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IN—F 2 IRICBT B LI8LB S OIER ML R
DPEFE : 10 FHIC I T B FHL & T

Visual Plus Nonvisual Hallucinations in Parkinson’s Disease: Development and
Evolution over 10 Years

Christopher G. Goetz, MD, Glenn T. Stebbins, PhD, and Bichun Ouyang, PhD

Department of Neurological Sciences, Rush University Medical Center, Chicago, Illinois, USA

AHEOEBIE, /N—F>V UK (Parkinson's
disease ; PD) BEICHITDLIRBLUFHEREMELIED
RREETEI0FEBICHIUFMI DI ETHD,
PD OFBICHEOTHARDERIFIBMT 1Y, IN&ET
DEZ3, BEUADBEEHICHITDOEIIIEAEEE
SNTIHN Dce RIAFTRTIE, HBEFERBREFICKIREDR
Bh2<KPDEE 60 6l% 10 EREMAEL /.
HERRIMARE & 0.5, 1.5, 4, 6 HKXV 10 £4, Rush
Hallucination Inventory Zf Y, IEDIEE E 51 7 (18
B, BE M5 1]8) 2aTZ5UJ0k, BT
SiREtEZ KRS, —MILEESEXICLDET )V
JTRIBNG) R VZFHAL /=, 10 EBICEENER

FAEDBEELTIE, hOREEEE B L TOED
HBEENRDLEN O, IRERRZBRHOEETIS,
HNEDHERHDIBENTEAETH DN, 10 F£E
DOBEICHIREHFRBEULNBEDHEBNREIZZL
BDOT\Dlze 97805, SIREF[REMEIBDHAER
I3, EERBIIAD 0.5 FETIE 0% THO=DIHIL, 4

FEETIZI26%, 6 FE&TITA47%, 10 FETIE60%
Thhofc (Fv XLtk (odds ratio; OR) : 1.17, 5K
& (confidence interval;Cl):1.01 ~ 1.37,p = 0.04],
SIREBIUFREMLNBEDOHREE, EHORERIFIC
DIZDOENFHRIT DR UIEEN > (OR: 3.67,
Cl:1.13~1193, p=0.03), ANBRDEEEEL, #
DERICHITDIRESIVIFREELIEDHE (OR:
4.06, Cl:2.93~5.61, p<0.0001) EBUIZEE
DOREBERBICHIZDAIBEDEH (OR:1.58, Cl:1.12
~2.24, p=0.01) EOBICIIHEEHEARDON
foo PDICHINT, SOIRBEIHMOERIIEHHNIGEFAR TH
2—7, FEREMLNIRIIIEZNTTIRN, BEPD T
FOREFREMLNBOHEMNNZL LD, BHRK
YRZMHD PD BEICBNWTUIREDEHFH EBEEZILIE
IDEHICE, R0 —Z2JRFHMIRES S UERKRE
EICHBNT, RELMORERFZOEEICDONVCERBY
DWENHD,.

D

IR, 78—F Y %l (Parkinson’s disease ; PD) D
RS IBOT, RS AEBIE A O BRI 5 220 5
BHE ORI 30 ~ 60%ICHBLIT 5 12, Feld, 10 E[lIchH
12D SIBLORERT L 5B BT B 1o, BRA 2 T BHERE
Bt 5 L~ OIS HE DO THATNZER - Ik L7 PD E#H
BT HENTA B SR T B0, AR B BT
MTH2 2 10 FREBROFE RS, LIEOHIERD K
MofwmE L HIC EHTEIE, BIURVSABEIC

Movement Disorders, Vol. 26, No. 12, 2011, pp. 2196—-2200

N=F2V %R, A8, BNIVEREER, WENT—5

KR RET 2L, ZOROFHRL TELT 2 Z L
Bl ol SFROWE T, LITERICBERT 2
B % 70 REGE RS 2 REIRF ISR 9 2 728D, SABRPAARIRE 1
KIRE DR A e OPBRE 60 flo adm— MSEHL
Too B /- QEBOREHIIC BT 2 LR OFEBICD
VT, RERFIVRIE 2 R Lc, RIS, KO ADFEBIH
SIFHRMELI R OISR S FTOLREDOMEITR, LW
(I LML TIR) OV AZW B I OTRER LD



Goeltz et al.

BN ICONTHE LTz,

L EEBIVIE

& E & K U T

AWFFEDPIRH B L EERITIRIC DOV TR OE Y
Ths’ PDEHE, FHOM#EHRE L HIZ, {TEICH
T2 M A R 220, IROBEEHNEL RV
13, Unified Parkinson’s Disease Rating Scale (UPDRS)
DOIEERFICE T 2HH (BGETH) D&, #iiE%
SIS EL Tz, 2o, B 20 HIEIEIRIER 6T dH
0, 20 IS EIEIRDO W LA 54, & 512 20 il F 2
DAL, SEW 2R F 703 2R L T2, Rush
Hallucination Inventory® % H\>, LI DM, T (LR
HRELED RE) Rl (S0 % 72 (3t D L B D X1 (i
T, MAE, WA EEe)) Rl L, HHEGHE R, BB
BIAR B L7805, 1.5, 4, 6 88 XT8N 10 B ICHEE L 72,
FROTCEBOT, M= 7 %20 HEELYE 17
DRl 217> 72, ABRPILAR & Z RO KR RISV T,
4% % 52 0 7o s L i O 67— X2 IR L,
B PRI IRETEMF L TO 5T IC@MEE DS
FleT—2bHICHRMH LI, BFEMEBHEOREP—H
Lol i, wE OMIRITHRNCEED &, e
HEPH—DEE il LI, WMBBIARE 4, 6 BL
10 4 %% O I 5T (&, UPDRS (2 & % i B) # 68 o ¥ fffi
(UPDRS motor, UPDRSm) & Mini-Mental State
Examination (MMSE) &%JfiL 7z, £eFIZ DT
PRURIGD 5 6 # N6 TEEI AdoTeh’, ZORIIRK
FOEFENEHICE SO TIRE 21TV, BE 2 &
SRR A IR L T, HEHA R, FEEOBHREHY T
2 AIRENRHE & (300 D T H2 45 2 & D3I FEE L 72 %3,
T — ZURER L, W E L TR L ORI THER 2 4t
L7,

T8

YRIR AR T (%) X 72 (3OP I E £ B HE R
(standard deviation) T/R9, T —Zfi#HT1ZId, Cochran-
Mantel-Haenszel (CMH) #E & 72 (3 — M bHEE /7=
(generalized estimating equation ; GEE) % H\»°, fiit+#:
AT R (R 0.05 (CEE L7z (M) o GEE I & 2 f#fr T,
(] — W 20> 5 15 72 RASAE A 18] D LA N AH BE 7% B 5 >
IZT &S, KITE LR & OREWTH 2 B IC D0 T

IEEICEMiCE I EEZHND,
B & R

A BRFALARF D IR R AV

WbkE DO PHAERL 66.4 + 10.6 7%, PD O V-
X 9.0 £ 62HTh o7z, HHHE D 52% I TH -7z,
AHEERECIH TS Ton) WD UPDRS EBZ a7 (3
263 +10.1, F¥IMMSE 2273277 £30 Th o7z,
ZDZ s, REFROMEFLRERTE (disability) (&
HEETHY, BEHERIRERIZIZIEE LRI TILT
Wb EEzZLNI, TREVVEARIS (L-K2Y) oS
2 CTEHY (K480 =303 mg /H), HED33%
FRRIDT7IT=ZADN, B%R TV R2I, 15%40
Y EEHHL Tz, B D 35% X MEREE 2 &
CEEH L TV 7ehs, HikMiE OG220 T2 8#H
FToeh-otz,

10 £EICHITDLIBEDHEIR

10 AERJICIEBL L 22 4] 822DV T Figure 1A 13137, i
BRBRIANT I & OGHBRBRIRIR IC X = RO b e h o
72 bbb ST, KREOSHRERIGARRIC ALz,
Thbb, WBRGRE 0% TH-o7-DIcHL, 6 #» A%
1313%, 18 » H%1331%, 413 52%, 6 4FE %1
44%, 10 FF#12 63% ThH -7 (4 v Xt (odds ratio ;
OR):1.22, {SHEIXH (confidence interval;CI) :1.13 ~ 1.32,
p <0.0001, GEE E7 V], 7z 515 DFHARE, W
BHEED 0.5 F:8 T3 60 filrh 8 il (13%), 1.5 - Tld 49
Bl 12 Bl (24%), 4% TE 4 6l 14 61 32%), 6
B TIX 34 54 3 41(9%) , 10 45 Tl 24 Hlh 3 4] (13%)
Tholze WOIAKIRLREIT 2L, DRBOMmEMRA
THI|EFEELIHIFRD BB WML A o7z (OR:
3.63, CI:1.59 ~ 826, p=0.002, CMH #E),

SIRHNHONDBEMBHOFRFNEL

KDL DRI TE, OO LIHE %2 DI
SIBDBHFEIL T Iz, BERBLG 0.5 R ORI T,
KIR % BDIBED 8N D XA T Thoichs, Z0D
BB LI D ADEF 3V 7% { %% -7z (Figure 1B), 10
RIS, JOW I Z MR SHIE B REOEI G 1L, X
2D BED 33%ICTE b ol

ZAUSKTL, OB (BRI L IR M)
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A. Hallucinations over 10 years
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C. Multidomain (Visual + Non-visual) Hallucinations
over 10 years
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Figure 1 IR EHEOHER (A), Hi—EEHROLE IO A)
BRHLENLHEG (B), AMEIEURELIROMREIHDLND
#HE (O A BBRBRIATT IS & BB IC XTI R DI Ao e
D hb5 T, NROAIERIFEFIIC LA L, B RioL]
HOKREHTE, MOHEEOLEZ DT ICLIBRDOADFEILL T
Wieo L L, TOXA TOLIRDSHERZ, ZOBIGHIKT
L7z, C: X EIERBEMLI R ORI RO 5N B EHOFITIX
10 LEfNIC BV TREFIIC ER U,

CXIR 2T 2 24 TOBRE R, BRCHML Ty
7eo TOXRATDLIRIE, HEBRFBO 15 FEBICHDT
HELL, 10 5812, k% rE B2 ETITHIML 72,
Tabh, UREROIZEFICEBI2HIGE, 0.5 1%
0%, 15%(%47%, 44%I1326%, 6 41 47%, 10
F813 60% TH-o7z (OR:1.17, CI:1.01 ~ 1.37, p = 0.04,
GEE E7 )b, Figure 1C), XJ# & IEMTEVELITEDEFEIC
B9 24w ZE, BB &I EAR L7 (OR:1.22,
CIl: 1.14 ~ 131, p < 00001, GEE €T I)), 7z, \»o
TSI E JERBEME LIS 2 0P 2 &, BB O KL
WD RVBF T4y XbRb -7 (OR:3.67,

CI:1.13~1193, p =003, GEE E7 V), XIHICOF%
T2 IEBUHEIE LI O PRSI I HE S, s, B
Ih, COSIBLEBVHEGTHEGHDHoI, TRTOD
HHGRE 2G5 &, IBUCIEBRMELIR 25 585,
D 72% CTHEEME, 48% TlEEME, 21% CTREMDY]
Wb, 10 FEHTRERZ LilAaTbEVREDH LN
72 (Table 1),

KR OEIEE L, ZDRFICE T 240 B L OIERE
MELIEDPEFE (OR : 4.06, CI: 295~ 558, p < 0.0001,
GEE E7)V) &5 TNILIHE L OFERRIELIH DD
Rt (OR:1.58, CI:1.12 ~ 224, p = 0.01, GEE E7 L)
EDMIC I EVCEBEELRD Sz, H DR TIILIR
DEBOBEREEBIC KA THRVEETH-TH, HIE
JEZ AT HENMEE, DBOREERIC BV TLIR & JER
TVELITE 2 PR D SEMREICBIT T2 4 v X3 FEA > 72 (OR:
1.53, CI:1.01 ~234, p=0047, GEEET)), D&
DB DR TS A7z 2 K18 L LR EAE L & OIS
REHMED RO SN b b5 T, ﬂﬁﬁ&@#m
HELEOIFEIETY) A7 & ORI (BN AE
h&bkﬁt(ORIUB,CP051~40i;r:0%,CMH
ME) o

R ORSEIC LTS 21, ORI, MRS, L-
RoS, RS 7I=AN, a2, 7y a2y
ORI, KB EIEETMELI RO ICET ) A2
B G 275 o Tz aBRBARS 10 AE R DI RUIC BV T L L-
RSO EIL 583 £ 375 mg/ HTH Y, Pk in 5
2T OBERIDT» 4% TH o, 05EBBINLS
AL DIE T3 UPDRS B 237 % L X MMSE D A1
TERFGL TE ST, MY O[T % 72(X MMSE A
A7 H, LI L OIERREMELI RO Y A 712 KIZ T
EILEH T & b o Tz,

SR & IR SR DOFFE Y A2 1201 5, Sl Lh
OB RRET (PD WA, i, M, UPDRS #H)
A7, MMSE A7) OEHMHI LTz, BB R
@ PD FERE I D AICDOWT, EEFE DL D) 27
XS5, INSWRDE HHELMRLFED Sl (OR
1.08, CI:1.02~ 115, p =001, GEE E7T),

G T — 2y Mo, THEORE, JEGREL
ROHADHLNIHSVEEET N T, 6 » HEEODKE
RUCLIE L SIS el Bk S iz 1 nl 2R &, fhd 3 X
TOFNCBNT, FEBFEMELT TS — & T FIN D A TR
oI, T LI IREHIHOIEB LRI



Goeltz et al.

