 37CICT 25 KA > FaN—TaLic, A
FaR—val g Fr7Fr—S3hicad oA
>% FL-140 Ui THH L (0.2 pg/mL, 50 L/ 7 =)L),
HRP 3 ¥ i FHifk Jackson ImmunoResearch
Laboratories, Inc., West Grove, PA) 50 uL/ v =)\ (%
flHE T 1:5000 (A e HicA rFax—TarlLic,
iitr L7 HRP WG 1E (X, ¥ AF6uE S (SuperSignal
ELISA Femto Maximum Sensitivity Substrate, Pierce
Biotechnology, Rockford, IL) % 7L ARG T T v
t A L7 (50 pL/ 7 = )V), KiZ, Victor® 1420 (Wallac)
YA r7uadr— M) —Z—%H, (LR R
&= (relative light unit)) Z7z735HCHlE L7z, ELISA H
EHERR AL, EWEERTIC MlARZ oY X LA

CRMRATEABRETEDHER 60 L/ v ov) %#H
WTIERR U720 CSFHia> X7 LA > OMINHEE B X,
FHEEEHFRICE>THBIL., Ty A NBLOT v &
A OZBEFREIL 10% R TH o7z, TXTD ELISA
BT, MEHIE IR EICHR Lz, TykA 2, 1
IR U 72 40 ialek 2 F o 72,

mEtRRIA

FRCHE L2 WO S RITEfE+ SD TRL TV %,
TRTOT—RIL, N O DITHI AL 7, B
M LRIBE S (X — e HSr T (analysis of variance; ANOVA)
% o, i ME & LT Student-Newman-Keuls 1 xE % 17 >
7o JWEL, Pearson Z 7z (3 Spearman OAHRIREL#FIH L7z,
2 MRS X, 215 & B fE % % (receiver operating
characteristic; ROC) fi##ii 2 F\ TR L 726

FRTOFHIL, SPSS 15.0 (SPSS Inc., Chicago, IL)
¥ L7 MedCalc 9.0 (Mariakerke, Belgium) Y7 o =7
PRHOTHEML,

o R

WERE I RO M % Table 1SR T, SHEOVER
LRIRIC AR o Tz, PD #EE XD T MMSE O
S ZATICHEBER Dok, L L, EfTHE (8
RIS, RN, MESEEAE) 2RI 2 AR LB A
MATE, Fliz~y F IS EHIC N, PDEHE
THL TR T o7 (F—2AR4ER), 351, @&
HREE & BRI ERANE DO S CTRIFETH > 72,

Figure 11C(3, HFTBIEIN/zCSFHa> X7 1A
MEOEIIK %7157, Supplemental Information @ Table 1
(http://onlinelibrary.wiley.com DA > A > THIE Wl BE)
20, CSFTUIEL72/F XA =R DV fd %79, CSF
oo X7 VA ORI, STIEHE (oA,
OND) (ZHAR, FARTOMRERMERERHC IV THEI
< ,DLB #EB KON FTD #E3 &R b\ MEZ R L7z (Figure
1), CSFHDOEMENA A~ — A — DI IREZ, PD
FEE R CRIZIZFR T H > 7o DI LT, SRRERE
TRABCHE L >TWe, AD, DLBBLUFTD # D
AB1s2 1%, OND I LT PD BEE Ll L THEIC KD > 72,
[kiC, CSF s X D PIHIE, OND &7 PD B
L HFEARER TR oIz, THIN/AMEY, BEUMH
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Tablel @k DI HDTM

Groups M/F Age (y)* Duration (y)* MMSE score* Education (y)*
PD (n = 38) 22/16 69.3 = 7.2 35=*+23 259 * 24 8.4 = 3.1
DLB (n = 32) 18/14 714 = 6.0 3927 155 29 8144
AD (n = 48) 19/29 68.7 = 9.7 40 +29 16.6 = 4.4 71+ 33
FTD (n = 31) 1714 64.3 = 6.4 42 =22 18.9 * 3.7 70 =35
OND (n = 32 18/14 61.9 = 17.8 — 28.0 = 1.7 74 =40

" TR FHEE SD, PD =/8—F 2V i, DLB = Lewy /IMEBIERAIE, AD =7 YA ¥ —, FTD =i EIEZRAILE, OND =
>R R

p < 0.0001
p < 0.0001 p < 0.0001
p < 0.0001 0.0001
300 p=
p < 0.001 1500 p < 0.0001
p < 0.05
p < 0.001
200 p < 0.001
’g 3 1000
£ £
S >
£ Q
< K
7 100 @'__
3 < 500
0
0
O QO < Y Q
s ¢ ¥ v < S L ° L
p < 0.001 p < 0.0001
p < 0.0001 p < 0.0001
2000 p < 0.001 250 p < 0.0001
p <0.0001 p<0.05
p < 0.0001
200
1500
=5 -
%7 %-, 150
£ 1000 o
5 =]
I g 100
- o
500
50
0 0
O Q < Y Q Y Q < QO Q

Figurel HIREMCHITS CSFHDANAFY—H— FRaZ XI7V A2, ABre, BED, UV BILZY) OBAIM, FHEZRBEITR T,
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A 300

r=-0.103
p=0.74
= 200 AD
\i DLB
£ FTD
s PD
?_5 100 OND
0
0 50 100 150

Duration (months)

B 2000

r=0.30
p<0.001
1500
-y
S
>
£ 1000
3
T
o
500
0
0 50 100 150
Duration (months)
C 300
r=0.29
p<0.01
= 200
£
<
=)
2
3
8
L 100
0
0 50 100 150
Duration (months)
1500
r=-0.11
p=0.23
= 1000
£
~
(o))
=2
< 500
0
0 50 100 150

Duration (months)

200

200

200

200

300
r=-0.01
p=0.83
I 200
£
~
=)
£
c
7
l§ 100
0
0 20 40 60 80
Age (years)
2000
r=0.27
p<0.001
1500
-y
£
>
2 1000
3
g
pok
500
0
0 20 40 60 80
Age (years)
300
r=0.21
p<0.05
- 200
£
N
=)
=
>
©
+ 100
o
0
0 20 40 60 80
Age (years)
1500
r=-0.24
p<0.01
1000
£
S~
[o2]
£
< 500
0
0 20 40 60 80
Age (years)

100

100

100

100

Figure2 CSFia>XZv4> (A, #EZY B), V{bXxD (C), ABue (D) EHEFBIN (hf
RAWELOLER B (EH8E) oMM, MHBEGREIERVTHhY Spearman DIENHH

MR cHRE LA (p <005,
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2000
120
) r=-0.196
E 1500 p<0.01 t-tau/a-syn
g /
k> g p-tau/o-syn
S 1000 S Al o-syn * *
3 2 80 B1-42/
- 2
=
500 c
3 *
)
0 £
0 100 200 300 400 -é 40
a-syn (ng/mL) 3
C #
100 * * *
#
80
s e 4 ® L
.*E‘ 60 (&) Q <
= PD DLB AD FTD ONDs
[}
g 4w CSFmarker 38  (n=32) (n=48) (n=31)  (n=32) P
7]
Ap42/o-syn ABi./a-syn  347+60 531x11.5 46.0+65 81.6+245 27.8+63 0.08
20 o-syn (ng/ml)
p-tau/a-syn
t-tau/orsyn total tau/a-syn 14.4+3.8* 43.0:+10.7'67.0+10.9' 606+ 17.6° 6908  0.002
[
°© 2 40 60 B0 100 p-tau/a-syn  23:04% 62:14 B82:13 85:22 14202 0002

100- Specificity

Figure3 A:fxvta> X274 OB (Spearman DJEMARIFREL, p < 0.05), B : FiEZ M H
BECBF B CSFv—A—Lbondfi CFEffi+ SEM) (200 L L THEZEDH D). Y ilofix
1X10° f%, "ANOVA, ZE I 5f L Student-Newman-Keuls #5872, p < 0.05 (OND & i,
P ZOMOBEE DI, C:ICSFHas X2 A Y, ABrel a¥ X7V A UV, AT aY A7V A4 VH],
YR | a X7 VA o PD NS ICE$ % ROC i,

XADBEIC BV TibEL, Jhucky AD #EL DR
HUEREE AT &7z, 72, CSFHY VgL XD D
REE ADHTROEL, 72, ONDBIUPD L
Rz E, §RTOBAPERTHEICE 2T,

Figure 21213, (A~ —H—IZDO0T, Fik &
DEN I & OB 2R, Rl §REME LT, Fi
EDOHETETRTOWRE 2 EZDIzDIHTL, FEwi]
il & OB T I MR IR B DBERE DA B NI L LT,
Mao ) VL Z UL, Flind X OREMRININ & A ES
IEDOMBAZRULIzDICHT LT, ABraw (TH i & WiHHE %
AL, HmEimE v re 2B RS Bh o7z, —7,
a ¥ XIVA U, ks KURERNROWTRE LI
TR RE b oz, BB, 3BT b5
i L 7z (Supplemental Information, Table 2 (http://
onlinelibrary.wiley.com DA > 4 VIR CHRIE A HE) ),
WM d X e E OB, —BOpINZERE, BL
THETRAZ»>7. ADBETIE, a¥ X7V Vi
JEERE G RICHBEL Th oL T (r=0.320,
p <005, #royLY Uitz o X HENIM &AL T
Wi (FhZ2h, r=10382, p<0.01l¥Xt,r=0407,
p<001), —7, FTDBE T, ABva (IHEHEIIR L

M Z R0 LT, U ViRib & w3yl & ik
D% L (r=0601, p <005,

a YRZVUA T ERRY EDOBIIIATE L WA AR
5N (r=—019, p <001 (Figure3A), a> X
VAl ABe 723V ViR A D EDWMICIE, A
MRS SN LD o, SHI, MatLizE DA
F—H—IZDWTH, MMSE A7 & DRI
SNl

Kic, SHEFEHOEINCEL, ABral a> X747,
BRI a>XIVvA Y, VUBBIER D [ a> XTIV A
DE LD RINEIE %3 L7z (Figure 3B), XU [ a
X7V A HBIY) VBILEZY [ v X7V A4 2 HE,
DLB Z & & Athd 97T DA VEEREIC LR, PD
THEIZKH> o7 (Figure 3B),

OND HE#&h5 PD HEZINIT 2O 5 DHLDE
JE LR 2 B9 % 728, ROC i #i & 920 L7z (Figure
3C), THREN/AEY, CSFHa>¥ X714 I3 PD DF
WicBH L TEELOD 2 Mz RIS, FREIEDD
Th o7 (AUC : 0.662, KL 94%, FRELEE  25%),
ABrel a¥ X7 VA VILOBERIEE X, S5ICEho7
(AUC : 0586, /& :87%, TFEE:57%), AU/
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A X VA VTR B RE»ELN, vy 47
% 195 (AUC :0.765) &3 %L, JKJEIT 89%, Fiwt)eE
361%ThHolz, VIBIEZY I av X7V A DMK

BT ADTHC Tl 57,
5 %

AMAETHLNIELHRIXDIETHE, 1) &=
(1 S AN GD SAVE IV P Sy R o) i IMESUL i
MBDLEND, 2) Y XI7VA ) F—Dv—A—L
LT, CSFifia> X7 LA LTI, ok
W SRR, 3) AT ad XV A VBXNY
BALE T a X7 VA UL, PD ONA F—T1—
V5%,

K2 OB, Ak, EIRFED 2S5
&Nz, REMA DI XTI VA ) RF—BLUX
TAIF—HBEFEICBOT, av XL N
Fv—J1—L DI EMH LRI OHMETH 5,

CSFha¥ X7 v 4 »OMEICHT 2 BEHICE, 2D
DRERMBSHADHND, L OHOMENE LT, X
ML O T — X ISR LRI 5D EDHY, THLT
T—APEMIN TS =M Lrifiish Ty
BV b H LT, ML G E B TR,
2DOHORERELT, Y@M AT Lh %
2%, 7vbeAFIEP—ETE VD, HEMEDH
XHI % EZ LT & 0, 23, AWEFET ELISA LIS
fEHL7Yia> X2 VA Fifk FL-140 35 L OF MAD 211
TRILMa > X7 VA 2HCSF btk s ha L
Z, MICHELTWS S v AR ay MEICE
T, Wi E OBUA I 15 kDa D¥E—IN> RDAZRHL,
IR EREDa X7 VA VEHHI T 5IL%R
FRRIHERLTD 5 a X7V A>T I 122 ~
133 %853 2 Ml oPiik % 7z Borghi 5 8, B
REHEL TSP, —J, Ballard 5%, a> X714
D7 X /15~ 123 T 5 HUA T, 24 kDa DN
YROBEMLL TS X, Liehi>T, ERilkiho
KR a> X7 VA 2% ELISAETHIET 28803, $iiko
RSV 2 BET I E SRS L TB S L ED3h 5,

CSFHaz X7 LA PHBEMICBIL TR, #axvED
WHEICmZ, ¥ X2 v A /89— (DLB>PD) & X
7 A78F— (FTD > AD) Di# T, HEL K FHmg
Ehic, TOFHEZ, CSFHias X7 v A )T

AL R T 2 e RLTOVAHREMEDVH D H3,
A3 Ohrfelt 5MPICHERL T B L HICE, ZhbHDM
BREMHKBRTE—RINCASNEBIRTHS,

IR &I, Shlo—#EOBHHT, CSFiika
XA VRIEL R -7-DIT DLB #E L FTD #f
Th-o7z, DLBHEFICBIFZ CSFHHfa> X7V 42D
MREBCHE SN TEY ¥, ZoWEBTELLNNE
B8 Lewy /IMEIRZIC B 2> F T AMELa> X7V
AN TORMICE2bDEEZLNT VS, BA LR
EIZ, WERE T AISF—RECIET 2L TH S FTD (2N
KBS BETYH, eI IRa> X714
SO RDBISEI NI,

a YXIZVA L, R E RN owThE AT
BR&holze 3DDOWHMK CSF N, A2 —H—DF
NTICBWTHEE OMBEDRD SNz, HEk
I & OREELEED Shic DB o ) Viglkx Y
DHT, ABre TREDLNLH -7 (Figure 2), ZD
KR5S, HRAVEEBOMWREBAIIC K T 2 & EIE %
CSFNNAAT—A—IC&>THRRY, SN A ~>—H—
HURTIHRICHIEODI DD I LHIRBEI NS,

