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BE-AV-1451 DS DR

ERICHIT 5

Increased Basal Ganglia Binding of *F-AV-1451 in Patients With Progressive Supranuclear

Palsy

*Ruben Smith, MD, PhD, Martin Schain, PhD, Christer Nilsson, MD, PhD, Olof Strandberg, PhD, Tomas Olsson, PhD,
Douglas Higerstrom, MD, Jonas Jogi, MD, PhD, Edilio Borroni, PhD, Michael Scholl, PhD, Michael Honer, PhD, and Oskar Hansson,

MD, PhD
*Skdne University Hospital, Department of Neurology, Lund, Sweden

HEAT VA L R (progressive supranuclear palsy; PSP)
(ZIEFEZR B0 L v L SN2 5 7 O PET b
L—H—I2X D, PSP DFBWIKEEEDN ) B9 2 W REMEA &
%o

Swedish BioFinder Study {2 3 \» T, PSP & 11 #l & 4
iE <y FeERESRERE NAEZTREL,
BE-AV-1451 PET 2 & V) & 7 O iR 7 ER & MGt L 72,
LR L EEEEERR
BE-AV-1451 O FEHEALHL Y A K (standardized uptake
value ratio; SUVR) 1%, X} HRPER#E & L L C PSP &
FORBIEEZIIBTHRICE? 72 (REETIX
1.75 xF 1.50, #&8¢ T 1.51 % 1.35) 0 KINZEEAZ IS B
% BE-AV-1451 O % H% (retention) X, MW #E 2B\ TH
WL HBEAERLZ (r=043~0.78, p<0.05. PSP
#TlX, PSP Rating Scale TaFHilli L 72 EiIR 1Y 72 AL & %
EEROEAEALE Y SAAEIL & OB AH E R AR

KEY WORD
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b7z (r=074, p<005. L2L, KMEEBIWY
HE T, PSP EH L WP BEOVTFHIZBWTH
BEAV-1451 OERIIRBOOLNT, -1+ I+ 775
7 4 —Ti&, PSP D¥ THEHERIIHT 5 AV-1451 DFFR
HIAE G S e o 72,
KL ER I B B PF-AV-1451 O HERIE, o i
WIS L I L C PSP EREICB W THMLTE
D, F7z, PSPHEH & HBERE OWH THEEIZHED
BN A SNz, EEBEEICIIBWIER TORERELI A
L, KHHEERE T ERIKENICENT 5 2 &2 5,
BF.AV-1451 PET TIZH A L XV IZB W T PSP B #H &
R ERE 2 MEFICIIEH TE 2 VRS D B L
ML, PSP OERKRRBRICBIT 2 #EITOY—HA—L LT
BF_AV-1451 PET 2B H T % & » & il 3 5 1213,
SRILIHBREERT LLEDND S,

(3R &1 RE)

ETHEREERRE, 2T, PET, ARMEEK
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Figure 1 X7 DEREE)IAAELL (standardized uptake value ratio; SUVR) &FfsE DR, A SHB®EERE 24 (, 1) KO
PSP &E&E 24 (I, IV) @80~ 120 MM 8F-AV-1451 OFEH B, Fipid | =625 I1=70#& Il=73% V=81 A7—
W= SUVRERT, B~D K&K (B). #a& (C). K (D) OSUVRZFEICKH L T/OY L7z E: KEKD SUVR %
PSPRS OftRIcxLT7/Oy L, #E%ZRLE, F:MNI152 (RUZILPA X2 mm) OT>7L— b EICREL7= PSP BE&H KU
SEREERE D AV-1451 OB Z, RIZIIVBMNO t METHERL, HErENICBER Th o720/ FAX—%Rd (0 <0.001, KFEIE,
k > 50 R7tJL)., GP =#&¥k (globus pallidus), PSPRS = Progressive Supranuclear Palsy Rating Scale.



FEATPERSE L ERBRBIC 31T B BF-AV-1451 % 7@ PET R4

["*F]AV-1451 Tau Positron Emission Tomography in Progressive Supranuclear Palsy

*Jennifer L. Whitwell, PhD, Val J. Lowe, MD, Nirubol Tosakulwong, BS, Stephen D. Weigand, MS, Matthew L. Senjem, MS,
Christopher G. Schwarz, PhD, Anthony J. Spychalla, BS, Ronald C. Petersen, MD, PhD, Clifford R. Jack Jr., MD, and Keith A. Josephs,

MD, MST, MSc
*Department of Radiology, Mayo Clinic, Rochester, Minnesota, USA

BF-AV-1451 PET ) # v FE Wb 2 & T, ND ¥
v EHAE % invivo TERIS 5 2 E DU FEIC T o 72
BE-AV-1451 PET V) "~ Ri&, 7V N4 < —BIGEHE
WZBW T BREEEZRTA, EFEE4)E—F 4R)
¥ FNF —Th LMEATHER LR (progressive
supranuclear palsy; PSP) \ZBIFAMEHIFIZE A LR EN
TV,

BHY -----mmmmmmm oo
AWFZED HIIE, "F-AV-1451 OHL Y A S PSP B E T
BRI NDZHEWSITL, ENRERE B LTV
INA < —HIERAE G & OIRIZB VT, 205D
FEEHONITAHILETH AL,

BE-AV-1451 PET #f§ % PSP D 1T ITHEFEH 10 B2 B W
TEML7. ThEDBEEDERB XN %~ Y F
SR EE N IRBEERE S0P B LT VYN =R
FHE B 10 112, [ — @ SF-AV-1451 PET %1% % £
ML 720 BLODFEIE X VR 7 LIV 2 Fv, 2o
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BE-AV-1451 O HL Y A A Z fHI A I L, KD
BE_AV-1451 & PSP &R B8 & oI % it L 72,

PSP H# T3, MENIEEHA & OLKIZBWT, %
IR PN, NS ARE, BUR, RBIREE, miEEo
BR-AV-1451 & 7 F )V A3HE AN L Tw 7z, PSP E Tl
TWINA 3 —RIRAEER & O TS, MBI
CREBRD Y FFNBEIMDRD bz, ThE i,
TN NA 3 —RERANE R A T, PSP EE & DI
BV, KWMEE O BF-AV-1451 ¥ 7 F VAL Tw
720 ZBOFIRD PE-AV-1451 ¥ & F V7% PSP FFAili K&
D% IR L 720
PSP 2B\ T BF-AV-1451 ¥ 7 F VidHEm L, MEr-o
R R IR Sy — B RBOLNDL, TDOYTF N
Bmox s — V3RBOFIIER L HBEZRL, TUyNA
V= TERAE RIS SN Ny — v L Id R %,
BRI &R

&7, PET & #ETHEMRE 7)Y /N1 ¥ —BERAE



PSP = controls PSP = Alzheimer’'s dementia

Figure 2 &7 PET OERVRAHICET S
RV NIV OBEE S, BEXIR%E
EBRROTIVYNA X —BRIEREED
H®ICHEWNT, PSP EBETJ LN
PRDOOSN=EE. 7> TL—N (Y EEZ
wFRN) ZRWEEIRE R, BMD 3 R7T
REL XU JERICIE, FILYINA
N —BRHME TR AADEZETH o
HEHERL TS, BLBER/ES, B
KR K (false discovery rate) ICc K3
p < 005 TOZELBDFEZEITDOCL
%, R=%, L=%

PSP____ ___PSP

Healthy controls Alzheimer’'s dementia

Figure 3 PSP &E 10, f2EXIRE
BE 26, 7YY —RBANESRE
2 BIDERID AR PET Bk, /NIt
R, AREEZLNLORBIRITRE, &
B L AU DR, TR TOEKRZRLU
IEEERV ) IAHLDORE (0~ 3) TRLT
([ I I 3 SUVr (/\75)0



hio- ¥ X7 VA V8 Z7a—F Uik PRX002 O
e (¥R Z2XRE LD TORRRES

First-in-Human Assessment of PRX002, an Anti—o-Synuclein Monoclonal Antibody, in Healthy

