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78— 3% >~ ¥p (Parkinson's disease; PD) & &, 1817 4F James-
Parkinson |2 & - “C “AN ESSAY ON THE SHAKING PALSY" |2
FLOTRBMENTFBTY, 50~60 mfAI2% <HEEL, M
R A HEEMIER 2 & OMREIE AT 5 MR AT
HAH. JERE LT, MEPRRIS, MRk, i, SRR
% EOMEEEIR & RERE, BEMEER, EHUER, 7R
FeREEE EIRIEE 22 20 & F & F RIEEEERS AL NS,
RN & 7283 S LT vs, PD TIpikEiia s
RAPFRAAHE L o-synuclein &\ & VX7 EhE g - BT S
A, SNSEET B R TR AR A 2 A 0Tk
W LEZLNTWD, HEEL TERIRIZZ o 721555 13 Lewy
IMEETHEN TS, PDIdNERE & b ICEERL ML, B
FIRDEERKIL, N10 T AH7-0 150 AFEE L STn 5,

PD OFIEIZ DOV T, R TIELPD OWEET A KT A4 U8
2002 4E IO THAT SN, 2011 FILETAY Y, & 2B
PD DEENA RT4 2L LTEMEHEFEIZOWTOHA N
FTAVHPERESNDODOH L. KRETTIE, PD OFi7- il &
BB IR T 5.
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PD DORZITIL, ) 2 MEPEIR & € OBk, 4

BIEDECIEEEPEROTERL, I MRI 7% £12 & 2oy /S —F
YV VREBEREOBAL, LR FSORRRRIC L D ITb D 2,

WHMBZW I EZ G T 5. L4, meta-iodobenzylguanidine
(MIBG) iy »F 7574, FXI VTV AR—F —
(dopamine transporter; DAT) ¥ ¥ F 75 7 4 7 & O W {§HA
RIREMA 7 EOBWEOMELIZ LY, PD OZWHEE N
FLTw3s. B4 M&IZ, Movement Disorder Society (MDS) ¢
# L\ PD OFEZHEMEIZB VT, MIBG Ly ¥ 779
7 412 & % MIBG SRIKT, WFMRAIZ & & BRI IS
KFEAELZ, DAT ¥ v F 77 7 412 & B IEE E{RILAH bR
I WAL TS Y. AT, #MiBBike LT,
W5 W TIE MRT 0% L VWi ik, MIBG-Liy »F 7 7
74, DAT V> 57774, REZHEEWHRE, ootk
& L O, L AIERITEI S EE (REM sleep behavior
disorder; RBD) #H|%E§ 2% K120V T, KW TRk
HIZOWTHHT 5.
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1) % MRI

i CT & MR OTLREm G A T, 78— F ¥ v VIEREREO
FERIZ M IZLHDOWATH 5. PD TRIFEHIMIZIIHERD
i MRI Tl RAZ W TEIEO H 2 Fr AL Z L <, TEREm SR
D HI11E PD OMEEZMTld 7 HHFRBDOBRILTH 5.
RO LD ROEROTREMIGIINZ, 7z e Heffukasik 4
LA SNTWAS Y. Voxel based morphometry 7 & Dt
P2 LD XYl AL, relaxometry |2 & 5 BNk D
437, magnetization transfer (2 X % #ifH L OFEEE L HIZ DB,
spectroscopy (& & 2 Y OMlsE, ILFERFTHSRIC L S
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Fig. 1 Neuromelanin imaging in Parkinson’s disease.

High intensity area is observed in the substantia nigra of a control
subject (a: 76 years of age, woman), while high intensity area is very
narrow in the substantia nigra of a patient with Parkinson's disease
in Hoehn-Yahr stage 2 (b: 75 years of age, man) (quoted from ref. 7
with permission).

tractography % FH\ 72 FH'E OZEAL, # 1kl functional MRI % Fi\»
7P OBERERIFE & OHEFR 7 &, 21LH OH L v MRkl
% F T PD OIRIEM S 2\ IZ RIS REIC 7 o C
W bbb, 72, MEX T = VERIZ3TATO
MRI (first spin-echo T;) THifE A 7 = > & i3 % ff%k <,
PD DR HZM, /X —F v VIEEROENZEICH V5
Twa, EHI Y Pa— VoM T =1, BE L HFHHK
(locus coeruleus; LC) OEE5 & L Tl 5115 %5, PD Tl
BEOIMUER, FHHAROY 2 5 E 5 RESET S5 7.
512, SRMEMIE - /S—F% v =X 4 (multiple system
atrophy-parkinsonism; MSA-P), EAT4A% 14 (progressive
supranuclear palsy; PSP) & O3 TTRETH 5 2 & AW RiE &
NCn5, FoMEAT = VHEiGEAC, BBt XY 7 —
Ta &) BEBEEH (substantia nigra pars compacta; SNc)
BLOLCEZMELZOERBEEYMEL/-LE A, EHEEOR
Wl Kl SNe AR IZ PD & 3 >~ b 1 — )L & KB 91~92%
FFFLEE 89% THEHIT 2 MR . AHRk(%E(Z PD ORI
WriCHEHTHLIREND S Y, 5HRDS 5% 5T — 8 OER
NEENS. Fig 1IZPDDOAT = VlfETHs. EFIY H
10—V (Fig. la: 76 B ) CIRXBEAFRESEZREL TW2 75,
Hoehn-Yahr 27— 2 @ PD &% (Fig. 1b: 75 B PE) <l
EEREAIEE I o TV 7,

2) MIBG Uiy~ F 7774
a. MIBG-Lfiv v F7 571 &1k

Ol % S L B DIESS IR O BEE & 2 053 Ai & HL A
WES A TdH 5. MIBG & guanethidine S OHEER % b
© noradrenaline (NA) QLRI T F 07T, ZEMEHEK
TNA & FABROEI, W, BL2SThbN W ETH 5.
YLMIBG Ly v F 27574 (MIBG-ULiy »F 257 4)
& MIBG 12 L 2 E# L CATH LY v F 75 74 C, %4
PEIEHEN L, ARFECIIminks - KSRt aiist, RIRZREHISClLIA
CERLTWAMAEETHS Y. MIBGLFiY > F7 571
RO O EZHETE L 2 Ep b, FHLEAD
BT AR R 1T BRI = 2 — a8 — O B
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R ™ A 2SR RSB D B R 22 & ORI
W HRT WV W R PD X Lewy /AMERIZRH1E (dementia
with Lewy bodies; DLB) 7 &' ® Lewy /MAJE TIE B2 Lol
DO MIBG £EMET$5 2 &, INAMUD/S—F 0 ik
HRBANEZR L L OEAIICERTH A Z LG ST
2 WO AT 2012 4F 3 H AT EE TR R A 1 PD,
DLB #Z D72 OARIRAEDHIGHIFED H 7z,