A2 btay XL A4 hvinvitro TH H O R HEL
(fibrillization) Z{EET 2 &3 L{HLNTEY 2, X
THAINRF =B LRI XTI VA 8 F—BH ORI B
SRR LI LIEERE T8, JhickD
WS ND 2, ik, ThHOMRATERBTAEL 240
FORHFAEBICEIL, FHCFTD BV TEHRBIY
TUADWEINTVE S, o X7V A ERTDHE
HEM 35 L BB A H B % A F 2 W3 D95
NTV3, Thbb, (1) WDPDTXITVA /) I8F—
D> FF ARG T, Vb A ey XV
DI T2 %, 2 HEMEITHRBIEORRICE
W, MERRERREZME (neurofibrillary tangle) & Lewy /)
HOFR RN ILJGELHE IR T VS 5, Q) Turs
=22 c709-2A > G AR EHT 2 LFHEDO—HT, M
BIF2UWEANM T X VA HREDHEIN TS Z,
@) 2eFFAbr MR ARENFANEEa > X
VA RS % D R BEAEE B ZEVEAE O 1AE B 23 S
NTW3 5, (5) 17q 84 FTD Jo X oM 25kt M2 ik
SEICHERRL, ZUEBREMEDROY T 5P AaFK %R
ADEBOWREICE T, MNICXYBIRa XY
VA VEIAME, Thbbad X2 v A ) 8F—La TR
ISF—DREDEHG L TROLN TS 7,
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DI, a¥ XTIV SR, FKikMEE L O
Tt AD, MEITVER EVERREE, 77 LD S—F 2 Z AL -
SAVEBGIE (Parkinsonism dementia complex of Guam) 2,
R0 EWERE, FTD® 2 &, FHFHA XA URAZRHE T
ZEBBEO M THES N TS, TNHDMRRAENE
P DR AT WS IR P IC HEE T2 2L D& S
BZEMNFE LT, Lewy /MEREZEEIZ I\ T TDP-43
BABEGIE (4% FTD THi5Sh, AD EHIKD 30%
PLEICAHE) DIt RD LN TV S, TNHDT—X
ERETRE, BUAINRF—LIXTVA I 8F—ICB
(J % EBE T OIFAE DI LS B 03,

L7eh>T, DLB & FTD Ofi&F THISE S hizia >
XIVADOFELNMETE, MEfkicsdsa X7V
AR EOMEEMICE B DEEZHh, PD TA
U BIRED L O INEIR R TH 2 T L LIINTNTH
%, %2, COBIGOMOEELERNE LT, DLBE &
NFTD T3, FEELEH PD S AD &V b AHEH DRI
MTHaIEVBBTFLEND, FIZFTD TlE, H¥EME»D
DY F T AEWRED—H L TG Sh T 5 2%,

CSFHiamay X7 v A O, Mt 7K H
fii (clinical entity) Z&I(ZE7Z>TW 7z, PD @ CSF &
Tlad X7 vAUE, MEEOMENMETH 7,
—Ji, DLB &%, D3 XTOMFEAMEEHTE,
BET I a>XIVA P HBEN) VLAY | a> XY
VA O HEIZIER U LS cEEZm L7z (Figure
3B), INHDHIZ, PD LfiDfFEE DEICE VTR
U7 IIE# R LTz b DD (> 85%) , RiFL)E (XKA > 7 (55
~61%), Z9 L7, PD ORIAZKIICK T, &
MG T > A% R 2 eV D 5,

CSFHHO WL N, A~ —h— (ABra, BEAUE
FO ik D) CBALTE, i SRE L AD BE
DOHEBEIC IR, k% 720 it 28 Pk 5 S ] oD 5 T e & RFA
T2LEPHLY, DL RHMDS, 5D —F—
B RTOMBEEMRBE OB R~ —H—& LT
W20 EHZ 5,

L7zh3->T, THEABERER (proteinopathy) ] & LT
HICERSI NS ML OMBEENRE T, ek
CSF A Fv—H—%WiET 2 L OREREELVEH S h
LRETH5,

AWFTEE, CORICHEL, 8, F~v——%f
M9 22EeT, tRZEMEEN, $hbb, X704
IISF =L R A IF— DR L OIHEICIIETE S

LD, SHRLZTIET UV ARRMEL TS, Fick X
Tl a¥XovA U HEY) VBILATY L av X v UM
J, fhoMREZEEp R L PD OB ZE T T 58T
ABRRMTEEEZLND, D CSFINA AT —T1—
DISZ— > L IEMER I RRH & Z AT HhE 2 LT,
FINRZW AR L O ES I b LIRS B, R
MORERBEMT () Viglk, 7Y a2k, =hafk,
ZEFF LD SV FFHMRD) e XV A VREORE
Mz DOWTSH, PD OWAEMNRNA A v —H—L L
THRZEDLRETHD, BREOHELE LT, K%
3%, PDEEDCSFIITay X7V A4 ) Iv—
W, ZhicAH) Tv—/fRa XA b,
CERLTWEZEZHE LS,

RO E AWM & UTE, Bt U2 REfIEhs L
M7, BO@BEEBHEFORZREL T >72C
ENFEFTLNE, LrL, 1) SRIOEBHEROEAY A
AT, BEEORVHANFMETTETHY, )
OND 7% B fH I JEAESE Il % 22 (F 7 BB B, e 25
CSF A FY—A— T8 RG22 & Btttk % &
{HLTOER»ST2,

FERELT, a¥ XA et A ~—h—
OFHLIEIG, X2V /8 F—L X o fr85—L
THA S CSF R EX—Uhildbhdz, BZ56L, 2oL
oA A2 —=A—0PtHIC K Y, IhboEBREHIC
MTHCT:, IATZ+—IVR (misfold) & FE M OEHE
BMEAERDB LY RIFICKBE NS L E 25D,

i
C. Spaccatini & M. Tantucci D2 % (C/EH 5,
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DEMESEES, AMREE ITERERT, 1D, B
RICHDVEZHEF EDBENHESNDENESE
ELTERSND, LDEFHNRAFIIERRNICE RRELE
FHRLEELGREZRIZTN, TNETOHESS, D
BEZNRAFHNDEMESEEDREICRIZTEEEZRR
FICEHME L 7RIS E heHTH 7\ RIAFRTIE, Fho
BIOMREY YV FSBIRERS T A7, BOUIC
BriEF A M7 EEDOBEERNEAR (convenience
sample) *EDHERICH T, ZFHENERINEE
PREZAL, DEMESREEBEDZENITOAEIC
BIFDRA N ADEEZFHEL /oo DAMESEERE
64 4l (1 :72%, FiIFh 452 % (FERE:
15.2/%)), BERZ>T 147 386 (KiE:74%, F
RS 49 % (IE#RE 13.7 %)), BFAEFI X b
ZT7EE396 (K 37%, FHIER 1 48.7 % (1E
BRE TR aEREL, FHA@ICIE, ZELLE
DIEZREE, BOUISDINME - BEDI Ny —,

DANZT, BEEE,

D RVEEERE T (X, NRHIE R TR T & 20\ i)
B ST SRR T H B, DRI REE (X, &
JEDEBIEREREE (disability) ZfEuV, flH4E b R g
28D 5, LRVEEBEE L, EEEE ) =y 2
ZEHEED2~3%ICROLNLD, —TROMKTIRZ
DHERHEIZ 20%ICET 2LV H S L DR EE)RE
DFEFEN AT OE AR P O3B 5 LHEESh, ZHL
7o (3R REAE A IS S ERR I IS & 20 B % [ %
FTICHbDSHT, ZOMEDOHIEATHZ, L
DRI S B 5 D REE RS Wi % N3 LT B AN R - 1L ST
FERZIEHED 1OTRHZHDOD 2, LEENRHE T OTF

Mo5D, A%, MEFHEICREL CEHMDERINLE
SEMREZR Ve, DEMMEEREEREIL, HODE
REIJUMRITHERSL, BRENBRESIUBAAEFD
2 NZ7BEECLEN, NBEADORIMS (BERICIS,
BHHEFEEENRTLUN) OBREENEL, DI
NEANRY MIFESEBNOEBRALWIEEETHY, DY
IMEDFEERCIEE L Zh D= (Bonferroni #HiE, p <
0.005), fEERMNLEHT I —2R®, NEEEOEE
MEIIENERFT TR —Il, MIRSHRE, BEEHE
BREDS A7 ICEEEIIRHONEH Dz, SEID
BRI, DEMEREEDRREEIRICN T DEDIEMT
N7 TO—FDEBUAEAITDEDTHDH, L
HMUDEZFNEFEDOREEMRIE, ETANAMREIERS
KEIEEN, FRANED O, BELERELT DI
HICIE, DEFNFHEZIEEICITORENH D,

DEMYE, DEFHRE,

*HAERER: ARONEEZRSOICERERLETHT,
7z AFBEHREN S\ S NIIER,
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IDHISMS

EEEZWOLERETIE RV, LDEFNETFOIETER,
FRE N BHEE B30 K R B 52 D32 Wi % Wi 9 % 72 D D
Bl 0B 2—77T, RIEOHMETI, %< OMRENE
FEix, 51&&LR2MNE2H.0FHR TR T,
DRPEEBEEOZW %2 T Z LIclPil&E R/l n 2
EVHLEPIC 725, TOMBIE, FERHESR.ORYEE
WWHEEZHINATBE, L0DTRNNLEREZED, L
2D, LIVEEEEE OB OPFA L, FkRED
2l - #iit~==27 )L (Diagnostic and Statistical Manual
of Mental Disorders) HIVii (DSM-IV) C.0o R B
Flm bl OEE & SN IEEVERE O RS RHNEE

11
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FEPIEISE I 2o B 20 5 B Fe 0 I PEZE BB

T, DHEAA T ORFE DL EMEICE L THIED D 2 4,
TPk BEEE  (conversion disorder) DESIIFEHETIX, SEAR-
R DI F 72 (XBAL DT RIS D 2 LB A K % i R
EDRETE 208D 5D, —J7, LRV EERRE S
CEOTROHANHTFPRETELZ VBT D S, 72
PZL, BHTAREEELT, DSM-V OWETETIX, fnHt
PERESE DRWIENT L2 5, B 2 LA AI I ORFE D
HIHTV 2% DHES 2 KRR O RFE LRI H
WThY, ZOMEICEY, BIfFZ2HRER 2 7T
2 EHURENT VA & JRBEM A Hthh 5 1%, O
BEEA A DR R R CPE LTyh 500, HL
ZoThHI, EOXATOLHFHRTFBED LI IS
B L TV 200 % MfHET 2 2 & T, ORIV SR
FEDOKT L R ZIH S50 TEETHA D,

IS=F YV RBE L AND L DR PR R
&, &M, A%, 9D, H{AL (somatization)
nE, JRHHOREMEERDOFRETEH AT ZRL,
R EmTOETROES LV REHHLDATNS
F7 IV —ZWi e FOc b BT, DR B
HBEHETIE, KOO (429%), F2kEH (61.9%) B&
NAREREE (45%) OEFEFIERIE O VLI
TWwd, 72720, ZOWFE, a0t i 2 2 &
LTWedho7z b DEERT(3, ERRIIBITH 35 & O
BIEIER T OMTH T HEE A RE 2RI T DD, AHh
2 FUETO RV SRR 2 ORISR L 7o Wi 3 2
Vo ARRFFRTE, ERIRIER G, ORI E B R T
HOLHENR 2, Flk IO %2~ v F 370
WRT T AT LCICHENKNFIC & 2 HEEFEED 1
DTHBRIMEFI A N7 BEOMHEIEEA L gL
oo TR TICORME B E BE AT 2T HY
AL EERE (REAIRHRZET S, #1195 DB LA
LZOHCLHN ' 2 &) DAtk MEES 2 —71, BED
ANy =20 NIMG ORI 2 IS L, PERSRRE
ZERT L7:DOERMNRNIES AL 72, THPERE I
(&, /NRINC I35 2 IHTE 2 D AME O REE 36 & OV IS
BIZAM Yy —DZIHNPET 2 &0 D BISHTRH
BHY B ARRTETIE, ORI E B R R 3N U S &
DAPED LI IME DREER IR Z > &0 D % 3L T
72

BAEB IV

RERE

MR E T LRV EE R &Rt T A =T
M, SRENZ AR KR - P arsE A (National
Institute of Neurological Disorders and Stroke; NINDS) @
Medical Neurology Branch, Human Motor Control Section
THHE L7z, NINDS T 2005 ~ 2007 402 3l L 72 Lo R
FEEREE B 64 HIASARTRICS L, ZD—i (T &
M) &, EfB SR v F SRR T R
O FIEXHEL Tz RFTEFI A =7 85 39 filid,
NINDS ¢ Human Motor Control Section 27V = 7 F 7%
Botulinum Toxin 27 V) = 7 Caili L7c BEF 572 AT
HIEEAR D HERH U7ze O RIVE B S B E 12DV T,
D Ly 2 X OMRENEIEE 1 HEE MH., EHFREN
BHE 1) 3 LORMEE)REE ORRIIHEIZH] (clinically
definite psychogenic movement disorders) | % & 22 L7235
7, WK E Uiz, B 18 /DA LT, (DR EE £
RERAETFS AN =T %2A L, RSN E R iRt
N FZIFNBHNE R RV e Z B e L, BER
Z T4 7, RESLEAENIFE (National Institutes of
Health; NIH) OBERT T4 T T—RAR—A%H LI
SR LT, BRI &, MRS IME NN T Ok
i, b2V EBHEEARZRMEICREAL TV 55
FBRI U720 RWFFRDOTRTOWERE L, NIH OIGEHE
TiZZEZ (Institutional Review Board) #3AES L 72 [RIE X
FEEH-T, WRSIMCRHEL,

1
LRAVEESEE B L OCRAET 2 A b =7 BE ORHfi
&, REAEERERIE (VMV) 730 iyE RA) B
DSM-IV | i fig it Fit 5 oD 9 5 {b I PR T #% (Structured
Clinical Interview for DSM-IV Axis | (SCID-I) psychiatric
disorders) ZHWVTIT>7, TRTOWHMEICKVTH
CHITS IS &Y DU RS R 22 FURE % 31l L 7o
INEIB X EBED ANV —% DI RD 4 DO R
2 & D L7z,

1. Childhood Trauma Questionnaire (CTQ)
SR, YERIB K ORSHIRESRE, R S5 TS H AL
JOEEN ATV I M2 ERT 5 28HH»H% 5
BT, Uy Aa—MRE (OHEBENEERE)



THIEH%ZFH Y 2, OHIIMEHCE Y 2 ket o
EHEMmiT s 3HEAVNEES N, L VE/ME
(minimization) &3 (denial) Z#Hlid2 (%4
TR =D AT HP 5~ 25) O,

