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. HRETRFSRESEEZDOEEENE . RIEBEAE L OREREHE L
DEEEIZBE T HH5E

S3-34=1:0)!

IN—F% 2 VPR (PD) I 9 2 AR IEosE% (DBS) 1. AP DB £ 722 ZRAL.D
REAYERKEL FOFEEEHIRY A RBICEETH S, LML, BET
K (STN) 2R Z — 7y N & U7 DBS BRIZESEEA S NAREEINZEL T,
AP DRIBEALE & DBEEIL TR I TR, ERERRIZEWT, STN-
DBS & DIRE NN E M R REEE O A M B B ETE DIEEIC &L V) STEE %
X7 HINH Y BELRFBEEINIIEELEETHS, SIN-DBS L2OIKEEM
CRIBALE & DBEEIZDWTHRET Uz, I1Z T, FDG-PET & AW CIREREIN L
FEBE 9 2 REXEERBH D EALENL MR L, (REREIN L BES 5 STN D AL 58
DOHEEIE B TITo 7=,

CSERst:S

JbVEE KRB Tl STN-DBS 217 -7/ 14 2D PD BEENE L L/,
STN-DBS BH#&RT & BAfG 1 454212 Unified Parkinson’ s Disease Rating
Scale (UPDRS) 12 & % PD fERDEFHH, & E - {KE - body mass index (BMI).
FDG-PET D& % 17> 7z, DBS RIEKBABNALE 1Z DBS FAMARTIZHRS U /2K MRI
Ei{& & DBS HIEAH Y — RHEOIAAMTED (T Eif % SR I A L, e b
DEEEZEFHAIT 5 Z & T U 7z, RBEMOEE L, STN-DBS Bfh 1 F£0D
BMI #&/n& & DIERARER &2 3 /=, F/-. STN-DBS BA%A 1 F4 D BMI BEE L
FERE 9 % RENEER B D EALERAL ZREE L /-,

(#ER] (REEN L FEEMMLEDOHERBIZOWT, ERNICEWTITHIEE
A STN DRI A EENZAIE L TV B Z & A STN-DBS 2 DIREREN & A & 2 +EE
RRD, Tz, AARMICEL T, HIEEMED STNOAMNZABEL TWB I L
M3 STN-DBS 2 DR EENN & R M 2 38D /-, (REBEIN & FEEE 3 2 Akt
ZALEALICEEL T, SEHBHET CIERTIR 22800, ZEHHElEE
[E, TRIBEEI=AE., ASMUREESMAES. ZriEREE, 2 _EAEEE planum
polare OFERFLEIN & AEEMAFERE U T2 MEMRIZH - 7=,

(E%]

ERNZBEWT STN DRI AERIEBDRIEAMAELEIM L FHBEL TWE Z & IZBL

T, BRICEE TS A S VIBERIVE Y 286 T 2R OREAE S
UTCWBAREMEMNDH B, £/, HEANZE T SN AMA DR AMAE I & B 5-
§5ZLIZBIUT, STN AENCHEAE UIREEIN & #1192 AMAIRR R T EB A~ D]
B MAEEMICHE L TOSHREENH D, —FH. BERFEMZRDZK
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A sEI I STN D sensorimotor $EIS Tl < limbic $EISk & HEEERE & DFE\ FEI
NELSEENSY ., BEHICET 2MRELEZ N U ZBITEIORAMREEINIC
BELUTWBHEEMNDH B, AIFEDXNEEIZH T 2 HEEBNE 1T EE)
FEIRTNEIZZI R M % sensorimotor FEIBEEIZH D Z &5, DBS IGEIZ LY
EENERNWE LB 2R NH S BE IO TEREEIMNCEAL TRE% B
IBEMNHB I EIRINA, F/2, SIN-DBS &V REICEEL2E5E25 L
BRBEITEEANERIZHZNEFME L /25 2 TESHI SRIREANBETH
5,
(455w ]

STN-DBS & DIREIENNIIHIENLE & DBENH D, BHET @& ICEEND
HRRMEZEYE ORIV E Y DD EACIMREE NI E S 5 2 5 i ReEVEE X
Nz, F7-. HREEME RERPCABEERE 2 & OMESROFERFIE A BEE L
TEY., DBSHEMSZ NS DARIMFEBDIEENZLE 525 Z L TRITHDE
fbz @ U THREREINCES L TW B REEENH 5,

2. N—=F 2V VIRIINY 2 RGN R B AR DOEE R E B HiEsAiE
-y WIEIRE S v 7V VT OEALIZEE T B 1RET

(&L B

PDIZHEWT, EERDREE RTINS AT — ATV FZHEL L TV
W, I, XU (electroencephalogram: EEG) 2 FIWTCEHAIL /= K EE 2 &
BT 2 B B FIEIEEDOAIE L v BISEEDOIREOH (B -y phase-
amplitude coupling: B-<v PAC)AS, FEFBEMIMOFE(EICHIEAREREREH
EHINA A —H—L UTEF XN T\%, B-v PACIXDBS FIEERZIZET
U, HBEFEEICTTES 2 2 L ARE XN TS 5Y, DBS BERAHET & 1A
Gate D BEG IZ THER U 28R 137 <. DBS Ml & b X /- & D AIZ—@Mk
IZEENE LS00, BRIFICEZE LU GEFEROFEZ 2 KM§ 5K L2DOMNI
T TR, ZITHEAIL. DBS 1BER1T- 72 PD BEIZHB W T,
DBS H T & EEARIEEL IZHIE U /= ERG I TESIREIZH TS B-v PAC DFE
EIZRE U THERET 217 - 7=,

CSERWsti

B R ZRREIZ T DBS 21T/~ 25 LD PD BE &% L L/=, DBS BE
SAET & BELG | FE42IC UPDRS 12 & % PD fEIRODETAE & EEG DEIE & 1T - 7z, EEG
(&, DBS BEERRIIFPIIN—F Y VimE 2 WAR U 724RR&. DBS Bt 1| F&IFHIN
— % VY VREE NAR U DBS i % EEG EHAIETIZ Rl U - REECTEHEIL /=, fE
REALAN & XHEI D R BNGEEN B R B I B E X /- BRI TRk I /- BEG 57—
B & NI 2, B-v PAC DREEIX. B FHIBIEENDONMEE 20 BXIAIZ 18
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DT IN—TI12530F. B FHBORNMEIZET % v IEEIREFEEOSFEEE
U, OO0 —0f D2 Kullback-Leibler distance #EH 35 Z & T
filiL 7=, DBS BH#AHT & BHtE | FRDFIZHE TS B-v PAC DZEL%FHifi L
7=. F7=. DBS Hif&D B-v PAC DIKT &. UPDRS TFHi L 7= PD fFEXRDEkE &
DS MET U 72,

(5]

DBS FA%ARET & thEk U T, DBS FA%A | &I PD EENERDOZE 2R, EEK
B B-v PACOEERRIETMNADSN=, —F. PACKTDIEE & PD DEENE
ROWEBDREE L OMICEELRERIIR SN /-,

(E%]

| ZEF DBS IZ L B 1B R (T o - BERIZEWT, DBS ICLB18BIRIL 1 £
BEMHL TWVD I LITMA, EHFEE B-v PACEIBER L B LU TERT U
TWHIENHERTE 2z, TOIZ L, EHKE B-v PACIEPDIZHITSE
EEROFE L KM ZESEEEINA AR —A— RV S B L2 FHET
SRERLEZ N7z, EEGRRENOEFEIZEHAITX 5720, EHKE B-v
PACZ DEETIME T AINA A =N — LR BT REMENH L, —FH. KiF
TIZHBW T, PACIKETDRRE L PD DEFERDVWEDIEE & DEIZERLRIE
BlizRonaho/, ZOERE UT, EECDREIEZH/S—F Y VIREANR
TTOATIT->TEY, HFIN—F Y UERIZELS PACIETERICHEL S
ZTCVBHEEMENE Z SNz, 5. DBS 12X 5 PAC NDEEDLENR L D
FEEEE &V BEICHIET 5720, HiN—F Y UFEEE AART X DBS HlE % i
U =S CHIE U 7= EEG TOBINMBRELE X 5hb,

(#55m)

DBS BE#AHT & EhEL L. DBS AERAA | 2D EEG IZHE W TEBIFRE B-v PAC
DERZET 28D, EEFKE B-v PACIXPD ITH T2 EHERDFS %
KU 7z, (RBENOEFEIGHENTE 2ELKEEZANA AR —A—L 25
AlREMEN D B,



WS EEER

BMI: Body Mass Index

DAT: device aided therapy

DBS: deep brain stimulation

EEG: electroencephalogram

FDG-PET: fluorodeoxyglucose-positron emission tomography
Frontal Assessment Battery: FAB

GPe: globus pallidus pars externus

GPi: globus pallidus pars internus

KL-MI: Kullback-Liebler based modulation index
LEDD: levodopa equivalent daily dose