b. PDIZBF S MIBG Uiy v F 7574

PD T3 80~90% ® H# 12 B\ T MIBG £FRE LT L,
MSA, PSP, KBz & H JEA% 28 HE (corticobasal degeneration;
CBD) 7 EOZEWEREIHED 78— F 0y VREGERE, ARREMR
i (essential tremor; ET) & O O—BhIZ7% 5 2 &
ENTVD. 13D AL TF ) AL S &, PD(625 )
& MSA, PSP, CBD: (220 i) % #5192 KRGO /
HEILEE1282.6% /89.2% , AR IR / HFILEE 13 89.7 % /82.6%
TH 5™ Fig.2 13 Lewy /MR B & USFiGA I BT 5 MIBG
WY v F 797 1 O (RO 75 F—1ER%) Th
%. PD (Fig. 2b), DLB (Fig. 2¢c) Tlx-Uli&o MIBG £/EH%%
BIZIEFLCTBY, L/ #EbE (heart/mediastinum; H/M) Lt 4%
TLTw2%, MSA (Fig.2d), PSP (Fig.2e), CBD (Fig.2f),
ET (Fig.2g), 7V v/ "A4~—3J% (Alzheimer disease; AD)
(Fig. 2h) TIX1EH# 2~ b — ) (Fig. 2a) & [E# g MIBG
ERIEHT, WML EHTH L >
c. MIBG #R&IKT o B RE L AR

FIBCDIE O FET TIE, Lewy MATE T3 R 12 LIS
JEAREDEE L THBY Y, 2N Lewy IMERIZERD b
% MIBG £fX T ORITZRESM 2R E Z 2 5N T 5.
Fig. 3 13 PD B X OH#FE B B B LHMERIFE S O tyrosine
hydroxylase (TH) 4t Cd 4. PD (Fig.3b) CTida > bu—)b
(Fig. 3a) RMOZMERBILE D 73— F > v ViEER: (Fig. 3c
~e) LB, SOHMERNE R O TH B e o, L O ifse
BAIE DL - BEDEd 5N . &5 (24T MIBG
DYy F 7T 74 R EL, TR SN 2360
Lewy /MER OGRS Clx, FHMETIE 2123 (91.3%), #AEI%
T3 22/23 (95.7%) DEETMIBG £ TLTEY, &
72 MIBG SR T OFEEE & G s B o B AR O FERE S IE
OB ERL72?.

d. MIBG #AE KT ORI %

HIFERIZ Lewy /IMEZ B3 5 Lewy /METR TIE, (LA
HEDZENE - BIAEATH 5, MIBG £ T2 0. fi
DI8—F ) VIEBERER AD TR Lewy /IMEIE 7 £
LSS AR 12 AR 72 L MIBG 27 IR 720 5 *Y . S PD
IZBWTL, Lewy MEADA L LS PARKL (o-synuclein O
{ZTFZR) ® PARKA (a-synuclein OEIETEHE) * Tl3l
figi 5 AR D2 PEATERD S M MIBG DEFEDE T L, Lewy
IMED BB 7\ PARK2 (parkin O (5T R) Tl O
AR R 72 M, MIBG O %£5& X IE% TH 5 . PARKS
(LRRK2 OFE(ETZEH) Tl MIBG £ 5% 61 & (KT 525k
H SN T 528, 12020T Z 54 % F7D Sagamihara K5 Tld, i
BRI Lewy IMADTEAES B B TlR DI A O 2 VA
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Fig. 2 meta-iodobenzylguanidine (MIBG) cardiac scintigraphy in Parkinson’s disease and related disorders (anterior planar image in the

early phase).

Cardiac MIBG uptake is markedly reduced in Parkinson'’s disease (b) and dementia with Lewy bodies (c), and the heart/mediastinum (H/M)
ratios are less than 2. While, cardiac MIBG uptake is normal in multiple system atrophy (d), progressive supranuclear palsy (e), cortico-
basal degeneration (f), essential tremor (g), and Alzheimer disease (h) as well as a control subject (a), and the H/M ratios of these

diseases are more than 2. (quoted from ref. 29 with permission).

Fig. 3 Tyrosine hydroxylase (TH) immunostaining of epicardial nerve fascicles and macroscopic findings of the midbrain in neurodegenerative

parkinsonian syndrome.

TH-immunoreactive nerve fascicles are markedly decreased in Parkinson’s disease (b) in contrast to a control subject (a) and the other
neurodegenerative parkinsonian syndromes (c, d, e). Depigmentation of the midbrain due to degeneration of melanin containing dopaminergic
neurons is observed in neurodegenerative parkinsonian syndromes (g, h, i, j) in contrast to a control subject (f) (quoted from ref. 31 with

permission).
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RO 5, Lewy /IMEDEAE L 70 W BE TR LIRS R O
BRI D N7 20X, LHEEEMRE D%
x5z 9 % MIBG ERIKT & Lewy IMEDELEILEHEC
B LT\, HIL MIBG O 5 224K &, Lewy 7
KEIEDNA < —H—ThbHLEZOLND.
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MIBG Uiy »F 27974 OHMI LI, 79+ —1EM
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interest; ROD 12 BT 2 H ™ > MTH Y, MIBG DL
NOEFEREE 2 53 2 B TR CH 5. H/M Hid, ROI O
KESREETLHANCL ) BME»ZALL, F/EHT LA
VRARAGIZEEFEEN TS I A= OFEHEIZ L ) HM
WHELZZEPMENT S, ZOOMolER & DX
Mt Re, ZMidk L E O FE A HEETH - 72, IR -
HE 513 H/M &2 R b9 x <, ROLREZ FHBLT 5V
7 b7 =7 smart MIBG % Bi%E L, 5123 2 —F DR
R L HM AR LS 5 R LR LY HiE, &
Dtk THEHEALIZIANT TD 7 7 &~ b AFEBEDPITHONT W5,