2. Trauma Life Events Questionnaire (TLEQ)
2 R D.LINIMEA R N2 ERT S 23 HADS
RLZACHEROBEMHETHL Y LIIMEEL LT
AaA7 N I TENIZHEANRMIDONT (RATH
10~ 23), BEEREEFEAENB (-7 % L]
~ T6 A1) CHHli, A3 7 #ipd : 0~ 115) k&
BN, MR E 73 o Te e T R 1 E
% (Zw/1vez, Za7HH 0~ 23),

3. Social Readjustment Scale (SRS)
HE LRI ARY D2 RET 5 HEEL
HANL (life change unit) ] Z MV, #X 1 HFEOA MY
ARERT DB, FHTATEBLORI T 4 T8 AN
PO ERSKL, FA N ”*’JD BTHI
BRIAQA7 DG 2RO, HlIZ X, HMHEE D]

Mm$m,k%Ji%$m,W%J@B¥ﬁ
Thsd (Ra7<150: LD A 7347, 150
~299: MDY A HY, >300: HKiEY AT
HY) B T OB MR M E B E R L R
MFIANTEEFEOA AL, EEERHH
BT 210 LEBICHE LA X2 N %2 BRI R
LTdHo7,

4. Parental Bonding Instrument (PBI)

25 HHOEIZDWT Y w A—MRETRIMIL, EBF
BleABIc L 2B R L OHGEORE 2 E R
%, MBOEN (affection) (MH < E LV THE
DFTNT)) F723EM (control) /iB{RFE
(overprotectiveness) (IFADT 2 Z L # T RTEHEHL
o kUil ORERMET 5, MHER (care) | (X
a7 :0~36) Xt MFEL (control) ] (X277 :0
~39) IZDWTRHERBID AT #HET S 2,

PERSREMENE, SETRR NEO PEARETEAJUE  (Neuroticism-
Extroversion-Openness Personality Inventory ; NEO PI-R)
ZHOTERLZ, NEOPI-R (X, Z4MH514r ICHERS
NTDEERIVERS R U TH O, THREIER ], TH
FIPE), TREBR 2 BEIC 32 A s L84, TRERTE], [k
FVE] D5 DOVERR BN Z 5 % 240 HH 5745 ¥,

ALE, 3= ZHER, MRLOBLARRER,  BERRE

Kranick et al.

SR, EBIA R ICH b3 s 21 HE» 5% 5
Ry I REFHIRSE (Beck Anxiety Inventory ; BAI) T
ML 7 (FEFAa7 10~ 63), 5D, 2L HELS
By 75 OFHI R E (Beck Depression Inventory ;
BDI) TaMliL7z (HFEFA27 0~ 63), FMREVEIARE RS
(Dissociative Experiences Scale ; DES) (3 28 EHH» 5% 5
BT, MEEEVEREOERICHEH L, —iomrsRic
BT, LR FE S XL ORHCIETALAMSMER, &
FE D EETERER & BT 5TV 5 (DES I & 2
F 723 fREEE R E O A7 T — B, ik R TE
BRI 53 5 10 hi, R dlids K DM TE) O R
Classification of Mental and Behavioral Disorders; ICD-10) |
THMEEMERED 1 DE L THEHEN TV S,

(International

REtRRI

% 9 Shapiro-Wilks B E TEBDOIERIME 2 BE LT, IE
B L T ORI R EEIC DV TIE (p < 0.05), logo
ZHL (FXTDOCTQ BLWTLEQ %7 24—, PBI
D EREBIC & 2 mfE R L R %, SRS, DES, BDI),
ANOVA THEH ML 1T o7z, MEDA MLV —%G
ftid™ 2 8 DOZLRUIEHL, ZHEHEICEIJ % Bonferroni
#iIE (p < 0.005) Z#AHL CTIRBZMALL7: (CTQ &&
237, TLEQ %7 A»—)L, SRS, PBl), CTQ O&#
ZATICREBEBRO LRI/ D, EDXA TDOMN
HEDGERI AT TICH G Lich Z#H56 02T 5 HINT,
CTQ DY T A — V% il Uiz, Bl Sl mE045 D

LB TEE 2T 2720, BDI #HEA
BB 2 IEB LA L LT ANCOVA %217o7z. 77
T TV =IOV TIE Fisher DB EHERE THFAT L
720 TRTOFEFHFNTIC Statistical Package for the Social
Sciences 16.0 (SPSS) ZflifHL 7z,

o A

HEREOESR

R B R 64 ) (264 i 46 ] (72%),
SEYPAERG - 45.42 % (SD 1 1524 7%)), RFIMEFEI A=
7 39 (At 39 Hlvh 28 il (74%), ¥4
48.65 % (SD:11.66 %)), R > T 477 39l («tk:
39 fijh 28 il (74%), ~V-#94 i 48.97 j&k (SD : 13.64 %))
Ze il U 72 o /o RIVE SR B 5 SR O 5t % Table 1ICRT
BHEOZIEROETEREZH L T /ze TXTOE

13
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Table 1 HHEDLE =

PMD symptom

Tremor 40 (62%)
Dystonia 11 (17%)
Myoclonus 8 (12%)
Gait/balance 19 (29%)
Weakness 10 (15%)
Speech 8 (12%)
Onset
Acute 39 (61%)
Gradual 25 (39%)
Age at onset, y (SD) 40 (19)
Symptom duration, y (SD) 6 (7)
Marital status
Single 23 (40%)
Married 31 (53%)
Divorce 3 (5%)
Widowed 1 (2%)
Employment
Unemployed 15 (23%)
Employed part-time 14 (22%)
Employed full-time 6 (9%)
Student 8 (13%)
Disability 17 (27%)
Homemaker 2 (3%)
Medication
Antidepressant 22 (34%)
Benzodiazepine 22 (34%)
Anticonvulsant 5 (7.6%)
Dopaminergic medication 4 (6.2%)
Antipsychotic 1 (1.5%)

FRE LAWY, B AR (%),

PMD =LA EBRESE  (psychogenic movement disorder), HV
={@%AR>>7 47 (healthy volunteers), FHD =RpiEF I A
=7 (focal hand dystonia), SD =#iH#E {2

HHYNIH TORMlARNC D72 < & 1 F O MifENFHE I
LBl Z#ZTEY, 64%(% 2 B EOMBNEIED
il % 320 T /e DR EE) RS BE O 88%(3, #HE

WRBMRIEOBEZZF T ieh oz, BFED 3B%ICIT
LA EORGEHRZZED DY, 12% (X ABEDFEEH
Hotz,

EEICHITBDRA YT —

DRIV L s o R B, (R O BB ds & ORI T
VAN T BERCLEA, I NEBOLAME RO S
L (CTQ), LIIMEA R MIHED B DB
FVHEETHY, LIMEOREREIE S LV X o7
(TLEQ) (Bonferroni ffilf, p < 0.005, Table 2), /LI
FEEREE BT, CTQ D&k T yHHRHS/NRIH DK
MERE & BRI A 27V 27 N b3MEs o IR 38 & O R T
VAN TEERLV O SROLN, T, LT
FEEREE B HETE, REN S KRR AL
Z7HBHERCHANR, BEREROREN L VEETHY

(CTQ), LMIMEDREERIE A% (TLEQ), REEIEX
BUCLZHEBIRICHT 2 AaT7 Eh o720, ThbHD
R, ZEIGICHELTHIESR, GETRE»-7%,
CTQ O#/IMb | T3 7 A —Viciff 2R D S h ik
hrofze KEMNIER, SRR L2 N, DIIMEA X
S 2, DINIMEORBRBIC DWW T, #1HD
237 (Table 2) ¥ kUMM Z LR E LT T,
WAL L THEE»EDLNI: (ZhZtp <005,
p < 0.0001, p < 0.05, p <005, SRSDAITIZHIE
X otz TLEQ T, LWAMEA N hhidb o7z
CaF LoD REEEH 9 Hlo 5, L DEE
TLHAMEA X2 MR FEB O 1AL ERTICFA L T
B (39 fiH 24 i, 62%), KEARDIFEHLL 7o LHIAL
BA N I HIEE L (39 ik 8 i, 21%) SAEIRFE
BB IS DI AMEG A > M3 g A L7zl (39 filvh 7 4],
18%) £V HZholz, EEOLIIME % I L7
BB Tk, 32 flrh 20 5 (63%) TLMFAME A X
> N OFEAEIRIIEFHE O LAERPL BRI HEEL TEY, 32
Bl 5l (16%) (FEFAliET L AEINICHAEL TEY, 32
Bl 7 IO AME ISR Y L b o 7o, (DRI Bl 75
R L B IC VT, SERFEB O 14 ERTIC
FA LT DIAMEA N M &, ERFEBET L FEDAN & 72
WEEGET L AEDANICF A L7 DMNAMEA R M2 DN T,
FEEEG % x P HOETHERLZ: (x 21059, p=0.44),

Z DD IEFZ R RE

W5 OEL L OALLZEED AT T —2BWTIE, L
RIVEE B 5 R E R e R E R AN = 7*%ﬁt@ﬁ
ISR BNL ol hs, DRMEENREERE L, T
ATHIELZSG &S, RITETFIA N7 BERL
K OMEE R HEAREIC IR, HID DB IR LD AT Wi
Holz (p<0.0001) (Table 3), HFiz, ORIk G e 5
BEFETE, RMETY A N7 B RO o
e, &0 BHE R R A B A AN LREAR D3R D H T b3,
EBINALERTE DL BAERRO LR o7,
DRSS R AR, (B NERIC X, NEO PI-R
DIV 7 A — LD A AT HEh o1z, #l9DO%
SR E L, AETRZAL Ao (Table 4), ik
SEAEIR] DY 7 A — VSR EEA SRR E D A2 2712413
R bhehoTe,
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Table2 “EJEICIHITE XL yH—

PMD (n = 64) HVs (n = 39) FHD (n = 39) F P value*
Childhood Trauma Questionnaire
Total 44.2 (18.8, 56) 345 (13.1, 33) 28 5 (9.3, 35) 15.8 < .0001, < .0001
Emotional abuse 10.4 (5.6, 56) 6.9 (3.4, 33) 5 (4.1, 38) 8.2 < .0001, 0.007
Physical abuse 7 7 (3.6, 56) 6.4 (3.7, 33) 1(1.7, 36) 44 .01, .09
Sexual abuse 7 (4.9, 56) 6.0 (3.9, 33) 6 0 (3.2, 37) 0.4 7
Physical neglect 11 8 6.2, 56) 8.2 (3.5, 33) 6.6 (2.2, 37) 12.9 < .0001, < .0001
Emotional neglect .5 (3.5, 56) 6.4 (2.3, 33) 8.1 (3.8, 38) 25 10
Minimization/denial .6 (1.0, 56) 0.7 (1.1, 33) 0.3 (0.7, 38) 0.07 .93
Trauma Life Events Questionnaire
Number of events 5.6 (3.5, 44) 3.9 (2.6, 34) 4.3 (2.8, 28) 37 .03, .3
Event fear 3.1 (2.9, 44) 1.4 (1.9, 34) 1.6 (1.5, 28) 7.4 .001, .02
Number of episodes 13.4 (12.0, 44) 6.9 (6.5, 34) 7.6 (7.4, 28) 7.4 .001, .04
Parental Bonding Inventory
Maternal care 21.7 (12.0, 48) 28.0 (7.5, 36) 24.6 (10.1, 29) 4.9 .009, .06
Paternal care 19.3 (10.9, 44) 24.5 (9.2, 33) 26.5 (8.1, 29) 45 .01, .13
Maternal overprotection 12.9 (9.4, 48) 10.8 (6.3, 36) 14.7 (10.5, 29) 0.9 .38
Paternal overprotection 11.3 (7.7, 44) 11.6 (7.8, 33) 10.5 (7.8, 29) 0.1 .94
Social Readjustment Scale 94.7 (90.2, 56) 133.7 (142.6, 20) 0.005 .99

FTARTORATIEFE (SD, HlED.

plEICkEE, WO DOELLRLE L pflizsid, Childhood Trauma Questionnaire : ¥-7 A4 —)L D A2 2 7 #iPH (% 5 ~ 25, Trauma Life Events
Questionnaire : LINAMEA X2 SO A7 HiIPHIZ 0 ~ 23, LIVIMEOREERIRE (TZ->7-<& L] ~ T6 RILAL] THEHi) oA 7#iPHi 0~
115, DPAMEA R N TR L 2R, & E A (3 VWL 2 TRIZ) o A3 7 HiPHIE 0 ~ 23, Parental Bonding Inventory : R}l

ERBUC & B THIEIN (care)] O A7 OHiPHIZ 0~ 36, [EHL (control)] d A7 #fiPHi 0 ~ 39, Social Readjustment Scale : ZA27 <
150 5 EBD Y A7 3%, A3 7 150 ~ 299 WEEDY A7 HY, Aa7 > 300 KBV AZHY,

PMD =.LRIPERBIEE, HY =HARZ T 147, FHD =RFETIA M=, SD =fE#E (R

Table3 FFHIGE, #1D DL L

PMD HVs FHD Chi-square or F P value
SCID (%)
Major depression (lifetime) 37.1% 33.3% 0.2 .83
Generalized anxiety disorder 20.0% 15.3% 0.4 .61
Phobia 14.3% 12.8% 0.03 1.0
Panic disorder 2.9% 2.6% 0.03 1.0
Beck Depression Inventory 10.7 (8.4, 57) 4.0 (4.7, 38) 6.4 (5.6, 28) 11.6 < .0001
Beck Anxiety Inventory 14.6 (9.8, 58) 2.6 (3.9, 38) 6.1 (6.8, 28) 31.7 < .0001
Subjective 0.3 (0.2, 55) 0.4 (0.4, 38) 0.5 (0.3, 28) 3.0 .06
Neurophysiological 0.6 (0.2, 55) 0.3 (0.4, 38) 0.4 (0.3, 28) 31.5 < .0001
Autonomic 0.1 (0.1, 59) 0.3 (0.4, 38) 0.1 (0.2, 28) 1.4 .25
Panic 0.09 (0.08, 55) 0.04 (0.1, 38) 0.009 (0.03, 28) 2.4 1

FTRTOAIT7IIVHE (SD, HiI%), Beck Depression Inventory 35 & 7 Beck Anxiety Inventory 0 A 2 7 #iPH (3 0 ~ 63,
PMD =LINPEEEIRTE, HY =% R5 > 7 47, FHD =RAMEFI AN =7, SD =fi# iz