Table 1 10 4E[HIC #5107 2 5T H# + FERGTEVELTH OF 7 0D 6 145 71

0.5 Years 1.5 Years 4 Years 6 Years 10 Years
Total sample interviewed 60 49 44 34 24
Percentage of hallucinators with visual NA 47% 26% 47% 60%
plus nonvisual hallucinations
Visual + auditory 0% 20% 8.7% 20% 20%
Visual + tactile 0% 6.75% 13% 0% 6.65%
Visual + olfactory 0% 0% 0% 0% 6.65%
Visual + auditory + tactile 0% 6.75% 4.3% 6.8% 26.7%
Visual + auditory + olfactory 0% 6.75% 0% 13.4% 0%
Visual + tactile + olfactory 0% 6.75% 0% 6.8% 0%
10 4EBIC BT, LI RO BB RREIC MO (EL, WL, Al LPFFL TV,
57%HHETENE, 36%DEENE, T%n i TH o7z, K BRAWICB I 2LRZHZLL2EFTHEL (5T 5&

ERA FOIBENELIELICOVT I, S H IO FEBI
EERMIES, RUETHorarath, TALS DML H
DIFGUBENE LT 2 R BN RN 5 C & 3T S 2ot

B = %

PD (CPES XIHE L TESIBAS N T H 253, fhoi&
HHIHDHS T 22 A505, 29 LIBIERRIC
DT, FAB IO FEHHBRCHE LT3 o5,
SRl OWFFE T HT T & MEWTHIREAG 217y, LI8ids KOk
BUREPELIREOWF IC BT, IO S 2 M L
T3, THlEREY, DTRORLICEOLTHLIM
DIEERAEZ DTV, JEREEISE O ERIX
FRIFIIC B UZze 10 AE1E ORI CTHTE BB 2 Miat 3
% &, SIBLEIEMTENELI R OOEFEHIE, SIHHEATEBLH]
TV HZ 0ot WAILFNC, SEEHE T, LY
JEE, JERRMIRVBE O ZRDLNI /MG L
T3 % SRIOWRETRICH TR T —2b56, XIHDOX
A FZhrb 5T, EIEENETIE, FoBICLIte
JERTEMELIRE 2 OEH T 24 v AWiE T LIRS hic,
D& R LI E IERTENELI T % F S SEMRRE DS R BT %
&, BB OBEFIIC DI B LTHFH T 2 4 v X3k
=T

SRIOFHI Y — VT, RERE 2 KT HEPHHIER OB 7
BT 2T —RBNIETE Lo, TabL, M0
SIS B9, REE (RRPHRAKOEY), iltd (B
B i g) OERZLEZAATHEMEL T o7k
R L THROHEHHEBILR L IzDH, LG, “WD
KIHE NG, REROR#E E &SI B A O L fH IS
CHLEPELIcDODE, FIHTHL, HEEO—ATH
ZENRIE (C.G.G) 0k 3L, HARBETRIE—D

WHIBEER2 Th2), Thabb, X% LIS R
M BEHE I, MBRICASTETHRSTWV ALY,
IhEMERC, ZRRAZVHDODOEICHEHNIH
ZHEOIZ0DT2H0LE LML, FBHHLIE D
D, RBLHHEOFHICEHE LML LT, UYNITE -7
FFOUNERRLZTTH-/-0H, ZDHE, TOAN
PIHSiE LT &Y, MoTEAY, SHXFIVEL
DT LEYZFEL TR TIEEVDH S,
WEDOOLOPOFRTIE, XY A7 LIRS L
DM OB ST S TS M, SEoar— I,
BB LR R O PD W I LLIIN E b > 72 b3, FHEREA
IRIRFICKIRIIED LN TEST, MMSE TAZ Y —=>
T LT 25, iRBRIAG I O RRAIBE AR B (3 L 1 B A
Thotz, 5l RBRFHERED MMSE &, ZDEDOHBH
DETERIRIC DTz 2 LT FEBL L OBNCBE MR S
TELT, COREERTDE, RYERHETEORIBERE
FEAER BRI IC BT EERLE (supernormal) | Th -
Ten[REVED D B0 D & D 2B BRBHIA NG (2 LRI R Rl
HIBSREZ R > TOICEFH TR A, 29 LKIHDOREIIC
B9 2 5B HSERD BTz, 7275 L, ilonl gtk & LT
MMSE (88 5 58RI H DA IR AR & D3 iealt i il
SNTHEY ", MMSE TEFEHMYAZDRET & LH>
cllbEALNG, SRIOMBEZEL, Rak—HC
B AYURAMREE OB G R IT Ko7 @HERE 7%, 6
R 9%, 10 548 1 4%) ., KAWL TS/ 27 =
I DOLRBFREMGE L LIZEBTE, MK (nsigho
PHEFF S NI NRBH L, VUMW S 220 Tw0
2851, MM 2R 51281 R DL
LAIVICE 2 20 REME DS WS EBHS DR o7 12
L[| D FRER T PR IR SE DR TR DB o 728, B
— BRI D LI S ERURE IR D LI D LT DFfi
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IEEVS BN S COMEZMEET 2 2L 3 TE Ad o

121 PD M Olnlit & U TXIRIEEHE ICA B NS DS,
AR T I 10 4R & W 5 B A I 2 5 NS PD O
W 3 BRI D R oz b hh b 5T, 44
DEHF 60HID D H AHNILIH % 4 SRR L Zehr o 7e.
DORIFETIX, TOLEBFEIRLTEZLLE RV, IF
HEG SN WL T & 2 KRS 2 PREE R 1 % B 9
% 1T, i, BE, REOHTTERLIELZLE
25N 5, PDBEDLWE %2 BRI ICWTE S 2 B D
RO NT BT, FAICHEERY N A XS
L, ERWIRICKIHEDLIA S g WU EE O EAR Y,
PR R, BREEAVRRIE 2 SIS WS C & 2 v RETED B
%,

SRIOFERED S, PDICET 2 LITHEMEREE, 40, 4
BUERE DS — I T H 2035, IR OREEICFED, il
RS EELTIALTWHL ZEDHL IR ST,
Tabb, URZMHESIBEEOHTY, KU PD OGS
FOPE R SRR RERE & VD IR 2 — 23D %<, &L
A EB ORI DT 2 K TAREREDI T B2 7 %
BTV 5, KEEEIN MRI DT — X Tld, PDICIIT B4
DB OB T 2 2 EAVRBINTEY, 0
RS TR T oy > ik LI S h,
SHEZE R B 2 72 NP T B E T LD E L TV B e E R
bz B, PD TIE, MEBHNGANAHPE O B s L%
REL, BELT T FMMAERNTRTSILT, Hlox
A T OLIESFERNC I ER I STV B RENED D 5,
O LIcHER, BMEMICIRE 2D BE TR, BHEOK
TS D 2 LTHEBEREDI R 2 DT hDL
Eibihd,

AT Z K OREIN DD %, 1 DHOME A E LT
GEOH > T F S R — 2D — B T % <,
KD ZREFREBEOBF Th oI/, BN T A
DFE LI RENE D H B, 2 DHOMESRE LT, %<
D BFHEPF IR IS L T 5, 72780, 2hul,
PD &\ o 7o 8 PR B Ot LB I Sl g 2 R & e
MThb, —JT, HMEWEEROMI I E < FHiiS T
BY, RCHHOLIIC, BEHERECHNTLEZT AR
YT 4 WRERISEOEFE, BECERLEEZLS
na

LD T — & Jp2 5 FHUER IR L~V THiRIEE (S50 S
e LT, JHOFETIE, #iEk & oMl D& HIR

%, CHNETHTAE ST, ZHAEF ISR [{AEEE
(sense of presence)] DLIHLE, RWFFROFAMY —NT
HEINIZHDINHZLLOBRDLEZREL TE,
Movement Disorder Society (=& % UPDRS t{#ThE (MDS-
UPDRS) (&, #&ER% D912, (AR (sense
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REEEHEDLEWN/N—F 2V UiF (Parkinson's
disease ; PD) &EHifciCBMieN/BEICHINT, By
ZIETRIESHROONDZENHEEINTVD, L
MUERRICIE, REPEEL, BHICIIHRNABISH TR
WBENLHY, o, BEERASINDZOFHEFERG
BMERMBEEEE DBRHREEAE D, TR
Henchal, BERNES
impairment ; MCl) Zf£> PD £&(3, SREEEENER
B PDEBELUD, RMERR ZUNSI\AEEMN D
5, LHL, BMEZEZHODBEDHRTE, EDOLDA

(mild cognitive

WEANLEY  /N—F2/ %%, CIND-PD, BERMEE,

RHGE % bRV t—F > Y 2% (Parkinson’s
disease ; PD) HHETIX, HFIU »wu%ﬂﬁﬂib“%iﬁ?’%%é\
DY 2 WETIE, FREZE PD EH DR 25% 123
LbNBTENRBINTVS >, T LAGRMIE S
RO DR TH 570, BE, KK, EHKE
T ELRCAREELH S, Lo T, FEHIEIK

BT, RBAMEZEbZw PD BEHEORAEE X+
KRS TR Y,

ORI RE I ORI E L H I T T2 EE R 5N,
B3 % < DBE DB Z FEHET 5 > LoL,
R ORAKREIL T 23A3 5405 PD BETH-TH, PD

% E8%E  (Parkinson’s disease dementia ; PDD) -\
EHET LAWY, HB 0L, WIS REE-E 2550
b3, —MINCERAIREE L EE L I OTEFEOH A
WICK W ERIZL TS, BEORHBKEN T TH-
T, BMAKENREELEL 2R E D2 %, B

BECHRMERRIZINLERELTNHDDOMNICIDNT
i3, REDEZAARATHD, ALEI—-TII, BAE
ZHDEPD (BT DERMEEIC DNV CTIREDANHZ
ZHIDEELIC, BAEZICEELCHRBIE SO
BENARZLZZERL, SEOMANDELSNDMEE
%Tﬁﬂ?éo FANEZ 750 PD ICH VT DERAEED
B - R, REERE, BZ, n”/Lﬁ-aﬂﬁ =t =R =$i
Luﬁﬁ?éj/t/ﬂ'xéﬁét SEEJBEONEH
FERBISEEHT Do
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fEIR, EH

PHBHMIR & VoI HEIERED, BFICE > TR
HWCTANVADIE2HDIC% Y, B2 Rtk
ERITIEGHS % PDICET 3 RMEEDREL:
HEIEMTH Y, HBOMRREE RPN F ATERE
EWHEDIED, BEFLSPDBIUOT VY NS T —
(Alzheimer’ s disease ; AD) D[ijE DOFFEHEAIE LD
B LTWaEEZ LD T,

PDD H3A S WFR S T &z &30 4, SRAIEE
BEAX N 3% 5 N 2 IERRAED PD BEFICDWVLTIX, M
SNTOLRVLEDZ O, BRI, SRS DSBS
ki ra 7z A, *ﬂﬂfﬁ%ﬁ, Al 7 i, Jl’ﬁtﬂ?ﬁra
HITEHCBET 2 HREAE L TEY, PDICH T 2i8AIE
FOHTY, EOXA T (LERET iii() AHIAE
DTLYBNBRETH 2 DDV TEAHTH S,

ZRDOLVE 2—(3, TPD B ORAIBKREC B $ 5 [EER
fE% 2 V—7 (International Working Group on Cognition
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in PD) IO TITb I ICE DTV 5, ARTIE,
FRE 2 fE D2\ PD IC BT ZRBAIREEICEL, S5’
M TH Y Ml N EFEICIEH L, BUEZ CoMG% 2
KLl b, ZBHFPA R L TO LM ARET %,

I PDCkU 3 2%knRERE
R &R

RHEEEDELPD ICHITRRMEZEDERE

FRFVE 2 b2 PD IS 2 ERHIREE 2 Wb 0 E R
FTAREPIZONT, BIEDL A, a2 ADRRS
NTOBEAEF R, L7zhioT, R THEHIATY
RIS —E D0,

% OWFYER, PDICE T2 TEE R E (mild
cognitive impairment ; MCI) | %, MCI-PD (%7z(% PD-MCD
LIFAT S, AR, MCI OB AD & IHHL
TIEE I TEY 1, FZEED I FHEAE 2 i S 2Ol
JEDORAEHEDH ZREOERL LTHHIA TS 1,
OFVEZ tE D3V PD BEICHE T 2~ OWE T @,
Petersen (O MCI S£#E(2 & ) MCI 23SEZEIN T 5 08, —
J7, > PD WFFETd, FRHEAREL B AR A 2 o,
D &b 1 DORBMBERETIRD A 27 h34f il IE % 5
A5 1S BHERAM ETH -2 5E, ZOBER
MCLIZHEL TV P, ZhH6DEREHCT, %
YT ZA T D MCIDRBRIEZ D%\ PD & LTHIT
INTEBY, 724 7L L TR, HEEE - @58
(multiple-domain amnestic), # £ 7 & - JE it = B
(multiple-domain nonamnestic) , Hi—%HH - {55! (single-
domain amnestic), Hi—fHi - JEESHE (single-domain
nonamnestic) DZFEFLND, L WEIN TS
7 2A FR3IHES MCI ThH %, PD ICBWLT MCI LW
O MBI, TRERMEFSHERT (predementia) ] JREEDE IS
AN TEL P,

PD (2351 % R RIME & 27 S e WORBRIEE S (cogni-
tively impaired not demented PD; CIND-PD) | & \»2 FHl3E
HAINTEH, ZOEREIRLTHS, — M, 1
HH X 72 3EBORAKEM IS BT 5, H5H1LDE
DIHEHEZ T L DRI HBVT, CIND-PD DEH I
EINTS ',

PD D#ZBICH T DR MBREREED/NF— 2 &3 7?
RRHIAE % 1 72 WA T PD M OWFFE T, FE

il & it O BTS2 O A O SRS AN R & oD I B EE 358
LRTWV3 2,

Bz s 7/ PD BE T, FITReS (B, Fhm
VE, BEYE, BREE), R (PARTOWIIETIE, W
W51k (encoding) DT X U HIHFWHMOHL Y L
(retrieval) DR ICFEHE N Z O EAVRRIN TV 3],
PZE LR, RERE R, R L O o 2R IBERE D [
FHINTOLHEPH 2 2, —J7, B, SiHEEN
BhHFVEFEIN TRV BIERWLUPEED PD T
%, P& FEORHE (outcome) DIERRIZ, BR
WERETZ2HE) NOBEILESITHENY, —
AT, B G (EERO) BREE L EENL GEE
W) BXREHOME ICHEREEVBALND M, Gl
PEFRE X, RN EBR TR IC X 5 A b
DTHDbEEZLNDH 2, PDICE T ilEREDOEKT
ZINHTREICHIT S I LB TEEN BB,

HAREOHMKGE LT, MEFEKIATHE—THY,
B OB RE LA LN DI AL 2, fF S
FUOREI R — DL, HEICHLHEEMDER K
WL T2 AfREVED B 5 10,

SHEEIAEHITC LY, PD OREEZE L 738 E D
FEEHLPICT 22 EVHETHA D, T LT
T, FrlciCBM SN/ RIERO PD BFHICHEA %S T
ZENDHB, ZHICLY, WAKER N2 —2%
TLUNHBRE D LR T eI TELTH S D, Hill
WP L0, FEHERIET O/ X =2 L3 ETOE
WERILDICTE, BAUERB Y A7 EVEE DORIE
DHREIC R B EE X b b,

b RRIEEE O
REPEEDBEEIE ?