Volunteers

*Dale B. Schenk, PhD, Martin Koller, MD, MPH, Daniel K. Ness, DVM, PhD, Sue G. Griffith, MD, PhD, MRCP, Michael Grundman, MD,
MPH, Wagner Zago, PhD, Jay Soto, BS, George Atiee, MD, Susanne Ostrowitzki, MD, PhD, and Gene G. Kinney, PhD

*Prothena Biosciences Inc, South San Francisco, California, USA

o VXT VLAV, N=F VY UROEETH LR
HAKO FEREREL S ThH %o PRX002 L or ¥ X7 L
A VEBEWNETIHETHD, 2o~ 7 ZHPUE B4
EHTERR AR ICBWT, Eho- ¥ X2 LAV bT Y
AVIZyIITAD o- VX7 LA VIRERRD S,
AREBERE D X OEEI RO T & AT MR Z B <
ZEDPRENT VS,

t MZHIDH T PRX002 Z %59 2 MAERIL —EHEWR T 7
ARSI TAHRER 2 20 L, % B 40 Bl & 72
5500 ar—F @Fl/ar—1) IZBVT
PRX002 D528 % 5]l L 720 PRX002 (0.3, 1, 3, 10 £72
13 30mgkg, 6 B/ AF— M) FETTLRQHEI/ k-
b)) CHEZSICE D AR, HEIRNE G- 21T 5 720

R - e
PRX002 %, M L7z RTCOHBICBWTEN LS
Y, ZAENBLOEYEETT 7 74 VERL, HEHE

KEY WORD
SXTLAJINTF—

1000

Serum PRX002
Concentration (ug/mL)
=

Figure 1 PRX002 O %) &)
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HHRDONL o7, BELGAERGE, FEFLL
L BBk, HEGIBREEERE S N do 7 M
HPRX002 i I HE LA A LN, £HELZEL
73R R A R 13 182 HTH o 720 MLiF T o i
o- ¥ X7 LA ¥ (PRX002 FEAE) T, PRX002 %5
% 1 R DN ICH R RO BRI T 250 bz
A, oo VR 7 LA ek GERER AR TR
A LA A SR, 2Pk G B o FRTEE %
BOGHEMMNEIIC L 2 b D EEZ SNz,

D o e e
A af

Rk S, Mo ¥ X7 L4 2%, Pio- ¥ X271
A VYR D RN G-, HEREN 2L TR4a
HEHMRECTH B L HFEIE SN TNHDHMADNDS,
N—=F 2 YREEOHHAFESRIZBT S PRX002 D%
vk, ZEVE EWERE, ENFIEHOMN 2D 5
% &, PRX002 O BT OB LR S iz

(B5ER 1 1B BERR)

N=F2V 2k BRAAER ZEOEEE BHEOIAT 37T+ >7 (misfolding),

-8~ Placebo (n = 10)
-l 0.3 mgfkg (n = 6)
—— 1.0 mg/kg (n = 6)

3.0 mglkg (n = 6)
& 10 mg/kg (n = 6)
-@- 30 mg/kg (n = 6)

A&, PRX002 BEE5#0MmE 0.1 —
1 PRX002 BE - B 707 7 0 2
I

Time, weeks
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Levodopa-Entacapone-Carbidopa Intestinal Gel in Parkinson’s Disease: A Randomized

Crossover Study

*Marina Senek, MSc, Elisabet I. Nielsen, PhD, and Dag Nyholm, MD, PhD

*Department of Neuroscience, Neurology, Uppsala University, Uppsala, Sweden

HEE o e e e mmmmmmm————————————————————————
(SR

VAR R/ ANVE FRBEEREEH 7 VAl (levodopa-
carbidopa intestinal gel; LCIG) 2 X A2EFICT v ¥ R
YOROEGEZEBNT 5L, LRFARS3-0- X F 0
FARNOEWHSHZ i, VAR FRIMHRED LHT 5,
AFFEDHIIE, Bzl SNz L R 287
R [ ANE RELERMEH 77 )V #l (levodopa-entacapone-
carbidopa intestinal gel; LECIG) % 20% & L C#% 5 L,
VAR F28 1 A v e RoSBLa el 7 v 2 i g -
LA LET, VAN ESRERZIRTLIZLTH
5o HITHI/X—F v V% (Parkinson’s disease; PD) H&
FrRWGgL L, BRI O X4 — N—REREFEH L 72,

ARER T 48 KIS 7o TEF L 72 VAR KN/ AV
Y RAREAERER S VHORS %% 5 8% 11 Flz, 2
o5 NET (LECIG (&> % AR V&) /LCIG (il

Movement Disorders, Vol. 32, No. 2, 2017, pp. 283-286

Hor VA %7213 LCIG/LECIG) @9 H 0 1 DIHESE
F\E DA 7o MLEARAR & F8T 1258 & 72 K 1 THERIL
L, & OB FERE 12D W TR PULFHIIR EE (treatment
response scale) TaHilli L 7z,

LR EGRERICRGHOFREZAON 2P o7
muLw(%%ﬁﬁE%wwﬂ~Lnnomﬁﬁmﬁ
IRED A3 TIZOWT HELGMICHBEEITRD SN
o7z (p = 0.84, Wilcoxon fF 5 NENMEE) o
HEER -
VRS Z Y HRY [ HIVE FOSBEE 7 VH]
AHWAHZET, LRSS REOBEITRETH V)
AHEMWD RIFCTh o720 SO REMRT 572121
RGBS LETH 5,

(B53R ' Bt 1E5L)

KEY WORD N—=F2V2R, BRRAR BERL LARN/NEA EMEE
567 i
Es- L = = L
E 4 g’
=2 g 0 T T T T T T T T T
£ 34 © 0 2 4 & 8 10 12 14 16
g 2 Time (h)
o
o
S 14 5 15 i
3 D_ T Ll T Ll T Ll T Ll T é 10 _‘*_t_tzt _+— +_.-+--+/.
0 2 4 6 8 10 12 14 16 % 5
Tlme (h) - 0 T T T Ll T T Ll T T
0 2 4 6 8 10 12 14 18
3 Time (h)
22 B
3 1 £33
D 0 W § JF
-2 S 1
- -3 T T T T T T T T T g 0 MH_._ _._'__._*—’_l%
I S A R S T e S
Time (h) Time (h)
Figure 1 LARKN/X (116D, AILER/S (1160, 3-0- XFILR/S (11 4)), T>EAKR> (BF) OEYEFREZWALFY (+SE) mE
FRE (BETHIE O~1558MH) EFHTRS A7, RBOWEA=LARR/N/ DILER/VEA LCIG), BBOM=LARK/N/ IR

DR/ BIERIGEAN (LECIG), TRS =AERIGHIARE (treatment response scale)
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PREDICT-PD: An Online Approach to Prospectively Identify Risk Indicators of Parkinson’s

Disease

***Alastair J. Noyce, MRCP, PhD, Lea R’Bibo, MSc, MRes, Luisa Peress, BSc, Jonathan P. Bestwick, MSc, Kerala L. Adams-Carr, MB, BS,
BA, Niccolo E. Mencacci, MD, Christopher H. Hawkes, FRCP, MD, Joseph M. Masters, BSc, Nicholas Wood, FRCP, PhD, John Hardy,
PhD, Gavin Giovannoni, FRCP, PhD, Andrew J. Lees, FRCP, MD, and Anette Schrag, FRCP, PhD

*University College London Institute of Neurology, University College London, London, UK
**Barts and the London School of Medicine and Dentistry, Queen Mary University, London, UK

28— F ¥ V¥ (Parkinson’s disease; PD) D& Wi 2 JE7 5,
ZHONINBBESHN LD D 5.