# 5 FiEFI A N7 BFEOMHINEARL LKL T2 %, O
R R T, R ER B LSRN A 7V
DR E B B O LEATN 1 7 7 A VAR IR 7 MO LY B HHEI N, LIIMEA X2 MR
12 WBAEHAINIC %)i%*é’(“b%fﬁ, ZOMTRIIEEH IBNDEBBEVBEEZETHY, CLHIMEORERFRE D
FOHMATOR Y, AT, 1BUHEERZ M DR f0Zhotz,
EEjfEEREFICBVLT, AV V‘H‘—Bi?ﬁ‘lﬁfﬁﬁ‘lﬁa‘:
Vo DR R A R L, mﬁi%’?v%é%f:@ﬁ EEHHU)Z L yi—
RIUT 4T BIUHRENRTIC L2 ERREETHLR AT, DR EEREE EEEO A MLy —
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Table4 ZDMHDLPEZIGINT

PMD (n = 64) HVs (n = 39) FHD (n = 39) F P value*
Personality (NEO PI-R)
Neuroticism 82.8 (29.5, 55) 20.1, 31) 1.0 A1
Extraversion 108.4 (21.9, 55) 113. 6 17.0, 30) 1.2 .27
Openness 111.1 (18.3, 55) 113.9 (13.6, 30) 0.5 46
Agreeableness 132.4 (16.9, 55) 127.8 (16.2, 30) 15 .23
Conscientious 122.7 (18.5, 55) 132 6 15.9, 30) 6.1 .02, .27
Dissociative Experience Scale 6.4 (6.5, 53) 9 (10.0, 36) 5.6 (5.08, 22) 0.5 .63
FTRTOAATII M (SD, Hl%).
pAICHEE, WIS DRLLRE LIz p liERT,
PMD =.0LRIPEEE L, HY =HRZ 747, FHD =RAEFIA N7, SD =FHEf %

& DORNICBEDSER D S fchs, FERFEBT L FLAND A

Moy —tDEIIRIN TRV, HEHDA MY
=3, I OBLVARLEHEO—KTHHY , 15
DRERALCREEEENA T ADOKIMICH VD52
b, ZOZKHT 2RI 2720, ORIV EE)FE T
BEREMIC B TY T 2 5201 L 7z, B @mi%o
72bDD (p < 0.05), Bonferroni fililEE (p < 0.005) (2
HEEDKDONIZWNTFTIE (BHRERE, LINIME DR
BRI, REBLEACBUC K aHEIR L L), HID D%tk
ELTH 2L, oD sNE kol
/e, ORMEEEEREEMICE TS CTQ OR/IMEA
ATICERFALNT, ERREDHEL T2 EEMEIC
HEEM AN EHVRE NI,

:h%@#%m I, W O»DEKRBHLEEZLN

FEAT U 7z R SE B f 5 o FE SR N, @A o
bey#—®ﬁE:Eowf%%kiwgm§h%&
FERE T O BE B LR RORMAV LS, Lizhio
T, AFROAEICIBT, EIOSA 7 A H F Y IHE

W bnWEEZLND,

PRI & 72 (X BRI RS IS B9 0 K O REBR IS RE[] A2 03
whotaiid, IETALAMEFEIEBE LB R
BEFLEOMICERZRDI:, MHOMRLETFHELE LV, Z
DEICE DL, ETALAMERIERFDIZ D HENE

MDD L EENZ L, iz, WrSHHEEZELTHH-
fee WS IEGEDVY e < EIRFEBIRT 12 % FIDANICHERR L
THEORERRARIHZWLY, Lrl, ETAL»AMN
%W&$ D PERESRT & DB HME %2 BT L 72 34 O

BT ZARTFIVIA - LE2—TIF, BHMELIIR
éﬂfw%é@@,%m@ﬁéh DLTIRIEEMREISH
T3 8, SROT—2TI, ez 47o/NRE
fiL, BBEOIRIEMERICEEL 5 2 LIIME & % X

MLTOS, B2, MERERREAINER & Vo7

Y ERE @%%%iwﬁ%i,iD%Am&ﬁﬁmiﬁ
EoTVAURENED D 5, R RBA LAY 22 LT
S 1B RN SLA> & 0 PRI B R 5 oD LR 00 B 23 2 1R 7 B
ROWIRE N, D RIVEE B O FERE R R DI RIS A5 4F
OB T3 E A #l 2 R 7- 9 2 Ll S hie,
BRI & AP EINIR T & OAH AR DB BE IR T D By il %
TEGbHLE, ZOLIBRMEMEHNO—HlE L TR
MREN I S)E T HET B E DREICE T, HEWPA
NUADIRI DRDFRIER 2 Hsd 5 I EDETHI D Y,
INEDOMRZ B NMTERT (BR) &, Hirce ALy H—
DFANZFE, 1D DR D FEIENDIEZ M % R %2 12
DTOLHRENEDDH S, FHOT— XL, iR Z L
PHELEEVDH L, Thabb, TENE BN ERE
ST 2 F BV COLRMEEB)RE O W O nTREEHS
FOEVIDIFTREV, Fx, BHECIENELES
INER IR DB ZEI2E o T, BRINDHERINLT
A%Z T BNETRRVWEE LN,

RERENK

DRVEESEEEHS IO DB L UORLZRED AT
HiiE <, DRI BT 67 5 & O S R 120
BT 2 MDA L —B L Tz, SRIOARIE, LR
PEEB) R E BE DAL O EBIAEIR L Y b L AR
HARERZ R T2 2L B @EHLTEY, TOHAICE
WTIHNETOXMEL AT 2D THS, HEIERE
PO Uk R R T, BRUZERIG, N—AT7 1~
KD 2T — )V, DHIEZEBI O, BB §
2 LOTUETRENS LD, WIRE R THRED
JUEL T3 E VI BIERERLIDH 2132, Sy Ihe
—HT AR S NI, DRVEEB)REE B (X, A



BRI 2T 4TI, SRR 0 2 W H S OGS
JUELTWA 2 ehn, T E RPTHGER) )G & OB
PEFEDH NS B, TAE TRk, ORI B R iR
ZoPh D MR M R B T UE, TR IS 0TS B e kAR
B e L, TmkR d5 & OVl B T [ oD B RE RS 0
BkE & Hic, Bt (habituation) DFEFEAFEDHNS %,
ANTFEORGIAZ, Lo PRIV 38 S 5 o S R R 9
%FE&?T&(,i@%ﬁ%%mubfb%&woﬁ

SEREREOTE LRV, SBROMIKTE, T, HEk
L OLRMEEBR O H OB N 255 2 EnH
HTH»9,
g%

YA D AT TV =W T, MR Z RICm
(dimensional) (ZFHli 9% & RITRIE % O 7255, LA
P ) e T R & RSO RO & O H A2 G e h o
7oo M ZZRERTICAKEEDO AT I —Z W% [
WBER T, DRIV EE R B D 45% 1 AERETE %
RHOTS S S OWFFETIE, DR B 8 T
& o HURE & O T RIRRIE G D RFIE IV 7 B 72
bRRDLh Tz, MRHENMIN E X, 27T 4 7 &
REEDFEBEICAAAET 2 i 245303, ZhiEtmicz
YMEDSHER S NIMEZTH Y, W15 DhiH I L O«
FOBRINY AZHFL L THHELIN TS B2, S|
DOWFFETIE, VERRFECIS 2l 2= 2o kb o7
h3, ZAUI, R OY T XA Ihiaiul, B
T AR FE S E 2 2 LS BISERRICTEL 2w, i
2L, TR D AT T —2 W% G, EBimiad:
R B X, FETADANEFAER T BE R, B
MARBEE % £ D RTREMEA MR T

IDEZHEFDEE

Tz d, IETADANEFSE®, HEDANZT 72 )k
WiZe £F 5 BN HEE R 2 (SBT3 tIc O &, DK
PEEB) R EE TR, AR L OPEERIC & 201
AT 2 RED A7), BED ANy F—IZB T
ZRIEDAaT, fREEVERECETZREDATTHE
<, Ffz, MBENETIOY T A7 —ILDOATT HFE
ETHMULTW/A®2, LaL, EBDELEIA, Zhbof
FUCHMA DL T FEERER), Jhuc>0uTiEwy
SOWONTRETH D, 7, BEMAEZIZET 5120
é%uk%&ﬁ$#4x#MATbo#7“Wbbé

Kranick et al.

Flo, KOFMARKEEZITONRETH>/LHER
HNd, SSICHIOMETIE, AU, HEEERER
HELTRRSA TR VLR MRS EE DR %
MHREL (ThbE, BIEOEKK L LT AN
OB 2 BFHZERLIDITIERVY), DHEENRT%
RSB L7 B ORI TH %, EBEDE T 5,
D RVE B RS & OREA T & OBEIZERE 2 5h
TV LD HEOATEEED B %, L7chi>T, Ll
JED LA IAME, DA B S 2 2 o JOG
15D, WREB AN A ARG, FIERT OBl h
LIZBEETHZHOD, B RHICTI DL, LEER
WTrOMEIRZIUIERETERVEEZLNS, L
FIRESEEMEO R OB NIEEL 2 27212, T
TOBETO—EH LB, o2& ofEilne
iUm=uf%u%i?%f%égk#gﬁkﬁéﬁ%
%5, ZORMBIZLIN, R ORMEEIRE ¢ B & o
PR & OBEIC B TEE I T %, DSM-V T3,
HAA M R OB WHEED UETIC B\ T, HUEEB, T 4b
BB & OBEME R HIBR 2 2 eSS T
BY, SROAMREDBEEENROLNG 5 2751, @
Wi DR, WA H AR ORE L 3l Ths Z E
AL TB &0,

RIRE

ARWFFEOME A E LT, Filfn, Ml & O Esae

%= (disability) %V‘y-‘f—é-‘d'f’, BRI J:Z:@EJ
B ORI D 2 WX IR E B HE R 2 EL Ty
IENHFTENSE, T NIHEZREREETHY, &
DEIEE QRO BICHS 2 Eh b, BFERHICHN
AT ADMAET 2 0REEDH 5, L0 2D IERZ 2§
LHEETE, WEVERLZEEZLN, ZOMEZIFS
MICT RIS EVPBLETHAH, L, K
WMRICSIM L G52 BEFEORBIC O TIEHE LT
Vo F7o, MR SRENRETHIEL TES T
DL DD INIMERE R O SIS E L7 D D
%, LdL, AWFETIE, FRiHiPH2B0E L7z NIH {5
RIVTATT—RAR—ADLPEHHEZHELTEY,
R T4 7L, BEEE, 3= b XA LEE
JEER, B, TELRHORFUEELLE, Hx
BEMBEFATORE, RIEFOA =7 @5
WEBTH Y, RHRICET 2L ME0EIE FIERPUEA
E—HLTV5, BEWREZBINT 2B, 1O
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BT BT, AV A X LY RELTEIENESR
L 35T, SRSICHIT BV FIE R, FHMlis A5
ETHEZEVINAT A RML TV EHHENEDYDH 5,
INEIAD.LHIAMEORHIICEE L T, B AS —L
LD BEHIREICEAMEDIZD VBIRELF N EEZLN
395, er kb LTI, CTQ OB/MEE -3 ERY T A —
VICHEMZ D3 e o/ 2k, 2/, 2O LNMER
ERMRL L ZHEHML T &0, K THRIT—
Db I U TIRFZIOE, BIEEFERFE T 248
HETHD, MEERZET2EBEHEOLBIIEHATH
29, ANFEMFILKR TS A TEY, FHaOXL
MERZOOEMEFT A2 Lk, KWFFEIE, R
’ﬁ4Eﬁ%%ﬁﬂﬁfu‘%ﬁﬁogﬁﬁmbtgﬁ

, BEOENZHIICHMALV~VTHHT 22 &
T?T L7zhioT, BiicBI2EBRIENEEZS
N5,

i

ARWFFEOH L, ORMEEDREEOWRBEMICET S

HEMA N Ly = LIAMGORE 2GS 5 DT
H Y, LRVEEB)REE OB O 7 A E A A
77u—FOEEE R L TS, ANy —%8%
BR U7 D 25> C b0 IR SRR 2 FhE§ % D3 —
BT &, TRTOLRIEEEREEEFE S ANV Yy —
FREBOMMEEZRBFL T E3bITRENVWIEDLS,
BRI FREY AN P2 L, OB D R
FTREIGFEWY Lol KITT WL R ANV Y
T —oHN 5 D F 7 AT A LHEAR D 70 PRI S ) 5 R
ZXRICHITR 21T o772, BHHEg 2 WHHE 2 O B2 A R
ESBEFELIBLD T2 I8, b THEHED
Th»r9. SHIZ, HREPURZ RET 2 (X0
MRF % 5l 9~ 2 B35 5 T & L Tl &L,

-
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Vestibular Impairment and Adaptive Postural Imbalance in Parkinsonian Patients with Lateral Trunk

Flexion
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EEHAEIS, /X—F>/ 9% (Parkinson's disease;
PD) BEICEDHTILKADNDBAFTIRTH D, &
BOHEIE, BIE RESSOAREREDIERICES
SNHTENFONT VD, ARTOENIE, FEHAIE
D PD BEICAONDZBEEN, BIEKBEESIC
KU CEDNENZRET T DI ETHD, FHHAE
ZHESPDEBE 11 6lE, Fip - 45 - BFEBEZY Y
FIEEBAIREDRPD BE 1 flERRIC, HIE
EEA ST L /= RIEEWEEIREE LT, HIMEZERE
EFFRIFERE (RRBSUBRERKESHZZD),
BE T £/IIHEER T COERBMURKRS IUFER
ROBE, RRFAZRBIREE, 2 BEDRER
ICKDBRERIKREE, IRERIMIC L DREEEZT O/,
FRAEEEDIITNTDEET, RAMEEDHRIFIER
BEETHROONTz. ZORIERERTIITRNTDE

=%V, BIESEET, RSAE

Tablel {Rerfillfez(F D & /i Fb 2% PD HEEH D

BICBWCTEHRERR, 1D/ 3—F 2 AERDEN
AlEHACEBD SNz, WRED DS, 7 BITIIRIER
BIHONEN DN, 46ITIE, ERIRRICEBSHVEE
HAEZEDLGZORARIEKERTNRDON, Z
DFRIBIEREEE T HHSNT- 4B 2 BITlE, ZD1E,
BIEEREE CEffIA D PD R DAL Al & XA ST A
BHAENERLUz. RRABEEZESI/NN\—F VU EE
TIIFIEBR 7O VI BESINT Ve, ZOBEE
1%, BEDZRBEBEDVIELELEANBREE L DT
LVeo F~ld, RIERESIVFERRAIEZHD PD BE
ICAHONDRENLGZBTEZRIHAELLT, [PISA
(Postural Imbalance Syndrome with vestibular Altera-
tions, RIEZ{tZH OZBFEEELEIRE)] SU\D5E
FROERZRET D,
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Table2 (KEpfliE 2 1E S F /212D 20> PD HH D