Za—urOBELEEMNT SN TS, LAL, PDIC
B 2 RRMBERERE T DA Z2 K H F VEES T
VR,

B L BB (NI E % &) 245 SERERLE O
A3, PD (CH 1T 2RMIFRE IS L T 2 ilREMEDS D
2 P KT, R AR & WiTET R E % 2 o e [n] B oD Al (R
BIRRAEAR RS I AR B MRS D RICHEFET B) B3, K
BLHFIS 0T 2 N I3 2 MY I e N S X AR BB D
IEEd & & b, FITRE I LU EREE L BEEd 5
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EVFHEINTVE Y, RS AFEEmiEOR 5 %R
FTIHKRBZIET VAN, HIH THiRL] R8I 1E
BRI % 5] X2 29 1-methyl-4-phenyl-1,2,3,6-tetra-
hydropyridine (MPTP) ~ODBEFREHIZ/S—F 2V Z X LD3
FEH L TeRE ORI D S 5TV 5 %, Thb D
R IcIE, BRITRREE, SI4ERMAE N B L OV ERERIGE OB
FEBTDH LN, LaL, FERI AN DO
EVEROEHEFICHG LTy aAEtEd im0, Hife
I S NG PD BF OWIFE T, HBE R T
EREAIRETE & OB <, RRAIBKRERE T A3, B RE
R D BREREIC B 2 HIUHEE - #R5{K (frontostriatal) K783
VRZEFHMRMBEBRTHL I EVRBRINTV S,
HTRIFEAE (incident) PD A (CBIT 2 S 5 ICHIDWFFE T,
RIS AEEVEDRRE DAL T % & & 2 55 HEE
ROBEREE L, K0S A2 AREIT & ORI BHHENE
DD SN KDL A, PDICET BRRMEEC
BAL, SHBOIERISIAEEME (F, 2V A, /
VT RUF ) AEEME) MR 2 EYERORE I HE S
NT3 285,

PD (2E(F 5% MCI (d, MOEEN I L OERENZA LD
WiE & BT 2 2 EDHL DS > TV S ¥4, MRI %
W T, BEAREZ LD PD HEEFIC BT 2 EER
DD DL DI N TV 442, FERRAE B TR
EMNEMRBBR LWL o700, ZORKE L TE,
C OWIFEDREAIERE I T A — L B B2 MR E L
ZEVEZLND Y, AT ZMND PD BA T, 2ol
JHEE 35 X OV S A BEEE o I FVE R D Bl D H358 D BT
Wa Y, i, LREMES PD EBFHIE, AtEEbRV
PD #BH LR L T, WEMiNLVBHETHY ©, BHE
REDITFH L VAR THS Y, 3512, PDICBIF 54
HOHEEREOMEITIE, FHI NS BAEEO I IRE
T2L5TH5, BEOHIXICE DL, HWi S (insight)
DIHERF S AIIRTBIC I8 1T B I 20 )58 5 EHEE XA D
BT, HiUEEE - $RZ51K (frontal-striatal) O EHEHE
FEd B L, —J7, HIWi)) (insight) OXRUNL, #ER
REWICKT 2R AMEROI L pRELMAMTEIL
PS>/, a2 R (Tower of London ;
TOL) R & V> e BHEERR EZ f T o> PD &K Dl
% PET THiET L7-WIESEh 5, SRFIEEREAR T (X HL)E
=2 —a OBREREICL > THHTEDL I LAVRE
ENTV3 Y, L, oI TE, H5 Toffl KD
PD (X, XTMBECILN, TOL G, iR T HIC
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B2 7 BB OWLEIPEDTHEL , SVEDORES AR TH
B ZENFALEN TV Z M, THHDHEN S, —ifD
RAIREREIC T (3, PD IS & 2 B A D EFLEE 5535 A
THdIEWRBREING 2, JHITMZ, REB IR
H T D Lewy BEMIFEZ M, BERERERE ICWH 5§ 5
AREMED D 0, FEOME LM 2 ¥, AD BLOKZE
W PDD EHICEOTHEIN TS >, Bk &
W, WRIEOMANL L7 2 hOWRIC BT, MEdih
AR B(1-42) %3, WHAMEZEDLVPDICET 5@
FRETE & B 2 ZE DS o7 P, Thbd, PD
BHEORHOBHBERK T Iaf Rkodatwy s
ZALD G2 L BRRL TV 20, ZhE biilhs
RN ETH LD EANTH S, T aA—) -O-
AFIWKNT AT 27 —+% (catechol-O-methyltransferase ;
COMT) I L M/NER GHEHAE XY (microtubule-
associated protein tau ; MAPT) 1% 78 & ZAIHE pERR =5
DFBUCPIT T2 T LA HTT SN TEY, MAPT HI iz
FRUTFRAVED I +TH 3 °
GROWTICI T 2 HELTREIL, MRZEVESRD
R 3o L OVRRR I A LA BRI~ — =03, R
HUE Z (£ D700 PD BE IS I 1 2 s AR RERE T DR D
BOICHG T 200, i, BEOSRE—-ICEDSE
L DT REIN R 2 T T E 2 D0 L) i
DIFHTH %,

L REIREEOEY

PD ICHT BRAEEDRIREEIL?

RRHVAE % 172\ PD IS 3513 2 RN T D FE B 1S
BT 2R TRE, k2o EBRPHEHINTEY, MRE
Ml Kok (B, FRPSREM ORI E ) %5,
L7chioT, #iSEShTuv s BEHE I 7 v — 7]
TAREL LS (Table 1) 11205738,

ETIIAZA (convenience sample) * D HEF 1,346 il % 1%
f L7t D A ZENTTIE, #26% D —#H H MCLIZ o7
Il Y, LL, HHMEERCHEDIFE, %<
DG, AT ADKEL, BRI £ 7 3@/ N2 o
nREMED D B, MMOWFFRTIE, LN (unselected) &
A RIS 3ED { PD BE OB EEA DS S 41
T3, ZOWTETE, SEONVFHRENDIAS 10 47 7%

FHAFERGENR - RO MNE 2 X 2 7 DI M A bz {7 b T, 7
7 & ZR[RER N5 B> BRI S TR
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Table 1 ZEAVEZEDZel > PD 12351 3 G8HIEBERT 2212 B 3~ 2 #E 2 i D B

Mean disease Criteria used Proportion
Selection Design duration to define ClI MCI Reference
Clinic based Prevalent 5.4 years (normal cognition)/ Deficit in neuropsychologic tests > 1.5 standard 21% 20
9.2 years (PD-MCI)/ deviation below normal, in at least 1
16.8 years (PDD) cognitive domain
Community based Prevalent > 10 years > 2 Standard deviations below the mean for 55% 57
healthy elderly control subjects in 1 or more
neuropsychologic tests
Community based Incident 2.3 years Age- and education-corrected z scores 1.5 standard 18.9% 19
deviations below the mean for at least 1
cognitive domain
Clinic based Incident 18.8 months Impaired performance in at least 3 cognitive tests 24% 2
Community based Incident Not reported Impairment in MMSE, pattern recognition memory, or 36% 1
ToL tests relative to normative data
Clinic based Incident 1.2 years Scoring 2 standard deviations below age- and 5.8% at 5-year 58
education-adjusted MMSE norms follow-up

CI =Rk, MCI =18 )% 3241552, MMSE = Mini-Mental State Examination, PDD =/3—F >V MKIC BT %

of London)
ZTEY, BEUEZMEDZ W PD BED 50%LL ET MCI
VROLNTIYT, TOLIMTRONRE > BHE D

Wk 2 TH Y, SEREEZM4 S BHOEIFE, PD
FORIM & & dic EAF 2R RwEER SN D,
PR WEE (CTEH LR 0 hs, JTiERR O A
BEORHBEO AN XY, FLISERPPHELH 5,
BlZIE, SLPVIHOMFETIE, BEEDHE ISR S
TELHT, FBHBWIEFED 16% TR ELHESh T
W3 o, mﬁﬁﬁwﬁﬂﬂﬁ$%%ﬁﬁ&b,mwﬁ*
e BFEOBIG MG UcEEED 2 fFORFR T, 38
RIEEALERT 36% (CamPaIGN study) ' BXX17.8% Y
Th-o7z,

FLUTPD B3 DI ARG T & % DATATOP &) 2 75—
McIBWT, PR EFRBIRIT 2 503 24%, 5HED
58%Th-o7z, L L, Zoallfix, PDEFOYIER
HIFEE OB HUR IR, FLHE{L Mini-Mental State
Examination (MMSE) D A7 #{HiHL T\, Lidio
T, PD I AR DR PR 2R T 5121, 5%
é%kmﬁ%ﬁ CRITHOMEDNDH Y, %@%iﬁn%V“
F I/ AR ET 20D F LU,

HHEEDIRO I 7 O5—IE?

DATATOP il T, SRAIREEBLOBHK L LT,
G, SIRE, B, R—=F 2V = X LD L MR
%%ﬁ%-%?ﬁ%,E%/%W%ﬁ%%%bfwé%
W OD ORERINIFFETIX, PD (C35(F 2 R8I S5,
Sk, EAE OB, W?Ok% 92 2 LDHE D

SBHE, Tol =11 > R > #5 (Tower

CEH TS %, PD BH OREAIBEREIC N 2 IR T

DOGERMR ¥ (deep brain stimulation ; DBS) DR)H %1%
L7z X 2 AT, DBS %, ZBOEM BN THREE
SAvREN, BETHERE, SHiEH, N0 ERPE

DERDH BTz 4, Hubl (B a R — h OMERIIIITEIC X B,
SNHUEZ D20 PD BBE ICB T 2B ED I Y A

ZOBERTOHERIIFLAEfTTbR TR0 S,
RMEEY RVIIBMEZEY THALTICEO>TER
5DH7?

Bz PD D2 %3217z (prevalent) HFIZEHF 5104
DHOWFTIE, PD EMEEBZRISNIzaF—MIBIT2
RHAVEDFEBIFREHI 1,000 A - HFH72D 100 ATHB &
DR E N, THUIEAE PD BH ORI 10% 5578 ANEIC R
fTT22LZ2BKLTVE COHEE, HiblFiE
(incident) IHR—FDIEIVENEDTET U ADH S %
PD T AERHINIC EMINRRABE R (X ICT 3203, BRAIHE
AR L J6 K ONREAIBEREAIR F X TOMMEEE IC &
TREL LS, BANEREDZR O PD BEOEE, &

101 & BT RRE i@o(@&ﬁ??%”ﬁo%ﬁﬁ%
ORWFERIL, X020 KRR N L BT 5 &

IETUADBRLEN TS 28 i FEfi S e 5 480
DOREWIITIIED T — 225, BEMKET (XU DT 1
24 7)), AR B O FEAELE, 35 L OIS

Y SR SRR RE IR T d6 K OVRERMEFEAE Y A7 D bS &
B 2 C EFRES TS O XIf% S PD H#

FIt % fEb 7w PD B ICHER, BEABERE DR N A3t 8



ThV, EakiHEHOMENRIES X ORI - fize
MEEEIC A D ND s XD DH S PD HBEHED 45%13 1 4
BICFBHME ZIBIE L, §I 70% (2 13 BRIk fEIk I
DA LN, AR %EMTEDLOPD BHDOEG, 2D
AT RE B IC R E D AL N BF R 10%ICT &
hrotze MKW T S, KHZES BEE, 2
FEFIE Y A7 DO EWEIHESN TV, Thbb,
BRI AR CESEN 30 2 H), 8% HES BHD
T5%H3RRAVE Z FAEL T DIHL, %IZ MDA
ST, BRAVEDIHEZ G 7: L7 R O e o7 5,
PD Ti3fk% 7% MCI 707 7 A VI STV 53,
INHDTaT7 7 A NDEOHHEFTIED MRS N 3
FOFERHYETBIE Y A7 DD BRBBE DN ELZRE L
7R 72T DTHTH5S, Janvin 5I1C&L 5 1D
INBUBIRIEFEIC I\ T, B BRBH IR IRF (2 B — I - S Y
MCI 23A 5N BE T, ZOH%, BAELFHBILE
HIX40%ICT E b ofzDIcHt L, EEFEEE MCI £
7o i3 - JEESA MCTHRF TR 60% % 272 2
EHEIN TS Y, Th& Y KBIB R RE DT —
XTI, FEORMBREM A (EWREIEYE (semantic
fluency) O, HA VGO AR EET T 28
(intersecting pentagon copying)) DA ELHSEREIE Y A
7 hAEBE LI L, EZWEM (phonemic
fluency), TOL FHEKAE, COMT iz FAUIBEE L 20 d2 >
CEMFEAMIN TS S COMEDEEHICLD L,
COREY S, BIMEEY ([ L T - #%5H) B
HPNETRD 5 N5 AAIBEHEIL T A3, PDD D ¥l & B
THEIEDRBEINS LD, LIchi> T, BELMEE,
BT T 7 ANV T XA T OEOHFRAGEFIE ) A
DT LD ENE NI INTH S,

RHREE [B&E] EHROEREIT?