PDOY A ZREOEZHE Lz, T ¥F ¥ A1
I F US4 VFE (FIVTY L) I22VWT, EEO
LA E RIS 5o

PD @ 7%\ 60 ~ 80 ik D HERF I2 0 L, 34EMIZH
D, AELIEA VT4 VLR — K- RS v Tk
REML7. £z, MEHEE, svaktl oy —
+ (glucocerebrosidase; GBA) 1 & U" LRRK2 22 £ D # A%

Baselina: 1323
223 Dropout (17%) <

¥

Year 1: 1040
46 (3.5%)
105 Dropout (10%%) =

¥

14 {1.1%)
> Year 2: 936
42 (4.0%)

149 Dropout {16%) <

¥

Year 3: 842

> 1 PO {0.1%)

> 3 PD {0.4%}

Movement Disorders, Vol. 32, No. 2, 2017, pp. 219-226

THUFNT &£ L 720 PD DY 2 7 {1 L s>
WTRHEMIZLE 2 —L, ZOHRIZESVTY R
AaT7EFEML, SEBRELEHY A7 (1585—k
A NVHE), hY A, ARY AR (85 /85—t ¥ A
VAR ICHHLze SRNETCHRENTWSPDD
BYUAZIRE (§4bb W ~—7%— (intermediate
marker) |, WLEFEE, REM MEIRITEIRE S, 55 v 7
A EGt) L PD OFRELBIGHIEH & Lz, £HER
FZoY) Az Aa7ehmilv—h—B L OEBEEREE O
HBEZ, &) 27 BICBWTRE, Bl XI5 L 722,
PD DFEHE % FEBZER & 3 5 KA Cox IG5 % F i
L7z

198 High (15%)
927 Middle
198 Low (15%)

155 High (15%)
730 Middle
155 Low [15%)

» 3 PD(0.3%)

140 High {15%)
656 Middie

140 Low (15%) Figure 1 #EBEHR BEXH

KU PD DR, FETN
ERELT, WEHEDO—IBIE, B
HEAEICDONT, 2FBIFETL
EP1EBIERTT (4664

125 High {15%) B5%)), BFEBWEFETLED

531 Middle 1EBE2EBIEFRTT (144

126 Low (15%) (11%)), 1FBE 3FBIEFET
LEDP2FEBIERTT (42
(4.00/0)3 T?ﬁ)’)ﬁ:a



AR BA GG O B SR BRE (L 1,323 BITH ), KIEDRE
flizs5e T L2 HEH1279% % Ll o 720 H4EDY A Y
AATIEFEOPD O~ —H— L HBZRL, Bk
BGIREO A 3 7B AN M 2 @ U T~ —h — &
MBEZRLZ (w3 hd p<0.001). BERFRANIRE A
R LNz PD OFBWIE, REBHBIEEOY A7 23T &

BICHE L7z OV — FH= 439, p = 0.045). BB
% 47 BT GBA %Ktk (XU 7 v b) F 7213 LRRK2 %

B (G2019S) A5 5, PD ORIEICT 2 Fill 1,
YAZAATIZMATRIZNE MK N 72 ) 2%
B aZETE L
D% I 4 YFF (PREDICT-PD 7V T X A) I,
PD DY A7 RIEE R T A - 00 TINE TITIE
BWHIETH 5,

(BE&R © LA SEFD

KEY WORD IN=F2V 2%, FIRER, J4R—b, BZE UAIRF
Table 1 HBRBEROBEER

All Higher risk Lower risk
Age 66.2 (63.5-70.5) 70.2 (67.1-74.7) 63 (61.4-64.6)
Female 806 (60.9%) 42 (21.2%) 170 (85.9%)
Current smoker 51 (3.9%) 3 (1.5%) 28 (14.1%)
Past smoker 541 (40.9%) 87 (43.9%) 88 (44.4%)
Coffee 1187 (89.7%) 173 (87.4%) 194 (98%)
Hypertension 348 (26.3%) 59 (29.8%) 75 (37.9%)
NSAID use 83 (6.3%) 6 (3%) 19 (9.6%)
CCB use 155 (11.7%) 30 (15.2%) 25 (12.6%)
Alcohol 1143 (86.4%) 179 (90.4%) 177 (89.4%)
1st degree relative 208 (15.7%) 74 (37.4%) 1 (0.5%)
Constipation 215 (16.3%) 73 (36.9%) 1 (0.5%)
Head injury 327 (24.7%) 86 (43.4%) 11 (5.6%)
Beta blocker use 103 (7.8%) 30 (15.2%) 15 (7.6%)
Depression/anxiety? 159 (12%) 37 (18.7%) 9 (4.5%)
Erectile dysfunction 180 (34.8%) 132 (84.6%) 0 (0%)

NSAID =JEZX 70 A FEPIIAESE, CCB =7V ¥ A F v 1 )VIERTSE

“Hospital Anxiety Depression Scale A 27 = 11 (%), B AZBLOKI A21E, VAT ZAATDENEN 15 /83—t 5 4 VB LU 85 /%—

LU IANTERT o

Table 2 FEFBIFO ) A/ X7 & 3ERHD UPSIT,
RBDSQ & KU R v 7HE & OHERTHIBIE

Table3 3HEBOUAZAa7& 3EBD UPSIT, RBDSQ
BRUIER Y THEE & OEMAREE

Higher risk Lower risk P value® Higher risk Lower risk P value®
UPSIT score UPSIT score
n 130 132 n 117 118
Median (IQR) 30 (26-33) 33 (30-35) <.001 Median (IQR) 30 (26-33) 33 (30-35) <.001
<27 (%) 40 (31) 15 (11) <.001 <27 (%) 39 (33) 14 (12) <.001
RBDSQ score RBDSQ score
n 140 139 n 125 126
Median (IQR) 2 (1-4) 1(0-3) <.001 Median (IQR) 3(1-5) 1(0-3) <.001
>5 (%) 33 (24) 10 (7) <.001 >5 (%) 34 (27) 5 (4) <.001
KS score KS score
n 135 130 n 123 119
Mean (95% Cl) 51.3 (49.5-53.2) 55.5 (53.6-57.4) .001 Mean (95% Cl) 50.9 (48.9-52.9) 55.5 (53.4-57.6) .001
<44 (%) 40 (30) 17 (13) .002 <44 (%) 36 (29) 19 (16) .015

IQR =PUsrfLEEBH, CI =fEHIXMH, KS =lEARMOTIZBITS
JEB)E % (kinesia) A 27, RBDSQ = RBD X7 V) — =~ 7 &
22 (REM sleep behavior disorder screening questionnaire), UPSIT =
University of Pennsylvania Smell Identification Test

p A, EYAZBELARY RS B OB O BT L b0 ik
7= # 22V TId UPSIT B & U RBDSQ Tl Wilcoxon JNEAZFIE,
KS Tld t M8, # 7 TV —7 —F 12D Tld Fisher O H BEAfE 5eh%
% 7z,

IQR =PUsfEERH, CI ={EHXMH, KS =lEARMOTIZBITS
JEB)E % (kinesia) A 27, RBDSQ = RBD X7 V) — =~ 7 &[]
22 (REM sleep behavior disorder screening questionnaire), UPSIT =
University of Pennsylvania Smell Identification Test

p A, EY A7 BELARY R B OO BN L b0 ik
7= 22V T UPSIT 3 & U RBDSQ Tl Wilcoxon JEAZFIIE,
KS Ti t Mg, #7531V —F— %122 Tl Fisher O IR
E & I,
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BRI =3 Y = AL FEE % L BRIy
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Incidence and Time Trends of Drug-Induced Parkinsonism: A 30-Year Population-Based Study