BN & BRI EF B HIERR T

LTF (n = 11) Controls (n = 11) P LTF (n = 11) Controls (n = 11) P
Age (y) 68.36 = 8.24 62.00 = 9.67  .103 Vestibular hypofunction 11 4 .006
PD duration (y) 9.0 £ 597 9.36 = 4.27 871 Positional nystagmus 11 2 .001
UPDRS-IIl score in ON phase 24.09 = 11.89 18.82 = 9.67 .267 Spontaneous nystagmus 11 2 .001
UPDRS posture 3.45 = 0.52 1.55 + 0.52 .001 Head_shakmg test 10 4 027
Neuroleptic treatment 3 1 A21 Bithermal caloric test 11 2 .001
Anticholinergic treatment 0 0 — Vibration test 1 0 <.001
LEDD (mg/d) 722.73 + 252.56 768.18 = 278.63 .684

LTF ={kifll), LEDD =LK KR, UPDRS = Unified
Parkinson’ s Disease Rating Scale

LTF ={REHlE. Yates DIEREHIEZFED x 2 HE.
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Reward Processing Abnormalities in Parkinson’s Disease
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Tb‘, IO ULIHBEEDZTICIE, FENCHLTTRESNn HA'ESNIz. BEMICKIDZDMRITTSIRFY —)LE

DIEREEEBOBRICDVNTDIBRIVDETH D, L
eh'oT, —REENE IIFRIESED S T F )L ZZITED
ThaEEROND, ERMOMICIE, FHREMAPENSE
BREAND T T IVEEREHEET Do F2IFUAR],
2 ERBHEEMIRA L DBHREDY 7 I /B
A ('y-amino-butyric acid; GABAR) N TEMEINEIAY, 2O
A 22l —2aviBTDEEBMOEREE
BIOFHEREEICEOTEIL I DI EaRLTIz, AR
KT, BED/S—F> 4% (Parkinson’'s disease;
PD) && 13 il (R/ X2 AEEN4HEEE [on ] KU [off

ERS5ICEVUEIEL, £ELT, BEMOBEENRL B
IC 2 ERFESHIRHIT I DRICDIRBHIERL
foo LIRERIN (L-R/Y) TIEZDOEDBMRIIERHSN
Bh ol TZIRFY—IJLEL-ENNIZNTRE,
lowa Gambling Task TD RO ZHDERDIFE %S
maEer, fzizl, 72 IRFU—ILTIE, HREMDEBF
EAYE\FOD 2 ERFBESHIFHIT T DRISDIR
BANSNEBEIZE, VR IEHEDBIRDBEHAKEL
MLz, SNOSOBRISTETVRELT, FHIMICK
SEBHEEEEDRAMICII R/ M TFIVEED

i) CFwe vy TS BBENRKERE 13 flzxt
RIC, COBRRICBITDR/NIVDKEEEEI LTz, 1&
SRR, WRETIE, MEMOMBMIFEI/ZIITRIATAE
MICKY 2 ERFASWIRBMICT T DROENENLL
B, R/INIARENEEF [off] BSD PD BZETIIZS

NIEL, T2IRFYU—IEEBETIHEESEEDERE
FRRRENY) RO & EDBIRDIBIMERE EBICELT D
ZEERLTIND, HMEMOEFEICIS U ERERIGIE,
RINIAEENERESEBED ) RO E#HDERICEET DH
BIRIFE (endophenotype) THDEExHND,
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Parkinson’s Disease, Cortical Dysfunction, and Alpha-Synuclein
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IN—F2) %" (Parkinson's disease ; PD) (D##RZ
MAKRNEREREICEDHFEN’®BSNNIE, PDICH
|FBERENE (Parkinson’s disease dementia) DJAE
EDBEIIDBENDTHZD, ARFRTOT T b21K
MDBIEL, PD DREEMICHKA I DRBHEEREED
in vivo E7)ILELTD, PDICHITDEIRIBOREM I
ZAUO—X2%1EEFT D ETHD, SEDHRDER
IE, PDICHITDREM I A0 O—X AN —/REENEFIC
BITBaXTLAVDEEBRICBET DENDRE
ICDWTHREE T D & &, BRABENFEN, BRIRR, H
FOREFHFHMEER EREM I AV O0— XX EDEBE
MZEIASMNITDIETH D, ERISESHRESKUR
MEBEORBEEZZITTHY, REMIAVO—XZNE
S[EBZRICHERINI-PD BE 11 61&, REBMIA
VO—X2%&H0IENPD B2E& 8 fladRIC, —RE
BB ATHEL /oo LEERDI8D, ITRRMERE O BIIC DU
THERICFHEL /zo —REBFICHNVTa XTLA

Y, AB-42 XTFR, ZOMOEZMIEEZAEL
foo IAVO-XRZHDENNPDBEELENRDE, I
JO0—X2A%HD PDBETII—RESFDOa> XTI LA
VBEN 36%ERL TV, 2L, ThICHL, R
BaXILAVRE, U BIEaXTL A2/
WaXuLAV, BXUAB-42 XTFREEILH
BERBOSNAN Dl —REBEBFD#HaT XTL
AVINIEEE, REEIAIO-XIADEFEEER
ICHEIL TU Ve, B2 GERIRPT R B S URIBFHIFTR
EREMIAIO0—-XREDBBIIFERDONLEN DT,
INODBRNDS, IATVO—XX%HD PD BEICH
WC, —REBFICHITORBEERELa XTL
1 VREEREDEEENREEND, TILYNAY—
RORZEIS, PDICHITDREM IATO—XRXEREE
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Tabled 3IAF20—XX#(ES PD L LT EDZL PD
IS0 S —REBIF DR a0 > X 2 LA > & BT,
HERPT S, PRI, Apo-e4 & DFHEY

Total a-synuclein versus n r 95% Cl P
Cortical myoclonus presence 19 .53 1010 .79 .02
Duration of PD 19 40 —.07 t0 .72 .09
“Neocortical” LRP classification 18 .33 —.16 to .69 19
Female 19 .26 —.22 to .64 .28
Primary motor cortex LRP stage 19 —.25 —.63 t0 .23 .30
AD pathology criteria 19 —.25 —.63 t0 .23 31
MMSE 19 .27 —.26 t0 .68 32
LRP stage total (all areas) 17 .23 —.30 to .65 .38
AVLT-LTM 19 .24 —.31 to .67 .38
Dementia 19 —-.19 —.59 t0 .29 43
UPDRS Il 17 .22 —.38 t0 .69 A7
Neocortical LRP stage total 17 18 —.33 to .61 A48
ApoE &4 19 a7 —.31 to .58 48
Trails B 19 .21 —.39 to .68 49
JLO 19 .26 —.49 10 .79 .50
Wais-Ill Digit Span 19 —.18 —.65 10 .39 .54
Hoehn & Yahr Stage 17 10 —.42 to .57 .71
COWAT 19 .09 —.44 t0 .58 74
Stroop interference 19 .08 —.45 10 .57 .78
Postmortem interval 19 —.05 —.49 to .41 .85
Age 19 -.03 —.48 t0 .43 91
Braak score 19 .02 —.48 to .51 .95
Unified LB stage 18 .01 —.46 to .47 .98
Primary motor cortex senile 19 .00 —.45 to .45 .98
plaques score
Levodopa dose equivalents 19 .00 —.45 to .45 .99

{E : Unified Parkinson’s Disease Rating Scale (UPDRS) Of& A7k
&0 Hoehn and Yahr 53D A3 71, I+ 20— X A% £S5 PD O 2
BTG S e o7z WL OO OREE R ORI ATTE LD >
7etz8b, THiRCE] @ Lewy BIHUEZS (Lewy-related pathlogy ; LRP) 47
(184, LRP O#Er (17 ), HiEZED LRP O#eRE (17 4) T3,
BIEH 19 RifiL e > T2, MHBICET 2 p ORGSO HAE L
TW3,

LRP = McKeith 5»%E L7 Lewy BIlifRZ 25— (DLB-I) ¥,
BIEE D LRP /30 8ii3, McKeith 502 & % Lewy BIHRZA 4 (DLB- M) ®
T DHiRE] (CHD Y THNIHEIRE SR E T 5, HED LRP Offit
=THjEELE + HITHEE 4+ BHHEE D AT — 2,

HHATERER : TabledDSE MK TRl 2SS RF 30,
13. McKeith 1G, Dickson DW, Lowe J, et al. for the Consortium on DLB. Di-

agnosis and management of dementia with Lewy bodies: third report on
the DLB consortium. Neurology 2005;65:1863-1872.
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Lysosomal Storage Disorders and Parkinson’s Disease: Gaucher Disease and Beyond

v
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IN—F >V fx (Parkinson's disease ; PD) (ZI3Z)L
It 7 59 —EEGTFOEENEEL, Jhnid)Y
YV —LEBRERE (Lysosomal storage disorder ; LSD) &
LTEHELA&O5NDT— 1% (Gaucher disease ;
GD) DEREALELGDEBRRIBEZSISEI T, K<, #
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J—21/, /S—F2VURK, JILAVIEeES IR, EE,

PD & LSD &Z#EU DI 2 ELFRR RS L UHIRRE
BORETIE, GD THONDE(L (JILakLTOY
F—EEEXEITINADILES I RORESEREL L)
ICBRSY, ZDOMOKR47E LSD ICHBT 2Z{Lt 1%57
TOWBENHD, o, TOBDERFEN, BEHNSX
UBBARRMRZ1TLY, PDERZETDEREICHITD)
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EhH D,
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Tablel LSD TAb5#3 PD JEk

Abstract

PDin Reduced
PD in LSD relatives of Ubiquitinated enzyme
patients LSD patients SN a-Synuclein/ protein activity in UCH-L1
Disease Defective protein Main storage materials or carriers or carriers pathology Lewy bodies  aggregates PD patients downregulation
Gaucher B-Glucosidase (GlcCerase) GlcCer | 1236-535657,100 | 3041484956 | 49,5356 49,5354 4964 455 62
GM1 gangliosidosis B-Galactosidase GM1 465-67.100 % +62
GM2 gangliosidosis B-Hexosaminidase A (Tay-Sachs) GM2 48971100 +7° +72 472 e +% +62
B-Hexosaminidase A and B (Sandhoff) 4710 4730
MPS Il (Hunter) |duronate-2-sulfatase Dermatan sulfate/heparan +74 A
sulfate
MPS IlIA (Sanfilippo) Heparan N-sulfatase (sulfamidase) Heparan sulfate 478 »
MPS llIB (Sanfilippo) N-Acetyl-a-glucosaminidase Heparan sulfate +7 744l 4 The
Morquio A (MPS V) N-Acetylgalactosamine-6-sulfate-sulfatase ~ Keratan sulfate, +62
chondroitin-6-sulfate
Morquio B (MPS 1V) B-Galactosidase Keratan sulfate +52
Niemann-Pick type C  NPC1 and 2 Cholesterol and sphingolipids 7778100 +7 +78 +7®
NCL1 PPT1, protein palmitoyl thioesterase-1 Lipidated thioesters +80
NCL2 TPP1, tripeptidyl amino peptidase-1 Subunit ¢ of mitochondrial +81
ATP synthase
NCL3 CLN3 protein, a lysosomal Subunit ¢ of mitochondrial 45283 48284
transmembrane protein ATP synthase
NCL4B Not known Subunit ¢ of mitochondrial ~ +8687:100
ATP synthase
NCL10 Cathepsin D Saposins A and D +89 45889
Metachromatic Arylsulfatase A Sulfated glycolipids +7 4%
leukodystrophy (MLD)
B-Galactosialidosis Cathepsin A Sialyl-oligosaccharides +73 +2
o-Mannosidosis o-Mannosidase Mannose-containing +%
oligosaccharides
B-Mannosidosis B-Mannosidase Man(B1—4)GIcNAC +%
Multiple sulfatase Formylglycine-generating enzyme Sulfatides +7 +7®
deficiency (MSD)
Niemann-Pick type B Sphingomyelinase SM 91
Fabry o-Galactosidase A Gb3 49395 +%
Sialidosis Sialidase Sialyl-oligosaccharides and +62
sialylglycopeptides
Sialic acid storage Sialin Sialic acid +62

disease (SIASD)

T+ HRYBIERDMIL STV L L 23T, [— 1B XSRIERIC OO TR e 57 2L 2R T, Gl 5T DR O ET,
T—=BAWATTERI DI EZRT,

TRYAETFLOT— X,

MlIC R o > X7 VA 229D 50 1#, SNCA OFERDEES Sz,

SE kY A b 1% wileyonlinelibrary.com DA > 5 A R TR AT

Table2 LSD ## /ETFIACEIF B PD IERD T HIBIE

2B
HEo

PREDT X, Y VRIbaT XV A 2, Lewy /IME, C INBIICIRTET 5, T2 Y TS AREICL S, LSD D

(LSD DA I L THENE %)

Gaucher disease
MPS |

Metachromatic leukodystrophy

MPS IlIA
Fabry
MPS I
Krabbe
Pompe
MPS IV
Cystinosis

Tay-Sachs (GM2 gangliosidosis)

MPS 1liB
NPC
MPS 6

NPA
NPB
Mucolipidosis 2/3

GM1 gangliosidosis

Sandhoff (GM2 gangliosidosis)

Sialic acid
Wolman
o.-Mannosidosis
MPS 3D

MPS 3C

Multiple sulfatase deficiency

Aspartylglucosamonuria

MPS 7
Sialidosis

FHATHRL7- LSD (E, PD L DBIEAIBISEIN TV 280D, md M L6 DD LSD ®H %, 5 DT PDIERIHEHEIN TV S, T
DIEH, LSD DFINENRREL LA Z X, RV NV, FxaHECE T, NG E A Th TV 5 190182, Sk [98] 1S
BT A RYRT AT AEICHET BT — XD W0z, ZOYAMIMFEET A RYRT ZFERIEHL TR, #iEtaf RURT
AFAERTF = I NEM TN LS ABN, 3FEHICZLLSD L LTHEESh T3 2,