% < OIEEIIEIR I & OEBRER DS, FRAE 2 (E D 2%
V> PD SEE OFRHIBRRERLE L BT 5,

KM, MES (apathy), #15Dl%, FEMEFRAES & OF
SRR T DY A2 77 2 Z—Th 5 &3
LI TINSH3 10970 SRANEZ{ED 2\ PD ICE T
2 AR T oD MHARERE L 22 1Y 2 A LB IR -2 DV T
P AT H %, FBEVEZ D7 PD A O KB
BEAIC B O TRIE AR D 7 v 7 7 4 )L L OB
P2 Mot U7 BRI E T, aA— N0 41%IF 175
RERETE DR B A7z, RERIRIRERE T (IS MBS (apathy)
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EXIR) 1, BiTHEREEOmROCTHRFTH 7 %
BEZ WO LHPEESED PD A OILEBERIC B4 2 milk
DOREMTIIIETETIE, BEAR LRI AR & Ak % 25 i
D BHERERLE DWW J7 23H 5N % BE YT 7V — T il
EINTVE ", OFTETIE, BEYEZMEDHZ WV PD
(ZHBF B RITHRRERTE S, 15D 77, L8 2 RN
™, REM MEARTTEpRRE 7 LEEMT STV 5, Bl
DT —ZTIE, RUIPDICHEVT, T AEBITERT
BRBERE T & OBIHIEDSTEFAI LTV B 775,

T8 3o K OEBMEIR O BT, FRRBERE & [a] Uil
HTa =L ER TR EEEHE, ZHLT
B ZREL, FEEHALICTEILICE>T, &
HEEREIS N ICB T 2 PR T~ — =256 5124 0,
BEEAPUEINL L IC, FAREEOWBAEMIC
N2 RE BN DS 05, THHER
(associated symptoms) ] DOBEZIZHEDOTARFDILEET
bHs,

I PDickU2RMBRRREEDYS
Wi - ®=2 Y > FDIbDBW
SEHE - BRI

BEOFMEZEARICERTD-HICRERIE
mr—i3?

FRSHVE % £E D722 PD ERFE ORI RE 2 W5t L 72 F 5%
DX, TN Z—HEOMA / FHERE LI L A,
B 7R DB A A 2 L T %, PDICBIT S
AR REMAT IS (X, 2R it O B2 A REA RS D3R
A[RETH S (Table 2 M), THbHOFMMGEL, Al
PR & 2 2 RIS RE RIS X ORI R ), Mt DI
Mk bk2Thslzd, HRBMOLKIWETH 2,
PD TOfli % HICRANICPE S NI R E S H %
b, ZRLSNORER, L0—MmaEHzEE L TE
RSN T %, PD KRR 23 U X, BIGR3 2581
BREFIICINZ > T b EEZ BN, IhbHDMI
FIHL 2RSS, L, L0 RELH
HTHY, i PDD & lOFEH O FRRIE L OIS, 2
% BB T OER S HEIC A 2 L0 ) JIT, &L
DEFEZHND, PDICIT L BMIBERERLAN N E DI
B9~ 2 It D A PR AT Al D A5 L, 10 Fil A O BTl JUEE 3
PD TOMMHICHE L T2 iElENH 72", Thb%
Table 2 (CEEHT$ 5 %,
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Limitations

Does not include instrumental cortical functions

Further validation required
Normative data required

Table 2 (Continued)
Strengths

dysfunction
Cortical items differentiate PD nondementia from PDD

High sensitivity and selectivity for screening PDD

PDD
Assesses frontostriatal executive defects and posterior cortical

Significantly differentiates cognitively intact PD and both PD-MCI and

Administration time, 8—10 minutes
Administration time, 17-26 minutes

visuospatial ability, with a brief section covering mood and drive

Parkinson’s Disease—Cognitive Rating Scale (PD-CRS)™
action), verbal memory (immediate and delayed), clock drawing,

clock copying, and naming

of the disease
Tests: attention, working memory, verbal fluencies (alternating and

Parkinson Neuropsychiatric Dementia Assessment (PANDA)92
Tests: attention, working memory, verbal fluency, processing and
Captures the whole spectrum of cognitive functions over the course

Designed to screen for PDD

Scale

Barone et al.

E2 MY A=)V (Montreal Cognitive Assessment)
R (10 771 OMETH Y, HEZHETHESICH
fEVIRETH % >, PD BF 2GR E LIcHED 2 fFOwE

T, COMEWLD PD ICE T 2 8FIKRER T DA 2 ) —
=Y RELTHYITHY, ZDRKER, MMSE &0 %
B4, Scales for Outcomes of Parkinson’ s Disease-Cognition
(SCOPA-COG) &/ LHFTHB I ENFHALEN
TW3 ¥ Lrl, AZ2V—=27Dhy N7k
F 2R KR ICIE L TR 56T, Bk LTOD
WHICERAD DL, TOARZY) —= 2 THREDOF R
BEDE T, S 5B MR LEA R 2175 J &

HER SIS Y,

D 25 (F 2 R E DMK ER I A —Ths I L
5, HEBORMEREHEL L O NESZ B 72H 595
f DR 2 LR T & 25 lAZ T RETH %,
Parkinson’ s Disease Cognitive Rating Scale (PD-CRS) Z(Z,
B2 B HE IR T 2 BTN 9 2 NG EE (clock copying)
B LN IR (confrontation-naming task) %37 &
NTHY, TOIIBEMICHIBEEMNIGLTEEE
ZbN5 P, Ik, PD-CRS ORRIHIERHEH AL LT
TS THY, ZORE, ZOFHERE L MMSE b &
¥ SCOPA-COG & DB, 7z, Forar~v
DZEE, WIEGTE, WMRBEZEZ A, KOS
N7z LA L, PD-CRS ICDV T, PD TOZYME%

BICHGEY 2 %h3% %, SCOPA-COG & PD-CRS D
*ﬁﬁ)ﬂﬁ%&ﬂ ML LY R VA3, PD-CRS D1 D HYRIIREH]
THEMETE 272 (1757 X 455)), HHEZHEIZIL PD-
CRS DL TWVBEEZBND,

MIFREDHELETRHM (X, PD RINCBRICTAEL D 2
W BRI IR 2 I T & 2 RS e RUE 2 @413 5 b 2
»3%H %, SCOPA-COG & PD-CRS (i & & FIDFEH
BREZLZ M TREE B A 55037, BUEDE T 5,
fOFHERES &, HELLRZT—2PAREL TS,

Wil ik AL REL STV DI TRE
V3, SEBI LIS RITY, BEFEOFM R D2 4t
ZHELL T REDVDH B, HHEL LR ZT— 2 bhuL
FLGRERIBEBERE T O RS M 2 B L T 2 72 b D A1 I\7I7
HOWREIRLDTHS D 1z, BHIENDOBITZTE
ZR-T&B LD, AHEREDORINZL ML TE S
WEDDHD, T UIHMICE: bt U7z 34 2 Hlki 9
572912F, RBIBUEE 2R — N OREWTN T — X 3
Thd, £ LHH—DOFlREL, FEHERED & AR
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I FED L Vo —F >0 W12 B8 1 B B Al

7T L TE, EORSNB LRI LIRS
BVWEEZLND, Lichi>T, MHHIR, FEHbiRK
Hi& 7 OhRFEHE L OIS U T, HE O %
HATDLETHENT2OVRERTHELEEZLND,

RHEZFHLEZLVPD BEDORMEEICEAL, 1
R EZR R T EH ?

PDD (DWW TR E I L ORI RE 22 Wi 7 A |
FAUPRBINTOEH2E . TN EDZS MG F72
JEFIC IMGEES LTV, — 7, RRANEZ D2 PD
ICB T2 RAIEEICOWT, WL SN/ WEE AT
L. 29 L7z IMEEED H L, HEWTH 2B pidids
WH7E, BB A 2 AHBE WSS, WIS ER S iy —
BHEMZHRE LIGaRGAB» R e 2 THA D,

MR LI R R RN 2, BRIV, ke e
MR GEYIZ NS A ~>—h—%), BEOKIEINEZE
BICANIBHNES, HHTHA 5, PDICET 2 38HIR
O BABRREN DB % 21 L 72T < D &
AT B H3 108 FHER ED R WBEICEVLT, 38
[GdE & HAR A IS BIfE & DORICIZIA S h 7 B A58 5
nd ', SBOMIETIE, FEMN (instrumental) HHEE
TREIEICBIL, RO B A A D iR & SRR REIR B
EOMHMER S SICHEHCL T LEH L, Thb
O OBHTIX, FEBEROBIE (performance) (25D
Wil 2 & 60, BE O HHEATERRE 2 U ICFHMET & %
FUEPBETH D, 29 LIiMIEERARE L PDD &
OEMICHBERELEH 2 R-T, CORBEOERICE,
HRARGRER 2 S L, AR OB 22 M oD it & BEREIN &
72X RIS (outcome) & DB Z BT 5 2 &3
—BheB2ThA 5, 12720, BHBEEOMBENGEL
PD DAt Ol CEEPREIR 5 & OFEEBEIR (B, S5y
B LML (apathy))) (2 & 2 L DL, Tk
D12 TREINS,

ngEH
7

[MCl] Ott=(3 PD ISBHETESH?

MCI OEfT O PD BHICHEM I N BT T
FTWATVZHDD, TH LIZEHPEYH T H W]
RER T 1820,

MCI #££5 PD & Z it 5 & LicHi—DEIHB IR
92T, 4 FRTH 60% 0 B ICFHNEDTEIR L 72 2,
—REM D aF— MFFEIC BT B EMBITRIT S ~ 10%

Thb, REENBITREIN NN EHESH TS,
Lh L, —ERICK T2 MCI L340, PDEHFIC
TBRICHEN. S ICHIRE VIR ED I H Y, ZHUIC K VEEm
FEFIHY A7 B ER LTV, MCIOBEZIE PD B#(1C
B TE20HEMED D 253, JRIAIC B L 7o AE T b &
9 RETHS, MCI %15 PD IEDEE, FERENK
KZFEE LTPDOMRIREICHD EHEESNG, i
SRR A ZHTE M —F /L 3EHE DN, A~ —
Ar—HMEMT &AL, R MCAEGERE O [E I BT
DEEZLENDEY, BIEDLEIAIDL I~ —h—F
RBOLNTOR,

HNEZED RV PD ICE1T 558
FIRETE I I OB O

PD DRBMPEEIINT D RNI VHRBEOIET
VAIF?

FilzICBW SN PDICBVLTLAREIR (L-K2%) %
I RRIVTI=AN (RLTY R) ZHEILA 24
FIDMEWTHY, MATRERMIILEE, MIERl, JESEMEERTE,
ZDBIEEIME FIZ L7chs, FREDRBHMEICE T,
WFIDAEE TR D2 HDODOEMMEHE T 2 UEsHf %
Y EDURBR S T, sl BRI, DT OB GHET Y,
HEAS, MERE, AN —REICEELRZLIER
LNh ot ', SHIHOMF TR, BAE PD BEHOD
AAHIBEREIC A2 RS 7 T AN & L- RSO3
M3 Tws % ZOMROHELS, R8I AR
WL Z OFIAERICIR L, SABEAREIC B2 B %
XY REMED D B T EHEFES ule, DI/D2 ZEFRD R
ISXVTIZANTHL0LTY RIFERABREZIIT S
Hhholeh’, D2/DIZERT IZANTHE T T I
FY =, L-FoIcH T, Sifmigtt, &
TSR, TR - BT A B L3 1%, The 0
MO T, PD OMEEEROBZICMHEHS S
RS AEBIESE DS, FL0] PD B3 OGRAIBERE (S
FRRHELBERRIZLD D ILWRERTNS 7,
L0/ BEEE PD ISV T, RS R REA IR B MRS
WAL 238 BE ) (B, X2 A2 DU A (task-set
switching)) % &5 —/7, MRS ICHRET 258 HHE
71 W, R (reversal learning)) (IR &83 "2,
RS AFEIMESE AN 2 BORME RS X AR E
DHRICE ST, FEICHRAI R 2 R8I Il oA H



Barone et al.

Table 3 ZZHVEZfFDHZel > PD DFEMIEEIZ N T B IE R/XI AEB R LD WIS

Drug Study design Outcome Reference
Cholinergic
Donepezil Open label Improvement in the Wisconsin Card Sorting Test and DIGIT Span in 10 PD patients 117
with executive problems
Galantamine Double blind, placebo Did not lead to any improvement in attention/executive function, memory, or 115
controlled visuospatial performance
Norepinephrine reuptake inhibitor
Atomoxetine Open-label, exploratory Associated with improvements in behavioral measures of executive dysfunction 118
Randomized, double-blind, Associated with significant improvement in global cognition 120
placebo-controlled study
Glutamatergic
Amantadine Nonrandomized, observational Associated with slower mental decline, delaying the onset of dementia and attenu- 116

ating its severity

(phasic) OZBMEIE N, BHIBENVEFTEEEZLDS
B ', SRHIBRREICNT 2 RS A FEHRA DRI A D 4
(3, BRERAKIC BT B RS2 2Alvg O IRy 22 ] (Y 5 i 2 B i
LTV RENED B 5 12, Il EE 35 & O i % R
D RIS 2 RZISRE R B IR L Y SRETH
v, THEBEEMET (B, COMT X723 HApFRESE
BNTOEMN) OFEEZT TSRV H 2 ',

PD DOFRMEZIC T DIE RN MEEIRHFEE
DIETFVRIF?