**Rodolfo Savica, MD, MSc, PhD, Brandon R. Grossardt, MS, James H. Bower, MD, MSc, J. Eric Ahlskog, PhD, MD,

Michelle M. Mielke, PhD, and Walter A. Rocca, MD, MPH
*Department of Neurology, Mayo Clinic, Rochester, Minnesota, USA

** Division of Epidemiology, Department of Health Sciences Research, Mayo Clinic, Rochester, Minnesota, USA

FHIWE S —F 2y = XL OEARIFSBE ShTw
=\

30 EMICBIFLEANEN—F UV XL DOFER LK
BROOMHIM 2, i BRE L 72 R E A TR L 72,

Rochester Epidemiology Project D2 # 8% 1) » 7 — T ¥ &
T A&, 1976 ~ 2005 I —F YV ZALDRY
J—= U rBkia— B ehzI AV A LA R
7 REOEFIZHE L7z MBI EE MK 1 #0355
OFLEF—R 2L 2 —L, M3 VERIET 2N
AR IHAE I PUABYAE 3:i1[ VAR Sh VA= S 3
AL 72,

MR-
1976 ~ 2005 SED /S —F ¥V = X LWZHER] 906 BID ) &,
108 BIHHAIME NN —F V= XL TH o7 (11.9%), 3
HIPE S —F 2y = X 5 OPIGAERIFEEERIT 100,000 A4E

Movement Disorders, Vol. 32, No. 2, 2017, pp. 227-234

H720 33 THY, BHETHEL, e & DITEHF L7
BHPEN—F V2 X 0@ F Y 2O L L
T, MK TIESHFEHOHETH - 7275, 40 kA
DATHERD IS ALNDENN—F VIV AL THo 7,
IN—=F VY = A LT S IH TR R BUR A
wb% <, FERYIEMHEOMGIENTH o7, #
FES—F 0y = AL OFEFRIZ 1045720 32.0% 1K
TL (HRY A7 =068 95%EHXH : 049 ~0.94),
ARREIN O 30 FEHTIX 68.6 % T L7ze TOKTIX
B (652%) L&MW (694%) TRERZED S7zH°
COBERPEETH o 7-DIZLEDOARTH - 72,
RIS —F 0 = XL OFFERIZERE L HIC LR
L, TXRCOERICB TR TR - 720 ERPUkE#
WRHEDPFN & LTRD S o720 EHM ASA—F v =X
A DOFEFRL, EHEHOZITE Y, ARREMHE O
30 SFERICHR T L 726

(B R &R

KEY WORD IN=F VXL, FERIEN—F2 VXL, AR, HE BERFMED
Table 2 1976 ~ 2005 D I =V ZMAILLAT v REBICE T2 DIP FER 108 FIDERFRAVRFE
Men and Women
Men (n = 33) Women (n = 75) P Value® (n=108)
Characteristic n % n % Men vs. Women n %
Age of onset, years (median, IQR)b 68.4 51.1-77.4 73.7 58.1-83.7 0.10 70.9 54.4-79.7
Predominant symptom
Rest tremor 20 60.6 42 56.0 0.68 62 57.4
Akinetic rigid 13 39.4 33 44.0 46 42.6
Asymmetry
With asymmetry 6 18.2 13 17.3 0.99 19 17.6
Without asymmetry 27 81.8 62 82.7 89 82.4
Treatment
Levodopa ever treated® 3 9.1 9 12.0 0.75 12 11.1
Never treated 30 90.9 66 88.0 96 88.9

A B GEIERFAERD) O p I, PO EOZEICBIS 5 Wilcoxon B AMREIC & B0 T TV —EH (LHHERE,
FEROIERFRYE, LR R L) o p i, HHEOZICE T 5 Fisher DEEMERMEICE 2,
b SERERFAERNE, ThOLilik 25 8 — k> & A b~ 75 78—k ¥ F L VOSSR (IQR) TR,
¢ LR BB 5T & 2 ORNRDFRD SN0 9 Bt 2 BIOATH Y, BHETIE 3BT IIIBNTHRR

FROLNLD o7z,
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All types of parkinsonism Drug-induced parkinsonism
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Ken RR = 1.97 (103133 A= 001 Py RR = 070 (0.451.10) F =013

W omeEn. RR = 096 (085110 =053 Wearmin RR =067 (0.46-0.89); @ = 0.0

Differance of slopes bebweaen men and women P = 0.04 Diffesrarion of shopis Batwessn man and women P = 053
&0 4 & [=]

& 15
& iy

[P

Adjusted incidanc per 100,000 pergon years

40 1
20 1

a- g4 asooa a8 BB aaas 0 & &
1875 1880 1985 1500 1585 000 205 1575 1980 1585 1480 1595 2000 bt il

Calendar year Calendar year
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Sustained Striatal Dopamine Levels Following Intestinal Levodopa Infusions in Parkinson’s

disease patients

x4 Marios Politis, MD, PhD, Anna Sauerbier, MD, Clare Loane, PhD, Nicola Pavese, MD, PhD, FRCP, Anne Martin, BSc, Benjamin
Corcoran, MSc, David J. Brooks, MD, DSc, FRCP, FMedSci, K. Ray-Chaudhuri, MD, DSc, and Paola Piccini, MD, PhD, FRCP

*Neurodegeneration Imaging Group, Institute of Psychiatry, Psychology and Neuroscience (IoPPN), King’s College London, London, UK
**Parkinson’s Centre of Excellence, Department of Neurology, King’s College Hospital Foundation Trust, London, UK
** Department of Basic and Clinical Neuroscience, Institute of Psychiatry, Psychology and Neuroscience (Io0PPN), King’s College London, London, UK

KiFZeD HMIZ, 78—F >V V9K (Parkinson’s disease;
PD) BHIZBWT, LR RS/ HVE FRREREEH S
JVH (levodopa/carbidopa intestinal gel; LCIG) D7+ A 2%,
AR 783 VIR Z MRS 2 00 B L UK ER)G & U
LMDV, invivo TRHATHZETH 5,

HEATI PD U 6 Bllcxt L CIHK '"C- 9 7 17 K PET
ERML, LCIG DFEAIZ L BMEMERFSI VikED k
A (K283 Y Dy ZEMEA~D'C- 570 7)) FiEEOK
TELTRBEENS) IZOWTEFHli L7, PD &I
L, RERBIGBIED K283 SR+ 7 KIS Z C,
LCIG D ¥ AP %12 2 8 PET % i L 720 #4ko
Doy ZBEARADNC- 5707 FEFIZOWT, BKEE
TR, BHRB L ORRAN AR OSHEREI IR T 28R
SARBEIR R E L 720

KEY WORD

Movement Disorders, Vol. 32, No. 2, 2017, pp. 235-240

MEMRIZBIT 5 "C- 7 7 0 7)) FOKEHE (nondisplaceable
binding potential) @ F¥JfiEi%, FARER 1 ~ 10 BRI
BT, EEEE R OGO FIHTIE 140 ~ 16.7%,
LR OB DO FITIE 12.0 ~ 14.4%, BH/ AR
DFEREDO I TIZ 8.7 ~ 11.6% T L7z (p <001, *
IBDH % t BE) o BAEEROHBICET S "'C- 77
O 7)) FOfE4AHE (nondisplaceable binding potential) @
XTI, AWM %8 U, Unified Parkinson’s Disease
Rating Scale Part Il GEBj#ERE) 227 KT LM%
R~L7z (r =081, p<0.05 Spearman D NEMAHFRED o
LCIG DiEA, MG PRI VBEZREMII LA S
&, EEPERZEET Lo