LFP: local field potential

MMSE: Mini Mental State Examination

PAC: phase-amplitude coupling

PD: Parkinson’ s disease

PHQ-9: Patient Health Questionnaire-9

PSA: posterior subthalamic area

SNc: substantia nigra pars reticulata

SNr: substantia nigra pars reticulata

STN: subthalamic nucleus

UPDRS: Unified Parkinson ‘s Disease Rating Scale
Vim: ventral intermediate nucleus
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(DR—=FV YV VIR

IN—2Z >V % (Parkinson’ s disease: PD)id 1817 £Z£IZ James Parkinson {Z
X VZEZE” An Essay on Shaking Palsy” THIOTIHREXN/EERTHY., %
(Z Jean Martin Charcot IZ& Y E—#,EED Parkinson KIZTHRATN—F >
VUiRE &M SNz, PDIZT VY INA < —BIZREIEIZRNT 2 BEIZE O
REWEETHY (Kalia et al., 2015), ZDERRIL 10 FALAY 100-300
N/EELHEINT WS (Pringsheim et al., 2014), F7=. fNEaHS PD FED
VDAIRFHDIENDMN-oTEY, ML LHIZETDORERIIEMT S
(Pringsheim et al., 2014), ZD7=®, HEOERILIZHENSES PD BEEK
ML T ZENFRINTWS,

PD (F. JRHEZEMIC RN BEERELO RN VEAS 2 —1 VRE SO —
DLXINTBY., RRIVEA- 2O VOREDRERE LEFEROEEED
BHZFEREMH 5 Z L ARINTWS (Dickson et al., 2009), F/~. V VEgft
a-synuclein #FEERAKD LTS Lewy IMEDHRMEAICIEE TS 2L S
EELRHEZENEM Y X5 (Goedert et al., 2013), Lewy /MAIZ A% B
BERLIAMZE . RIMEE, Rk, B3, REMREAR. REEMRRR
EIZIENIZHFE L, T ERIRIEE, [IEE, RAgEEE, BaMREER
EOIEEERDERTH D LEZSNT WS, 2003 FIZ Braak S5ida-
synuclein DOILENREMREAEL - BERNGIHFE Y . TOEMNE, BER. X
AN EIEN> TV &9 5 Braak IREHi & 218 L /= (Braak et al., 2003), L
L. Braak fR@4IZIEEH L B\ a-synuclein 0f & & 2 BEE R X, FREE
DA T PDIERDHEST Z FHEA T X LR WEFIE S\, 72, a-synuclein A3FHHEHH
FIZEBRE T 28%EX®. a-synuclein AAED &5 IZHEHE %5 X2 3 h
REIZDWTIIFMICAIINTE 67, PD BEMF IS DWW TIERMER LIS
EZW,



(2)78—=F >V VIRDIEIR & 7 DFHE

PD DEERITEFER L IBEFEROD - DIZKEIXI NS, EEERIL., EENE
&, HREK. FaEMlDY 3 KR E U, T Z TRBEFESE, giEZss,. 4<
AR ENBHEEIZA SN S (Hughes et al., 1993), PD BEHIZH W TEHE
g, IREL. ARTEREZ < ORI TERZ 2RO, il %8 U CTERELMANIIAZET
HdZEeNE\ (Djaldetti et al., 2006),

EERIEIX, EFHOEBDEN, EEIDEAD, EFEE DK TR EDER % 15
T WAAICIIEZDORIZENNI KD UNFIE) REMENIZS W LD
BLEEIEE L U THIRT 22, EEREDET L L& ITHTEEDRTPERY - &
BAREDHEEFDZRITIVRE L 2570, BEDEFDEIILRETELES
ZBERTH D,

PD BE DIRER I, BB Z IR ICHIR T A RIS 4 - 6 Hz OB iR
MTHd, EFICEWT, L RiE - b2 TV ALY S L5 2iREE LIXL
X3RS, pill-rolling tremor &MEEN TV 3, FHLSMIESER, T LIz
HHIRTEZeNH D, PD BEDIREIIELCE DORELR CEMERHZIZESE -
BT 5 LN\, HEEFBIZIIHENDLOZ ENLW, —FH, E»
SRTHIMDERTH S I LMNSBEDLENEHZ HFOOF,

AR L EE DEE = ZEIRICEIN U 72BR. SiESRDTTHEIZ & Y i g
URRETH S, FhdMlILBEET BN 238 U TN —ETH 555 13hEH
ERIINDHD, Rz D BITII/NZATHRABIZLR O > DY & £4F 5 BERR
fhaEl % RO B ZENDH B,

IEEEER T, MREMMNERNI v ma—arR (P RLVFY VR, OB
VR TREFNAVVRRYE) NENDE I EVHRICESELTWS EINDS
(Lim et al., 2009), IEEENERIZEEARIEE, B - 250 - TEIEE. 5EHR
RIEEE, REEELQRELETHY ., EEEREIIMILUTEED QUL KT 2R
9, IEEENERIGEER E ER Y, L- RNZIEFMEOE DX, B - 3850 - 17
BEZELRLEDIIIC L-FNAREDREIITER - BETLIEDEFEL. 1AE
RE#REDE L,

PD DFEIZE VT, TOEEZW RCIBEINRDHIE D 7= DITERDEREE D
HENARTRTH S, ULH L, PD IZBVWTEDHEEPEEE % KT 2 fEHET
BEHSREBES L OBET —ZIZZ LW, Z0D7/=H, PD DIERDEIERE L. X
HRARIEMAENMZPRRICTTOREZHERA L., i—INAZEEIZE OV
THET —RICEIHZ 5 WS TIMM I N T X7z, PD DIERDFAMHELE &
ULTINFEFTHROLFAINTEAZEDIX, 1987 FIZFHERIN/A Unified
Parkinson ‘s Disease Rating Scale(UPDRS) T % (Fahn et al., 1987), UPDRS
it Part I~IVIZHOM™NTEY, Part [ ITEHERZZMET S 418H, Part 11
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SEHEEESERIMET S 13EH. Part 111 IEEERZ M5 27 HE.
Part IVIXBESHEZFHMET S 1 THENS 45, Part [, 11, IVIZEZICL
Y. Part [ X BEBRIZE DX (0~4 D5 EBETCAITY V7 F5, UPDRS IE
T+ AEEREME., FMMERGEENE O LNH/REINTEY
(Ramaker et al., 2002). PD MEEFRIZHII 2L I NA-EEREIMAr—IL &
2oz, BIEE PD BEICE W TEEE CIBERNRHE D 72 OEENEIR D Fifh
X, RAREMENEE DM - 22TV LRBRDEEKR AR r —IVIZEDWT
T2 Z BRI TH D,



)N—=F 2V VIRDFEKEE L device aided therapy

PDIZHBWT, NI VORIEIMIE TH B L- RNDHFR G EEEIR % BRI IZTX
ETLHIEN160 ERITHSNIINA, B N—F 2V VROBEIZL-R
NOWRIZ & B FRBEEN TR L > T WD, UH L, L- RNBERIZEE L
KRNI VEA=Z 22— VOBEIIHHIL W2, BERBROREL LI
PD 13T T B, £/~ RRIVEAZ 2 —TOVOREDIZE Y HRBKETD R
R VEFREREAME T TS 720, L- RSHAR—ERHZ IR DI S wearing-off
X, NIRERIZAERES) (VAFATT) NHIRT 575 K DOEENEHHE & I
NEWENHEILT 5 (Nut, 2008), FEIEGHHEIL. L- BN M AFHERELRIC &
D RNEED RN VREED L- RNHIRD 72 OV R ORNE % Z 16 2
EMHIRIZEEET L INT WS, L-RNIZE S RN URRIKORREE %
BT D75 %#1T> continuous dopaminergic stimulation WD HE&AMEIE X
., EERERTIEH L- FNOMUIZERHDOEWCRNI V7 T2 b, RIED L- B
DOREHET ST 2—)-0- A FIOVEEBREERHER, DREREDE ) 7 3
VR ERETLSE ) VI VB LEBERAER LR ESHDOBERDHFRMNMTON
% (0lanow et al., 2020), UL, LD XD REAEEDTREZIT->TE.
%< D PD BETHETHIGERSMHENT b, BFREFEICSWTEEAMED D
Y= VB EELEAICE TR, EEEAWZBE (device aided
therapy: DAT) MThhd., BHEARFIZEVTEIZTHONT VS DAT (X 2 FEET
HY. L- BEREEE (0lanow et al., 2014) & BMZESRIEOEE (deep
brain stimulation: DBS) (Schuepbach et al., 2013)Tdh 3,