3) DAT V> F 7574
a. DAT > v 574

HE O R8I ARSI O AR ORI B B 1
O DAT % Wifg b § 2 KE A TH 5. DAT ¥~ F 7
T 7 11, BEMEE RN RO ZEE R R RIS
LT ENHED, KRFETH 2014 4755 ioflupane (5 b A
Fxr®) BHOIZARENSHEI R - 72,
b. N=F 2V VEBERICBIALDAT Y > F 27574
ZEVEBBICHE D =% v Ve, HIE PD, DLB, MSA,
PSP, CBD TlZ Figs. 3f~j O £ 9 ISR B33 ik
DN % 72012 | 4RO joflupane HAREAME T 52 %~
—HTET, LRMES—F 2 VEGER, SEHE S—F Y
¥ REMERE T foflupane £AEI1ZIEHR, MV S—F > v VEfE
# (vascular parkinsonism; VP) TIZERIEHE & KT IS
XT3 % PD T3 Hoehn-Yahr O 1 £ &S THELC
TR & SO DOMRGAR D HEAE DS, IEH D 50% AT L
TEY, BEHHETLTCw2HENL L, PD ORMBIICA
MTH %, 72721 PD LMBOZEHREIAE D 73— F v VHiE
BBt (MSA, PSP, CBD) * o#ERIZEE L VE ENTWV5S,
c. SWEDDs (scan without evidence of dopaminergic deficits)
SWEDDs & 1%, PD DOERIRZWTAAE % 572445, DAT ¥~
FTT T AR LB CEREMENR P8I UREEO SE A
HAOLNBVHREDZ ETHBH Y. WIN & KRETITbI
HiPD 3 © = © [i§ K 3t B, CALM-PD*, REAL-PET",
ELLDOPA™ |ZHIA AN & 7z, TH8) P |2 2 &
N7-HHIPD BHE D 4~15%H DAT ¥ »F 25 7 4 (B-CIT
F 7213 ®F-dopa PET) 251E%, BIHEE /83 o
WAL R VEPH S22 Y, SWEDDs LIFIEI 5 L9
2% 572% . Z® t ELLDOPA FF%8 Tl 21/142 (15%) @
B SWEDDs T, £0#9 7 H (1919), 48 7 H (10/10)
BOLIEFHTHY, MPBWIIEES Tz RS ©.
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PRECEPT fiff5c T3, B PD & 799 510 9 £ 90 61 (11.2%)
#SWEDDs T, 209 5 22 » HIRICHRATE 72 72 Bilm
66 %1% SWEDDs @ % £ T, 50 0 2 flIEHIT, 4601
HfECTH - 72 %, SWEDDs B#1E DAT ¥ > F 75 7 1 Bty
R HEEIILRT, N—2F A ~® Unified Parkinson Disease
Rating Scale (UPDRS) b —# )V -3&Bj A 2 7 AL, il FE
IR 7% {, #2#% T UPDRS b —#% )L - &) 2 a7 DAL,
DAT SR T OREATRE TH - 72", Fig. 4 IZFHEIZBT
LDAT ¥ v F 757 4 Wi%Chb. ET (Fig 4a), AN S—%
> VJEfERE (Fig. 4b), SWEDDs (Fig. 4c), AD (Fig.4d) T
1& ioflupane DEFE X IEFH TH A%, PD (Fig. 4e), MSA (Fig. 4f),
PSP (Fig.4g), DLB (Fig. 4h) Tl ioflupane DEFEIZIELT L T
AV

4) FEEHZE BV R A

WEHF 5 DY — AP AL EHEIIB VT, PDEZEONH
90% THEAEME ISR SN b (BEEIEE)™ . B S
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ORISR KB L2 O TIE AV E ST nE Y
BRSO ERIZ TS S I X R TV R WA, 8
DOHEDWREENE 2 5N TB Y, BEMEHE Ok
BHEEL ST LN TVE Y. DAT Y > 5757 4 L DM
WZDOWTIIEO P OBEDNDH A5, £ TR EEHE L DAT
Y777 412K % ioflupane D LR & IZBI A W & s
ENTV S D PR O R S & L CRGE OGS 235
oL, HIEEEEOIREIC & - T E OB A <
BOHMOBIENTELRWI ENH L. RIFTlE, HEEHFTD
JE B2 B AHIRE DO PAT D B 5 kN BV CHEN O EIZE K
GRS\ o, HEERRTIEERL L Tuirwn ™,

5) MR

PD TSR T ATA SN, Mo/ S—F vy VEREE D
hin) P EE R AERE CTH H. WREEE 1L 1975 4F Ansari 5 12 &
DO THE SN T2, JE4E Braak 50, PD O#IH
IRk D 5 VIR EMET A ASIICFE L E I ]
50 DSk, Z2OBOATEE > CT\b, PD OBELL T IERE
WEVIEED, % 70~100% DFEGIZFRD 5P~ MSA,
PSP, CBD, VP, ET & D527 Y 9 5. AIF T odor stick
identification test for Japanese (OSIT-J) &9 HARAMITIC
B SNREMRAERES L HW SN Tn S (Fal). Fe5E
WL o A 30 IS RREHE A IR A AT L, 11 BICERE O
BN A LI, 209 510 B0 BB K83 Vi
RERRER L72E A, SPINERE, 28I3RMETH 72k
L, MEREEIL PD OFSRERZITICH A2 Ch b L
mENTWE Y,

WL DFRANIOWTIE, T3 RIEICA o 7Y E AR 1
B DR RNAGE L, Z OBAEDIEER % 5 C—RIREE T
B BRI, WURSET, FLREE, REE, WUNE B & (niE
BN, SHIC—RKMEE 2 SR, SR TR, IRk
5, U, IRE R HI A~ 35 & & THUERERI O A v T —
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Fig. 4 Dopamine transporter scintigraphy in Parkinson’s disease and related disorders.

Striatal ioflupane uptake is well preserved in essential tremor (a), drug-induced parkinsonian syndrome (b), scan without evidence of

dopaminergic deficits (SWEDDs) (c), and Alzheimer disease (d), while it is reduced in Parkinson's disease (e), multiple system atrophy (f),

progressive supranuclear palsy (g), and dementia with Lewy bodies (h) (quoted from ref. 7 with permission).

7 &R L%, IRESEITHEF 2 il & L oy 72 U o 280
PIDbNBLEEZ SN TS, PD OBREREDELH 2
OWTIUE, BIELHEE L TIZ w22 \as, IR B 4RI A3 <
M54 252 EHAMEIN TS, Il MRI % v 72078 T,
PD M OWLIEHIEAEI, Lk Y UL HITE *, M0 PD
BE T OFLRSE Y HfTH O PD B T3 O RkE ©
DIKVE DA LT 5 2 L PHE SN T WD, BIFERE
MFIZOWTIE LR F8% &0, BRI REIRERIT R
UL4E PD 2B 2 AL T A3 O RBAVE FIE O Tl 7

D9 BESHE SN, ZhE ) 1T T 2013 4E4* 5 Donepezil
Application for Severe Hyposmic Parkinson Disease (DASH-PD)
WIEnlfiE > T\ 5. Z OWFFRIE R AER = )37 { EEER
HEEYHET S5 PDEEY, FARINMELGHL T TR
HEED 2 #2551 T 3 EROBAVESIE T A fen &9 2
MR ERIRIIZETH 5.