SECHRY A M wileyonlinelibrary.com DA > 5 4 TR A fE,
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T1-Weighted MRI Shows Stage-Dependent Substantia Nigra Signal Loss in Parkinson’s Disease

*Stefan T. Schwarz, MD, MRCP, Timothy Rittman, BMedSci, BMBS, PGCertMedEd, MRCP, Vamsi Gontu, MRCP, Paul S. Morgan, PhD, Nin
Bajaj, PhD, and Dorothee P. Auer, PhD
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%’E@Hﬁé@iti/\”—:\:‘/‘/‘/ﬁﬁ (Parkinson's disease;  FHfI (6 41) E&EHA (46)) ICHFELIc, BED

PD) DEEZELRIEFHIHCHY, BEASZVOHE T SESHERISHEREICLENT PD BFBECTERIT/N
KEBETD, FRATZVEATZVEARKICE#E =< (-60%, p<0.01), AVFZXMHETFLTH
DfEMERL, BEMNTIEAMRITISIFILALE  fo (= 3%, p<0.05), T4 XDFEIE, PD DA
5925, FARDENIS, HBREASZVISHITDREZ (—47%) JUEETH (- 78%) THEETH D/,

EELLZT1 3858 MRIZALY, PDBEICHITDEE AHMADHER, cRRLUC T1 385E MRI D FiBrIpkiE <

DI FIVEETFM T D ETHD, PDEE 106l
ERMUET Y FSEIIREERE 12 AL, HiE
ENRZAA L 3T SEREE T1 38:# MRI 2B Z T
Llco BEEEBEOY A XETFIVEER, BT
FILRE+ 3 E#ERE (SD) KUbmW I FILER
LEEEI IV BSDICBPROY b X MEETEEL
f=o B&lS, Unified Parkinson’s Disease Rating

LT, PDICHITDRBIRENLRES T IUETH S
BASZVHEDVY—D—EHTHD I ENBASHIC
G S %@@?—973"5, FREAS Z_VICECEED
YA ZEDHY, R/NI AR = 1 — O BSERDBIIEFR
%c‘:mWFEF'%’éTT_é:?U‘TU IND, MEROZZHME
ZTDICIRET DI ET, PD DETICEAT DL E
Y —HN—DRFEIC DB DAEEMEN B D.

Scale (UPDRS) & Hoehn and Yahr #$EICEDE,
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Figurel fHIIHIBERE (A) L ORI PD BH (B) % 1 0NN %R, S$HIEd, LG, THREA S = HEE] MRI A% v 22—
I I A OIS EOMEEATA A, HRIZ, BEOFIORE (substantia nigra; SN) & 55> 7L UK (cerebral peduncle; CP) 35 &
O (tegmentum; TEG)) & ¥, ARICRLIEZ LLVAHERIOMIE (R 7 FL+15S 7 FHVERO 3 MR (SD)) %#Z T
BY, WEAZ = ICHET SN OHEE EREE LT, SN OEIESHEBOY A X %R,

A B
Healthy Controls (n = 12)
100 100 Early stage PD (n = 6)
* Late stage PD (n = 4)
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Figure 2 A : {lis KOzl PD Taleb b7z SN s = B A Wb, MOTIIE, KRG, 540 PD B, %I PD BE B
% SN (RifF = SISO/ ME, 25 15000, ThU(E, 5531900, mAMEZRY O JEIREERE 1 HlicB 0 2 ENEOs hfE) . B : SN
R YA X e PRE OIS AN (@« B RBIRE, A B0 PD B, [ &I PD &),
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IN—F 2V IRIC BT 5 HP i o hR e A il

Pathophysiology of Diurnal Drooling in Parkinson’s Disease

* **Johanna G. Kalf, MSc, Marten Munneke, PhD, Lenie van den Engel-Hoek, MSc, Bert J. de Swart, PhD, George F. Borm, PhD, Bastiaan R.
Bloem, MD, PhD, and Machiel J. Zwarts, MD, PhD

*Radboud University Nijmegen Medical Centre, Nijmegen Centre of Evidence-Based Practice, Department of Rebabilitation, Nijmegen, The Nether-
lands

**Radboud University Nijmegen, Donders Institute for Brain, Cognition and Bebaviour, Centre for Neuroscience, Department of Neurology, Nijme-
gen, The Netherlands
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WAL, BEOHBEEZZHITDHNN—F2V UK
(Parinson’s disease; PD) fEMRD 1 DTHD, BEL
WEDHICIE, ZOREEEZLURCERETDINE
D, AARTIE, FRIIZERFHEDERICKEIEL
DEWDRERICDONWTHEEELTce BHRICEBOAVEEERR
EhiHond PD & (DREEEE]) 15 FIERED
RERODR\PD BE (FEREBERE]D 15 flZ&ET LT
TRO—HEB)DDINTCORAF, IH5Hh5, BIE
(T 1 B TRAADDRARE), HEERIMTEE (1J/\
EJTF—23 2 EMERMET Therapy Outcome
Measures DOWE FEES T 27— )L CEH), RIEDZ
L& (hypomimia) ICKDEEH OB O (Unified
Parkinson’s Disease Rating Scale (UPDRS) Dz
1HE), 28 (RIAEEETES), S REEZTMEL 7.
RUITZT74—%F0, 45 DEOESEMHDEEN
mTEREHAE L/, RREBRERS, FREEHLIVE
PD A%17L Tl /= (UPDRS Part Il GE&htEeE) DX

O7:313 22, p=0.014), F/=, RAEBEEEII,
SMFIRZERE, ERLUICINTOEHTRATHERIC
RRTH Ol BT HEEIIREBEEH CHIMERICHY,
BTRMEDESAHEDEBMCTHOTU\DEBEMA
Holze FREHEBEEECHIELLOD T4 YoM
RBAHTIE, RIBOZLIERREEDBICRESVERS
RSNz, KIBEDZ LI ZRBEHE T DEHE
BAMCIE, BREAHBEFELT, RBEEE, BT
BESIUBHOMBINEES NIz, PDICHITORE
ISEHDURIVAFICEWELDD, BEAZTHERIT
KIBEDZLETHD, BEDE=-H')ITIE, KER
B THEEDEMANREINDA, THIISREHE
(stepping akinesia) ZSEIENMTRODEF EBICELL
HUTD, TNODHRIE, FHERDBEICHITDITHE
ET7TO—FICDONT, ERRNERHTDIEDES
ZBbNd,

IN=F VR, R, RBEOZLZE (hypomimia), Bk TkE
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a—masseter muscle

b—orbicularis oris muscle

c—suprahyoid muscles

d—larynx

pharyngeal swallow

e—abdominal breathing

f—nose breathing

Figure 1 (AEMENRE (EMG) LWFBHHEIL P —ICL2MFARY 757 4 —, 1O NOR, Bl @ &M@ () OWEHE), #
WTHEHDZE L (o) &RER (d) 2R bhsd, MIKFHZ, WK (e, f) OBIEHVEHEE 20, WNEITRLZHD 5D,

Tablel JmilLidrE & IEmmtii o 2%

Droolers Nondroolers Mean difference Adjusted mean
(n=15) (n=15) (95% Cl) difference (95% CI)? P value
Patient characteristics
Drooling severity (2-10) 7 (5-10) 2(2) — — < .001
Number of men (%) 14 (93%) 7 (47%) — — 0.019
Age, y (SD) 71 (7.2) 61 (10.1) 10.3 (3.7-16.9) — 0.003
UPDRS section Il (SD) 31 (6.0 22 (11.7) 8.9 (1.9-15.8) — 0.014
Hoehn & Yahr stage 0.007
Mild (1-2.5) 8 14
Moderate (3) 6 1
Severe (4) 1 0
Disease duration (y) 9 (5.9 6 (3.6) 2.4 (—1.3-6.1) — 0.193
Medication — —
Dopamine agonists 2 4
Levodopa 10 7
Levodopa + dopamine agonists 2 2
Swallowing characteristics
Swallowing frequency (events/45 min) 23 (17.4) 18 (11.8) 5.2 (—5.9 10 16.3) — 0.346
Swallowing capacity (mL) 36 (10.7) 54 (19.3) —18.1 (—29.8 to —6.5) —29.8 (—44.3 t0 —14.3) 0.004
Functional swallowing (5-0) 4 (4-5) 5 (4-5) —0.5 (-0.8 to —0.1) —0.5 (1.0 to —0.1) 0.029
Facial characteristics
Facial expression (0-4) 3 (2-4) 1(0-2) 1.7 (1.4-2.1) 1.7 (1.1-2.3) < .001
Mouth opening (1-4) 2 (1-3) 1(1-2) 1.3 (0.9-1.6) 1.1 (0.6-1.6) < .001
Mouth opening during EMG assessment 0.005
<10% of the time 2 1
10%-50% of the time 4 0
>50% of the time 2 0
Nose breathing (1-4) 1 (1-3) 1(1-2) 0.3(-0.1t00.7) — 0.217
Other characteristics
Posture (0-4) 2 (0-4) 0 (0-2) 1.5 (0.9-2.1) 1.3 (0.6-2.0) < .001

*4Efs, UPDRS Part Il GEEjHERE) A7, PEMITHIIE.
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Abstract
IN—F 2V VIRIC I T BRI ICBH 95 Movement
Disorder Society Task Force : PD-MCI O#tfIf L ¥ 2 —

MDS Task Force on Mild Cognitive Impairment in Parkinson’s Disease: Critical Review of PD-MCI

*Irene Litvan, MD, Dag Aarsland, MD, PhD, Chatles H. Adler, MD, Jennifer G. Goldman, MD, MS, Jaime Kulisevsky, MD, PhD, Brit Mollen-
hauer, MD, Maria C. Rodriguez-Oroz, MD, PhD, Alexander I. Tréster, PhD, and Daniel Weintraub, MD

*Division of Movement Disorders, Department of Neurology, University of Louisville, Louisville, Kentucky, USA, and Movement Disorders Program,
Frazier Rebab Neuroscience Institute, Louisville, Kentucky, USA

IN=F 2V NRICBITDERESRAMEE (Parkinson's
disease with mild cognitive impairment; PD-MCI) @
EEERFHBICTONTITESRN D D. Movement
Disorder Society |& Task Force Z#:&EL, XDt
RIEHE 1Ty, PD-MCl DSEE &5, BOUNIFRANE
EDREMRZRETL oo RIRNEREES KUFRS
HECEDE, PubMed ICLDBERNEXELE1—
H{TDlc. FRME/S—F >V U/ (PD) BEDFH
26.7% (&E[F:18.9 ~ 38.2%) (CERERMEE (MCI)
HEBHHNDZ ENBFOMNICE DTz, PD-MCI DIEEIS,
Fis, BRPBSIUEBREEEICHOCER L B

EEDRAEEEE ICEENRDOOND, 1272, EE
HEEICEELNAONDBELUE, B—EEICROND
BAEDIFOHNEL, B—EEOBEELLTIE, BSES
FUEERTREDHEEN S\ PD-MCIDEETII,
LR HAR ISR AR ICET I D AN S RICE DO N
%, A Task Force DELERISRDBITHD, (1)
PD-MCIl3—f&RIICERHOND, (2) PD-MCI DEE
DEHNTE, BEDHDRAMBEERBOMSIUTESE
IZIFRERITSDENDHD, (3) PD-MCIDEETII,
RAENDET I ZIONBNEEZx5ND, (4) PD-
MCI ICB8L, ERGEMBELELITDVENHD,
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BERMES, /N—F2V K, RENLEI—

Tablel RAEHIL & 2 —DFERBEHE R/ L 7l BR OHeR & w1
Sample size (n) Age (y) Education (y) Disease duration (y)
Authors Total PD-NC PD-MCI PD-NC PD-MCI PD-NC PD-MCI PD-NC PD-MCI
Cross-sectional studies
Aarsland et al (2009)% 196 159 (81.1%) 37 (18.9%) 67.0 * 9.4 702 *+ 7.6 109 + 3.2° 1.2+ 37% 23+ 172 24 + 212
Foltynie et al (2004)** 142 (T = 159) 92 (64.8%) 50 (35.2%) 66.5° 73.7° NA NA 31 2.2
Hoops et al (2009)* 115 (T = 132) 92 (80.0%) 23 (20.0%) 639 + 97 68.1 + 9.2° 165 + 3.1° 162 * 3.1 55+ 47 82 + 59°
Mamikonyan et al (2009)" 106 75 (70.7%) 31 (29.2%) 64.6 = 10.3*¢ 156 = 3.0*¢ 6.5 = 5.8
Muslimovic et al (2005)"® 115 88 (76.5%) 27 (23.5%) 64.9 = 10.4° 703 = 8.12 116 * 23 17 *27 15+ 09 1.66 + 0.9
Pai et al (2001)* 102 63 (61.8%) 39 (38.2%) 68.0° 6.2¢ NA NA
Total 776 569 (73.3%) 207 (26.7%)
Longitudinal studies
Janvin et al (2006)'® 72° 34 (47.2%)' 38 (52.8%)" 68.1 + 9.2 73.2° 10.2 + 3.9° 8.8% 122 + 4.6° 11.22
Williams-Gray et al 126' 41 (32.5%)%" 72 (57.1%)" NA NA NA NA NA NA
(200789
Total 198 75 (38%) 110 (55.6%)

n = ERIELHE 2372 L7z PD #8552, PD-NC = MCI % #4571 PD, PD-MCI = MCI {5 PD, NA =F—X AR, T =2HERE S
BOTRMEARY A X, *HEARMZEDHY (p <0.05, PD-NC It PD-MCID, " HEAREM%=HY (p <0.001, PD-NC %f PD-MCI), ¢ F—X&IZ
PD-MCI 35 & ONFEK14E % £ 5 PD (Parkinson’ s disease dementia; PDD) % &, B 2 K& L 72 W EREAR D 7 — X . 59 filhSiE P& 2 5¢ T L (82%),
55 24 HlHFREE 2 FEIE L7z, T R—AF A VI, 9Foltynie 5 ** OB DKW, "BEFHTER, 13 #iA3 PDD I#1TL7: (10.3%),

2 3CHkY A M d wileyonlinelibrary.com D7 > A4 2 RRCTRIE AT HE,
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Author (year)

Domains (tests) assessed

Depression scale

MCI definition

Cognitive profile found

Aarsland et al (2009)®

Foltynie et al (2004)**

Hoops et al (2009)*

Mamikonyan et al
(2009)"

Muslimovic et al
(2005)"

Pai et al (2001)°®

Prospective
Janvin et al (2006)'°

Williams-Gray et al
(2007)%®

Verbal memory (California Verbal
Learning Test Il, total immediate recall,
short-delay and long-delay free recall)