(Bs&R - I

IN=F2V2H, TaAd RK—=/\ LARK/N, PET, Z707UK



= a
["Clraclopride BP,,

Figure 1 "'C- 207V NCEY 2HEIEDRA L72/35X Ny JE% (summed parametric image). LCIGSIARIOER (A), =
REB (B), A (C) #MEFBETIABDOEIBM (D~F) (BT, "C- 5707 MME&EE (BPw) OZFRBETHRHENS, LCIG IZ
KBBRRER /XS VD REN T,
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HEEHREIR & SRHRE D HELTIC

Familial Aggregation of Parkinson’s Disease May Affect Progression of Motor Symptoms and

Dementia

*Johannes Jernqvist Gaare, MD, Geir Olve Skeie, MD, PhD, Charalampos Tzoulis, MD, PhD, Jan Petter Larsen, MD, PhD,

and Ole-Bjgrn Tysnes, M.D., PhD

*Department of Neurology, Haukeland University Hospital, Bergen, Norway

L g
H 3R

KIEMERIEFEREL L OERBIED S—F VY VK
(Parkinson’s disease; PD) THHiF &N TV 5%, HOM
WARICES CEMTORE I TR Tn v, $7-,
BREOENTBLOLY FT7 2 54 T LOMHEIZONT
b, BEAEHLNIIZIN TV R,

BEY -------mmmmmmmm oo
AWgeo HiE, Hg(ERIZIED TR — MIBWTH
JEPE PD ORBEVEEEZ GG L, RN F7 2%
A 7B LCREOMETEOMHEE R TH5ZETH b,

Norwegian ParkWest study D KIEED 7 — & &5t L 720
Zoak— M, FBIIEPD BEB LUt~y T
SR TAEE R RS O HIFERIZHESC k- P TH
D, RS CIER I T, REBRBAGAIFICIX S
i GEBD 192 B, 0 I 193 #1), 3 4k o KB R A
DO R CIEILIRR GEF 172 61, xR 171 B1) OB
rH, KiET—7 2 EL7,

PD BE T, WNEHELOLKIZBWT, PDDE—E

KEY WORD

N=F2V 20, REMER REE F—ELRE,

Movement Disorders, vol. 32, No. 2, 2017, pp. 241-245

WBE 2 ATT DR A 7 2V M ZEHER A o i R 1
ERHLTWA2 (M) 22 =1.988, p =0.036), &
M2 5 B O BRI EJ AR SN h o 72 (X
) A7 = 1453, p=0224), FIERER T 7213 EE)iE
KoY 754 71220 T, PDORIKBEOHFEIZL D
FREAEIROLN LD o72 (p=0801)s LAL, PD
DRIEED B 5 B H TIE, Unified Parkinson’s Disease
Rating Scale (UPDRS) Part II ( H % &G 8){E) TaEAl
L7272 B T 2 #ETELPMRL (p = 0.008), Mini-
Mental State Examination (MMSE) DX TEH /N Eh o5
= (p = 0.046)
ARWFFEOFERA S, HIs RIS < F§561E PD B o
R— MIBU 2 REEEEI RSN, $72, PDAE
BB 01D PD RIKEA, %% PD ERO AT
BLORBAERBKT EBE T2 2 LWL R o7,
(BEER 1 IR R

BIEE IAR— b, EROFEHY, BEFE



Table 1 HEFMBIFE LV 3FEROFRICHTS
BT REFDBRSME
Baseline Year 3
Case Control Case Control

Total initial study population 212 205 212 205
LRRK2 1 1

Controls related to cases 10 10
Controls developing PD 2 2
Cases with another 19 19

diagnosis than PD

Death 1 1
Withdrew from the study 6 18
Missing data 3 3

Study population for this article 192 193 172 17

Table 2 PD BERFEXREAEDOLRICH TS
PD OE—EEHREEET 2B A7 (RR)

95% ClI

RR Low High P Value

Baseline first- + 1.638 1.059 2.532 0.024
second-degree relatives

Baseline only first-degree 1.456 0.792 2.662 0.224
relatives

Extended (definite + 1.989 1.028 3.847 0.036
probable + possible PD)

Extended (definite + 2.154 0.838 5.536 0.101
probable PD)

Extended (definite PD) 4.971 0.587 4211 0.215°

“Fisher O HEHEFRME

Table 3 PD OFRIEECIREDEITE DREE 2

Positive Family History of PD*Time
Negative Family

95% Wald Cl History of

_ PD*Time
B Lower Upper P Value B
UPDRS I -0.046 -0.080 -0.012 0.008 ref
MMSE 0.011 0.000 0.021 0.042 ref
H&Y -0.026 —-0.082 0.030 0.367 ref
S&E 0.005 -0.010 0.019 0.517 ref

¢ — e b e HFER (generalized estimating equation; GEE) (2K %,
ref =J&HE

)
(=]

-|~.. No family history of
FD

/\;ETIIV"ISLU'YU

Predicted value of mean of UPDRS Il

o

0 1 2 3 4 5 [

Years from baseline

Figure 1 UPDRS Part Il (BE4EZEE) ICLDETOHE
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Profile of Cognitive Impairment and Underlying Pathology in Multiple System Atrophy

*Shunsuke Koga, MD, PhD, Adam Parks, PhD, Ryan J. Uitti, MD, Jay A. van Gerpen, MD, William P. Cheshire, MD,

Zbigniew K. Wszolek, MD, and Dennis W. Dickson, MD

*Department of Neuroscience, Mayo Clinic, Jacksonville, Florida, USA

AWFFED HIWZ, ZR#EME (multiple system atrophy;
MSA) BEIZBWT, o ¥ X7 LA VIRE L BAGE
Rt & DA B E 2 G L, R E O 7o
T 7 ANMIOVTHRT 2L THD, HIMTHRRASN
72 MSA BE ORI B X OB R 2 T L 720

Mayo Clinic D78 > 71281 5 H M CTHERE X 1172 MSA
BHEI12 B 2R L L, i OEPENRET — 5 250,
SRR RINEICL 2= Lz, 7V THllLoMILE N
HAKB LU= 2 —u rofMllENHE AKOEEIZOW
T, ARCREIEE X O RTINS B T I L AR
L7zo TIVINA = =9, HEREREALRE, MM E % &
BHAEZ G &2 L) PRI OWTHEMIEI L 720
R - e
BE 102 Bl 33 6 (32%) TRBAIBERERE E O FEHE 255
RSN Twi, FBWMREZZT-2BZ TR, Figw
MR OMKT B X R/ BT E e S Th

£ RHERE, RIS
1 RE

KEY WORD

Glial cytoplasmic inclusians

Alveus

Figure 1 o ¥ XULAVRED 4R
AV NAT =L EBDEEEN RO,
BES SUOBEEEOYRICHTZ o >
XU LA > ORFHBBCFHNREDREK
HREG. AD7E 1 =E®BE 2=Fh 3
%£E 3=/&BE. /\—=50 um. WM
=H&.