L- RN iR EIL, L- RN - VY RONKANYER &% 5 AR D3Rk % (R4
RYTEHAWT, BELZEL TEB LT E THERAINZF 2 — TS RHENIC
HEZEAUMITDIEETH D, - FNEHREBEEL -\ 2—EDHEET
w5950, BONREHEL - FMNXOIMMFREEZE—IZHFE DI L
MNTE, EFESHHEDRIBAIHIFTX 5 (0lanow et al., 2006), DBS ISAMFES
IZEMY — RE2fEA L, EBENICEIHIRZ XS Z & THREERE 2 BEHIEY
LIEEIETH D, PD BEIIEVTGEERSGHEDEF = BHIZ DBS 217554,
R AZE A ER AL I AR R TA% (subthalamic nucleus: STN) i ZE BRI AT (globus
pallidus pars internus: GPi)ANEIRX NS, DBS I% L- RNFHGRGEILE L B
) FBEIRFIMEOIREICEIRNH S, 2 DHEIIAKRERIFERE (ventral
intermediate nucleus: Vim)X> posterior subthalamic area (PSA)DSHIFEAZER
AL L 725, L- RONERGRRIGEIE S K U DBS DE S ILEFR & HHE DB % B Y
EFTRGEIIA—N=F Y TFTEN, MEDONTNEERTLEINIDOVTIE
il = DEEZE DR, BEE, AREFRELRENSHRAENIEHE I N5, DBS 130K
EMENEELRBE IIBVWTILEREENRBETH D, /-, MR ICHTEEEREE
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T & EARE T HRMERET 2 £ U 2 ReMEN 8 X T 5 (Daniels et al.,
2010), X SITHfE. 15 DXHEEFHIMEEE 2 EEBAL, BRYATDLERRED
EEEZLREXINTEY (Voon et al., 2006). FEE DR P MK
REEAEHTIHGAEINONEMNMTIAEEENH S, 2D, INEMmEIETL
EEE., RAEENSEIET LTV EE, BEERNBEDEE T DBS
DR L 72 678\ 0 (Lang et al., 2002), —7A. L- RANEHGERBEEILY A ¥ %
VTV T HRERIL DBS L HER L RNE D LW HIRENDH S (Morela et al.,
2016), BEERNBHETHD NS, BUKRBROERE®, BEMNEDRIHEIZ
BETHIEERECEEOHEENTEXRVEEIZIIHETTI R, /-, Bk
AR TR DERE - EEDEEELD T 7R EIIHNZEEHEEENKREI WV,
BOBENTERVERED off BROERIEEDEE TIINEEDEEN D
HL75, MED KD BREBBOREE KL, BERTZDONEEIZIEDET
T—I—A—RNIIBEBEZERTLIILAEREL INTWVS,
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(4) AR ER B IE DN R F AR e

PD 128 1F % DBS IFEKFE = KINEEZPHRRICE A RTEE 2 BIET S Z
L CHRRSIENEIR T LEZ 6N T NS,

AINEEZII AR E & iR — TR & AR 2 RIEEIZ H 5 g% T
HY . KRR, FRTHZSN), WEBKNE (GP1), ARSI E (globus pallidus
pars externus: GPe), EEMEEER (substantia nigra pars reticulata: SNr).
EEMERRER (substantia nigra pars reticulata: SNo)W&FEFhd, KENEED
BRI & D AFNIARFERIZAY . BEREANDEB O CHERUE N THI
DL, KRNEEKOEIETHS (PI/SNr 2R CTHRIKEEHUBERMEEIZ
B2 L W\WS AL — T2 KT 5, MEARES = 2 — 0 VI3 H e Kk O
RATZYBE DR NS EFER (direct pathway) & BHEIEE (indirect pathway)d
2 DODEFRIZHEIND, ERERKIL GP1/SNr 120 U CERINIHIM SIS U, B
F&IE GPe & STN Z4r U T GPi/SNr ICHEMIC/ER 946, SNe D KRNI VEA— 2
— O VHFEEKRITERS L, BERo 2 -0 Io LTI D /K E 4 UEEE
ICHEBE =2 — 0 I U TR D2 ZBMERE N U THIHIEICER 75, I 612,
KB SHREEZEE NI SIN ITAAL GPi/SNr IZE BN N—EEK
(hyper direct pathway) EFET %, EEFIAR. KINREN SR % Z 1) 7-5%
SFHRERER =2 -0 H GPi/SNr Z#IHIU. HREN S RN E AN D 1 ANE
UK BENEE T Z & TRERFEDESHNHRITT D, —H. N1 N—EEK
CEAERRIIEER LY RE R o — O RS U, GPI/SNr ICEREME /R LR
RS DRIMANDHEEMED AN 2 HAD X5, EER. B, N1 N —EEE
D 3 DOEENHETE 2T, FELEEZIMHE L. BERIZEIL -EED
ANERINL L EZ 5N T\ Mink et al., 1996),

PD BETIXFRHEE RNI VEA= 22— VIR - BiET5ZL T, RN
IVICEDMEBEREE a2 —a VyADEEEA S, BIUOEERK=—a—1Y
ANOWEIMEA ST B, ZDRER, (Pe DELELEE DA, SN & XU GPi
DHEHEN LR ZF(ZELIL,. INHNPD DEREERLT S 2D EEHRE
SEREREE) DMEIBX T35 (DeLong, 1990), U UIEE, €T IVENI R IES
FBEEDEMFBEM I PD BEMNSEEMINAZEREBFENRREZE LIT,
AINEEARRIEEI D R E 72 /N— A DI ORIREA D PD OFFRBARICEDL S
L35 [FENE—VIRE] GERBINTWS Brown., 2007), PD & STN
X GPiICHAINAZEED S8R U ~BArESEA (local field potential:
LFP) 1ZHBWT. 13~30Hz D B &R & IFIEN B BB IR D /N7 — 23 L T
5, ZODLRBBIEEFDNT —D KX X WNHHAMPEERIEDEE L HEE L
(Little et al., 2012). L- K/SD#5 (Kuhn et al., 2006)%> DBS 74%& (Eusebio
et al., 201X Y BHEIBIEEI DY —WNEADT B I ENREINTVWE I

12



Mo, KINEEZOMRIEENIH T 5 [ FEHOFRANE PD DFFREAEE D —in
EHOTWA LHAII N TV,

PD & D STN AD DBS Tld. GPi @ LFP IZH 1) 5 B HIHIEEID/NT — & A
XEBZeNHEINT VS (Hammond et al., 2007), GPi (Zxfd % DBS DFZE
Tl&, DBS AMREBKAD =2 —O v 2EHEXIRLDTIERL, (PiANLEETS
Za—OVOEEMKER LY GABA DHE 2 EINXE T, Pi OMRRIEE) % HIH]§
5ZEMMEINTVS, PDIZRT S GBS I&. FIERL =%, F /- I3 EERED
TR ENDBRIEICHEEL L X, BEBEHNICEEND LEZ SNEFEN
IRIERMDEENEINDEG Y ¥ IV IHRICEVBERMEEFRE L TS LE
Z 6TV (Benabid et al., 2000),

PD {2549 % DBS Tld. EENERDWHEUMIAIHIZ & > THEEREIRIGE E
CBZEeNUIEUIEH B, STN X GPi DIEEIZAIE T 2 HEKER, RAIER. ER
R EDREEW TR R TR Z o2&y, BEEE, B, BREEE, |’
BREHEE L COREWEAMNAEU % (Videnovic et al., 2008), /=, DBS TIdal
DK DT, D DXRERRARZR EORBHER, FBAEEEET. AEENREDHE
EHGEAEUDLZEMNWREINTSY (Voon et al., 2006), ZDVY A7 GPi
CHESL T STN 258 L 3 3B AIZXRPEVE XN TWA (Ramirez-Zamora et
al., 2018), DBS T & W AEHERCRIEREEENHIR T 2FrD—D L LT,
KM EDORIERTE UG RICET A & ANEEROMREIEEIL — 7 DTE
IFELRIZL TS 2D L HBEIX TS (Radziunas et al., 2020), U
MU, ThHEDEEFZIL DBS HIBOFELSNIE DBS ittt PD FEDZEAL,
DIEAESHER, FMER BN EDEMENEE) L ELZHOERDOES
MERIND 20D, FHEMAERIIERZESNITR > TR,
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(5) VRSP HIBIRIETICB I 2 N—F VY VIR EDRE S

PD 1Zx49 % DBS IIHESL SN/-IBEETH DM, TDZEIZBEWVTIZN L Oh
DREEEIEET S, £, DBSIBBEBIEEEENKETLIILNH N, £
D 5 HFEMHEIR - FREIREREIE T - REHE I L2 DWW TIEZ DREN 2 IZHES
MIINTWRWETH D, FBHERCRMERETIIVIEVIEBEZEDOEE L
RKERQBBELREZILRHZEMN, TNOCDEEEZEFERTIERNIHSNIC
XNTOWRWEDFEIEH L < IMEONLIIMETOE S CEE DRBHER - 32
MIEEEIR T 228D 2 BE I T 5 DBS DT BT 5 Z &, MR EE I
R - SRAISRE DB R BE T LT EE> T3, /-, REHEMIZOV
T DBS B4 16 » H#21Z Body Mass Index (BMI)ASES 2 fEEEREANG 2 &\
]WEINTHY (Bannier., 2009). FEEERICEOTIIMTBROKREEMND ZOZ
PR B ETE R R EE R U BB 2 B L 2 BEE A6, BE LD
F-RBEEORRE R NH B,