WL ODIFFRICI T, SREVE % b 7w GBI
BB T I RS AMFER I RE DR R AT S
NTVS S ) AEEE, VT Ry ) AEEE,
TR I EATENE O MRALEYIE R % B & L7235
DI EINTEY, Z45% Table 3 ICHKT 5,

—IBDIE RS AED) R O FEHFEE TIRAIREE OB
DRRDLN TV 2H3, BTV A 2, BAYA X, AE
PECHED DY, ORI OMPITHIRS s 1,
) AEEESEANX PDD OiRFEICHV S B H T, 3R
FIGE % P72 PD HE OREEF I F 278D T
D Thb, RARIVO/NUEIEERGAB T, B
REMEREMERED BF IC BT, RAIBERE D UGE DS ILIE S
NTH3 ', LeL, Ho722 I 0EERLAETIE,
RABREOE B WHEGHREIATHAN Y, S5,
A AIVORBENRIARTHY, FICHEBRAHES
REB LV PDIEROIESZD SN, VT RLF
Y HHUABMEED T M EF LT 2% S DIRIRED PD
BECRG U ERE EER T 7R BT
X, EMRRAREOAERUGEVRED LTS 1,
FHE R PEDZ VO PD BMFICHT 27 M EF L F 2
A U7/ NBSE B Ml T3, R TR RERE S O 1B H O

dEPHE SN, T EFEF O ORENRRIRFTH-
72 N- AF) p- T 2T F V25K (N-methyl-p-
aspartate receptor; NMDAR) #EWiFHE 2> 2702 3>
MBIV A DT~ > 22 T3, PDICET % EHIE
DFEREBIE L DFEDED LN TEY, T 2T
SN EAE R B E TOMM EAHBI L 72 " Thbo
FIRZHE & A2, RIS % 045 JEREANE PD & 2 15
ELTIE RS AR R FERE DM % S HICHED T
W DDEREEZ LN,

BEMBEEUNMEDS SLEBBEERINEN?

ADBLUPD &Y, WOV DEEBEDEHICE T
HIE 70 7 5 Aat ST g P2, Nz IE
A ALEBR T, 6 » HIIC D7 2 21 i 22 E Btk
Tar I L& -T, Fill PD EHE ORITHRED UE ]
BETHBIEHRBRENTV S 12 SHEIEDIC TS
ARSI, =2 —u U ME R A ORI AT
ZH[REVED S H B P, LaL, ST AL L ONGHESTIRL
DEHEALR T = 7 MY A ADOAHERIECBIL, Z s
RS> TV 3B,

Nz B INE L L IR RIC I T 5 RERA]
X, ADOEMICHGTH L REMERHY, ZOoT LT
ADMGENT S P, HEFAOR RO L L
T, YFFABROKMB LT Ia4 R BELDHD
DRI TS 2, UL, Iz Liid 2 miEat
AT — 23D T Lk, PDICET 2 a8HIEE % X}
RELIMRIBEMENTOROVD, 9 LIk
BEETL0EDH 5,

DBS i BRI & W o 22BN AR, Rk
PEFHI DRI DHES 2 R L T 5, La L, PD I
HORABBECHT T 28R THY, HIKL TS,

15
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I B FED L o X—F 2 WRIC I 1 B il I

PD B IIN 2 WK T A% DBS Tld, MERHYHHE
(probabilistic learning task) F{TH!, BIEYEDFHFH3H
D DA HYE (weakly associated cue combinations) (2
B9 2 A EHEIRINIC S E S 'Y, ZAZYI R IE
(set-shifting task) DEUHE S WFHE I NI2HY ', £ 25%DH
A CERCER N I KOS HIEE Ak a8 S iz 17,
HEER OB Z HINE U7k B BRI (surgical
lesioning) % & LREMBERYIEM TS, FITHRER
b DRHLFED ST 1%,

PD ICHITDRAMEZDERICET D EMPIRREE
EERE

RHEVE % fE D7) PD B ORREIRE HE 003 % B &
BWLTV2H, HEMNEAZY) == 7B X aHRIEHE
HIFEERICHL D ARSNTORLODEIRTH 5,

RHEVE Z b7 PD BE ORBAIBIE S0 5, iRk
RIEYE O FREL X 72 FEFEE DM IC DOV TE,
BHEDE IS, CheRFEFLITETEIIET AR
R+ Th b, L-F28B XIE RIS AEB) RO FEHE
BEORBICEENHD L, T, BEBEREREY 7 X
A T DEFIEREIRZE DAE % KWL 2 & DIRHEH B
2L BERT L L, FHEDFEYFED R E ORRAIRE
FERRE—=ICHHTH 200 VD EFHRE S h
%, Lo L, BIMWFEZRT 210, SRANEZ DA
W PDICB T ARRMIEEOEMICEL, BZ L OMRAMN
LD M b D3 5 o

AN & 2 50 ADSEIRAYICAH - B DT,
FICHER I ARG S THi L, MRAMHEERDR
WIEHRE TRICEET 22D Y, MHEREFE O
IS & 0 BB P BB iR A58 5 405 I RENE & /g2
INTVE Y, ZOMOEREZ#EDZI2IE, REEED
iR G I & OB AR, —RICZT AL TS
[PEREMT OERICOVT, HREHEDDILENDH 5.
Bl ZAF, PR RS i A il o0 WL FH 2 BT I A7 b
FEMRAOFENM (B, BEREREGEEDO R (&, M
REND SRS T TS 2 BEI e E -7 X A
XL THS RO, e, WRRBE CHRHTNEER
PEDOFHI RS I L OFHIEIEHE E D 2 ¥ h3db 5., iR
BT, RSN SEABRE A RE ), EIROE, riEE
FHH O % &b, SRR T ORI (S B3 2 BT
HHZHET 208035 %,

I

HEVE 2 D72 PD B ORI E (03 2 B3
FMES>TWV5, FlciCBM S /- RIGH PD & %250,
%< O PD ILHFICHAIRZEVEDSNE, L L, L
DOBFFIERVHMY TH Y, ZWiEEE S L ORI TS
Mg sa AT Ens, FEHIERIKTIFE
FEEDF IR S TV, BEER D2\ PD
(CI 1 2 RRAIBRBERRLE 23, BRI T ADN G E K S DH
BEIANTHS,

RHVE Z b7\ 0 PD IC K T BRI E I3 2 5T
T, ANOSBOMfRZRD T BN H 5,

1. EHUEZ bV PD ICE T 28AIREE L PDD LD
BIHEME, BXUGRABED Y A2 7 7 7 Z—D[liE

2. FRFNBERERTE ORGAH - BHABEBE IR~ D5

3. RRRNRETE I K OBERE IS 2 YL DM E, B &
X PDD O Wi R FHE R OB LE (2 d5 (T % kD
PIES

HVE Z PR D700 PD BE 1T E T 2 REAIBE T OR2 I ko
JOEMZUET 2720, FRIDNEREZDOUIR
AEDRESN TV 2,

o HFilcicEWia 7 PD BE Ok — M OFEIEREICE Y
LA 21T, BB 2 AR E D 2 —
S ORHZEYIRL, REHMEFEBLY A7 & OB % 1]
ST 20 EVH S,

o PRLBLEIETEAM O 72 D O A MEINETAG U 35 £ OF PD
RN REZICDOWVT, SHICELMEERALT S
WENHL, CNHDORNEICOWTRIEL R ZT—X
%135 2 LT, PDICE T 2RMEE OB R 2 5K
EL, ZOEOHIEREZMETSIENTES, #H
BERE O FEAM A REEL T E N, WIREABRIC BT 23R
BT A DT IC BV DEE R b S,

o MY (population study) Z5EftiL, BILEFIFHAIHE
I EHl 7 B D E R LIS A %
Tl 2 BN D B,

o WHEABGICE, MREERRE - R - R B
FTRMAETHLENI T — 2%, HE B IO Rt
T L7250 (outcome) T — X TR #M5EL,
PD (LB F2BARED a7 7 4 VB L UOZ DHE



DU R B ZHEPICTRETH S,

WEA7 35 K OB RLDIaHEE (B AE I 20 BB il &
EFL) WDV TI LB AL, SEEHEREICTS
26O B B L ORRANE TR (S 3 T % BRI R
TRl 2 0 E 3 H 5,
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*. **Magdalena Eriksson Domelléf, MSc, Eva Elgh, PhD, and Lats Forsgren, MD, PhD

*Department of Pharmacology and Clinical Neuroscience, Umed University, Umed, Sweden
**Department of Community Medicine and Rebabilitation, Geriatric Medicine, Umed University, Umed, Sweden

BEDHFARESICLDE, N—F 2V RSB TER
HMBEEDE TN L AOND, BT —FTIE, fEEE
BHEIURTHEEES RNV REDEEEMAERDHONT

BBELIRYBUEBELOBT, BREFEEAH
REZ LB L 7o BRAMERER 077 CEENHEEEX 077 E DS
E4Z, Fin, FESIOMRITHIER, &5IL&. B

\D, Ffz, BFRENRERRMPRELELREE
TOBRKERCTHDIEEREREINTIVD, EFEEL
SAEEECE DEEMLEREI TS, BEDHEICES
TOHBIIIER T DROERICHIIDAREEN D
Do COXOBEEMICDINNTIS, HBERICEDIRK
A PD DR TIIHFUIREISNTUVEL . RHFRD
BRI, EEHREBAMBECDEELZ, R/
BMRFEXZERLTUOVENERPD (CH\TIERETT
52EThd, MEMN—F VI LDHBERE
(incident) EAIICEIY DibFHERICED AR TR

ERRIBNMERE R B L URBHRIZEEICEIEL TULVe
DI L, AFEERITTEY — FERIRERZRAEIC

B, MRDEFNERICEBL, EBRHABE - H17
EEERMUECKREBUELIOBICEREEIRDONG
nofc. SEIDHERIS, BFEREEIFZMEREICH
BOXRNBEESIDIEEZRLTN\D, INBlS, RS
KU/ FSHERBICES T D RN EEMELR Y
D—0EIIREBD RN EEM Y DU — I THIfHIE
NTNSHREMN DD, FEHMIEL, REESID
RE[EEEICIS, BRI DRIIIBEDEST DL

SNIREBEWRE L, ZBRHEEE - HTRERMU ARERIND,
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Parkinson’s Disease and ¢ -Synuclein Expression

*Michael J. Devine, MB, BS, Katrina Gwinn, MD, Andrew Singleton, PhD, and John Hardy, PhD
*Department of Molecular Neuroscience, UCL Institute of Neurology, Queen Square, London, UK

BE 10 FEPAEICHh=5/\—F>V U/ (Parkinson's
disease ; PD) MDEGFHIMATRICKY, ZDRREICIT
D2HADIBRFRIIKEES LTco a XL A VBIEF
IZ, PD EDEEENRBHONIERADEEGRT CTHY, &
LEBREGFESADTHSD, 945, aXY
L1 VEAET Lewy IMEDEEBRA A THY, 2D
BEFEOZRISMEM PD DEBDEERN ZURF
Thd, BIRENZEIS, aoXTLAELFEDE

£ (duplication &K triplication) |$, RZEEEEIZ,
K" PD Z5|&8RIZ 9, Lh' DT, aiXoL1>
EEDHIHBEICEY, RIRENBINICE(LT DA
BEMEN B Do BIBTIE, a XU LAV EILFEDEE
(multiplication) (Z&DEERMEE®, ZNh'PD DFE
EICRIZTHEICDONVTHERT D, B, BEDED
BEREDFESINT\D PD DR EBBEEEDABEMEIC
DWTEET D,
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glucocerebroside ceramide
a-synuclein
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.. — disease
Gene multiplications & o .
Rep1 polymorphisms —
oI/gomers
fibrils
 PROTEASOME GOLGI FRAGMENTATION
"Nil
Parkin O C _1_ LRRK2
mutations [\_/' mutations

N u

Figure 1 HEOREMICIY aP X7V 1 OERBLUOREIMEES NS, BIATOEM (multiplication) I8 & OV
ED Repl ZHUL, a ¥ X7 VA VOB EEIGINSEZ, —J7, TRTT7V—LCBTF L a> X7 VA ORI,
WX VHBES N AfENDIH S, LRRK2 A3 IV IR 2K b L C/Malfi%k 2 HE 32 28T, (K
H’n’l‘-P@oL/Xﬁl//f DRSS, ZvatrTudA—CoERE /vty Tuay FOoEREGIERIL, Z
DFER, AV Iv—Da> XA UHvElbl, FEREERSRESING, —J7, a¥X7uA V@, LHYNL
Znakrvr7usX—ColErRE TS, BEEEATFA S, GEER, BLFlZEDZ OBREHEZD, o XY
VAYDIAT A —NT 4> (misfolding) ¥ L UEEZIHET S,
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Pain Sensitivity and Clinical Progression in Parkinson’s Disease

*Veit Mylius, MD, Juliane Brebbermann, MD, Helena Dohmann, MD, Isabel Engau, MD, Wolfgang H. Oertel, MD, and Jens C. Méller, MD

*Department of Neurology, Philipps University, Marburg, Germany
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IN—F > fx (Parkinson's disease ; PD) (CHIT5
BERSZMIIL AR/ (L-R/N) @ENICELTDIE
HHISNTEHY, BHRESS LEBRNERRADRET
1%I3EFA [off] BFCTET D, PDEBERREE, PDD
MEERE B DIBEENHD. BAFRTIE, ERIGHE
BRI CEHRESZTZHERIETBIRICH VT
Sz, REEMRS (FHEEXBDV—H—) Ko
UICBERNSSURNZRBEOREZ, EEERIIC 38
25377 (Unified Parkinson’s Disease Rating Scale
(UPDRS) Part Il GE&htéaE) DX I77ICE D<) PD
BE 296 (FEF [off] i) TFHMEL, BRESEHMERE
27 flEtE L -, PDREERBLEE LI, T—%
NOIETVINEON, BHREERRLERERTM