Movement Disorders, Vol. 32, No. 3, 2017, pp. 405—413

D, HIGHEE - RE TN — Y OREEIRRE N, Th
O ORBHBERERE E 2 F 5 B 33 Bl 8 BT, FRANED
I & 72 B BEFEIRADSTRD BTz FEABEREREE A 19
MSA B#ETIE, RBAGEDEK & % 5 HFHIFE D H %
B ROLHEEEDRWEEOMHZ BT, Bk
(dentate gyrus) ® =2 — 1 YR ENE AMKDOER S,
RAMBREREEZ DL VWEEL D DEETH - 72,

iba af
AW TBIS S NIRRT 1L, RAERED R 7
V= = TR, RGBT &) BRI
Bl Ehiz, ThooMRIZESE, BIREIX MSA
BE DR E OREIRE R A, L0 a2
FOBEPMAEOEEZ ZET 5 2 LRI ND, K
F7eCId, FRABERERE & 2 DRI & 7 B R 010
IR & OB SN h o 7288, WA ERIC B
%= a2 —u ML NI AKROEEOERL, MSA I
BT 5 BIBERERE E I BE LTz,

BEER RER EE)

Za1—OYVHRENSEAR FILYNAY—RFE, o- >XTL

MNeuranal cytoplasmic inclusions

Farahippocampal W Denatate gyrus CA1
U .
-
R
. .
L] . -



Table 2 MSA-Cl & MSA-NC IZET%
ERREF CRRRAVREO LU

MSA-CI MSA-NC
Features (n=33) (n=169) P
Female, n (%) 13 (39) 26 (38) 0.986
Age at onset, years 59 (52, 68) 57 (50, 61) 0.045
Age at death, years 66 (60, 74) 63 (58, 70) 0.029
Disease duration, years 74,9 7 (5, 10) 0.833
Family history of dementia (%) 6 (18) 7 (10 0.411
Family history of 6 (18) 11 (16) 1.000
parkinsonism (%)
Having clinical diagnosis 23 (70) 62 (90) 0.023
of MSA (%)
Clinical phenotype (%)
Parkinson’s type 23 (70) 5 (80) 0.387
Cerebellar type 10 (30) 14 (20)
Clinical symptom (%)
Depression 17 (52) 21 (30) 0.066

F=zdhgfE 25 /83—ty F AL, 158%—k U F L) TRT,
MSA-CI = ZAERER E 2 £ 5 £ R EMIE, MSA-NC = gRAIH
HERE 2 1 b 7 W& R R AE

Table 4 BIEDORREERSHEREZHDLEN
MSA B& DRIEFRYF
MSA-CI MSA-NC
Features (n=25) (n=67) P
Age at onset, years 57 (52, 66) 57 (50, 60) 0.394
Age at death, years 65 (60, 70) 63 (57, 69) 0.375
Disease duration, years 74,9 7 (5, 10) 0.892
Brain weight, g 1200 1300 0.125
(1100, 1300) (1100, 1400)
Braak neurofibrillary 10, ) (I, 1) 0.483
tangle stage
Thal amyloid phase 0(,2 0,1 0.244
NCI score
Dentate gyrus 1(1,2 0(,1) <0.001
Hippocampal CA1 10,1 0(,1) 0.073
Amygdala 10,1 1(0,1) 0.472
Cingulate gyrus 1(1,1) 0@,1) 0.896
Middle frontal gyrus 10,2 1(0,1) 0.194
GCl score
Hippocampal alveus 2(1,3) 2(1,2 0.134
Parahippocampal 22,2 21,2 0.237
white matter
Amygdala 1(1,2 1(1,2) 0.125
Cingulate gyrus 21,3 21,3 0.964
Deep white matter 22,3 22,3 0.278
Middle frontal gyrus 2(1,3 21,3 0.759

F=2iEpdfE 25 /85—t F AN, 758%—k Y F L) TRT,

Table 3 MSA-Cl & MSA-NC IC&E T B RIEFHVEFH D LR

MSA-CI MSA-NC
Features (n=133) (n=169) P
Brain weight, g 1200 1300 0.016
(1100, 1200) (1100, 1400)

Braak neurofibrillary 10, 1) I, 1) 0.971
tangle stage

Thal amyloid phase 0(0,2 0(,1) 0.158

Concurrent pathology (%)
Alzheimer’s disease 4 (11) 0(0) 0.016
Hippocampal sclerosis 29 0(0) 0.272
Cerebrovascular pathology 5 (14) 23 0.061
Lewy-related pathology 29 8 (12 0.654
Brain stem type 1@3) 5(8)
Transitional type 1) 3 (9)

Pathologic subtype (%)
SND 14 (42) 21 (30) 0.348
OPCA 5 (15) 9 (13
Mixed 13 (39) 38 (55)
Unclassified 1@3) 1(1)

NCI score
Dentate gyrus 10,2 0(0,1) 0.001
Hippocampal CA1 10,1 0(0,1) 0.130
Amygdala 1(0,1) 0(,1) 0.217
Cingulate gyrus 1(1,1) 0(,1) 0.642
Middle frontal gyrus 1(0,2 10, 1) 0.237

GCl score
Hippocampal alveus 21,3 21,2 0.286
Parahippocampal white matter 22,2 21,2 0.591
Amygdala 1(1,2) 1(1,2) 0.106
Cingulate gyrus 2(1,3 22,3 0.718
Deep white matter 22,3 22,3 0.603
Middle frontal gyrus 21,2 21,3 0.230

F—riFhgfl 25 /85—t F AN, 758—k Y F L) TRT,
GCI =277V 7l oML EPE AR, NCl==2—1u o
BNE AR, OPCA =+ Y — 7HE/ NN HIE T 0 £ R FEHME,
SND = M4 h BB M AER] 0 % A ZE MR
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LRRK2 L \)L &Y VgL

LRRK2 Levels and Phosphorylation in Parkinson’s Disease Brain and Cases With Restricted

Lewy Bodies

**Nicolas Dzamko, PhD, Amanda M. Gysbers, B.Sc, Rina Bandopadhyay, PhD, Marc F. Bolliger, PhD, Akiko Uchino, MD, Ye Zhao,
MD, Masaki Takao, MD, Sandrine Wauters, PhD, Wilma D. J. van de Berg, PhD, Junko Takahashi-Fujigasaki, MD, R. Jeremy Nichols,
PhD, Janice L. Holton, PhD, Shigeo Murayama, MD, and Glenda M. Halliday, PhD

*School of Medical Sciences, University of New South Wales, Kensington, Australia

** Neuroscience Research Australia, Randwick, Australia

Leucine rich repeat kinase 2 (LRRK2) &, 7S—F ¥V V9§
(Parkinson’s disease; PD) 12 BT A HHE L IGBIENTH 5,
L2L, E FORIZHEIT S LRRK2 DEILL, PDICEB
W T LRRK2 HEVE VARV DBEALT 20 ED, £Z20
BRIV TIE, 13EASHIHIN TRV,

B == =- = mmm s mm s
PD B#H B L OV E—/MEZ M) T 72130 b 2 v i
MWL B O B MRMALRRIC B VT, LRRK2 D&EHE LN
VEEY 2910, 935 BLUN973 DY VgL E MG L7z,

PD E#H (306I), L E—/MEIEKEE X TS
WG 2 8EE 25 #), v FERWED R VIR
Wkl 2561 ExGe L, WEORENRL S
OWRFIRITBVTA A/ 7ay blE v, LRRK2 B
SO0 Y EBALEBE L7z

Movement Disorders, Vol. 32, No. 3, 2017, pp. 423—432

LRRK2 LNV L —/MEDSIRIG L 72 fE#) T 1A L C
By, BHETII30%D LA»RD SN, FIRNZ PD
B TIE, LRRK2 LOVIZRRIIR & B oMBE 2R L,
LRRK2 L X)VIEs B ERE E M CTHh -7z, LaL,
LRRK2 D) Y AL, FEi2 €Y » 93512815 ) VLI,
BRI PD BE TR T LTHBY, RETIE36%DKT
ARD b7z,

KREFFED 7 — % 55, LRRK2 D) ¥ BALIZEERI 2% PD
BHETIRTLTBY, —F, LRRK2 OFEHLE &K
EEZONDRWBERT LA LTz, 2o R R,
IMFEME PD 12 BT 5 LRRK2 D ENZDOWT, S 51CH
AR D DL, LRRK2 EAE A EN L LG
FEANOIY MAZ BRI LT 2 W RED D 5o

ERER Fh)

KEY WORD B, o- > XTLA>, N=F2VU R, LE—/IME UYBEIE
wr  CEREBELLUM KO WT CORTEX KO
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Specific Patterns of Neuronal Loss in the Pulvinar Nucleus in Dementia With Lewy Bodies