OSIT-] O#AEF v Mk, AARNIHGEADD % 12 A
DIZBW(Er, ¥R, /HmAK X b=, ARPA, HTL—,
KERATA, 136, 00&, ZENHT - FRVLRW, I
(IVFYAINY), WDIZAIZ) BxA 7l Tl
fLL722 0 =425, AT 4 v Z7HRKOBFHFIIHOOLNT WD
INEIURICE D, PIRE IR E 3~5 &) b5
CeTYArun TRV ERRLAREEESEDL. TOHE
WHEBISEDT T, BWTIZBWERE ®INE S — Fh
Higd & Tl 2L % B, AE S RIEHKICREAT .

BT IERE &0 4R E, @M% b OV ENEGH 5\
EDRNPH GO ED[ b v, MR LKL
HE® TR ] O 6 IR HBIRLTH 5 ). FOIEAE
% OSITJ A7 LI, g OB EEEE 35 %,

6) RBD

RBD & (358 % L 2 MERR R 121345 5 05155 D BRRAME T
L T2, il 620 5K CTHEZEROMFIABEE S5 720
I, B TR EEZZOFTFTEIBLCLEIRETHS.
RBD |3 a-synucleinopathy |2 S#HEE GRS Hi1 4. PD Tld 33~
60% ', DLB T3 50~80% *, JRBLSAM I HEEZ M S /e
DLB T 76% ™ & Lewy /MER T { F H 1, & 512 MSA
TIHHE L &2 X B BWTlE62~84%, IEIRAR) VA 75
74 (#%38) 12 X ABMIT 79~94% L FIZE < Boons ™
R CRERE S 172 172 5100 RBD BE ORGETCld, 170 Bl
BHWHEBT, 209 b Lewy /MER (iR E O &6 % &)
H380%, MSA %%11% & % D% < I a-synucleinopathy T >
72 )T, M= F Y CRERRECOMBRIIR L,
BN HV SN S, £ 72 RBD IZHEH 5\ T EE)AER
FIER L D ASND T L5, PD ORMIZMICHEIT 551
T~ —H— O AR X T2 ™. Schenck 51345
1% RBD @ 50 it L o BB 29 4 % sBER L, 139 3.7 4%
RBD H8IA5 12.7 5£1%12 11 61 (38%) #5PD (3 Bl &) %
FHEL 722 & X0, RBD I PD OFRMIfERTHL L L™,
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Iranzo 512 X % idiopathic RBD (iRBD) & 174 % k512
g % 47 - 72WFJETld, a-synucleinopathy ~D 1T 1%
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D, A THIEA, 4~6Hz O ILEEE, K3 EEES
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PD : Clinically Established PD) &, J&EF - $FEEE O f o34
b 80%LLEELRBE T EEBIEL-ERN LG
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LANDELES>TWE, FTNR—F VAL HL0ED
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MPOBWEATH NS, ZOFEKMETIE, PD OFHIZIZED SN
e WEBREREE IR SN F0 LT, U0
e (Supportive criteria), L2 DFEXFAIFRALZEEE  (Absolute
exclusion criteria), 10 OHMIxFHIFRIIIERE (Red flags) DA
EHRICLYBWIENS (Table1) . FENILIEE Y %20
EX 1Y%
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1. PD DG DOREAR

PD OEBEROIGHE O THRITIEWHELETH 505, Ol
Bl ot i e L OO FAE D, )N T a v
BAERZ &5 5. FEYRHRO BIE, HMNTHEA L Tw
LRI UEMINSELZ LT, NI VORBEWETH D
LR BS&P5-9 2 (283 Vi), 2o, F33 v
EFRBOEREZAT S K82 vy 7I=A b, F283 Vol
MRIE(TY I TY), FRIVoGREBIIWEOM
ER(LF) Y, ZUFHRY), FFRNSI VROV
B, 77/ v ZBEDOT YT ANTHDILAANTT
T4y, FTReFLa) CERBASELEGHIT ) H)
7 &% I D IR R s (deep brain stiumulation; DBS)
X, WoHLEHMICE ML FEL, OBEMOBESHBI L
Y Z DAL O P O FEE) % 0 2 CTHEIR % 2035 S8 B iR HRET
Ho. IUNEYTF—Ta i, EYEEE H b CHOME
EEZONTEY, FWICEELRGRLETH L. BLFIHE,
FAEEROEIITON TV, —#EkE F2E Lo
BETiERl, 4BOELREEZIP/FLAV.

KA TlE, PD OfTOIER, FEIZHEWEEDORIEDE 2
FEEROERIZOWT, T, SHIC5HBOH L ik
FEICOWTHRTT 5.

2. #rLv PD O 3EH
1) i BTl &7z PD O 3EH]

RIECIE, AL 6EM (20114F1A2S 20174F1H) 12
RODIFEDPAKGRENTZ. WUDIE RS2y 7T=A+ (75
INRF V- VEREE T I Ty 2 X LAY, oY= o— ViRl
$E:LF VS CRY THEELEA TRIA O (B TIESH,
OF Iy =a—=70% @EFED) T, Wb Ak
FRELSED XIS, BikT B RS vz
ZE1R3% (continuous dopaminergic stimulation; CDS) % H 1§
L7238 CH 5. io—21320134E5 A i shzT7 7/
VAL ZREHERTHEA AT T T4 (VT
AR)T, FERNRIVRICELIH LAETEARL, LARRS
HHEE O B O off R O 4EHE L, on FEDEIRZLET 5.
=213 2016 9 H 1 HIZ L&l S5 H LK N
2N AV BRI EH] (724 R BLA R A )
T, FIVIRIZ L7z LR Bz 2815 B3 & F it 596 2 &
W&, EEIAOHERERD L VIETHIL L) & T A3EHIT
HbH. oM, 2014 F 7 HITKREI N/ LRS- )VE R
NIy HARVEESH (A5 LAR®) 1L, COMT HEH O
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Table 1 Movement Disorder Society (MDS) Clinical Diagnostic Criteria for Parkinson’s disease (PD).