RIZ, BEDEERIERISMNC DBS OXIR & HIWr§ 2 BEHINA A< —H—IC
Z2LWZ e Thsd, Eabvd STN @ GPi (ZTHIE L /= LFP D B &i8iEEI /N T —I%
PD OFEBERTEHRNA A== UTHIFINTWSHS, LFP (I2BET 5
HFEN% < 13 DBS EMIEAFAMTHX LFP HIED~DDIFERAT/NA A &EAL
TIONTEY, RE—MMIZLKRET DITIEE STV,

T T, ARZEALEHGERX Tld. DBS BAROMAKEEMOMFEREIZE T 5185, b
LU PDDNA AT —H— BT BRI OVT, TNENE | EBLVE 2=
IZHRET 5,
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F1E
R TIZEE IR R DR E RSN & . HIEERAL S L ORI (L & DR
HEIZEH T 5%

&

S I

(203 B 4R R T AL R SR AR At (STN-DBS) IZIZEB DB EE LN IRE X N
TW3D, ZOFTHEDBEVEDD—DNEEMBROKEENTH S
(Barichella et al., 2003; Macia et al., 2004), U# L. STN-DBS Z2MDIKE
BWMEHRHETE B —DA N ALITRITRAINTE ST, BANERIC
L BAEEMENEEINT VS (Rieu et al., 2011) ., KREHIMOERE LTI
NETIREINT VDI A=A, 1) BHREIANVT—HEEDRED
(Montaurier et al., 2007) . 2) dyskinesia JANZ X2 H1V —JHEERFD
(Gironell et al., 2002; Balestrino et al., 2017) . 3) BITEIOZEIL
(Zahodne et al., 2011; Amami et al., 2015), 4)MA I F YV —)ig &R
IZBH L RIIVE VIBDZEAL (Seifried et al., 2013), RE¥TH 5, Bz, &
TENDZALIZDOWTIR, —TEORBMER & AT S AN D 5,

STN-DBS IZHW\T. STN D EDFALAHIF I 1 dNid. BEIRS L UEESE
ZOHKRI A7V TNEEHETLZ I ENHMEINTV S, Bz AV-HE
(Karachi et al., 2005; Haynes et al., 2013) . B XUt MDA MRI #EEX T
VINT ST 4 —w B (Lambert et al., 2012; Plantinga et al.,
2018) M5, STN IFBEBERIARE A DIRNAKINDOIEIEE € & 12, EEIRE LS D
W sensorimtor area(Figure 1, RESGO4EIR) . BIEERTE 2 L& LS DBV
associative area. IR L DFESDIE limbic area @ 3 DD FALFEIEIZ S
Fohd, PDIZET 2 EEMERIL, STN DESMARERIZdH B sensorimotor area M
FETL ) RERWENESNDS & I, STN ADBEY) L RIEALE D:EIRIL R F
IRIEBENREBL-OICBOTEETH S (Eisenstine et al., 2014; Akram
et al., 2017), —7F. BHERDOEEEZLIL, sensorimotor area &V ETAIC
H B associative area X limbic area DFEFELTE U\ (Castrioto et al.,
2014.), F7-=. STN-DBS £&D¥EMEIR 7 /XY —I1ZDW\WT, fluorodeoxyglucose-
positron emission tomography (FDG-PET)IZ & 2 MHEREEIE % R\ /=TS Tld.
STN-DBS BH#A& DA RIEER], FRIEEE D MFREMA 7Ny — L BEEL T\ 2k
THMENDH S (Le Jeune et al., 2009), T7abH. SIN DFEERIZ & V) BEREH
FEE DIV AKMEEIRDIEEIDZL U, Z DOFEBOBEEEIZIS U - B HERE R
XN TOWBAREMEMNH S, LA L. STN-DBS #itgDIREREA & STN DRIEALE &
DEEIZDOWTIIRET U2 BEIIR SN TS, REEMEAE U STN #H
BAREZRETSZ LIk, BIFEAZEREEL X V#EY)7Z DBS FIEALE % #IRTX
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BEITHL, b hORFHIET 5 ABMEEGLOEE IOV TH 2 R
BONBTHMAH Y, BELEZ S,

Firugre 1. fRFR FHZD FALAESK
R senseorimotor area. Hf@AYassociative area. #EEAS limbic area %

®7,

ZZTH AL, SIN-DBS ZMifT L /=N —F Y VIRBREIZEB T 51t DIKE
k. STN DFFALE & DEIDMEE 2 MG LU 72, MMx TH~ 1L, STN-DBS Fitk
@ FDG-PET DELEL %17\, AREIEHI L HERE Y 2 RINDOBERF DE LI = MR
U. ZTOREENS SIN O TFAFEBOFHEIE 8 TITo 7=,
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FHiE
(X%

ARFZEITALEE R BRERIZE VT 2013 225 2018 EDRTIZHH| STN-DBS % fif
FU-PD BEEXNE L U, PD DZKriL UK Parkinson’ s Disease Society
Brain Bank criteria (Hughes et al., 1992)IZEDWTIT>7, F£/=. DBSD
F M7 1 E ¥4 International Parkinson and Movement Disorders
Society MOBIBINT WA HA RIA VIZEIDOTHREL /A (Lang et al.,
2006), XtZFEIZ, medtronic 4t (Minneapolis, USA)M & EREXMTWS, BER
RSB EFA AT RE R BB 4 D FTICEE XN TWSHEA Y — R (model 3387) 4%
BEINTWS, BEHAOKREBEAICAIE T 2HIBEBE, S E/IOEMIZE H
STIEIZ 0~3 DEBWTEINT VD, HREFIIMEANDSINZH Y+
FEAZ R 218, ToREEO L AANDEBHERICLIARZE®ICITHE .
AIARIZERL ., ALBEREZMEZER I MEEE2ZUIAR 22T 7~ (LiEEX
2Rl B 014-0032 03— 2 VIRIZH§ 5 RS RIEEE R ICE U 2 EXR
INEERE AL ICBI T B RET)) . EAAMEIIAENGE L UZEFERF T METEE
> TV 5B,

(2)ERRIEE

DBS U — NFEMMTR]. & &L U DBS HIIKFALE | ERDE R, (K&, BMI 23U
7=, PDEERDERERE & U T UPDRS % EHEIU 7=, EEDEEIR DFHMIEE Td % UPDRS
Part 1111%. DBSTREERTIIHI/N—F Y ViEHE % 12 RFEILLEARSE L 7-IRBE (Drug-
of f). DBS FA%A 1 FE4&13 DBS K & 17 - /- IR7& (DBS-on) > Drug-of f MIRFET
HIE U 2o RROEEZAIMZE & U T Mini Mental State Examination (MMSE).
Frontal Assessment Battery (FAB).  Apathy Scale. Patient Health
Questionnaire-9 (PHQ-9) ZHE(T L /=, FiI/3—F vV VIREDE 5 E(L levodopa
equivalent daily dose (LEDD) (Tomlinson et al., 2010) CZEMiL 7=, DBS B
16 | FREFRORIBUST A — & — RBUZHERA L TS EBDOES . RIEGRE.
FAE. 7OVALE) #5HH L /=, STN-DBS Bitg 1 E4D 7+ 0 —7 v Tl 21T
T EMMTERM-BE, AERSIZEY DBS 2k U -EEIIERFTNS
BRAL LU 7=,

(3)DBS R EMBALE D [EE

DBS R EMDALLEDFEIE L. DBS VU — NEEMBNIZERE UM MRI &, EfR
FEBERIIBY ULHET (T 26 2127272, £ DBS HIEEMRE EMETIZHRE L
7~ MRI T2 3&&E& (A5 1 AF | mm; echo time 222 ms; repetition time
2,000 ms) & it2lci@E L/~ CT EifE % co-registration L/=, &KL ~EE %,
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ANTs % FWNT, MNT AZXERG (MNT ICBM 2009b NLIN Asym)IZZ#aL /-, DBS &E|MRIL
(T EBIZEWTY — NBIOEBNSEUDZT7—F 777 bbb LIABEL R
FE U, 1E% follow up RRIZHIBUZFER L CTWSEM (active contact) DEE
EE MNI AZXER ECRIE U 2, s, NI AEERMEIZEITRIEE RS & U, X BB
ENELERM (GRIAIE)., Y BENFIEAR (RiAMNIE). L EBENEERM (58
fIMNIE) 2RT, EROBBEFIBCAVTWEHBEIE, TOFIEZEE active
contact MEEAEL U=, MNI BEAZ LT active contact & STN DOALERGRDEE
flitd, DISTAL atlas (Ewert et al., 2018) % F\NTHT > /=, LA EDfRHTIL Mat1ab
version 2019b (The MathWorks Inc., Natick, Massachusetts, USA)&. open
source CARAX N T3 Matlab toolbox Tdh B Lead-DBS(Horn et al., 2019)
*FHAWTIT> 7=,