**Daniel Erskine, MRes, Alan J. Thomas, MD, PhD, Johannes Attems, MD, John-Paul Taylor, MD, PhD, Ian G. McKeith, MD, PhD,

Christopher M. Morris, PhD, and Ahmad A. Khundakar, PhD

*Institute of Neuroscience, Ageing Research Laboratories, Newcastle University, Campus for Ageing and Vitality, Newcastle upon Tyne, United Kingdom
**Medical Toxicology Centre, Wolfson Unit of Clinical Pharmacology, Newcastle University, Claremont Place, Newcastle upon Tyne, United Kingdom

BOHELIHRIE L ¥ —/IMARIGRAE B D 70 ~ 80% 12 F82E
L, BEDATE (well-being) ICKEREEZ RITT,
L ¥ —/MERIZEANE B LIRS L L AL NBI12H 9
b 6T, ZOBZOMBIHHATRIIITIE A LR
ENTWZRWv, BURMZIZ Z N E TR I
SNTVZWw, L E—/MRBIERANEIZ BT 2 X8 &
WA ONTE 720 ABIFEDOHMIE, L ¥ —/MEBIERA
SEBEOBIRMZIZBWT, SJHO—HE 70 1525wk
IRELA AL X 72 R A RVEAL D U % 5 % bitad
THIETHD,

L —/MEBIEAGE R 8 B, 7V v A = — i 8 1,
* RBER 8 B O TR 2 AT L, AR
Hrds L O RIIHTIC & U Al B2 L 2B L 7o

KEY WORD
I
'\"
" &
N ;;'
a9 d ot
® { A '\ .’u
% 5 BN
L 4 e 3
] i
1 4
S
A

Movement Disorders, vol. 32, No. 3, 2017, pp. 414—422

L E—/MEIRZE I L ¥ —/MERIGEHE B H O BUR A 4
HIZRRD beh, NP R FHEThH -2 =2 —
0 OBRER, L E—/MERIBHEEE B LT v
A 3 =B OIIBURMAZ TRRO S 7zh%, L E—/N
HIRFBAGET L ) SETH - 72
BURMAZ L, SIEMNEE, SRR, HENaHE
25 (affective visual perception) (2B W CEERKLE %
K729, TS oMERIE L E—/MERIERANE TIEA 0
ThbdbeEzoh, JERPELRTV—RHER->TWVS
WREEASH b0 ABIRICI D, L E—/MREIGEAEEICS
WIS OFEBL & AREHES B W REVE D & 2 A B I 22
{LASSRE S N7z,

(B2R - 1B BE5)

LE—IME, S XTLA Y, SGHODH, RIRMRZ, BR, RBAE

- 3
5 = - a'. at }
.... 1 .0' . “. f
1 - T R ]
! % 5 I
e i 4
/ f !
- 4
/ T
)
]

Figure 1 HRERMBZOES. BIRMAOBTARMES R SIOHMUEE (/R Z2R9. A7 —JIL/N\—=3 mm



*ENRAFICIBBE SN TVET,

Movement Disorders Vol. 32 No. 1

Reviews

Advances in surgery for movement disorders
Nathan C. Rowland, et al.
Movement Disorders January 2017 32: 5-10

Innovations in deep brain stimulation methodology
Andrea A. Kiihn and Jens Volkmann
Movement Disorders January 2017 32: 11-19

The emerging role of transcranial magnetic resonance imaging—
guided focused ultrasound in functional neurosurgery

David Weintraub and W. Jeffrey Elias

Movement Disorders January 2017 32: 20-27

Gamma knife radiosurgery in movement disorders: Indications
and limitations

Yoshinori Higuchi, et al.

Movement Disorders January 2017 32: 28-35

Current applications and limitations of surgical treatments for
movement disorders

Paul Krack, et al.

Movement Disorders January 2017 32: 36-52

Speech and language adverse effects after thalamotomy and
deep brain stimulation in patients with movement disorders: A
meta-analysis

Soha Alomar, et al.

Movement Disorders January 2017 32: 53—63

Viewpoint

Oscillatory activity in the basal ganglia and deep brain stimulation
Jorge Guridi and Manuel Alegre
Movement Disorders January 2017 32: 64—-69

Research Articles

Stop! border ahead: Automatic detection of subthalamic exit
during deep brain stimulation surgery

Dan Valsky, et al.

Movement Disorders January 2017 32: 70-79

Sixty-hertz stimulation improves bradykinesia and amplifies
subthalamic low-frequency oscillations

Zack Blumenfeld, et al.

Movement Disorders January 2017 32: 80—88

Review

Constipation in parkinson’s disease: Subjective symptoms,
objective markers, and new perspectives

Karoline Knudsen, et al.

Movement Disorders January 2017 32: 94-105

Hot Topics

Exploiting the aggregation properties of alpha-synuclein for
diagnostic purposes

David P. Breen and Lorraine V. Kalia

Movement Disorders January 2017 32: 106

New evidence comes to light: How is @-synuclein aggrega-
tion related to mitochondrial protein import in Parkinson’s
disease?

Farzaneh Rahmani, et al.

Movement Disorders January 2017 32: 107

Research Articles

* Increased basal ganglia binding of '8F-AV-1451 in patients
with progressive supranuclear palsy

Ruben Smith, et al.

Movement Disorders January 2017 32: 108-114

Study of LRRK?2 variation in tauopathy: Progressive supranu-
clear palsy and corticobasal degeneration

Monica Sanchez-Contreras, et al.

Movement Disorders January 2017 32: 115-123

* [F]JAV-1451 tau positron emission tomography in progressive
supranuclear palsy

Jennifer L. Whitwell, et al.

Movement Disorders January 2017 32: 124-133

Subcortical '8F-AV-1451 binding patterns in progressive supra-
nuclear palsy

Hanna Cho, et al.

Movement Disorders January 2017 32: 134-140

Neurophysiological correlates of abnormal somatosensory tem-
poral discrimination in dystonia

Elena Antelmi et al.

Movement Disorders January 2017 32: 141-148

Normal sensorimotor plasticity in complex regional pain syn-
drome with fixed posture of the hand

Francesca Morgante, et al.
Movement Disorders January 2017 32: 149-157

Brief Reports

C9o0rf72 and ATXN2 repeat expansions coexist in a family with
ataxia, dementia, and parkinsonism

Ming Zhang, et al.

Movement Disorders January 2017 32: 158-162

Dystonia-deafness syndrome caused by a f3-actin gene muta-
tion and response to deep brain stimulation

Hendriekje Eggink, et al.

Movement Disorders January 2017 32: 162-165

Detection of genomic rearrangements from targeted resequenc-
ing data in Parkinson’s disease patients

Nino Spataro et al.

Movement Disorders January 2017 32: 165-169

Movement Disorders Vol. 32 No. 2

Reviews

Molecular imaging to track Parkinson’s disease and atypical
parkinsonisms: New imaging frontiers

Antonio P. Strafella, et al.

Movement Disorders February 2017 31: 181-192

Oculogyric crises: A review of phenomenology, etiology, patho-
genesis, and treatment

Elizabeth J. Slow and Anthony E. Lang

Movement Disorders February 2017 31: 193-202

Viewpoint

Targeting ¢ -Synuclein as a therapy for Parkinson’s disease: The
battle begins

C. Warren Olanow and Jeffrey H. Kordower

Movement Disorders February 2017 31: 203-207

23



24

Hot Topics

The role of amyloidogenic proteins as a meeting point of type 2
diabetes and Parkinson’s disease pathways

Samaneh Mohasel and Soheila Sobhani

Movement Disorders February 2017 31: 208

Mouse models of kufor-rakeb disease link Parkinson’s disease
closer to neuronal ceroid lipofuscinosis, suggesting lysosomal
dysfunction as shared mechanism

Susanne A. Schneider and Jose Bras

Movement Disorders February 2017 31: 209

Whether the dissociation between toxicity and «a-synuclein
inclusion will be a possible therapy for Parkinson’s disease or
not?