FEN—FLVILEIGEERBICIMZ, BHIEERES 2 VEHBAIO—ALZVWILEAEDHEAEHLE TEEINS. £ TOEELERIE MDS-UP-
DRS ICRHEINTVWBRICERTIVLENHS. N—FLVY_ILNH3 EHMINEBE
ERREYICHEE L /X—F >V >9% (Clinically Established PD) $UTOEEE*ET 3 :
1. HFrgFRyEEEE  (Absolute exclusion criteria) DIE H 437\
2. Dl TOoOLFHNHEME (Supportive criteria) DIEH 2 %
3. HIRERAERE (Red flags) DOIEH DR\
BEPREOICIZIZFEE £ /¥— % >V 48 (Clinically Probable PD) U TOEEE2ET 3 :
1. BRIV EED I H 37
2. A WERAVEEDOTHE A3 2 25, FHLL LOFLEDTHED H 5, T4bb
AR BRAMEEIEAS 1 THEH & 2 565, SCHEEES 1HA D LV ETH S
AR BRAMEEAS 2 THH & 2 s, LFFILIEDS 2 THH DL LB TH S
AR BRIV MEAS S THE L EH 256, Coh T I — 0@ TH S
FIEREE (Supportive criteria)
1. RS UFCHEEIC L DA CRI 2B R0 b s, T OIMEZ/- 3720120, WRNGHEIZB VT, BEOEIEEIZIEE 2w LIZIZIESR
1IN L ARV E T L7 2 EWMERR S N D LB D 5. MIERGEHR IS T 2RO T O FLEA 2 W&, uT%EUM@iﬂJ%t&&?
a. JHEOME|ZLZFWLRYE, HILVIIREIC LD EHLBEESAONS,. HEZZEHELTOIREOZ(LTE LI I3RS, e %
BNy (GAHEOZEHIZ LY UPDRS 78— b I DA T 7 A530% % 2 224L) & 2w i EE <1..§iﬁf§éﬂé?:fimif\p PSRy (/N
SN EHHERTE D) ICRUERTE S
b. WS THDEW % on & off DEBIAH SN L. FHIAELIERREIED off ST NDRETTRO SN L TEL bR
2. LARFISHEREOIAFA I THRDLEND
3. W% (BEHLVIIHEODE) 2L VRIS LD 5 VI TR OE LRSS H b
4. WENK, HDVIEMIBG LY v T 7T 7 4 128U B DA A O AR STRo S s
bS
1.

Fic TE’JK‘f"%%*’é (Absolute exclusion cntena) D INS OFTROSEAET A8 AL PD 2 AT S

ZE L DT OIS H /MR % 72 CUNIPERAT, TR OEBY ST, A TEO IRBGEEIREE () 2 X RS SRR, MR M IR R
ﬁ?)ﬁ 5 K O 1 B P AR ERGE ) )
THANOTEE AL EPEIRSGEB S, F 7213 T O EE IRk EE) 72 N

FEAE 5 4F LA 47 B s 2 760 i 4 B 7R B < SR S M A TP RRE D 2 Hﬁﬁﬁ%(ﬁﬁ?f{%#%%ﬂ%
IN—=F 2 HERD 3 EEZBZ CTFRKICBERT 2
B3 VS BARERTESED 201 RS USROG H 1), 2o mB L ORGHBAERAE NSN3 v = XA E L THE LW
Ml LA FEEOEREEICL b L TEHAED LR BN L 28BN AR, BISTHER USSR H Lk
HO D EREEE (REETREEE, —KEOREREL LD WIIRERE), O 22U OBl &ER 1T, ETHoRELRO S
FREEEIR T N8I Y ROHEIHIEELSIER Th 5
IN=F UV ERERIL) 2 ZEDPHEN TV LMOEEN DY), ZOREOIEREEEDITLHDZ Y THDL LTSNS, H5WITEHIGHE
BOEMEDT 55 2B EIEHGC2ED &, PD DAL ORI OIEBERETdh A W ReEAS W & OHIIF L T %
*E?(TE’JK&'S’*%’é (Red flags)
SEIE 5 LIS, W2 LI L T2 X TR E O 2l EfT
2. 551;u+ﬁ§biflk@1_mb>é<J»araw:cw (7272 LB ;hrﬁm\m\—:bfw BEIEER )
3. RHIOKAEROMH : FIE 5 FLNIC, EEORFEE, MEEE EHEAFILEZERFICERTCELY) 5VITEEZORTES (BE, &Y
BHHWITEIEIC L BREPLE)
W SRS OIFIE S © H i db 2\ AR T O WA PR 5 <2 45 7 O R VIR *
5. LT OFHE 5 4 AN O T EE 0 F AR R
a. RN - #7343 DINIC A 7 < & B IR 30 mmHg & 2V IEHEERT 15 mmHg O IMER T 25H 6, BEfREREEE R L 9 205K, 3
#dd I OBEBEAAFAEL 72\
b. FHE 5 ELNOEE DR D 5V ITRES (ZMEoYE, BUMFHTT 252 W3 Lm0 EEERITE IR ), TUEH 2 2 RETER ST
v, B TR OERITI N REE TlE 2 <, iEEEL ) L1 D D
6. FEIE 3 AELIN O LEEARFEREEC X 2 M (4E 2 |IPLE) o
7. FEL0FELDNICL TEABD EVLRETHRY (YA M=TH) &2 WIETFE0MmiE
8. MMM 5 FEIELTYH, DT ASNZIEEEIEIRE 4 RO v MRIREEE (FEIRMEREFEEIC X 24808, Ho@EOMHEIR, L AHEIR
TBYREIE QM) , FEMRERES (), HhoREYM, EEEoRERLE), WEET, HaEsE (5o, 1%, L)
9. MO DA WA B, b BHHREEEEIC L 21D 5\ IEH S 2w T (BE O S0 A2 X LR TOMED
AOYE )
10, W CHRFRED 7S —F 2 VHEIR @ BED D VIENEEED, BER AL EO R W OFERA D o 7c L #iE L, OB T L ALENRD bk
EHAEDEIS (Criteria Application) :
1. Movement Disorder Society D3EHETEFR SN L /8= F 2 VIERD S 5 ?
QAN Wiz [
[z | Thiud, [BRMICIEIEHEE 2 S—F 2 Vil TEIRIICHESE 23— F 2 V] owsFhne 2Bt & 2w,
[Ewv] ois
2. TR EEDO VBT E G2 ) ?
QAN wnz [
[ ThiuE, [HRICHEE R S—F > v Vil TEIRMICHEE 2 S—F 2V ViF] owFhe bBlica %
[Vinz | os
3. ARKF ARSI E O %4 TH H
4. SCFENFEEE DR LT H K
5. XFWEMEN2IHHI ESH D, 2o, HRHBRIEEIIFE L v ?
v O wnz [
[ldv] THhuE, [HRMICHEE 2 8—F >V ViRl OfkMEZT-.
[Wnz | OigE:
6. ARXF AR HEAD 3 TH H LJ\J_&ZM\ ?
[lZv] ThuE, [HRMICIZIZHERE 2 N—F >V Vi) SEBHTE 2w,
[Vinz | os
7. AARHOBEANIREE DR L IE H UL, SIS EO L IH B LI A ?
i3 O UW‘K D
[iZwv] ThiuE, [HIR IUBFEE R S—F v ViR ORI

HAGEFRIEA  *inspiratory sighs: % RAMZMAE CTHEZA SN D IFHEEED—DT, LI LITERABINAE L 55720 BEFOE