(4)FDG-PET D& & B DRI

DBS U — NEZEME]. & KU DBS RIFEKFALE 1 F£42IZAN FDG-PET DiZE & 1T-
7=, WiER%8803. GEMINI TF64 (Philips, Amsterdam, Netherlands) PET-CT
scanner F /-l Biograph 64 (Siemens, Munich, Germany) TruePoint PET-CT
scanner DWW N EFH L 7=, medtronic 4 &Y. DBS HIE on JREET D (T
BDFEIL, DBS EXKFEFHREDEALNEL, EEEENRETLIERNLH D Z
EMERMFE XN TS /28, FDG-PET #5213 DBS ik % L 72\ WRA& (DBS- Off)
THeZ U 7-, DBS HIiEkld FDG-PET #&zZ D 30 47 ~60 285712 off & U7z, F /-,
FNZDWTIE Drug-on DIRFE TR U 7=, BEIL PET I HETH®EEH b%@ﬁ
f‘:b ISIEEERICFELEZ SEMMEE (150 mg/dl BAE) MW ERERT

\ZHEZRD EfE(T U 7=. 4.5 MBa/kg O F-FDG % RBEARIIIZIZE L /=Db, 60 4548

IRE & 1T-o 7,
#5 U /= FDG-PET Ef4 i3 MNT AZHER 122 #a L, Smm—isotropic Gaussian filter
TYHEBIEUZ, RIZ, R=ZAT4 N6 | ERIZERBNEAL ZEE5E2RT
percent signal change map (PSC map)%. BATODFHERNIZEOSWTEHEL /-,

PSC = (Vly - Vb) X 100 / Vb

Z ZC. Vly IZ DBS Ba%s | ®4 0D FDG-PET BEfEDKR 7 L IVfE, Vb IZDBS V— R
B EMEiD FDG-PET EE DK 7 2 IVETH 5, LFLD FDG-PET AiALER|E Matlab
version 2019b & Z®M toolbox Tdh S Statistical Parametric Mapping (SPMI2;
Wellcome Department of Cognitive Neurology, London, UK)%&F\TiT->7,

(5) MAETFARAT
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DBS V — REFEMMHETSH & O DBS HFIIKBHLE | LD DIRE, BMI, UPDRS, %

IDNEMEA 2 T7IZDOWT Wilcoxon signed rank test ICCHEEfTFH-/-, £H
@ DBS FIEFRE, B XU Active contact FEREMDELELIE Wilcoxon rank sum test
IZCLE % 1T > 7=, STN-DBS 2 MDAREIENN & RIFAALE & DEEE % 5l 9 5 7=,
BMI Z{kE &M@l active contact D X FEEIE, Y FBIE, 7 MEEL DiEBE%
Spearman’ s r correlation test IZTEHMiliL 7z, M2 T, BMI ZfLE L. fiTETD
BMI - LEDD Z{t.& - UPDRS Z4k& - UPDRS Part VOV AF XY 7IEE (IEH 32
& 33) DZEALE - DBS HETRE & DIEEAE [FAIBRIZ Spearman’ s r correlation
test (ICTEME L7z, P < 0.05 BB U/, EEEHENIZIE JMP pro version
14(The SAS Inc., Cary, North Carolina, USA)Z{EFRA LU /=,
STN-DBS Z2DREZELE & FERBZE L & DMEEIZDWT SPMI2 & AW THRET
U 7=, DBS it BMI mZ{k=Z & . PSC map DR AR 7 LIVEDRDOIHEE 2R E L
2o E£73. voxel level P < 0.05 (family wise error {%iZ & 5% & HEMIE
B)EERL L, ZOMETEEEZNRHETEIRWES, BEENDHTHS
ZruEZEEU, voxel level P < 0.005 (ZELEMELRL)ZEEL UTHT
flil7=, 100 voxel A EDIFAZX—DAEEFEREL L/,
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RS

NRHAFFIZ 16 BIDPD BEZY ZI)V— s U7z, 2 BIDEEMNUT OB TR
SInsz; DAIEBRZIZ L S DBS lead DIkE. 2) BENSHERBEOHE, &
REIZ 14 BIOBEDNBEITNE L 0o Tz, NREFLME 124, B 24T, F
Ya4E#n 62,428, 0%, FiTE PD PSR EAME 11.9+24.5 FETh - 7,

(1){RE. UPDRS. i OEMREDZEAL

DBS miif2 D{RE, BMI, UPDRS., L2 LM ERERIE Table 1 D&Y TH - 7z,
SEHAEEIINRN—AF 1 T 55.9210.7 kg, DBS1 FEERT60.7£10.2 kg TH Y.
SEHOREEMNEIX 4.9+3.5 kg THo7z, BMI IINRN—ZAF 1 T 23.2+4.3
kg/m2, DBS1 AT 25.2%4.1 kg/m2 THY., FHD BMI M=l 2.0£1.5
kg/m2 THo7-, fKE, BMl LEXR—ZAT A VB LT | ERIZERIZEML
2o X"—ZAF A D UPDRS Part [II (drug-off)id 40.4%10.7. DBSI &E#D
UPDRS Part III (drug-off/DBS-on)i% 18.1+8.8 & BEREIZ/ET L7z, UPDRS Part
IVOIAF AT TVEBIZOWTIL, DBS] FHICHEMER & RO /126 DDIFEEFTE
HREBRZEZIIBOSNLMN - /2, fRO0HEMEIX, ACE-R & FAB TIX DBSI £F£#&IZ
BEOSBEAZRD., TAUNIERLRZE/LTIRSNZ N> /=, LEDD (FAX—
AZ4T590.5=191.3 mg/H. DBSI FE%&I% 490.2+261.0 mg/H THEEIZE D
U7,
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Table 1. Clinical values at

baseline and 1 year after DBS treatment

Baseline ly after p value
Body weight 55.9%10.7 60.7%10.2 < 0.001
BMI 23.2%4.3 25.2+4.1 < 0.001
UPDRS part IIT (drug on) 15.6£9. 1 11.5£9.1 0.13
UPDRS part III (drug off) 40.4%10.7 18.1£8.8 < 0.001
UPDRS part IV 2.4%2.2 1.4x1.4 0.12
MMSE 28.6%1.1 28.9%1.2 0.3
ACE-R 88.1%3.6 92.1£5.3 0.009
FAB 14.4%+1.9 15.5%1.9 0.023
Apathy scale 11.8%5.2 11.5%6.2 0.47
PHQ-9 5.4%2.9 4,8+4.8 0.43
LEDD 768. 4230 644, 1+358 0.085

BMI: Body Mass Index, UPDRS: Unified Parkinson’ s Disease Rating Scale,
MMSE: Mini Mental State Examination, FAB: Frontal Assessment Battery,
PHQ-9: Patient Health Questionnaire-9, LEDD: levodopa equivalent daily
dose
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(2)DBS HIEERE & FIBEMMDALE

DBS FA%h | FRDKEE D DBS RIFELE (L Table 2 D@EY TH S, FIIRIEGE
EiX EEMBT 2.1£0.8V, £EBMT2.320.8VTHhY. BEREAGEITLRMN-
7=, Lead-DBS IZCHMAR L - EMI L Factive contact & DISTAL atlas ET

EFRINE SIN & OALEREfRIE Figure 2 T/RU =, Active contact DEERED
ik, ZEBTX: -13.0£1.5 mm, Y: -13.6%+2.3 mm, Z: 5.9%x1.5 mm, &
MRCX: 12.7x1.4 mm, Y: -14.2x1.2 mm, Z: -6.7%=1.5 mm CTh-o7/~, KB
FEREIZER R EAZIIRDLEN o208, ¥V BEOSEIIEEBNEEHR LY K
X<, FIBEAEANDEBLBEDIXS DX IILEBIBD AR I WVMERNIZH - /-,

Table 2. Stimulation parameters at 1 year after DBS treatment

Active contacts Freaquency (Hz) | Stimulation Pulse width (us)
Intensity (V)

Subject | Right Left Right Left Right Left Right Left
No.