Reyhane Ebrahimi, et al.

Movement Disorders February 2017 31: 210

Research Articles

* First-in-human assessment of PRX002, an anti—q -synuclein
monoclonal antibody, in healthy volunteers

Dale B. Schenk, et al.

Movement Disorders February 2017 31: 211-218

* PREDICT-PD: An online approach to prospectively identify
risk indicators of Parkinson’s disease

Alastair J. Noyce, et al.

Movement Disorders February 2017 31: 219-226

* Incidence and time trends of drug-induced parkinsonism: A
30-year population-based study

Rodolfo Savica, et al.

Movement Disorders February 2017 31: 227-234

* Sustained striatal dopamine levels following intestinal
levodopa infusions in Parkinson’s disease patients

Marios Politis et al.

Movement Disorders February 2017 31: 235-240

* Familial aggregation of Parkinson’s disease may affect pro-
gression of motor symptoms and dementia

Johannes Jerngvist Gaare, et al.

Movement Disorders February 2017 31: 241-245

Distribution and characteristics of transactive response DNA
binding protein 43 kDa pathology in progressive supranuclear
palsy

Shunsuke Koga, et al.

Movement Disorders February 2017 31: 246-255

Validation of a prognostic index for Huntington’s disease
Jeffrey D. Long, et al.
Movement Disorders February 2017 31: 256-263

PET and MRI detection of early and progressive neurodegenera-
tion in spinocerebellar ataxia type 36

Pablo Aguiar, et al.

Movement Disorders February 2017 31: 264-273

Brief Reports

Comparison of neuropathology in Parkinson’s disease subjects
with and without deep brain stimulation

Gian D. Pal, et al.

Movement Disorders February 2017 31: 274-277

Spinal cord stimulation improves gait in patients with Parkin-
son’s disease previously treated with deep brain stimulation
Carolina Pinto de Souza, et al.
Movement Disorders February 2017 31: 278-282

* Levodopa-entacapone-carbidopa intestinal gel in Parkinson’s
disease: A randomized crossover study

Marina Senek, et al.

Movement Disorders February 2017 31: 283-286

PTRHDI (C20rf79) mutations lead to autosomal-recessive intel-
lectual disability and parkinsonism

Hamidreza Khodadadi, et al.

Movement Disorders February 2017 31: 287-291

Teneurin transmembrane protein 4 is not a cause for essential
tremor in a Canadian population

Gabrielle Houle, et al.

Movement Disorders February 2017 31: 292-295

Movement Disorders Vol. 32 No. 3

Foreword

Gaps and controversies in movement disorders: Introduction to
the series

Roberto Erro and Alberto J. Espay

Movement Disorders March 2017 32: 309

Reviews

The epileptic and nonepileptic spectrum of paroxysmal dyskine-
sias: Channelopathies, synaptopathies, and transportopathies
Roberto Erro, et al.
Movement Disorders March 2017 32: 310-318

Biomarker-driven phenotyping in Parkinson’s disease: A
translational missing link in disease-modifying clinical
trials

Alberto J. Espay, et al.

Movement Disorders December 2016 31: 319-324

Essential pitfalls in “essential” tremor
Alberto J. Espay, et al.
Movement Disorders December 2016 31: 325-331

Overcoming the divide between ataxias and spastic paraplegias:
Shared phenotypes, genes, and pathways

Matthis Synofzik and Rebecca Schiile

Movement Disorders December 2016 31: 332-345

Mitochondrial DNA and primary mitochondrial dysfunction in
Parkinson’s disease

Maria Pia Giannoccaro, et al.

Movement Disorders December 2016 31: 346-363

Membrane defects and genetic redundancy: Are we at a turning
point for DYT1 dystonia?

Ana Cascalho, et al.

Movement Disorders December 2016 31: 371-381

What is quality of life and how do we measure it? Relevance to
Parkinson’s disease and movement disorders

Pablo Martinez-Martin
Movement Disorders December 2016 31: 382-392

Hot Topics

Control of the direct pathway by cholinergic interneurons is
involved in parkinsonian motor symptoms

V. Sgambato-Faure

Movement Disorders December 2016 31: 393

Alpha-synuclein fibrils propagate through tunneling nanotubes
Shinya Okuda, et al.
Movement Disorders December 2016 31: 394



New gene implicated in early-onset generalized dystonia:
Lysine-specific methyltransferase 2B (KMT2B)

Sue-Faye Siow and Kishore R. Kumar

Movement Disorders December 2016 31: 395

Parkinson’s disease: Oh my gut!
Natalia Lopez-Gonzdlez del Rey and Javier Blesa
Movement Disorders December 2016 31: 396

Research Articles

Anhidrosis in multiple system atrophy involves pre- and post-
ganglionic sudomotor dysfunction

Elizabeth A. Coon, et al.

Movement Disorders December 2016 31: 397-404

* Profile of cognitive impairment and underlying pathology in
multiple system atrophy

Shunsuke Koga, et al.

Movement Disorders December 2016 31: 405-413

* Specific patterns of neuronal loss in the pulvinar nucleus in
dementia with lewy bodies

Daniel Erskine, et al.

Movement Disorders December 2016 31: 414—422

*LRRK?2 levels and phosphorylation in Parkinson’s disease
brain and cases with restricted Lewy bodies

Nicolas Dzamko, et al.

Movement Disorders December 2016 31: 423-432

Neuropsychological outcomes from constant current deep brain
stimulation for Parkinson’s disease

Alexander 1. Troster, et al.

Movement Disorders December 2016 31: 433—440

* Parkinson’s disease—related increase of T3-weighted hypoin-
tensity in substantia nigra pars compacta

Jason Langley, et al.

Movement Disorders December 2016 31: 441-449

Changes in resting-state connectivity in musicians with embou-
chure dystonia

Bernhard Haslinger, et al.

Movement Disorders December 2016 31: 450458

Brief Reports

Reduction of GAPDH in lenses of Parkinson’s disease patients:
A possible new biomarker

Alexa Klettner, et al.

Movement Disorders December 2016 31: 459-462

Rasch analysis of the carers quality of life questionnaire for
parkinsonism

Marios Pillas, et al.

Movement Disorders December 2016 31: 463—-466

Systematic review of severity scales and screening instruments
for tics: Critique and recommendations

Davide Martino, et al.

Movement Disorders December 2016 31: 467-473

25









Movement Disorders
B#AEERR Vol. 5 No. 3

TE - FE: TAU— - NTUY 2T - DvNUBAER
112-0002 ERHBXRE/NAJI 1-28-1  IA)IIEIL 4F
5% 03-3830-1221 (KXK), FAX 03-5689-7276

Wiley Publishing Japan K K. & k&R EL£T.

AReEDHEARERIE International Parkinson and Movement Disorder Society OFFr] %
BCIAU— -T2 T v/ DPERLTVET,

FRERIEMICITHR O D FEEIANRIBERIRY FDEMMEZHIFTHLOBHTVETH, John
Wiley & Sons A/S KO TAU—-NTUY 2T - v/, BARBRBEREDDERD
BEEZESHOTIREL, ZFOBROREIERSZFRIAETEHEDOTIEDYEL A,

%z, BEINTOVDEEICIAIBICE FEIRABESLOBEIGH. BE- BEHAOBERD
BENZBEPDUET, EHFHOFEBICDOVWTFRBRANEZIBRIEZ,
AEONBEZE|MCTES - &# - BETHIEEELET,