3

©XPXNG TN

=~
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I HAEELRRNR - AV RASREHEDEHITH
L. F7220154F 12 BICE LEY v o HARE D RBEIG L
otz S HICARFRARAGEIEZA3, 2015 4F 1 HIZKE FDA
T, 11 12 EMA THKGE S WUBEIZERR M S 11T % IPX066
(Rytary®) 1%, LK F/¥/DCI Ol # & £ Al (sustained
release; CR) #—20D 7 7 WIZWNAE Z & T, BhERDOIEH
PR PO FEOFRF A E L2 LR R 8AITH L. LIF
FERPFEIZOWCIHEHT 5.

a. fANTTT741) >

FHERRET 2 L D8HT, 757/ ¥ ¥ Ay TEEFEHUE
ReHT 5. 7T/ 7Y A THERZ, MEARD S UHEERIL
Hi gt U RIBER 2 83 5 GABATEEIE D4t A
WCHERIZHEBLL TS, 77/ ¥ v A ZEEZ RIS 5
& BB ARSI O EIE % T, Ak FAYIZ I ZIEE) 2 ] 3
L, o TAANTI T T4 N TTT ) v Ay ZEMAE R
Wid a2 elohh, MEBAEAROWNEEZ T &&,
e {282 2 L ICXDPPDIER BT, LR F/XT
HFE T O PD 12 BT A wearing off DL Z#HIEAH U, 20 mg
1 H 1 1aIAHR T 1.31 B @ off KR ORI R 1, 40 mg
1 H 1A T on K> UPDRS part Il 2 21 7 % 5.7 843 L 72 .
b. LRS- ANE RIS 207 HRUFREH]

LARRFNREHR (LERFS-ANVERNS) vy Ry
EDOBHITHL., Ty HEL, KWTLER 25 HT
%5 COMT #[HEL, LR RIOBERTESE, FANOR
THMEHFTHIENTEL, THICL ) H#ETHPD B
@ wearing off IFF® on B[ % 1.4 FHILET 2 2 L2 TX 5.
—HRWPD BEIIH T2V AF AT T RIETHIRE I
BoHMN Ao 72 (Stride-PD #ER)™ . HAIZIE, LR RS-
ANE RN T2 HARE LTI IE 50 mg/5 mg/100 mg~
200 mg/20 mg/200 mg DT 1\ 1 F 7213 2 e & fE %53
b, %P, ERICE ) HEROES B RHES 5, 1H
WLARF/2NEE L T1500mg, #ANVE FXmE LT
150mg, T ¥ ARYEE L T1600mg %, %5 E%EIZ
ITH8MZEHZ RNWL)IZT 5.

c. ZERGPXGHL AR R8N - AV RoKMWELEH]

FEE RN LR RS G- 5 14 CDS 2 EH T 5 /-
DIZBISE S NEBET, ORI 2 3R 2322 54 5 H
LR RS- AV E ROURFIBRLEH] (7 24 Fo3° ia#E
i) T& 4. Percutaneous endoscopic gastrostomy (PEG) |2
LIRS NBE T 2 — 7 %8 L CHRD R 228512
HEASNEZLIZLY, ZELIZLVKR BSOS R 72
NA. HARRR V7 121E, AH 100 ml (LK F7¥2,000 mg
HIVE F28500mg) AAFRBEEN-H by PBEFINTE
D, #E1 7ty NTLHEHEY 2% 2 5. /b CiTh
NIEATHIPD BH 7L B 2 G & L7 (R B L _E RS 7
V3= IR OAE R, 128M BT 2 RS LR F
JEEINNREE & Fele LT, 1.91 BE 0 off B[ o 4355 & H
RIS E 2BV AX AT T D%\ on Fif % 1.86 BRI
Bage®,

FRPR#iZE 574 6% (2017 : 6)

d. IPX166
EHGIHEORE 2 BHERIL, VAR /Y Gllgs) oF
BIADS60~90 3 LN L TH D, TNrEET L7720, i
AET LR BB REEDSBASE S 7225, LR F/SEEE &
T, WD S ANEE T, SREFEHSE N EOR LD DY
HEVREL TV, IPX066 1XH 7LV OHIZL AR K8/
VY FSOHYE T T EARRE T T R A G b
T, Pk LR Fosmliise & MEICHREHIHE L, B0
ORI S o T b, KRETIT b MEA{L T E
BERILEGAERIC X 5 &, IPX066 1% 581 L R’/ Sl gt 5
HELZ I LTS 1.17 BRI O off BRI 4EAERD AR ST
w5 84>.

2) BERBTH 50 Id BT ED PD O3EH)

OV o o— VIEREIEREAE] (72 —X3) 1, n¥-no—
U Z BN L 72358 T 5. MAOB BHSEHITI, rasagiline
(72 =X 3#&7T), safinamide (7 = —X3) 7% 5H, H#H
1& a-aminoamide O FE KT MAOB IEMEH DIZA, K/%3
YR AAHEEH R VY I URHILEERZET 5.
opicapone (7 = — X 3) (&Pt COMT FHEH]C, 1 H 1
A TEEER % COMT HEHEAVR ST WD, FHILWT T
72V Ay ZERBLER O 7 = — X 2 H72016 45 10 H IZBHA
shrz.

3. PD OIHIERE
1) FHAEOER

2011 45, PD OB AA KT 4 U HFUET SN, Wik
BPERIIR 9 2 FEWREHE RN oW TiE, [HEROREE,
HEEHOARAM S, BEAZBEL CHBTA], S5I12[3E
WBEORGZES 85 2 L0 SIEHL N TR V] L
B L B IBERIA R RS L NI VW LRI,
ZDO LI, PD OBBHAGRINII V29 52 S 5 LT
E70D5, WOITANLEBTAMIIONWTOI YA
BATLLESNTESY, 2oz [HERORE, HEE
HOREME, WEABELCHETS] LI LEICE-
Twb. LaL, PDORURGEOEZMEZRIZT 50D
MO, BRI ERSND L )12 h Y, BIGHED
HEEEIEH SN TV 5.