1 C(H1E)2(=) | CH2(=) | 130 130 1.5 2.2 60 60

2 (1) C(+)2(-) | 130 130 1.2 1.2 60 60
3 C(H1E)2(=) | CH2(=) | 130 130 2.6 1.8 60 60
4 C(+)3(-) C(+)3(-) | 130 130 1 1 60 60
5 C(H1(-) C(H)1(-) | 130 130 1 2 60 60
6 C(+)2(-) 0(+)1(-) | 130 130 2.8 3.2 60 150
7 c(+)2(-) C(+H)2(=) | 60 60 2.2 3.7 60 90

8 1(+)2(-) C(H2(=) | 130 130 3.4 3.2 150 90

9 c(+)2(-) C(+)3(=) | 130 130 3 3 60 60
10 c(+)2(-) C(H2(=) | 130 130 2.8 2.8 90 90
11 c(+)2(-) C(H2(=) | 130 130 1.4 1.4 90 90
12 c(+)2(-) C(H2(=) | 130 130 2.1 1.7 60 60
13 C(H1(-) C(+)2(-) | 130 130 1.8 3 60 60
14 c(+H2(-) C(H)1(-) | 130 130 1.9 2 60 60
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Figure 2. SEBEDRBEMDALE & K TR
IROVERAD R EBABEZRY . a: MEAIOHRKTITEEZEENSR~ZE. b A
BRETEEZMUIMNS B8, ¢ EREKETEZMINS BR-E,

R: right, L: left, A: anterior, P: posterior
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(3)BMI Z b & EFBALEDIERS

A active contact IZHBWTI, YEZES KO 7 EEZE L BMI EINE & ORIZIE
DB ZFRH. active contact NRIAEMHNZH H1F L BMI AKX \WMER I
Hol-( YEEEZ: o =0.77, P =0.001, Figure 3. Z EEfZ: p = 0.81, P <
0.001, Figure 4), Afflactive contact IZHWT, X EBAZE L BMI #EINE & DR
IZIEDOHEIRZRZFED, active contact AYMENZH B 1F & BMI BEAASK X\ ME
BiZdh-7-( o =0.60, P =0.025) (Figure 5), 7 active contact Y JFBAZ -
7 FEXE, 7 active contact X FEAZ, fif7E7 BMI - LEDD Z{t.= - UPDRS Z4t.= - UPDRS
Part VI RAF AT 7IEHBEZ{bLE. DBS AIEGHE L BMI OZ{L L ODERELIEREIX
RDILEH D T,

Change of BMI from
baseline

-18 -17 -16 -15 -14 -13 -12 -11 -10
Position on the left Y-axis

Figure 3. A&EMR Y EIZ L BMI 22D
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Change of BMI from
baseline

Position on the left Z-axis

Figure 4. A&k 7 IE L BMI /L2 DB

Change of BMI from
baseline

10 11 12 13 14 15
Position on the right X-axis

Figure 5. G&EM X BEiE L BMI Z{LEDEARX
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(4)(REIEI & 4 2HEE ¢ 2 IFEREB A L EAL

| 2D HEZE T DBS Bth 1 F£12 D FDG-PET DIBEIT A - 72728, 13 40D
FHD FDG-PET 57— & 2 FHWTHRIT U 7z, voxel level P < 0.05 (family wise
error A2 &k 2L EEBMEIER) ORMETIX, BMI &b LB 58 R/ INFEN
BEACELIIRE T X by o 7=, voxel level P < 0.005 OFMEIZH VT, £
HRISEE], T RISEE = AE, ZSMAR E R AMERES, ZRiERE R, £ _E{AISE[E] planum
polare (23 ) HEMRHIEIN & . BMI #hn & DM IZFERE %2 38 7= (Table 3, Figure
6), BMI 3&hN & B D & 2 FERBFE T EALIFMRE I R - /2,

Table 3. Correlations between weight gain and increased brain metabolism
at various locations.

Coordinates
Region X Y Z Peak T | No. of
value Voxels

Left middle temporal gyrus -68 -16 -20 6.8 aT5

Left triangular part of the inferior | -34 32 2 6.26 401
frontal gyrus

Left lateral orbital gyrus -44 32 -16 4,83 734

Left anterior orbital gyrus -32 62 -10 4,11 103

Left planum polare -42 -12 -8 4 107
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E=

AR TIE. STN-DBS1 FE4&IZ BMI A3F15 2.0 D LR 2380, BERk L FREED
HINTdH - 7z (Bannier et al., 2009), HIFENEROREREIL, BEROEEIEIRN
EIZET B sweet spot & XNDEREITEVERETH - 7z (Dembek et al., 2019),
STN-DBS £ DIREIE AN & RN EMALE & ORIZE R/ HERR 2 D /-, £ EMH
IZBWTIRETAER, AEBIZBEWTIIAMINZHIBEBNET 5 Z & HMAE
EinEtERE 23RO, AT, PET B O TlE. ZRNZE\WTHIGEEE - {58
EORERBIEMAMREEINEABRE T OMEMICH > 72, MBEOYAFAITED
&, AEEMEMEETS VI HE (Gironell et al., 2002; Balestrino et
al., 2017) & Uz & 4 5%R% (Sauleau et al., 2014)DXWNAEDH BHY, A
ETRIAFAIYTRAD L AREEMOEBE IRV Lo 7=,

AFFITH T, ERIBERDFATRIIAEL TS Z L AVREEIN L #%
BOHEEEZRUZ, SIN DBHE T, ZOBAFICMAET S TAEKTH D
seneorimotor area & FfEENIZAIE T S associative area & DEEFRAFITIZHIEK
BMMNAIE Y 5 EBE CTHREEMNNS MERNIZH > 7z, STN OF#IIX zona incerta
EREIEN, COEBIIEREEET I AT VEEKRIE Y (nelanin-
cencentrating hormone) % F¥H 9 & tHEMAENZIE T 5 (Adamantidis et al.,
2008), AHFZE L EREIZ, STN OEFRIEOFIEAS STN-DBS & DEARIE I O/RE
IEBEEL TWe L 3588 E F/E$ 5 (de Chazeron et al., 2016), STN #H|
EHANDRIEMN, A 7= VIRERIVE Y 2 86T 2 MEMIEICEEL S X, (AEHEE
INZBES LT B aEEME N D 5,

—h. BENZEOTIE, REEBASMAIIAES 5 2 & LAREEMMAEREA L T
W, FTATRREIZE W T, Balsestrino 5 & BIRRICHIMEBASMINZAIE T S
CARERIOMEE ZHRE LTS (Balestrino et al., 2017), STN OFENZI
AERR TEAEIE L, B BERITHICE T2 FRD—D2>TH S, MIKRKT
D DBS UL EMEBET IEL L INTEY, BFEEMEOED DBS 4
— 7'y N UTEIFEX T35 (Tomyez et al., 2012), MIEEMmAAENZALE
THZENEEEMEMAET LI AN XL E LTI, SMARE FERIZRIEAN
KRUIZL K. HREEIIHIOGRNFER VIS W E WIS BENHEE I D,

FDG-PET % A\ 7= DBS B2 DFERB DEALDIRETIZ B W T L, ZEEMHIED
TCIIFEHENICERTIZZWE OO0, £FAEEE, FrRISEEI=AEE, ZSMIR
BRI AMERES, ZRTARE R, 2 EEFEEIZ S 1T 2 EEREEMAMAERMN & FERA L T
WAMERIZH o7z, T 6 DKMEEEIZ, SIN D5 b EEEEEE & BHEDE W
sensorimotor area TidZa <. FRIBEEECFEE 4 & L EHE DA associative
area X limbic area & FERERUAE & DFRWEIKTH 5 (Lambert et al., 2012),
STN IX1EED - $REMETAE - BITENOFIEIZE b > TS Z NI NE TOIFE
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TRINTWS, PIVIEWTIE BYICH T A EE 5 L SN OFEFH L
BENFID S5 NS (Espinosa-Parilla et al., 2015), /. B MZBEWVTE SIN
DIEECHETCREEENENE R L ZH0N8HRE XN TS (Barutca et al.,
2003; Etemadifar et al., 2012), STNIZ 3 DD FAIFEED > 6., IHENCIEE %
E LI TEI 2 HIE S 2 EBALIZRT A NEREIZH S Limbic area EZX SN TWB,
YL & AWZEERT, SINDEIARERIOMEEZ KT I T2 &, BHNRERET
ENEFH I 5 (Karachi et al., 2009), F7z. SIN-DBS = BEIZEWTERIA
WEIOFECTHFEEENHBR LT WHEEMENRH S Z LM ER X, linbic
area NOFEEENZDO#FE L L THEEINTWS (Krack et al. 2001;
Mallet et al., 2007; Castrioto et al.,2014), X &2, FDG-PET IZT STN—
DBS 2 DIREIENN & IBERF DAL 2 #5T U 72 BT T, RIERE EPOHITEZE
72 EDEBROFERBIEMMNMAEEMEAEREA L TH Y. RFFFED FDG-PET 12 TR
EIEON L BE T S E A EINME . — 5 —F L T/ (Sauleau et al.,
2014), F7~. fMRI 2FIFAUAMHEICBWTE., BREE., FTREEERAZEE,. B~
B, KRINEER., kR, 57 - BEERE, ABEERE L ENEEEIUINT S
BEiz a3 bo—I)WiZhhbhbEEE UTHRE XN TS (Rothemund et al.,
2007; Fuhrer et al., 2008; Killgore et al., 2003; Goldstone et al.,
2009; Carnell et al., 2012), ARIFFETHENRBFEME DD /-IBALIX, LECIFFE
TAREERTEIZ 2  a—IVIZBAEL TWVWS L XhEEME2EREA TV,
PLEDEFTFHEDH RS L OARIFFED FDG-PET DfEER &, STN-DBS £ DA E
ISR B B REEER B DIEEDOE I L 2 BITEHE(NEE L TWAH
BEMEDYD V) L DBS HEAY Z v & D KA EE B IS & BERERIAE & DFRV STN O limbic
area KA TAZ L TERL B> TWAHEEEND S, FHEIZE W THIERE
FEASSTN @ limbic area IR FDIREIZAIE L TV B EEITA 4 < DBS HligAS
STN limbic area &PBEEY & RINMEBDIEE 2 2L I EAREZEMNMED LD
K%, AFEDSMEDHIBEBNEN S IF—EFETS L5 I2EBhbN5, U
MU, XA TP EMRE N L —H—% /= hyper direct pathway DR % 3
N7ZFRFE T, EEIRIE & STN 286t 2 iDL <1 STN &Rl %@ 1)
STN &EAMEIER (sensorimotor area)lZEET HAY, —EPDOARMEIL STN o IR
(associative are)X>REMRMEIER(limbic area)!ZF[3ZEL T\ /= (Haynes et al.,
2013), F£7/2. B bEXNRIZMRI HEEUT > VIVT S5 T 4 — 2 FWZREIZE WD
TEHE. STN FALAEB DRI IIEER DO KM FEIHA 5 hyper direct pathway &5
FTHEY . SIN FALAEEF L ICARERERIL R <A LT DEZL hyper direct
pathway %22} 2% KINFEENZE/ALL TVWE I EHARINTWVS (Plantinga et
al., 2018), SINIXZNZNDTAFEEAES), A, BHIEbH S 1ER % EF
AL TWB DI TR, TN6DFEHRERRE L TWEEREMENH S, it
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DHIRM S, FEEIRIEF DS STN AD hyper direct pathway OD—EBAY STN &1
a2 @B URIAD limbic area ICEHEL. BAPEETHICEDL L IFHRLIEIC
HEREZLHURENDHDLEZ D,