LEALIEY  N—=F Uim, REREHN, BRIRRVETT, &

7' PD fIEBETIIRI=NTND I E DRSNSz, BRER
ESBDOIER (Fis = 6.838, p=0.013), =EM
BENSIUBIMZEBANDREZ ML PD Z@ICHD
THEL (Fiza =5.397, p=0.014, F134 = 6.038,
p=0.053), BHEERSIIEOICITELL (Fiaa=
5.397, p < 0.001), RRHNLBERZHED LE,
PDBEZRRFZEJI DEETHROON. HZEDL, B
FRLNILDOBREDZ L, ©U<IER/ NI A TITMH
B DRIBICKIFERE S NI-BBEDZELICKY, PDIR
BICEERIUNTIELLEEZDND, PD BERR
IIEBNLBEERZMHCHEEATSZIENDS, b2
DOFMRITARBRE KL TSRS
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Table1l 3 DD PD H##F (PDA, PDB,

Abstract

PDC) &EENHARE (HCs) DEiRATFFE

PD A, PD B, PD C, PD Avs PD B vs PD C vs PD vs
UPDRS <20 UPDRS 20-30  UPDRS 30-50 PD HCs HCs HCs HCs HCs
n=9, n=11, n=9, n =29, n =27,
3W/6M 4W/TM 2W/7 M 9W/20M 16W/11M P P P P
Age, y 64.7 + 6.5 66.8 = 7.3 553 + 125 63.7 =115 62.6 = 10.1 .814 414 .07 .700
Disease duration, y 31+ 34 72 £ 6.3 11.8 = 6.6 74 £ 65
UPDRS Il 13.8 = 5.0 26.0 =29 37.0 £ 5.1 25.6 + 10.2
H&Y 1.3+ 05 1.8 = 0.8 23+ 0.5 1.8 =07
L-Dopa, mg 591 = 1038 715 = 449 1199 + 716 827 = 770
MMSE (>24/30) 289 +1.2 289 + 1.6 28.8 +1.2 289 +1.3 295 + 0.8 183 .289 13 < .05
GDS (<7/15) 3.7+ 24 29+ 16 34 +20 3320 1.0 = 1.0 01 .002 .006 < .001
Pain frequency, % 78 82 78 79 0
Type of pain, %
Musculosceletal 43 78 100 74
Dystonia associated 0 1 0 13
Radicular 29 11 0 4
Central 0 0 0 0
Akathetic disconfort 29 0 0 9
VAS mean (1-100) 46 + 21 59 + 11 63 = 13 56 = 16 0
VAS max (1-100) 70 = 11 80 =10 82 + 14 78 £ 12
T—ZIIFHE L SD, HREAIKFETRT,
Table2 3 DD PD #E#&# (PDA, PDB, PDC) & EXHEHE (HCs) DFEIEZIEE BHiR&E2E
(Bp%hs, By, REMIlA (NFR) DEifE)
PD A, PD B, PD C, PD PD PD PD vs
UPDRS <20 UPDRS 20-30 UPDRS 30-50 PD HCs Avs HCs BvsHCs CvsHCs HCs
n=9, n=11, n=9, n =29, n =27,
Pain thresholds 3W/6M 4W/TM 2W/7M 9W/20M 16W/11M P P P P
Heat pain threshold in PD C  44.9 = 1.8 449 + 1.8 442 10 446 16 452 1.1 467 426 014 a1
Electrical pain threshold, mA 8149 9.00 = 35 67 26 797 38 1097 = 6.2 210 .324 .053 032
NFR threshold, mA 123 = 5.3 11.3 = 3.8 83 +17 107 = 41 16.6 = 6.3 .072 .013 < .001 < .001

T— 23V E SD, HEAZRKFTRT,
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Drug-Induced Parkinsonism: A Review of 17 Years” Experience in a Regional Pharmacovigilance
Center in France

*Emmanuelle Bondon-Guitton, PharmD, PhD, Santiago Perez-Lloret, MD, PhD, Haleh Bagheri, PharmD, PhD, Christine Brefel, MD, PhD,
Olivier Rascol, MD, PhD, and Jean-Louis Montastruc, MD, PhD

*Laboratoire de Pharmacologie Médicale et Clinique, INSERM U 1027 Equipe de PharmacoEpidémiologie, Faculté de Médecine de I'Université
de Toulouse, Toulouse and Service de Pharmacologie Clinique, Centre Midi-Pyrénées de PharmacoVigilance, de PharmacoEpidémiologie et
d’Informations sur le Médicament, Centre Hospitalier Universitaire, Toulouse, France
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NBHRELE, HBRDEHNNN—F2V L%
FEITDAREN DD, AAFTIE, EFISEKD/N—
FUOVUIZLDOREZCISEBEICETDIERNRS
(1993 ~ 2009 FIC TS ADMFEFERLT S HER
EUI—IIHFEONLED) ELE2I—TD, 2D 17
FHEIC 20,855 D ENBEERNHBESN, 05
155 % (0.7%) W'ERNZKD/\—F 2 Z T LDHEE
FEIIBRICEITDEHEDTH oIz MEEFDZL I,
SEEE (48%H'60~T79/) FLUKRE (60%)
Thol, [EER (seriousness)| IFERID 43.9%
HEhO, IN—F VX LDBEIL, MFEML/N—F
VIRBE 28 HIICEL T Ve, ERIICEKD/NN—F2Y
ZXLDREF-IFEBRIT, MEEFD 69%ICHNT
[#e5R] EEANDS 3 HBMAICRDONTIVE (EIS
RiRE RN V7SO MNEE), 2EBBEDOE—
7 (20%) \IEFIBAD 12 hBBTHO= (EICH
WD LF v R)VEBEREICED), RUSHEEICHRES
nic/N—%2V UERIEEREEITH o7z (78.7%). 3
DORZIER (FrsEl), ZERSIRE, EE) (IWED

IN—F VXL, TREERE (neuroleptics), EIRB#EE (antipsychotics),

37.4%TROOSNTz, FFBIIEHID 88.7% TRIFT
Hofc (BRREOBEDAMEIITELHIER), MR
261 BID>5, RELEN OICDIFHRME /NI 77
ZAZZb (49%) T, HWTHODE 8%), Hb
O LF Y RIVERE (5%), REMERNIDTUST
Z2k 5%), HHIER Y I VEFE (5%) THDOl.
UFoL, NVT0OB, 7i4502, AV IRT
T—EE, MNIXAFIOUOHRELH DIz WEDDS
3 I3, EMBEFMNHEERNRETH O/, EEIC
FN—F 2V Z X LDOFES BRI, LITUIETE
B (serious)| &L 2N, AFEMOENPEERIETHD
ZENBONICE D, HIRBAEIL 60 ~ 79 mDEE
TEN DT, AEBIDREEENRESN Dfce EEIC
FN—F 2V ZXLDOFEIIIIBRBICETT 2EEN
WSEFIDK) 50%IS, EHFHEUNDEANCLDED
Thofco HRNCKD/N—F2V ZXLDHEES IS
B, BYBEZNLCEFEEFERIRRELGDIEEE
Hd.
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Table 1 /¥—F > SAHER DI HI 7 S 17 155 JEHID T ZHEF 2 5 R & F7 7
(1993 ~ 2009 4F(Z Midi-Pyrénées Pharmacovigilance Center ICHi57 341724 D)

Central dopaminergic antagonists (128 reports; 49.0%)
Benzamides (31; 24.2%)
Phenothiazines (28; 21.8%)

Butyrophenones (26; 20.3%)
Other antipsychotics (22; 17.2%)
Diazepines (15; 11.7%)
Thioxanthenes (6; 4.7%)
Antidepressants (21 reports; 8.0%)
Selective serotonin reuptake inhibitors (12; 57.1%)
Other antidepressants (6; 28.6%)
Imipraminics (3; 14.3%)
Calcium channel blockers (13 reports; 5.0%)
Peripheral dopaminergic antagonists (12 reports; 4.6%)
H1 antihistamines (12 reports; 4.6%)
Miscellaneous drugs (75 reports; 28.7%)

Sulpiride (13), tiapride (8), amisulpride (6), veralipride (4)

Cyamemazine (13), levomepromazine (5), chlorpromazine (3), fluphenazine (3),
acepromazine (2), thioproperazine (1), pipotiazine (1)

Haloperidol (26)

Risperidone (22)

Loxapine (9), olanzapine (6)

Zuclopenthixol (3), flupentixol (3)

Citalopram (4), paroxetine (3), fluoxetine (2), fluvoxamine (1), escitalopram (1), sertraline (1)

Venlafaxine (5), mirtazapine (1)

Amitriptyline (1), clomipramine (1), dosulepine (1)

Flunarizine (7), cinnarizine (3), verapamil (2), diltiazem (1)

Metoclopramide (9), domperidone (3)

Alimemazine (5), aceprometazine (5), hydroxyzine (2)

Valproic acid (10), lithium (4), amiodarone (3), anticholinesterase (3), meprobamate (3),
trimetazidine (3), rifampicine (2), etc.

BB DFEUZ 261 H,

45
40 —— u Male
35 - mFemale

Number of cases

<10 10-19  20-29 30-39 40-49 50-59 60-69 70-79 >79

Age (years)

Figure 1 AR HEHI OAEBIEL
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90 69%
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20%
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20 -

10+

- = = Wl

0-3

4-6 7-9 10-12 >12

Delay of occurrence (months)

Figure 2 FEHLIRUI I oD i (1 4
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HEFTHISN—F 2V IRIC BT % IPX066 & BEHEL R R85
D27 1 AF — 13— it

Crossover Comparison of IPX066 and a Standard Levodopa Formulation in Advanced Parkinson’s
Disease

*Robert A. Hauset, MD, Aaron L. Ellenbogen, DO, MPH, Leo Vethagen Metman, MD, PhD, Ann Hsu, PhD, Martin J. O’Connell, PhD, Nishit B.
Modi, PhD, Hsuan-Ming Yao, PhD, Sherron H. Kell, MD, MPH, and Suneel K. Gupta, PhD

*Parkinson’s Disease and Movement Disorders Center, University of South Florida, Tampa, Florida, USA

KHAFOEMIS, IPX066 (FILER/N- LRE/N (L-
R/X) OFBRIVERED) OERYERE, EHHEEND
MRBIUZEMZ, EFHRNN—F2V RBEET
RIS, VER/N-L-R/NBEIRMERBI S BT DZET

EERED 50%ZBA DREIS, IPX066 T3 4 K,
FIVE R/N-L-R/NEIIERAITIS 1.4 R SN/
(p <0.0001), REEWST—FICLDE,IPXO66 T,
BESBEANMEN OICEANHDT (P9 3551 5.4

HD. L-R/YEERICELS motor fluctuation Z#2E&L T
W\DETHIPD BE 27 flaRke LT, FERIOR
F—N—mBRZEEmLIc, KEEE8HEADAIER
JN-L-R/NEIAMERRE & S nicHR< IPXO66 #5, L
<IFIPX066 &EZhicim< AILE R/X -L- /7 EnpsdE

m/8), L-RNOAREOZEENITIDMI/NEh DT
E7z, IPXO66 #E5HDHE L- M/ \BREEIFNIVE R/ -
L- R/ BN EACLENTH 87% &<, L-F/XD Crax
3K 30%EN' DI EELDHAILBEMIIRF TH D
feo IPX066 T, L-R/NMmAEEN IILE R/X-L-R

INENUERF KD ERIEEFRLUC, SOICKREND
REFCEIEEZERE L (well-controlled) 5%
XML, IPX066 DEEARMNRZ B2 DEA
HDo

AIRSIC, 1:1 DEISTEERICEIUMITON, &
MBS SOESHEDEIS, 1 HEIC 8 iKE (BE
¥5%) HXU 8 BHEIC 12 58 (REHRSH) EREL
feo IPX066 E7zld71)LE R/N-L- R/ B M RAIDE
E#5&, -~/ XMAREIIEHROENVEETERL,

Movement Disorders, Vol. 26, No. 12, 2011, pp. 2246-2252

IPX066, LR R/MREMEE, N—F2V UK, EYBRE, EBRENDMR, motor fluctuation

Table2 L-FR/XDIEYBIE (FLIMH L - 7E)

IPX066 IR CD-LD P values
Day 1 single-dose data
Cinax (ng/mL) 3000 = 1300 2360 = 1100 .0034
Tmax () 20 =11 0.87 = 05 < .0001
Time to reach 50% of Cpax (h) 0.78 = 0.40 0.76 = 0.47 .8998
Duration LD plasma concentration above 50% of Cyax (h) 40 + 2 1.4 =07 < .0001
Relative bioavailability, % (90% Cl) 74.5% (60.1%-92.2%) NA
Day 8 multiple-dose data
Accumulation index (90% Cl) 1.23 (0.98-1.55) 1.07 (0.87-1.27) 19
Fluctuation index? 1504 3213 < .0001
Crnax/ Cinin 12.0 = 185 82.2 = 67.5 < .0001

Cunox =055 L- RS AFPREE, Tow = Coux ZHERFE, LD = VAR RIS, Coin =K L- R 7SI
BB (Aluctuation index) = (Cmax — Ciin) /Cave (Cave (& 8 HHICE T 5 12 KFH D L- R SR
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IPX066
1 dose of IPX066 (N=1) 2 doses of IPX066 (N=13) 3 doses of IPX066 (N=13)
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Abstract
IN—F 2V Il BIT 5 9 D EoFi kiR
N A S g b

Beyond Nine Years of Continuous Subthalamic Nucleus Deep Brain Stimulation in Parkinson’s
Disease

Maurizio Zibetti, MD, PhD, Aristide Merola, MD, Laura Rizzi, PhD, Valeria Ricchi, MD, Serena Angrisano, MD, Corrado Azzaro, MD, Carlo
Alberto Artusi, Nichy Arduino, Alice Marchisio, Michele Lanotte, MD, Mario Rizzone, MD, and Leonardo Lopiano, MD, PhD