PD CTIEE P33 VSIS OB VERL T (20 D MGtk
NI VR OB, BEED P33 Y EOFAIZ LY E
BEARAS, JE NSNS UHREOMAIC L) S F S RIEER)E
RAME S 2. EEPERICOWTIE, B R8I i
AI50%AREEIIHA L, P83 UHIEHR D B8 Y m)t20%
DTFIET 2 BT AL ENTWAE. 2O L) 1M
MM OZEW DI E > T S ERPHIT 2 T CoMBIIL
premotor phase &IV 5 7%, 2 O MESEIHERA T L 2w
DI, REBEIE 720 EZ 2 5N TWS ™ I,
AR TO P82 Y RBEEEOHI, F/R3 Y ZHREOKZ
DT, SR - EEKD enkephalin @7 v 7L F 2L —
Ta v, BURTEOEITE, BEEEEITOEEILoMER:
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ETHDH, TNOPMEMLORMTEE, BILA ML X,
WEFE NS, BEMEHENE SR8 L 5257
BEMEDSR SN T2 Y, 20X 2T Ehn, BN s
I UM AT, CORMERREE RIET 5 2 L AR
WD RE IO BB L EZ HNTWD,
—HEERMIZIE, ZhE TOWL O ORFFEIC L S
&, BRI AICLY, ZOBOIEIRTGEN L D FHkd
HZEDPIRENTWA. delayed start design &\ ) f5e Tk %
FHV>72 ADASIO W8 T, R#%EFAlfiFF |2 rasagiline 1 mg D5
WG HEDs, BEATHEG 2GBTS AR
\ZEBER 2 03 LT 72 %Y. 24U rasagiline O fiER AR EE
ERHZRLIZLDTH S LHERT L2 L LTEETH S5,
rasagiline O FHEE A LD, HNOREREISZIES /-2
&, EARDRERED ILH 2 o 72 2 & T O WA &
N, MR L D IEFIC@E L)kl 8, LI
£bEEZONTYL. ZOLI) BRIV RENIZBNT
LREESNTEY, ELLDOPATIZE T L AR K/ S35 (150 mg
#E, 300 mg B, 600 mg BE) 7% 40 M D355 2 HE O 4
a7y MMRL T T REGEICI LARISHEE A 2T D
BALPRECTH >/ L™ b, BEAROEEEL RIEL
TW5h.

2) PD #I  iHiE N
FPEENEROUEE, T OBEIER - JEEEER &
fbegnn b, IBEIEIRD G, FOH%ICE SN S ThE
HD D 5 EHEIHED T, S SISHREZNE O o ik
HEZ BN OEEREMIGT 5. PD oA, LR
Ro%, FoX3 v 7 T= 2 h 721 MAOB FHERZ & 0 g%
Blhs 5 2 L REAIE L, Ry, RRAEOAE, EHERO
TR, W E R AL BN 2.

3) PD #IHNGH OER

LARFRS, FX307T=Z2 FF21EMAOBFHERIZ LY
HEEAMBTAZEEZEHIE L, BBULRAUTO L) IZEHEE
5. OE#s (Wi es Ml E) RRBAUEL &0 LR %
7 EORBHEIRSEH D) A 7 D3H DA 121, FEHIIZ I
LARFSTHIEL, BESA T & ZITE LR P32 s
HDHWIE RN 7 T A M F 721X MAOB FHER] 2 80§
5. @FIEAEAL 60 LT 72 &, SEBABHED ) A 7 DS
BAIIE R8I v 7 T2 A b F 7213 MAOB BRI TRIMG L
YWENAT SR EESIZE RSV T I A MR, X512
LR FAZBINT 5. @FOMOBPD FIZowTid, iz
VYR, TRYET Y, VEH IR (MRS 5T
W) e Ea WEREERICH W2 H0H 5

4. PD OH#EFTHIO G

1) ST PD O G F RS

PD T, MG S BEMIIN A L= e voTH
PD #IASIEE IS B 8 < RIS 2 A%, B4R L C 2 DR A
WEL L, EEAEMER S F 8 F RIBESIERASEEIC AR Y
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BRICHEET 22 80D 5. CoR], BILHETHNCE, F
SHEEFEROEHR AT ) 25, Z OBRTIFEREIR 2 AL S
LW EDVEETH L, SOITHBGIHED T & GH
ZLCEF &F IR ER O T, ADL REIZ 2 B fEIR
W3 $ B EH AT . FEAIWICIEEMBHE L1725, WG
FHRPIEOWL G IIITAHFE L ZIET 2.

2) EEVAHHEDSIERF (Fig. 5)

HEEVABHE O SSE IR OB & TR OBERE 2 Hh
TWAY, EZHBETRCED> TWa, BAEFRKOER
ELTRDENZEZSNT WS, LA P oI Emiid
60~90 SMETH D, WINAFINEA - KT 5. w0
20E, AN P & s L 72 LR RS IEg ks d 5 o3
I UARE DRI Y JAE N, T Z T aromatic amino acid
decarboxylase (AADC) (Z& D R8I VIZEHE N F T A
IMEIZEZ NS, PR3 Vid—ERE Y 7 AMBI L
575, ZOBD2 HOSHMRIZ L) 2ot E i s
FDATIZ L ) 43007 K283 VISR D AR ENL 2, ¥
F T AR R8I VB —EICR7- A (Fig.5a). fit->
T, RN UZFERIZIECDS £, LA L K753 VgD
ZERES B, LRSI D b= s iR SIS A
M, AADCIZ LD F33 iz sisd (Fig. 5b,c). LA L
o b= S E121E D2 HOREER DAT 237\ w720,
VAR RSP INT 83 L, 2ol B A&k
LI X BRI IO, fEo T, LR RAABHGE
LT FTAMBO P8I VRERE Y, oGS
Mz D LBy T T AMBO K83 VIBEEMETI 5. 2
DEHNZYF T RAZED K783 V3 RI1E, i LR B
BEVARAE L7z B/ S X ) BRI (RIREg Fos v
TR Sb (Fig. 5c). N2 wearing off & 38 Z I
HEZEZLNTWS, SHICYFTAMBO K83 VigED
TEENWD )R END &, ZON#E 25 83 V2RIE,
EHIZENUUBED Y 7T MEERIZOZALAEL, ZOHD
R A O T IBYE I F CRB R T, e B A A
THENIRY), NPV AFATVTORREEZ LTV
b, VAXFATTIHIEICHET B EMA L LT, DI 2HE,
NMDA %4k, mGIuRS ZAEEATE SN TWE . Fik o
B FEEROAG RS, AR B C R R
(long term potentiation; LTP) A3 I, AR EEHI S Clibd R A
HEU D, RIEEPD TFNVT v b TIEHEER T LTP % 4
LS, LR RYEHFRICL ) ARIREEICK S, Ly
AXAXITEELTHSPDEFLVT v MTIE, B
TLTP %4 U %25, (SRR B @A U v 7z 12
BRI GBESEI LD EEZLNTND Y,

3) EE)EHHEDFEIETE K

IR & 912, T2 FEZERIEFRI O LR B3z
S X BRI FSI VRBEEHMTH L. TR B PD A&
HIZL AR F28EHF % 150 mg, 300 mg, 600 mg O 3 FEIZ531F
40 B2 5- L 72 ELLDOPA WFZECld, 600 mg $%5-# CTH &
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a. Initial stage

uoJnau sujwedoq

b. Middle stage

FRPR#iZE 574 6% (2017 : 6)

c. Advanced stage

AADC
L-dopa DA DAT
//
D,
© DA

tryptophan

UOJNBU BUIUOJ0IOS

Dopamine
content in the
striatum

time

Fig. 5 The pathophysiology of motor fluctuation.