ARFFIZHWTIL, REHE L BEES 2 HIBEREES L CRARBE{LNE
ECERLERTH-> /=, KAl SIN-DBS TOREEM%ZRE L = %THE
(Wallker et al., 2009; Lee et al., 2011)ixd» 5%, HAREEMIZEL TES
£H 50D STN-DBS DEEMNFRNNE NS ZLIFINFTHREINTORY, K
METIIERTOMMREREN L BEE T 2 MERSHEL 2RO, ZORRE L
T, ERREMBDIZ S D3O TNIZHIHFIZAMET S Z &I x., FEERED 58N
TAREL, SINO XV ETAEIRE S N T FIMNE D - EFREENH 5, 0D
FEER, limbic area ~DREIR &P, STN &l % @& L STN 5i5E~[[H>> hyper
direct pathway ORIEMNEBTL Y <, BREET(MITEEZEZ 2 5 2 /- 6ElkE
NERINDG, BANZEOTEEM L FRRIZ, STN B A ORBAMAEIE M & B8
HETAMERHE L EERTINIOVTIE. SHREAREZEPLTYISRS
METHRE L Bbhbhd,

AMFETIEERTANE linitation DN ONHd, REEARLZEDE LT,
BEOEFENEPETHDOE/ 2 ERIZFHME L TWRWZ L THS, STN-DBS
BOBREEMD A =X L UT, KEENLBEET DHERBEIBAI S I,
limbic area & BEE 9 5 KINTIKDIEEIZLIZ LV BITEINE(L L. ZTOFRERAK
EHEMEEUDEFEILAE, UL, ZOMEEIZIE, DBS iR ICBTEINAHE
BEDZ/L % i § 2 REMNH S, ZDEIZ. DBS FMiiE CEEDEFZIZBIT
S5HEEEDFERHECLAINF —HEEDOE(ZFMML T RNWI L THD,
—fi%1Z DBS #%(d PD B&E DEEEREII R X K HET B /20, ERBEBIHEVEE
EIETOFEFEMIC LV EE AT —2MEIM L., REEMZHHEIE 2@ < 7TEE
MEMNDH B H, AFFEIEI DFEE IR TE TORY, ZD2HIT, RIFET
IR TV F Y —)b7e & STN-DBS DR EIENN & BEMN BRI N TV B HILVE
YORIERE &[T TR, &RERIZ, AIFFETIE STN-DBS BHtE# D PET #&E
13 DBS % off IZU /= REETIBE 217> T\ 5, STN-DBS 1T & B IXHER# DL %
MRET U =5 THFZE Tld DBS HIE % on ODRFETHIT L /=8 DEZED SN B A3 (Le
Jeune et al., 2009; Sauleau et al., 2014). DBS R HIZ (T 7 EDEEIRE
2475 Z LT DBS RIBGREMNEALT 2 AEEMEIERINT WS 720, AT
IZEBEEDZLIZEE U PET #5HZ DBS U T H A o /= REFFRIZHE VT,
REENN & B T 2 MRS E AL L EEBHED T TR T X 2 h -
7zo ZORED—D & U T, AIZEIL BRI D B3 TOMET D 7= DI 1 H°
FRUTCWAEZZENERBEREEZ SNDMN, THITHNA T FIG-PET #REZRTIC
DBS % off & U 7272012, BMFE(REHAHY DBS RIBELARTDIRFEANZE AL L. DBS
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B L 2 ERB AL @/ NHE L T2 Z L EHEE EX -AREMENDH 5,
DBS-STN BRODKEIEND A /1 = X LDEZRSFRAD /-8, BEDBITEIDEAL,
BEC-HEAT Y —E0R10, ASWFEIREZL 6 FHEEBITIA, EHE
EPLUTIoRDIMEAVBELEZLOND,
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INGG
AR TIE, STN-DBS RODKREEM &, STN ORIBALE S & ORFERE DZE1L
EDEEIZDOWTRET U /2, ZEBIZE W TIERTAHEMRL GEBIZE O TIZHMI
(CHIEBNAIE Y S Z EAVREEMEHRE 2380, BETEEILE zzm)
HRAZEME O HRIVE VWD EREINICEE 2 5 2 5 TTRe MR
Nd, 7=, REBNERERPCHEEERE L & @nﬁijw)#ﬁﬁnﬁrﬁ%‘m?b‘%ﬁ@ L ’C
BV, DBS FIEMB I NS DRMBEIRDIFENZEIEE5E XD L TRITHORLZ
U THREEMICES U TS HEREMEND 5, DBS-STN BOKEEMD A =X
LDERDEAD D, BEDETEOR(L, B - HEAID Y —EDE. W
DUFRIRE S CEFHBEB I A, EFZEO L TREVSROLETH 5.
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F2E
IN=F 2V VPRI B REAGREDAN R ORI BUR R OB R E B I -y
HRIRIE A Y 7Y ¥ T DZEAIZE T o1kt

PD IZBWTEErORBOHIE IR TRERNA A — A —I3ADRWA, £D
HCAMEERICTHRIE L= LFP O BEEEEI/NY —Id. BEMEXEEREIEL
EDFER EHEEANH B Z & L- RNDOWARP DBS FIBIZ L VIRT T2 eh 6,
BEREBEINA AT —— UTHFEINT WS (Little et al., 2012;
Kuhn et al., 2006; Eusebio et al., 2011), U2 L. ZTHFE CRINEEZD
LFP 1% DBS V) — REEBEMETFMFX> LFP HIED =D DIFEHAT /INA AHMEH X
NTWBEEREBRSNZRILT UM TI RN /2720, KEZ—MRIZIEL
RBFETDITIEE>TWRY, PD OfFFEE RS 2MOEBEBSEREZNA AT
—& UT, REGEEFEIZH T 2 EHEE 13-30 Hz D B HIBEEIDAIAE & B EK
50 Hz DAED vIEBIDOIRIED I (B -y phase-amplitude coupling: B-v
PAC) MMEIEX T\ 5 (Figure 7)., de Hemptinne &I DBS Ml — REHDA A
FAMTPIER R EN SHEE T BB AW CREMEDOREIE 21T\, PD BF
TIFEHREIZSWT, BHBIGEEDREDAEIZEHE T vy FIES DO IRIE
MAREILEHTHI L 2E L~ (de Hemptinne et al., 2013), F/=. VA
N7 - TADATIEZDHRZITER I NN ->72Z &, DBS #EIZXY B-v
PAC DREENEITT D Z Lo, EEFEIZH T 5 [ HEIEEINIE & v HIkiEE)
RIEOHETTEIXPD 2B T D EE L EE-EERS-TIREREROIEE 2 KL
FREELEZONTWDS, XHIEE, EBEMSHEIE LU ~ MK
(electroencephalogram: EEG) TE&EEIREIZHSITSB-v PAC VMRHFIEETH
‘). L-DOPA PIARX> DBS HI T PAC AMET$ 5 Z L A%RE X7z (Swann et al.,
2015; Miller et al., 2019; Rajagopalan et al., 2019), BEEZH S EEG &
BIXTANADZEPERREBOIHE %2 B UTHEZRIZBWTIALTD
NTHY, HEBR L E2FALZRNEEZDO LFP e, FETEEEmE
N - R E IR E & BB U CTIRIRBETIT S 2 e TX B, ZD/-®, BEG Iz &
% PAC DFHANIIHRER N O REEICEMATE L PD DEKEBZHINA A —
— L UTHRFI T3,
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CLEBENEEJ)