Visuospatial ability (VOSP
Silhouette and Cube subtests)

Attention, executive function
(animal names, MMSE Serial 7s,
Stroop Color-Word Test)

Executive function (animal fluency and FAS fluency;
modified Tower of London task)
Spatial memory (CANTAB Spatial Recognition Subtest)
Pattern recognition memory (CANTAB
Pattern Recognition Memory Subtest)

Memory (Hopkins Verbal Learning Test,
at least 1 of 2 measures impaired)

Executive function (Tower of London)

Attention (backward digit span)

Visuospatial (cube copying)

Memory (Hopkins Verbal Learning Test-Revised,
abnormal if impaired in 2 of 3 components:
immediate free recall total score,
retention percentage, and recognition)

Executive function (Stroop Color-Word Test;
Tower of London; semantic verbal fluency,
abnormal if impairment in 2 of 3 tests)

Attention (Digit Span)

Executive function (Trails A and B,
Stroop Color-Word Test, Tower of
London-Drexel test, modified
Wisconsin Card Sorting Test,
WAIS-R digit symbol test,
Control Word Association Test,
category fluency, WAIS-III similarities)
Memory (Auditory Verbal Learning Test,
Rivermead Behavioral Memory Test,
Logical Memory Test, Wechsler Memory
Scale Ill, Visual Association Test)
Attention (WAIS-R digits forward and backward)
Language (Boston Naming Test)
Visuospatial and constructive function
(Judgment of Line Orientation,
Groningen Intelligence
Test-spatial subtest,
Clock Drawing Test)
Memory (Cognitive Ability
Screening Instrument, CAS| subtest)

Executive Function (CASI subtest)

Attention (CAS| subtest)
Language (CASI subtest)
Visuospatial (CASI subtest)

Short-term visual memory

(Benton Visual Retention Test)
Visuospatial abilities

(Judgment of Line Orientation test)
Executive function (Stroop Color-Word Test)

Executive (animal fluency and
FAS fluency, Tower of London)
Pattern recognition memory (CANTAB
Pattern Recognition Memory Subtest)
Visuospatial (copy of MMSE pentagon)
Spatial Memory (CANTAB Spatial
Recognition Memory subtests)

MADRS

No depression scale

GDS-15

Inventory of Depression
Symptomatology

Hospital Anxiety and
Depression Scale

No depression scale

BDI

BDI

>1.5 SDs below the z

score in at least 1
of 3 domains

>1 SD below the
normative data in
>1 test

>1.5 SDs below
normative data on
tests on at least 2
cognitive
domains''?

>1.5 SDs below
normative data in
>1 domain

>2 SD below
normative
data on >3

neuropsychological

tests

>1.5 SDs below
mean in >1
subtest

>1.5 SDs below

control group in >1

test

>1 SD below control

group on >1 test

Subjective
impairment
required
No
No

Yes and preserved
independent
activities of daily
living

No

No

No

No

Total MCI: 18.9%

86.5% SD

62.2% nonamnestic MCI-SD

24.3% amnestic MCI-SD
13.5% MD
2.7% non-amnestic MCI-MD
10.8% amnestic MCI-MD
Total MCI: 35.2%

58.0% SD
34.0% frontostriatal deficits-SD

24% temporal lobe deficits-SD
42.0% frontostriatal and temporal
deficits-MD
Total MCI: 20.0%

MCI subtypes not described

Total MCI: 29.2%

61.3% SD

29% attention-SD
19.3% amnestic-SD
13% executive-SD
38.7% MD
Total impaired: 23.5%

MCI subtypes not
described (reported
overall percentage of
impaired tests)

Total MCI: 38.2%

MCI subtypes not
described (reported
overall percentage of
impaired tests)

Total MCI: 52.8%°
60.5% SD?

44.7% nonamnestic-SD*
(26.3% executive-SD;
18.4% visuospatial-SD)
15.8% amnestic-SD*
39.5% MD?
Total MCI: 57.1% MCI®

frontostriatal-SD (“‘predominant”)

BDI =~ 7 9Ol K& (Beck Depression Inventory), MADRS = Montgomery and Asberg Depression Rating Scale, GDS ==%4E]5 >
i ATl R (Geriatric Depression Scale), VOSP = Visual Object and Spatial Perception Battery, MMSE = Mini-Mental Status Exam, WAIS-R
= Weschler Adult Intelligence Scale-Revised, WMS = Wechsler Memory Scale, WCST =7 4 A2 > H— R FHHE (Wisconsin Card
Sorting Test), COWAT = Controlled Oral Word Association Test, CANTAB = Cambridge Neuropsychological Test Automated Battery, FAS (frontal
assessment battery) fluency (IS =F, AB IS THF 2 HBIC LI RBERE, 2 N—AF A U, PBPFRAER., MCI 2L B
B X, WM ORI DO A EDH B EE (single domain; SD), 2 DDLU EEkIHE
FEFER (F—B L OEEORABRIIICEE O b 2 BHOFGE L,

SEHRY A M X wileyonlinelibrary.com DA > 5 4 R CTRIE W BE,

ok

EFEIICREE D H S (multiple domain; MD),
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B DS—F >V 2] BT BIMEREREE RSI2RZD
flesk

Serum Urate and Probability of Dopaminergic Deficit in Early *““Parkinson’s Disease”

*Michael A. Schwarzschild, MD, PhD, Kenneth Marek, MD, Shirley Eberly, MS, David Oakes, PhD, Ira Shoulson, MD, Danna Jennings, MD,
John Seibyl, MD, and Alberto Ascherio, MD, DrPH, on behalf of the Parkinson Study Group PRECEPT Investigators

*Department of Neurology, Massachusetts General Hospital, Boston, Massachusetts, USA
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KRR T, /N—F>/ K" (Parkinson's disease ;
PD) DEWEERELREEY DNBILE CThDREE
DIERESMEA, K/NIV ISV RR—%5—SPECT
BBEICHITD NI VREZOEREFMRDOFARFTHD
W& Z&EI LT, Parkinson Research Examination
of CEP-1347 Trial (T3 CREE PD B2 N/=8E
D OFRBED PD #EEE 797 flaRIC, EhiEER%E
1707z, BB DIUERBMEEFRER/NNI LD
YV ZAR—5—2E ('2)-B-CIT SPECT T:Hif) &DES
EMERS Uz, RNNIVRZOEMRREES, D
BHMEN 12- B-CIT A, FEHOFTRSINDHER R/
VNIV RIR—H—BED 80%% LEISIHEEELT
&L, FNNIVRZEZDRMFRROZ Y X (odds) I,
FREREN' LN DIFELERL, REBEORSRADMUIHE

READ UM TLRLUIZIZEED, FBIUMRITH
ERD /NI VFRERMDZ Y XLl 3.2 THY (95%
EFEXE: 1.5~ 7.2, tBEICEET S pE= 0.0003),
BENLAXEAF CHERLEBERE Ch oI, RE
EORDUMHMBLREATELEEI N, T ER
BENICEHS NI DT, ZOBE%ITBES
TIIBEETH DN, ®ETIEIBERETIELEL DT
Parkinson Research Examination of CEP-1347 Trial
ICBITDREH DRABBED/N—F 2V Z I LEHEDOE
BETIE, REEHNMSIIE, RNIVRZORMRR
NROONDHERLEN Do ARFTDMEND, fth
DRERAFEHRALIIES, FREMENFEE PD DZ#AIC
BNWTERTHDZENTHFEND,
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Tablel MEHIEBLNRI/S3I > REDEEPEFTE  (scan without evidence of dopaminergic deficit: SWEDD) DATHET ) 4HL 7=
AR PAIGIE D B DFF Y

Women Men

SWEDD (n = 45) DAT deficit (n = 242) SWEDD (n = 45) DAT deficit (n = 465)
Age at enrollment 59.0 (12.6) 59.6 (9.9) 59.5 (14.3) 59.7 (9.7)
Serum uric acid 4.9 (1.6) 4.6 (1.3) 6.7 (1.4° 6.0 (1.3)
Total cholesterol 207 (31) 210 (34) 194 (41) 195 (36)
Body mass index (BMI) 27.7 (6.2 26.4 (5.2) 29.7 (3.9 27.8 4.2)
Total UPDRS 19.2 (7.3° 25.4 (10.9) 18.3 9.7)° 25.4 (10.3)
MMSE 29.2 (1.0 29.4 (0.9 28.8 (1.1)2 29.3 (1.0
Use antihypertensive drugs 16 (36%) 80 (33%) 18 (40%) 164 (35%)
Use NSAIDs 10 (22%) 75 (31%) 12 (27%) 121 (26%)
Use thiazides 7 (16%) 27 (11%) 6 (13%) 42 (9%)
Current smoker 3 (7%) 15 (6%) 6 (13%) 33 (7%)

SEHfE (SD) 72318 (%),
p<am
’p < 0.001, R8I NTUAR—X— (DAT) RZDHHLNLHHH & DLt (7 CERNTHE) o
Table2 [MIERIBEMEDFIE (HLETEL) 12 38RO SWEDD 1292 4 v Xt (OR)
(R RE & PERITHIE)
All Female Male

Serum urate quintile
(mg/dL) n OR (95% CI) P value n With a SWEDD OR (95% Cl) P value n With a SWEDD OR (95% Cl) P value
Q1: <43 177 1 (Reference) — 132 14% 1 (Reference) — 45 2% 1 (Reference) —
02: >4.3-5.1 156 1.4 (0.7-3.1) .35 70 1% 1.1 (0.4-2.8) .87 86 8% 4.3 (0.5-9.5) .20
03: >5.1-5.8 146 1.1 (0.4-2.7) .85 37 16% 1.6 (0.5-4.7) .39 109 3% 1.4 (0.1-15.1) .80
Q4: >5.8-6.7 167 2.5 (1.1-5.5) .023 26 31% 2.6 (0.9-7.4) .08 141 10% 5.4 (0.6-48.00 .13
Q5: >6.7 151 3.2 (1.5-7.2) .0037 22 18% 1.7 (0.4-6.1) 45 129 16% 9.4 (1.1-81.0) .04
P value for trend .0003 .051 .0009

Table3 [MIERIBIED I IE (MEFFEIICE ) 12 L 2 5 Biia D SWEDD (B3 3 4 v X1t (OR)

(FE B E THlIE)
Female Male
Serum urate quintile level Serum urate With a SWEDD OR (95% ClI) P value Serum urate With a SWEDD OR (95% ClI) P value
Q1 <37 16% 1 (Reference) — <4.9 4% 1 (Reference) —
Q2 >3.7-4.2 13% 1.1 (0.3-3.6) .88 >4.9-5.6 7% 2.1 (0.5-8.5) .27
Q3 >4.2-4.8 11% 1.1 (0.3-3.7) .88 >5.6-6.3 9% 2.7 (0.7-10.0) 15
Q4 >4.8-5.6 12% 1.2 (0.4-4.0) .73 >6.3-7.0 7% 2.1 (0.5-8.4) .30
Q5 >5.6 27% 2.6 (0.9-7.8) .08 >7.0 18% 6.8 (1.9-23.8) .0028
P value for trend .051 .0009
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DML 2O H AR BER E XS —F >V RIS BT 5952
59507

Does Cardiovascular Autonomic Dysfunction Contribute to Fatigue in Parkinson’s Disease?

*Tomohiko Nakamura, MD, PhD, Masaaki Hirayama, MD, PhD, Takashi Hara, MD, Tetsuo Hama, MD, Hirohisa Watanabe, MD, PhD, and
Gen Sobue, MD, PhD

*Department of Neurology, Nagoya University Graduate School of Medicine, Nagoya, Japan

PD (Parkinson’'s disease ; PD) B&IIESEEZHF 2D  up tit EHERFOUEEEBMEDZLICDINT, BELELRE
ZENZL, BRICITDEIBREROBRERNESY EEIRHonLh o/ LHL, JIL7ZRLFIY - R
DEEZONDEDD, BEDBEHEKIIBRPONIS THIVAFRRBRTORERIGIT, BEEDIIONIER
NTWVEL. B23MF], BIROBT SBRHRYETSH HEIVELBRICKEN Dz, "23-MIBG BXWJIAHDIL
BHRTZ V%AW, PDBBICBITDDEE@BRD  fE/ MRS, BREEOIIONIERFEHSIENEND
MR ZREL TV, PDICHITDEFIANDEERER oo BHBEHB & Hoehn and Yahr 3 58 % #I H Z 1
HEERREDRESZIROoMNCT D28, PD BE 33 6] (¢ (control variable) & L7=8871HEEEEMTTH), Parkinson
1966.1 £ 5.6 %, B 2046, &M 136)) AIIKRIC  Fatigue Scale 27 &, BRBRMERERBRLIV
EERMRREEREAEMRL, RS EOBEMZTHMELZ,  '2°-MIBG LAEWIAALEDBEICBERSERENRH SN
Parkinson Fatigue Scale MFHPIRX 7N 3.3 ALETH Tz SEIDHERND, PD BEDESICIE, (DiER Rk
DNEMCEOTIEFE (126) SR 216) RBORGRZSTCEEGEHRERSTIEETDIILN
D2 BICH Tz, BEBREERECLT R-RER TKBIN,

PEEFAORS, head-up UILEEY, /LKLY o et T oTE 5L, FRICIAE
V2 RIS IVEEHER, PI-MBC OB YFIZ  mociBAOMREET S #TE SR BEHMEE R
T4 —%=REL. R-RBERDZEENRES KU head- L, Rk - MERTERYT & CERBDBEREZRNDEE

Movement Disorders, Vol. 26, No. 10, 2011, pp. 1869-1874

N—2 U, DRBERE, B, PMBG OB F IS T A —, ERREEEE

Tablel S5 TS K UTFRE T HEDIGIRIIEF

Fatigued Nonfatigued
Characteristic group (n = 12) group (n = 21) P value
Age (y) 67.0 (4.8) 65.6 (6.0) n.s.
Sex (M/F) 8/4 12/9 n.s.
Disease duration (y) 10.1 (4.7) 4.6 (4.0) <.005
UPDRS Il score 27.3 (11.7) 18.4 (13.1) n.s.
H&Y 2.9 (0.6) 2.2 (1.1) <.05
Levodopa dose (mg) 345.5 (224.1) 235.7 (211.6) n.s.

fE(3 P31 (SD),
UPDRS = Unified Parkinson’s Disease Rating Scale, H&Y = Hoehn
and Yahr 23 ##
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Figure 1 9§53 K OIEREYTHIC KT 2 5 AR B BB A O KGR SO H1X, i+ SD 27§, p
fiE(X Mann-Whitney U #iEIC & %,
CVR-R = R-R MO ZBIRE, MIBG H/M = 2|-MIBG HL Y jA A DM / eI

Table2 JE57/& & FIF-IIFEBERERR 2L 12 P93 i 0 B AT

Function test r P value
Head-up tilt test -0.37 n.s.