Department of Neuroscience, University of Torino, Torino, Italy

BART# (subthalamic nucleus; STN) ODRERANRIE
(deep brain stimulation; DBS) |, #E{FHI/N—F>v
f& (Parkinson's disease ; PD) DBEMILABEETH
%, @A STN-DBS MMRIFL<EONTHY, (W <D
HDOMFRTIE 5 ~ 6 EBDBIAEICKDEFN RS
INTNDN, ik b EFEEZBA-T—FIIENTHD,
AR TIL, B 14 FlD PD BEZmEE LRI
fiL’ce IhodEEIFERA STN-DBS ([C&DEEZ 9
FPUETITI TV, EEER, BREEZIES KU ES)
BHHEIS Unified Parkinson’s Disease Rating Scale
THMAEL, SBEAEEEIDISFHENLG—EDBRDE
FHREZANVTEHML 7z, FFNHBHY, DBS D/ X5 X —

i, MEICME1E, 5F, =9 FDRRTITOI i,
EREMRAARRICHSIVT, DBSICKY, EERIO7
(S BRRRIAIF ICLENT 42%BREICHEL TV DI
L, BELEEBFEICE, HIECREISRBOONLEN D
RN AEENMERBIDREIS 39%FA L, LARR/N (L-
R/N) BEEEBSHHEIL 5O%IAEL Tl Vo, MR/DIE
FRFHMETIE, BE 46 (29%) TIRAEEENEHH
BHERICERICETLEZEMBONICHE DT, I
SO#ERNS, STN-DBS (3, &{7HI PD ZEDHZH
EBEERICHL, REBICOEVEHRNICEMTHD I L
hRShfc, ef2L, EBHEEEE (disability) DEL
(ELRRISRBOET) HEEINI,

5, HEFERE, BEFRICDONTELER LI, BEDHT

Movement Disorders, Vol. 26, No. 13, 2011, pp. 2327-2334

IN—F UV RS, SREBELY, BRTR, REDSHAE
Table 4  #fiFECELZI 7 F5 & TN TE) P RE A
Baseline® 1yP° 5y° >9y

Cl reasoning (range, 0-2) 1.8 (0.4) 1.9 (0.2) 1.9 (0.2 1.6 (0.6)
Pm47 28.4 (3.9) 28.2 (3.9 26.3 (5.7) 25.4 (4.4)

Cl memory (range, 0-6) 5.5 (0.9 5.5 (0.7) 48 (1.2 5.5 (0.8)
BWT 4.6 (0.9 4.6 (0.6) 4.3 (0.9 3.9 (0.7)0¢
CBT 4.7 (0.6) 4.6 (0.8) 42 (1.4) 3.9 (1.3
PAL 11.6 3.7) 11.6 (2.2) 11.1 (4.0 11.0 3.2

Cl executive functions (range, 0-8) 6.9 (1.6) 6.6 (1.6) 45 (1.4) 4.8 (2.3
T™B 221 (92) 177 (61 300 (185)° 356 (200)*°
MCST category errors 4.0 (5.0) 3.7 (5.0) 7.8 (8.4)2° 8.8 (7.2P
Perseverative errors 1.7 (3.2) 0.9 (1.4) 2.6 (4.1)° 2.7 (3.4%°
Phonemic verbal fluency 40.9 (13.8) 38.0 (18.1) 29.8 (12.9)*° 25.0 (16.8)20¢

Cl language (range, 0-2) 3.9 (0.3 3.7 (0.7) 34 (1.2 2.8 (1.2)
Category verbal fluency 18.7 (5.3) 16.3 (5.0 15.6 (5.9 15.1 (4.8)°
BDI 15.5 (9.9) 11.3(7.8) 12.2 (7.4) 14.0 (7.4)
STAI-X1 45.0 (7.7) 42.4 (6.9) 44,5 (8.4) 43.0 (15.1)
STAI-X2 46.1 (10.5) 42.4 (6.9) 43.2 (10.1) 46.1 (7.6)

T =23 HME (SD),

e K OHE A (p < 0.05) Z/3F (Friedman #E 35 & OF Wilcoxon FHEME) . C1 =FHIHEEL (Cognitive Index), PM47 =L —7 > f
B by 7 26, BWT =S HiREEIEME (Bisyllabic Words Repetition Test), CBT = Corsi 71w 27 X v ¥ ZHift (Corsi’s Block
Tapping test), y =4, PAL =X1#HGFH ML (Paired Associate Learning Test), TMB = Trail Making Test Part B, MCST =$LV > EIDEIE
W A7— R 43 35ERE  (Nelson Modified Card Sorting Test), BDI =X 27 5 DFFili L (Beck Depression Inventory), STAI =ARWAL - FiE A%
AT (State-Trait Anxiety Inventory)
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DMBIHEREIC XS 25804 (UPDRS Part Il GHEFEERE), AABROHAARE  SEAIB G2 L, Witk © HH 0 +3€
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RS AL i R
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IN—F YV R ETILDOI AF IO TICNT B
MEST— TV 2 DOMHERE

Synergistic Antidyskinetic Effects of Topiramate and Amantadine in Animal Models of Parkinson’s
Disease

¥, %%, % Christopher Kobylecki, MRCP, PhD, Michael P. Hill, PhD, Alan R. Crossman, PhD, DSc, and Paula Ravenscroft, PhD

*Faculty of Life Sciences, University of Manchester, Manchester, United Kingdom
**Faculty of Medical and Human Sciences, University of Manchester, Manchester, United Kingdom
***Department of Neurology, Greater Manchester Neurosciences Centre, Salford, United Kingdom

32

IN—F >V % (Parkinson's disease ; PD) B&DL
RN (L-R/Y) FEMORFR DTN, Py o>
IN- AF)V - 7 RINSF B (NMDA) BI)ILY I
BERET7 5 IR ICKUBREIND, iCAN
AENEZY—K (a -amino-3-hydroxy-5-methyl-4-
isoxazolepropionic acid &A% ERKT) £, JXFx
DTVEERTHIENEOMNIEINTIND, RHRFTDE
M, FESY—PDEREESIUTYITIED
HABRSDOTEEEZNLEEZ, PDBKXUL-F/Y
FRUESAFRDTOHYPETINTHEETTDHILETDH
%, NEZY—hK (5~20 mg/kg) LU0V T
> (5~20 mg/kg) (BIEBSI/-IIHMAKS) DR
BAEEREE (TYMIBTDOAFRITICHEETD
#f®) & Rotarod EHEBEODAIEICH T DMR%Z, REAL-
R/ #8540 6-hydroxydopamine SLE > v b TEHE L
foo DRF3T7,PD BEEDESKAEREE (disability),
lon] &%, FEZVY—F (6~20 mg/kg) HKXU
77> (0.1 ~ 1.0 mg/kg) DEMME/-IIHER
5%, MPTP &3t NERETCIHMEL 2o FESY—

SRFXTT,

KO TV HZINZLY, 6-hydroxydopamine b
BTV DI RAFR DT IZASEMRENICERB SN,
NESY— K TIlE Rotarod HEEDREAEDE T HERHS
nfco MPTP EF L NERMETIS, PD BEDESH
BEfEE (disability) (ST DIMRIEADNLEN DAY,
BENCEKD DORFR DT IIERSNI. PESTY—IB
FOTVYZIUNE, D1 BEMET7IZ k SKF38393
(2 mg/kg) FEUESZAFRIOTICHL, BEDMIR
FRIOT7EAZRLI., WAIZBETORETHA
859 5¢&, 6-hydroxydopamine SIS DT 2+
FTOTICH T DERMRAROON, EEFBEDDEL
lFHoNEN e ZOMRIEMPTP LEHE FER
HCHHERIN, DRERRD onl RBEANRIRMIICIEHE
Llce 2NB0OT—505, rEZY— hOEBENGEHR
DRFRDTHNRNEREIND, £z, BAEDT YV
FOVEHATDHILET, EBRENDBEELEEDY
IZ, EOICRFICORF RO TERRAIEECHDIEN
TBEND,

Movement Disorders, Vol. 26, No. 13, 2011, pp. 2354-2363

hESY—h, PYU5TY, 6-OHDARES Y b, MPTP LEEES
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MEZ>—1 (5, 10, 20 mg/kg, EIENES) BLOT~v2Z2 2 (5, 10, 20 mg/kg, B2 NE5) OFMF 73 0F A#

5, BHEGIC X AITEIANORE, L-R28/ X2 F PR (6/15 mg/kg, MEIENES) L4, —fMll 6-OHDA LiEZ v k PD &F
ML L7z, A, C, BEEAIBEL4% 180 /0 [ICI510 2 484 - DU - 117 (axial, limb, orolingual; ALO) D F2H AREE#E) (abnormal
involuntary movements ; AIMs) AT L% (FF7v b 8@ ~9L) OF—X%ELT/RY, /3— 1 HUHH), *p < 0.05,
#p < 0.01, **5p < 0.001, HEHE O, *p <005, #p <001, 7¥> XI5 mg/kg LD (Friedman ANOVA & Z U
{ Dunn OZHEILIHE), B, D, F: Rotarod il DR BFICHTT 2204 03— SEHfEE SEM, 8 L), *p < 0.05, LD
Tl (RERIE ANOVA & Z Ui Dunnett 15E) o
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Abstract
TEEREAR 2 FF O ta i R 5512 36 0 2 i B HEfip IRy 0D
i et 2 B Y 4 1 m S & OO RIG B DR

Aberrant Supplementary Motor Complex and Limbic Activity During Motor Preparation in Motor
Conversion Disorder

*Valerie Voon, MD PhD, Christina Brezing, MD, Cecile Gallea, PhD, and Mark Hallett, MD

*Bebavioral and Clinical Neurosciences Institute, University of Cambridge, Cambridge, UK

BImEEEL, EFRICRBOONENERERZS
MEL, DIEZFHNEEEDOBRENMEESN T VD, il
MIEEICHITDME (EBDORMZHHET D) 25
TOEEREGHREL TS, BBEREITEEZITORS
HEIFSN, =523, BEEELBEE=YU T
DFRICHTDTOLI VY, FizldEREEEEESN
SD Ny TIIRED, EEFTEEET DTN
BEALNT\D, HAISRE, EEICISBRIESE
R DEBEEEICE, BERAIIN T DRMIED
EHTUES, BASIUMEEE TR DHEERES
DEBENBHET DI 2B L. FHFTIE, Z
DUEIRMBREDERZET DBEZIRIC, EEHD
RalEB L TIRET L7, REREICIS, ARETZISHEY
ICRESNDDDRY VDITENEFFRE (EB5H'D
R a®d) Z2XMEL, REZITHICHAEERN MRI &
BZ&1TD/ce RODMERHDBNGEIRMEEESRE 114

&, FMBIUOMREYY FESBIRERT VTAT
11 FZHE L 7z WRBIUARNGRIRICED EE
DNWTNIZHNTE, EREEERETIE, BERSY
TA TN, ZRIEEEEE (supplementary motor
area; SMA) GE#FEIAICEES) DEENME T L TEHY,
aiRkE, ZARS, BREHRRE (BEMNER
% (emotional salience) MENWJHTICEES) DEEH
TUEL TV INODORMRIE, REEREHEDSBED
YT IIN—THRNCTHERINI, EREESEE T,
ARERICKDITENT (ARERICKDITEIRCLE
8L 7T), Zfl SMA EEHAIEAIBISERTRE & DHEEE
RESAME T L ClL Ve, Hxld, MEICY Yy TESh/cE
BERZE A DERIRMEEEDIFICHAE T DETN, HiE
5 CBRNGITENEIRRZ R OO CEETD (D%
DEEEISETL, RIZERIEFD by 75D RN O
BEMICENWBE S NIDREEE 8D) SN\ DERERIEY D,

Movement Disorders, Vol. 26, No. 13, 2011, pp. 2396-2403

DONIEIED  ERIEE, TENER, B, HEEY, CREERREE
A B Selection Effect Figure 1 {FHREHHUE, (A) BB
o AEREIORHICE Y, W
L2DDARRLDIH1D%ANTIES)
Time(s) 2 1 Fr @AM EER (B, RS Al

EFRAMERANCHE > TR R i
) BIERT 5, AT (EASR)
WERENTHREZZML, K TH
o7 (EH5R) H3FRS 5 (F). (B)
NHGER & EH ORI T-B) ICB8F 5
VCA E R o % W, Statistical Parametric
Mapping (SPM) Mi{§(d, I H A (mixed
measures) ANOVA (Z & 2B RO%)R %
ALTW S, IR E ES ORI (I-F)
BIUSHRIR L E o (E-F) %
WERENE T, EHEEEERE L IO
fat B R % SR TR 7 & LT g,
SPM i 53 p < 0001 (JEHHIE), 75
AR =P A ZX> 10, SMA = Hli L BT,
VCA = Hii S T B 20 i

| A
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fEd (CD) H& L HEBERE ( ’%?ﬁ%ﬁ%‘?ﬂ.?& LCL#E, SPM Mif{fi%, ##alkRs s Tl iy
BERECHA, TIBEUE Eﬁﬁﬁgﬁﬁﬁqﬂ, 7oA EFEBEF (SMA) OWEEHLVKFL TV & 2R LTV 5,
IBLECHT 22 T A MAL RIS, BaB VLR E BF 35 & OV B SR o 7 B el 1 i ) 1y
(SMA) (DWW T/RL TV %, MarsBar (marsbar.sourceforge.net) DFHFRA > 7OV ZIGE  (Finite Impulse
Response) #&HE% WG T, 2 M OF 2 — (REANC X208 WSc R 2 RS2, Hin
Worid, F 2 — B L 7o ¥ — 2 IR IMATE)RE GBI R %7179, SPM lif§id p < 0.001 GEHAIL), 75 A% —
PAZX> 10, TF—/\— 3R, BOLD =IMIHRFE L~UKRTAE, S =), VCA =Hizgmic ik 2 i
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Figure 3 HEMORFE, SPM W{%ix, EBEER (mixed measures)
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7 X=9 o 06 B P HEUSMuAERE R O (B-P % W5ENE T,
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' T SPM Miff3, SEHePERE E TR I, 15 L0 #E
< | T, I ER LTSS e A AL TV, 15 EE T2