Refer to the text. AADC: aromatic amino acid decarboxylase, DA: dopamine, DAT: dopamine transporter, D,: D, autoreceptor,

HT: hydroxytryptoamine, SERT: serotonine transporter.

WEBIEPHEASINL TB D, LR NS SEER O
—DEEZ LN Y FRICEY PD BEICLER RS A
VRS- v 4 ARy %P5 L7z STRIDE PD W% ) ofs 45
BN L2 A, VAFAVTIRIEOERNILX, HE, LK
FoSE R, {RfAE, ZPE, UPDRS Part I (ADL % &f)
5 ri7: &C, wearing off 1, 754, UPDRS Part I &5, L
R N/SE A=, 2o, UPDRS Part IIT GEEDREIR % 574l) w15
HTHho2® YAFAVTIIMERESDHD 4mg DL K P
LWL, 6mg2H8mg L ETIET T M=%k
5% ELICHIBO X IZYF T AGBOZEEROER &
LT, DI ZBURPEG L TWwAELY), DI HEERICEMME
D& 5 FHFANIFERELRN 7 2 T ik 23D .

4) SEBEBERE O S GHITR

Bk Y, EEVAHHEA R TRERERIE, LR RS
DY N L TH D, MERIIH D /83 vy =a—1
YHRERIBIZ B D B3I ARFFRET) O T IR B O HEATIC
o THETT AN O T, #4592 50 PD RIS, #5751k
LR, MPRELLELI LI ENEETH L. AL,
LR FASO5EES, iR o RVERI O S., SEHlo
FRfix 57 ETH A, MPREZ ZEl S-S5 2 LIZHS
WERDOE =27 L T TOFEEWIINE T 25T, 2
MIC X D RRERIZBIT 5 CDS A EBL SN 5. BARICIE, &
WsEh g (79 I _F Y —VEREE, n-o—)
Flge), WA (oF oF CAERFHED, BB T (7ARE

Ve R RERR T, BEEA (LR B oRFEA (727
RoX9)) & Th L. FEBEEW PD BEIC, FE 0 60~90
LBV LR FSTHREZBMG L2BE L, AT 6 R e
S 40 B K83 v 7 T= A b () CRIMG L BT
&, BEOHHEEI SR D R h o 72 % BRI DWW
TIE, B¥oo— g, #FoREicswior=
O — VHAEE 2 EE L off REf & 20% DL kA & & 72 83
Gabinse® F72L K F/3% 600 mg AT 3 FE AR
HEZIIBWT, LRMSBRGEHIDEBRIIVAFATYTO
M AT &2 BiAIcowTid, LR SkaFT
F VUSRI OBEREI, LA R SHARGEER I LR8O off
DHRVEZEOEEEABEIHEMESE® . LRSS/ I e
FXOFEGHEA (72 3% 120w, el ibiz L
7202 Db 5§ off W S 3 KRR %8 2 2 R 0 di B & 0
FEXHTAEE 34BN LR ROFFIEAZEALZE S
%, 54 B4 off B 1% 4.4 BRI, H R ARG ISR & 7%
HIUAXATYT REDR G on FEHIE 4.8 BFIE (62.9%) BN
L, HEAFICHREE 25V A% 4T 7 %09 on BefI 0.4
B (22.5%) A L7z

5) TARHE
a. Tk

D TEERN & B KINFEER O— 2 &EE - B, 25wt
A A L BE O BRI 2 Fc i I2 5 2 5 2 LI &
D, PD OEFEROUE T M B EHETH S, ibEE R E
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& DBS 2 575, HoEId TS DBS AV SN T WV 5.
b. A R

DBS (241t 7 Cld 100,000 A LI E, ARFECLE 2000 4 4 A 12
PREEEIS 2 =207 CB Y, #7,000 A\OBFIZEBSN TN D
DBS »i#Es##EE, OPD TH D (LR KIS T 52 &),
@QOWZEFHFHELTBY, VAFAIVTHIHETHL, @
BITERIC X D S HEECH 2, @) D% & DOREMAEIRS
BHEA 2\, ®EHIGIZIE 70 LT (75 Al Th 179
F=2bdHY) RETHDH, FIEEBAE EICHR T & kg
KT, NIRRT (STN-DBS), k& BRI
(GPi-DBS) EIFIEN TV 5. 20114EDTA K54V I2k b
&, OIEWREFI CYEDA T % LEEERER 7 & UK
BEIRO HNZER) & ¥ 2 % 4 ¥ 712%h LTI, Ml STN-DBS
& ifll GPi-DBS 2342 S L% . STN-DBS O /5% GPi-DBS X
D RN FEEWEI D D 5. L AR Rk A stk
AL, TEAERAE VT TR L S W EN DS 5.
@LERIIMAZ S SISy EOREZ I & 3 286 11X
STN-DBS 754E3E S % . B— Ml EZLEENAEIR 7 © U2 5EH)
JEIROOWNEB E VAX AT 7 OB A HIWE T 55613,
SER D TR & FOHEl 0 STN-DBS, GPi-DBS, i Bkl i i
AR SN D Y.
c. 5] DBS

CNFETIEDBS 2272 BEDSL 1%, BWIIE L 10~
15 4F, SEHGOHE L% 5~10 FAEETH o 7248, RITEH)
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Abstract

New development of diagnosis and treatment for Parkinson’s disease

Satoshi Orimo, M.D., Ph.D.”

PDepartment of Neurology, Kanto Central Hospital

New methods for the diagnosis and new treatments for Parkinson’s disease (PD) were explained. As imaging tools,
neuromelanin imaging using brain MRI, mefa-iodobenzylguanidine (MIBG) cardiac scintigraphy, dopamine transporter
scintigraphy, and transcranial sonography were introduced. Olfactory dysfunction and REM sleep behavior disorders
(RBD), which are important non-motor symptoms, and the new Clinical Criteria for PD launched by Movement Disorder
Society (MDS) were also described. Investigative new medications and new anti-PD medications, which recently became
available in Japan, were introduced. I explained the rationale of early treatment, strategy of initial treatment, the
significance of continuous dopaminergic stimulation, strategy of treatment for advanced PD, and deep brain stimulation
as a surgical treatment together with promising new treatments including gene therapy and cell transplantation.

(Rinsho Shinkeigaku (Clin Neurol) 2017;57:259-273)
Key words: MIBG cardiac scintigraphy, dopamine transporter scintigraphy, olfactory function, REM sleep behavior disorder,
continuous dopaminergic stimulation