Norepinephrine supersensitivity 0.52 <.05
Dobutamine supersensitivity 0.54 <.05
MIBG H/M ratio (early) —0.53 <.05
MIBG H/M ratio (delay) —0.51 <.05
CVR-R —0.31 n.s.

MIBG = #|-metaiodobenzylguanidine, H/M ratio =Ll / R L,
CVR-R = R-R [H[EDZ B R 5L
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IS—F 2V RIS BT 2R EREE I LY 2-MIBG L >
F 27774+ —fiE LRRKZ2 R1441G B LW G2019S £ &
oD B LR
Olfactory Deficits and Cardiac ?*I-MIBG in Parkinson’s Disease Related to the LRRK2 R1441G and
G2019S Mutations

* **Tavier Ruiz-Martinez, MD, Ana Gorostidi, PhD, Estibaliz Goyenechea, PhD, Ainhoa Alzualde, PhD, Juan José Poza, MD, PhD, Francisco
Rodriguez, MD, Alberto Bergareche, MD, Fermin Moreno, MD, Adolfo Lopez de Munain, MD, PhD, and José¢ F. Marti Mass6, MD, PhD

*Neurology Department, Donostia Hospital, San Sebastidn, Gipuzkoa, Spain
**Centro de Investigacion Biomédica en Red para Enfermedades Neurodegenerativas (CIBERNED), Carlos III Health Institute, Madrid, Spain

IREREE MIBG LB Y F I T 14—\, BENER
FKIBRIDOMEM/NN—F 2V ASRDEMICERTHDZ
ENTRBEENTID, LAL, N—F2V UREBERE,
%3 leucine-rich repeat kinase 2 (LRRK2) ZE%#
SEBEIIBNT, INoDBRENEDKDKEMEEZSLD
DOMIARBETH D, RAFTOEMIE, LRRKZ2 R1441G
BV C2019S BEAHS/N—F 2 UiREE A
DEEDBENN—F U RBEICHNT, REBELS
DR 1231-MIBGC BRWAADE L &I T 22 & ThD,
N—F I VRBEICBWWTLRRKRZETRFD
R1441G B XU G2019S ZEEEZ R V) —Z2J L,
LRRK2 ZEF v )77 EF T U 7ICHFE LTz, 51190
BID/IN—F2) REE (LRRK2 ZEF )7 44 4))
| Brief Smell Identification Test Z3fE L CIREEE %
BRELRE, '2I-MIBG DA FIZT 14—, /N\—F
I REBE B (LRRK2ZEFVUT7 274l %

WRICER LTz, REE TS, LRRK2ZZEFVT7D
36% TRHOSNI=DICTL, FEF+')77TIE 75% TR
Honfe (p <0.001), FHED '2-MIBG EXWiAd
BRI, LRRR2ZEEF V7D 66%TROSNIZD
ICXWL, FFEvUF7TII8ENTROONT: b=
0.048), INEEERIC, BHEBERD '2°-MIBG EXWiAd
DL/ #ithRtet, 2 BB CRLDMERICH DO,
SIENGBREICIDELCLVEN D, SEDT—IH
5, LRRKZ2 ZEZ=HS/\—F 2V VREBECTIIEER
ESIOLEEBEDBERNMEN EARESNED, 2
DEDBEDERICHDEFIILBHARBETHD, LI
HDT, LRRK2ZZEEIFEF 7 ELEN, N—=F2UY
REBEIIREDEERMYE LRRK2 ZEF') 77T, &
EERFEIRBIO/NN—F 2V VROBEHICH T DIRER
BEMIBGLAEL FISTA—DERMKISENEE
AbND,
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LRRK2, dardarin, /X—%>" %, MIBG, REET
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Table2 /¥—F 2 2 JiiHE D LRRK2 - FAELEDHHERNIC R LI DBIFE 7 (190 #)

Frequency distribution Logistic model
LRRK2 noncarriers Carriers of LRRK2 mutation P value? OR 95% Cl P value
Olfactory dysfunction 110 (75%) 16 (36%) <.001 8.3 3.5-19.4 <.001
No impairment 36 (25%) 28 (64%)

Cl ={EJE X[}, LRRK2 = leucine-rich repeat kinase 2, OR =4 v X}t

A fi & MR CHIIE L 7 Brief Smell Identification Test #5078 —t > XA WD X, TBRAKTR ), [RoR08E ], 8] ORA a7 Z WA RS
&A% LT3 (Sensonics, Inc., Haddon Heights, NJ)

°P fifiiZ Fisher D EHTERME TR,

Table3 LRRK2 {5 72D D 21-MIBG H{ ) A B DLE 1 FEFEIE DHIE 537 D72 (90 H)

Frequency distribution Logistic model
No known LRRK2 mutation Carriers of known LRRK2 mutations P value? OR 95% CI P value
Early H/M ratio Low 47 (80%) 12 (48%) .008 7.2 2.2-23.3 .001
High 12 (20%) 13 (52%)
Delayed H/M ratio Low 55 (93%) 20 (69%) 118 4.2 0.9-18.7 .057
High 4 (7%) 9 (31%)

MIBG = '#|-metaiodobenzylguanidine, CI ={S#X [, H/M ratio =i / %R LL, LRRK2 = leucine-rich repeat kinase 2, OR =7 v X}t
WG 7y b7 0 1.85) BXORIG Oy MAT7ME : 1.75) OO0/ MERILICBIL, KU A2 L) A D& MRE,
°P fiti{d Fisher D FLELHERME THIN,

Tabled B 71C & DD L7cIRELRE & 21-MIBG LHL D A & & DBIZETE (90 #)

Early H/M ratio Delayed H/M ratio
Low High P value® Low High P value®
Olfactory dysfunction 49 (82%) 10 (18%) .001 55 (92%) 8 (8%) .001
No impairment 14 (46%) 17 (54%) 13 (48%) 14 (52%)

MIBG = #|-metaiodobenzylguanidine, H/M ratio =CMi / $ERE L
WG 7y b7l 0 1.85) BXORIG Oy MATE  1.75) OO0/ MERILCBIL, IKY A2 L) A D& MRET,
°P fifi{d Fisher D FLELHERBE THI,
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A Randomized, Double-Blind Trial of Transcranial Electrostimulation in Early Parkinson’s Disease

*Holly A. Shill, MD, Sanja Obradov, Yakov Katsnelson, MD, PhD, and Ray Pizinger

*Banner Sun Health Research Institute, Sun City, Arizona, USA

BHI/N—F >V 5" (Parkinson’s disease ; PD) D&
FERSIODEZRERICT I DIFRENRESE
SRIBOMMRERET LTz, #HERE 23 fIiC 10 HED T
TEABERICIIBIRBAEEZTL, Z0% 148/
[ChfcVIBHERE Ui, HBRRMIBISICHNTEEIZ TiF
=M Unified Parkinson’s Disease Rating Scale
(UPRDS) Part I (f5#tk8E, T781HL0K7D), Part
0 (BE4EENE), Part I GEEHERE) (DX 7714 29.4
+10.0 Thofz. FEFTHMIEE CHDERE 2 BEED

UPDRS 207713, BXRIAAEETIZI5.3 £ 0.7 K
TL, ToRAEECTIE7.7 24 8ET LI GEBR),
BklC, HEREBRICSNT, NIV AZEHERE,
EEPHSORIMRESIVIY T —RIREIC
BEEIHONLGD Do, BRIRAKEICEELICA
EEREIBOONT, BERIIRPTH oo MR
DFERIIEETHDI2EDD, EMBAICKOKE VAR
EF—MICBEICRITANSNYI K, PD TIESIEH
ERHEED TN BEL DD,
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Figure 1 Xk, WRICIHY 2 % RBIHR (N—25 A1 K, 3
Hi&, 26, 6 EM%, 10 8M%, 148ME) 2R3, Yl
(3 UPDRS Part 1 (RHIRERE, 1TEhd JTM%07), Part 11 (HHZE
WWEIE), Part Il GEZHERE) OAaT %R,
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Odor Identification Deficits Identify Parkinson’s Disease Patients with Poor Cognitive Performance

*Malene Flensborg Damholdt, PhD, MSc, Per Botghammer, MD, PhD, Lars Larsen, PhD, MSc, and Karen @stergaard, MD, PhD, DMSc

*Department of Psychology, Aarbus University, Aarbus, Denmark

IREEE(F/S—F >V fF (Parkinson’s disease ;
PD) DRIBRIERTHY, FEEERE L TESHEEIC
RHOOHND. VILINAT—RBICHBITDIREBEEL IR
%Y, PD DIREREEIIRAMEE L IIEBHRTHDEE
ABNTIVD, LHL, RIADMHFTTIE, PD DIREER
TICHED T AEEMEROBRESRNRE SN, S35
BEDBEMNROHONT\D, RAFTIE, SEDR
K[EEREICE DT, RAEED )X IMELPD BE
ERECETDENWDREAEILCI, SEIDMFETIS,
BERICEIRE MIERAE PD 8& 24 6, IREEEDIE
SOHGE PD 2& 39 fAll, @B NIERMmERE 29 AlZXIRIC,
iR, WIBRE, RITHEESSUSEICET HEERT
PaELEBL, CORRZERIL T, HEERNEIRED PD

BA, RREE, BRE, /\—F2V 2%

Table2 2 Do PD EFH Tl U /a8 K RERI, #erD z 227 [(FHIH (SD)), Cronbach D a R4, FLHHH:

BS, IREIERED PD BN, BENGERSSLUEE
SERORENBRICARTHY, REIESD PD B
BB EDBICEISBH Dfcs /e, BEENBRED
PD &3, REIEED PD BLENTRIEBEREAETL
T, REIEED PD B EENREHILENDER
BN'L DTl Vc, SEBDESAITICALTIE, e
HEIREM PD B#OX A7 IIEEWREICLENTERICE
TLTWeDIZIL, IREEED PD B#DOXI7IdMEE
DHBTH Dz 2 DD PD BEHIHNTERITHEEICEIS
HONIEN DIz TNODFIRN'D, IREMKEENASEEL
7= PD BETIS, RAHEETEREIBNERICERE
LTWBZENREIN, COEBBETIIRIEEH LY
SETHDEDERNIIFEIND,
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Functionally anosmic Nonanosmic PD

Internal consistency

PD (PDfa) n = 24, (PDna) n = 39, Cronbach o, Spearman ANCOVA, Effect Direction of difference,
mean (SD) mean (SD) correlation Fog6 size, ng Bonferroni post hoc
Verbal and visual memory —1.55 (1.07) —0.52 (0.73) o = .812 17.603%¢ .290 PDfa < PDna, C
RAVLT recall trial 5 —1.42 (1.10) —0.64 (1.01)
RAVLT delayed recall —1.56 (0.83) —0.78 (0.91)
RAVLT recognition —2.11 (1.52) —0.53 (1.25)
LLT recall trial 5 —1.60 (2.60) —0.16 (1.01)
LLT delayed recall —1.05 (1.65) —0.01 (0.68)
Processing speed —1.60 (1.06) —0.76 (0.89) r=0.783° 14.546%° .253 PDfa < PDna < C
Stroop word —2.00 (1.38) —0.95 (1.14)
Stroop color —1.18 (0.90) —.056 (0.76)
Language —0.99 (1.25) —0.62 (1.07) r = 0.385° 5.073"¢ 104 PDfa < C, Pdna = C, Pdfa
Boston Naming Test —1.19 (1.95) —0.82 (1.62)
Animal fluency —0.80 (1.11) —0.42 (0.93)
Executive function —0.97 (0.85) —0.56 (0.90) o = .783 7.424%° 155 PDfa, PDna < C
Stroop interference —1.20 (1.27) —0.59 (1.14)
Alternating fluency —1.24 (0.74) —0.68 (0.77)
lowa gambling task —0.37 (0.62) —0.12 (0.91)
WCST, categories —-0.77 (1.17) —0.50 (1.19)
WCST, total errors —1.41 (1.73) —0.92 (1.75)

ap < 0.0001, °p < 0.005, ©I LA : 4 d &L O Danish Adult Reading Test (DART) (C & 24 1Q, ¢ SLA R « 4,
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Appetitive Motivational Deficits in Individuals with Parkinson’s Disease

Danielle M. Shore, Cand PhD, Robert Rafal, MD, PhD, and John A. Parkinson, PhD
School of Psychology, Bangor University, Bangor, Wales

40

IN—F>V K (Parkinson's disease; PD) TlJ, 2
BISRMA R/ URBOZMICKY, BREESRREICE
EN RS ENFONTIVD, PD TISEERIARFMAED K
INI R TEESEEEINDH, COREZFHNZEL
HHRBGIER R/ XS VBN LIRS FIBRRICRIZT
FEIIDNTE, IBEAEDIHDTUVEN, KIAFETIL,
PD BEIIRAICEREL FLEMEITDIEE (appetitive
motivational arousal) |ZFEENHDENDRERZEILT,
REELTco PD BEBKIUFREZ Y Y FSEBREIR
WEEEWRE LIz, BEDESSICERNZRHTDIR
MOBEGSIUNREGRZ GREICHELT) RRLA
no, BENARZEEEZERLz. RISREDZELIC

Ky WWOrd I VARSIV -V SR cys B -7
40
30

Mean Hunger Rating
N
o

—_
o

0

KV, BARICERELCEMEMITOEZRER LTz, BF
YRREE TS, BMARIM T 2BRYDE G EIRRLIZIBS,
WREGERRLUIIBEICLEN, BETORGRED
ERLU7Z. ZTHICTHL, PD BE#TIE, BETREC
IIFED/INE—HRBOONTze BRICEIEL f=EnHE(T
[TOETIE, &BEDPDEREMEBBL TV, PD &
ETIS, RERBAEBEL R/XI A FEEROTE
TIC—HL T, BRRICEHREL BT DIEEICEED
BHonfce ZOXDERMARRRDOIEEREE (S PD BE
DEFEOBICEEZRIZL, FTHHNEBEMSIT
(anticipatory motivation) M#k{kh PD B&IZHITDH
SODBNEBEED—REELO>TNDAEEMNH D,
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