: £ m IVRSAMES, EHRIERSES S L RS IC OV TRLT

© s V%, SPM i3 p < 0.001 GERIIE), 7 2 AZ—H A X> 10, TF—

cD NV IN— IR 22,
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INS—F Y VB BIC BT A INILERREOE WD

Brain Perfusion Differences in Parkinsonian Disorders

Noriyuki Kimura, Syojirou Hanaki, Teruaki Masuda, Takuya Hanaoka, Yusuke Hazama, Toshio Okazaki, Ryuki Arakawa, and Toshihide Kuma-

moto

Department of Internal Medicine III, Oita University, Faculty of Medicine, Oita, Japan

KFRDEMIE, /N—F2V & (Parkinson's
disease;PD), /N\—F > VEIZAEMRE (Parkinson
variant of multiple system atrophy ; MSA-P), #1714
¥ EERE (progressive supranuclear palsy ; PSP)
ICHITDRMADENZEHENICIRTT DI ETHD,
9mTc-ECD SPECT %, PD £%& 28 ffl, MSA-P £&
12 6, PSPE&E 19 8l, BIUFERHREMRIEYYFS
BIoBRIERE 17 BIICEMELTzo RO BIVT EDERR
#ZE1T0\ (Statistical Parametric Mapping 8 ZfEH),
3DODEBHEHSIUOWREBOSNIREDEZ
R LTz, BFINMAEISIFBEMNA Patlak 7O b

ECHAEL, BUBEEOREBEEREICLIER LT
PSP Tld, SRESIURKDBAIKILREA DB
ERSIOWRBELLEBELTETRTLTHNDIIHL,
MSA-P TIZ/NXDBFANIUAEAE T L TU Ve RER
DBFNMAEICEKY, PSP ZDRBSIUNTRHEK
BRENOSRETERNCEDLEEAON, INOSDFR
8o, N—=F2V E&ERE (PD, MSA-P, PSP 7&
&) IIREER, RRBIOVIHICEHINTELED SPECT
BEETDIENTREIND, =5IC, BRIV
DBEPIMIUREDREE, /N—F2Y UERBEDZD
DRIV IICBRTHDEEAOND,

Movement Disorders, Vol. 26, No. 14, 2011, pp. 2530—-2537

DEAILIEN  N—=F2U iR, N—F 2V VBB IREEE, BT L EREE, iR SPECT, FineSRT,
Statistical Parametric Mapping 8
Table1 PD, MSA-P, PSP EH &k OO ORI LI & VB 1 D27

Controls (n = 17) PD (n = 28) MSA-P (n = 12) PSP (n = 19)
Sex (M:F) 7:10 12:16 57 14:5
Age (years) 68.8 = 10.7 68.7 = 9.5 69.3 = 7.3 732 = 8.0
Disease duration (years) — 3019 28 1.8 27 14
UPDRS — 35.8 = 10.6 37.8 = 181 419 = 10.8
mCBF (mL per 100 g/min) 39.7 = 34 40.5 + 3.1 38.1 = 46 35.5 + 3.0*

*p < 0.05 ZIEANERE AR LT,

AR © PD =/ 8—F >V R,
=5, F=%, UPDRS = Unified Parkinson’s Disease Rating Scale, mCBF = K/if-EkiZ

MSA-P =/8—F >V 2RI % R ZEME, PSP =TV RIS, M
33 2 Ml F it O -3 i
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HARAIS—F 2V B FICEB T BHiEAE © 2 a1 ] 555k

Camptocormia in Japanese Patients with Parkinson’s Disease: a Multicenter Study

*Morinobu Seki, MD, Kazushi Takahashi, MD, PhD, Atsuo Koto, MD, PhD, Ban Mihara, MD, PhD, Yoko Morita, MD, PhD, Kazuo Isozumi,
MD, PhD, Kouichi Ohta, MD, PhD, Kazuhiro Muramatsu, MD, PhD, Jun Gotoh, MD, PhD, Keiji Yamaguchi, MD, PhD, Yutaka Tomita, MD,
PhD, Hideki Sato, MD, Yoshihiro Nihei, MD, Satoko Iwasawa, MD, PhD, and Norihiro Suzuki, MD, PhD, on behalf of Keio Parkinson’s Dis-
ease Database

*Department of Neurology, Keio University School of Medicine, Tokyo, Japan

Bf : XAROENIE, KIRBELZEERAD/N—F2V Y  BEEREKSIL

7% (Parkinson’s disease ; PD) &&&MICHI\T, BRI AEEITEE 2206 4.1%) (RO &
EEOCBEXRLFEEZHOBEDORANFEEZEST NnoDBEF, AEBEEDENEBICLEN, EHrE<,
T ETHD, EEERNKWERET,LRR/N (L-K/X) BEESH D
58 BIEEIS PD BBICAONDERBERELTR = (p<0.05), BIBEZFDOBETIE, BESRER
HINTL2h, BEOBRZHREIIESON, BT (@, RERRE) DEEABRICEN 27z (0 <0.05),
WA X REN H Do #Esm BIEAEIL PD BETIIENTH DN, RBEEE,
75i%:PD 22 531 =ML /- (BRER:7.0 £ 5.5 BSHEDL-R/Y, SHEEDCEEHREREEET D,
F, FHELEERE) ., BEDBERNEFHERIEZED

RS

Movement Disorders, Vol. 26, No. 14, 2011, pp. 2567-2571

N—F2V %, BIEE, SHOEH, IHEESER, BEAARE
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Table 1 Fifi/EDITHEIC L 2 HEH DE R AT & BRI FFE O L™

Characteristics With Camptocormia Without Camptocormia P Value
Number of patients 22 509
Gender (male/female) 7115 248/261 0.12
Age (yr) 76.0 = 5.6 716 = 8.8 <0.05
Age at onset of PD (yr) 67.6 £ 7.5 64.6 = 10.3 0.16
Disease duration (yr) 8.4 *+69 6.9 =54 0.19
Hoehn and Yahr stage 36 £0.7 28 £ 09 <0.01
UPDRS part Ill subscale 174 = 3.0 113 £ 49 <0.01
Total LED (mg/day) 561.0 = 247.8 415.0 = 228.2 <0.01

Levodopa daily dose (mg/day) 454.5 + 204.7 328.2 + 194.5 <0.01

Dopamine agonist daily dose (mg/day) 106.4 = 124.8 86.8 = 107.3 0.62
Duration of levodopa treatment (yr) 46 = 3.3 43 + 43 0.34
Number of total nonmotor symptoms (10 items in W0Q-19) 24 +22 2.8 + 262 0.58
Motor fluctuation (%) 14 (63.6) 317 (63.2) 0.96
Nonmotor fluctuation (%) 8 (36.4) 182 (36.3)° 1.00
Autonomic symptoms

Hyperhidrosis (%) 4 (18.2) 50 (9.8)° 0.21

Urination difficulty (%) 4 (18.2) 72 (14.2)° 0.60

Urinary incontinence (%) 6 (27.3) 59 (11.7)¢ <0.05

Severe constipation (%) 14 (63.6) 174 (34.4)° <0.01
RBD (%) 6 (27.3) 161 (31.9)° 0.65
Dementia (%) 4 (18.2) 55 (10.8)° 0.28

P = BEE (R 22 (PRI 2B <) o

*531 fil, 502 fil, 501 i, <508 fil, ‘506 {3, <505 i,
PD =/%—3F >V 24k, Total LED =#& L- K/ 5 1 HHE, WOQ-19 = 19 SiE4RICEI 3% wearing-off BRI B SE (Wearing-Off Questionnaire

of 19 symptoms), RBD = REM HiHf T B

Table 2 (AiEplliDFEAESE (BE)Eds & VL) (12 & B HH DI RN T E BRIV E DL ™

Characteristics Mild (45-60 degrees) Severe(>60 degrees) P Value
Number of patients 11 11
Gender (male/female) 4/7 3/8 0.65
Age (yr) 749 = 6.0 771 =53 0.58
Age at onset of PD (yr) 68.7 = 5.2 66.4 + 9.4 0.69
Disease duration (yr) 6.2 = 34 10.7 = 8.8 0.08
Duration from PD onset to the development of camptocormia (yr) 39 + 33¢ 8.1 = 6.0° 0.15
Duration of camptocormia (yr) 22 +1.8° 5.4 + 52° 0.15
Hoehn and Yahr stage 33 +06 39 =07 <0.05
UPDRS part Ill subscale 16.0 = 2.8 18.7 = 2.6 <0.05
Total LED (mg/day) 508.3 = 246.6 613.6 = 2491 0.43
Levodopa daily dose (mg/day) 431.8 = 2194 477.3 = 196.7 0.74
Dopamine agonist daily dose (mg/day) 76.5 = 101.0 136.4 = 143.3 0.35
Duration of levodopa treatment (yr) 3.8 + 2.6° 55+ 4.0% 0.37
Number of total nonmotor symptoms (10 items in W0Q-19) 23 £20 25+ 25 0.97
Motor fluctuation (%) 5 (45.5) 9 (81.9) 0.07
Nonmotor fluctuation (%) 4 (36.4) 4 (36.4) 1.00
Autonomic symptoms
Hyperhidrosis (%) 1(9.1) 3(27.3) 0.27
Urination difficulty (%) 1(9.1) 3(27.3) 0.27
Urinary incontinence (%) 4 (36.4) 2 (18.2) 0.34
Severe constipation (%) 7 (63.6) 7 (63.6) 1.00
RBD (%) 8 (72.7) 8 (72.7) 1.00
Dementia (%) 1(9.1) 3(27.3) 0.27

B a2 (PRI 2 ER <) .
*22 f5il, 8 i, *10 fl, <7 #l, %6 i,

PD =/8—F >V 2%, Total LED =#& L- R85 1 HAIE, WOQ-19 = 19 JifR(CBH§ % wearing-off BIGHE[5E (Wearing-Off Questionnaire

of 19 symptoms), RBD = REM HiEHR {78 f#
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Mortality from Parkinson’s Disease: A Population-Based Prospective Study (NEDICES)
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IN—F > K (Parkinson's disease ; PD) (DIET-H
ICEA T 2MEDZ L IIERREABRICSMUIZEEZEDELD
Th'), ZORBRII—MEFAZREKXTDEDEITEAR
Lo AFETIE, PDICELBITI V%, HIBERICE
D<A Z MR THD Neurological Disorders in
Central Spain (NEDICES) #3 (EEDICKDHERES
[FTWVRWPD BEELED) ICHNVTEHIEL 7o 078 —
b 5,262 BlDSk:E GLBRFEIRIFDIFHIFHE : 73.0
m) NorEY), EEIRIAR (1994 ~ 1995 ) (ZPD
BEBIFINESENTU V= 13 ERDILTERZE ML /=
5,262 s 2,701 65 (51.3%) H'12.0 ER (FHR(E,
#6F:0.04 ~ 14.8 ) DOFEHIBAICITLTL, AERIE,
HEBBBICPDTH D/I-#HEE 8145664
(81.5%) SIUPDTHEMNDI=#HEE 5181 flF

DOALLEY SiE, BF, TR, N—F2VU UK

Table 9 ZMFHEHI DI 2 FEA
(FERE YR 50 46 (ICD) 55 9 Jii)

Subjects with  Subjects without

Parkinson’s Parkinson’s
disease, disease,
n (%) n (%) P value

Parkinson’s disease 12 (18.2%) 3 (0.1%) .0001
Dementia 3 (4.5%) 178 (6.8%) Not significant
Cerebrovascular 5 (7.6%) 224 (8.5%) Not significant

disorders
Cardiovascular 14 (21.2%) 743 (28.2%) Not significant

diseases
Respiratory 9 (13.6%) 378 (14.3%) Not significant

diseases
Cancer 9 (13.6%) 650 (24.7%) Not significant
Other 14 (21.2%) 459 (17.4%) Not significant
Total 66 (100%) 2635 (100%)

X ME & 7213 Fisher D EEHERHE 2 F O TG 2 L L 7z,

2,635 %1 (50.8%) T >l=. FEMHIE Cox ETILICK
D&, FTICATD/N\F— R (hazard ratio; HR) (4,
PD #fETCLERL T\ BEPD #ERE (B#E) &
D8, HR:2.29, 95 % fE X A& (confidence
interval ; Cl) : 1.80 ~ 2.93, p < 0.001), #H42KE
SRFHEIUHEERECTHIELZ Cox ETILTEERK
12, e X013 PD #EB&ECERE L TLVE (HR:1.75,
95% Cl:1.32 ~2.31, p<0.001), EMD Cox &
TINCKDE, RMEZMHED PD BETIIFEFTIRIN
BICEHN D (BERHR:2.62, 95%Cl: 1.40 ~
4.90,p < 0.001), COMFERICEDKBIBEMR
ICHNT, PD IISHEDILTICEET DI FRREFT
Holce BHMEZEMED PD BHIIFLT R IMEICE
s
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Figure 2 PD #:!##F & JE PD #i i # 0 L Z R (CBH ¥ % Kaplan-
Meier EfEHIER (@275 > Z105E, p < 0.001). PD %EfH) 81 filH 66
il (81.5%) &I PD #ilf+# 5,181 il 2,635 fil (50.8%) A3k
TSR T U, 40 %), SREVE, (RS X OB 5355
BCHIEL7: Cox BT MICL D L, WY A2 PD #if#& T LA
LT (HR:1.67, 95% CI : 1.30 ~ 2.15, p < 0.001),
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