A

\ /./ \ / / \ B-y phase amplitude coupling

// VARVARVARY JM M

v B E B » d J \/ \

A

Figure 7. Phase-amplitude coupling OERX]

UM U, Z4vE T DBS HlIKIC & 2 EEZE PAC 25T L 23R&E 1%, DBS U — R

HEMENEREORIBU 2BDE/ERE L IZEDNZ, D7, DBS
BUZ & % PAC DEAHY, DBS R ZFHIE L 72 & T DAIZE U 5 —BMHEDREADH,
RHEIZEE b’CEEa?é{’C%éIE%@:@fNiﬁ“ﬁ\C:ﬁ\fﬁo T2\, Rajagopalan 5
i3 DBS HIEAEAE L ELIEDEE D DBS on & off TNENDIRAETELEE L /= EEG
IZEWT PAC ZERER L, DBS of f TPACHERTHZILEHRELTHY., 20D
B S PACIZDBS BEARIBEE KR T T4 Z EAVRE X N5 (Rajagopalan et al.,
2019), UL, ¥ U 72BR Y DBS BHtAR] & BEtEH2 D EEG % AT PAC % B L
T-RIRFEIEAFAE U 72\, DBS HIIR I BRHARRE U 728 E PACAMETF L TWADT
HAUX, PAC 23 PD DIRBOEEKIGH 2RI BIEBENA A —I—L 5
AEEME L VBEICTE 6D EE X -,

Z ZTCH,~ZIE. DBS BB & 1T /= PD BEIZH T, DBS T & KR
IZHIE U7 EEG ICCEEBREICH TS 8-y PAC DREEICEU THEBMRE 21T

277,
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Fik
(X%

AT E R FHEBEIZHE VT 2013 526 2019 ZFEDREJIZ DBS % HMifT U 7= PD
BEENEL UL, B 1 ZLFEUL. PD OZWrix UK Parkinson’ s Disease
Society Brain Bank criteria (Hughes et al., 1992). DBS DFHH#inikiE I&
EBRZ4% International Parkinson and Movement Disorders Society DA+ K
eV (Lang et al., 2006) IZZENENEDINTIT- 7z, AAFICEEL, dtiE
BEARFMEZERIMESZSEL2ZUARE2Z) 2 (BERERRE B 019-
0437 TON=F 2V UiRIZTRTS 2 BIRESRIBUE AR I E U I E LI d 58
1)o RFFRIIAENEZ L UZEZRAEMEREE K-> TV,

(2)ERRIEE

DBS UV — REHEMHET. 3 & O DBS RIBHA | 4242 UPDRS, Levodopa Equivalent
Daily Dose ZEHHIU 7=, EEIFEIRDFUMIEE Td> 5 UPDRS Part 111 (k. DBS i&
BEHTIL Drug—on & Drug-off o> 2 JRA&, DBS BH#A 1 HF4&2I% DBS-on & off & Drug-
on & off DEEE 4 RRETHEIE U 7=, DBS Fth 1 E-RESDFIB/NT A —& — (H
BUZER U TWBEMRDES, FIEGRE. B, /NVALE) &5 L 7, DBS
FAtE 1| ERD T A0 —7 v TeHEi 217D TN TEX R -BE, GHERY
I2& V) DBS eIk U - BE ISR N SBRAN L 72,

(3) bt 7 — & D EHEI & B ALER

FTNRTOWNEFITR LT DBS V— REEMHET. &L DBS HlEBH 1 F£&IC
EEG BIE Z#1F> 7=, DBS 2L B EEG ADT—F 7727 MEAZBA /28, EEG
EAY 30 2 ETIZ DBS HllEk % off & U7z, /N —F 2V Vw3EIZ DBS V — RF &Sy
B, & & O DBS RIEEANE 1 £ & & drug-on DIRFET EEG ZiIE U /=, EEG I3k
BERERRECTEEZSECHEAINT VS HALELI DSR2 FWT, D5
FARRODIRAE CTHIZE U 7=, EEG BIERFDOBARILEFRE 10-20 3% (Nuwer et al., 1998)
CEDWTEEL, Y7V U IREEHIEL500 Hz & U7z, BRESEIT—GE
FREREICREINSER 10—-20%I28175 (3 £/ (4 EBMSEHRI N
7= BEG 5 — & # B IZfEA U /= (Swann et al., 2015), AAFZEIZH T, DBS #i
B — RRFRIOAIZHEA XN T 2 EBEIIERELA & RO I A X o
7zo TD7z. UPDRS DEHE. ik, EIERERICEET S 2 27 SEREAHl %
HIE U, ZERIAEREARIDEBEIIE —EE R EREICERE X b 04 BBD
iRy, ARIAEREBLAIDBEIIE —EE R ERFEICEE X N5 (3 BmBD
LR % DI DM IR U /-, EEG 7 — & I8 UL A% ﬁ*ﬁ(Delorme et al.,
2007) = FAWT £ 1372 %, IREGEE), HiERICHK TS 77 NEBREL,
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60 EIDTY —F 7 7 7 FDL\WELEkE AT L -y PACDEEEZHEIEL /-, EEG
F— X DEIE % & O EEFIX. Matlab & Z2DY —I)VRy 72 A Tdh 5 EEGLAB
(Delorme et al., 2004) % FH\\TIT- /=,

(4) B HIBIEENNIAE & v FIFIEENRIED phase-amplitude coupling DEHEI
B-v PAC DEE DOFMIX. BE#H = S (2 Kullback-Liebler based
modulation index (KL-KI)®DFHANIZ &> T4F->7-(Swann et al., 2015; Tort
et al., 2008),
FIEEGTTT— &M 6, 13-30Hz DNV RINZA T 4 V& —%& T B HISIEEI K
&, 13-30Hz DNV RNAT7 4 V& —% FAWT B #sEEIRR S &, 50-150 Hz
DINY RNV RINAT 4 VA — & AWT Yy BIIEEIKRS 2 T h e hilE U,
BEIBIEENCDOWTIL, eIV NE#E T 2Hz ZIADRIFRE TAIAETEIRD A
ERVH U, £, vy EEIEEFNIZOWTIE 4Hz ZADER TR VAL N
CEVIRIBBEROAZEY H Uz, RIZ, BHEEOMMEZ 20 BXA 18 HD 7
W—FIZHEIU Tz, ZDH, BRIBIEEI L v FIEIEEIDRTIZDWT, & B Hi%
NIV —TBT 2 v BFIBIEHDIREDOFIIELZEH L, 2B MHETINV—TD
v IRIBEEEE VTR BB IV —TDIRIEEZ EFILL -, EETRICEVES
N7=& BT INV—T 2B B EREINE Y IRIBOSA & —RRDFm & LB L,
A Kullback-Leibler distance & H U7z, Kullback-Leibler distance
DEHIERIILLTDOEEY THD,

18
Dg,(P,U) = log18 + ZP(j)logP(j)
j=1
T P PR BAMEITIN—FIZB T B EHRIEI Ny IRIEOST . U H—
ﬁéﬁﬁ\ DL(P, U)DEAED =D DM D Kul lback-Leibler distance, P(j)A3
& BHIHIEEAIHICE T & v FIBIEE D FIIHRIETH %, Kullback-Leibler
distance ZFIFH L. PACDIEEEZRIMEEL UTKL-MIIIBATD LS IZER L 7=,

18 . .
KL—MI=DKL(P'U)= 14 ZP(I)IOQP(I)

log18 log18

j=1
KL-MI 135/ME 0. AME 1 TH Y., [EIRKXWVFY B EEBIEEIOEE DAFEIC
EOETYy BHIEEOREN KIS EH LTI IE2RL, TLhbbB-Y
PACSFTEL TWB Z L 2 RTIEETH 5, AETOFENE Figure $IZKRL
77
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(5) frRatfEtT

DBS VU — N EMMrATD Drug-of f YREE L DBS HIHBHLE 1 FE4£D Drug-of f/DBS-
on IR7E&M UPDRS Part III m#&. DBS V— NREEEMEID Drug-off R7& & DBS
REEALE 1 F£42D Drug-on/DBS-on fREEM UPDRS Part 111 m#(DBS V — REE
ftiRT & DBS HIEBHNE 1 48780 LEDD % Wilcoxon signed rank test (ZTHERL
72o ZEEDEEGC NS, 20z N AD B HIBIEEI L 4Hz ZAD v BISIEEI D3R T
DRFVIZHUTKL-M 282E LU, I6I122XT7OKL-M EEE2EH U, DBS U
— N E1tiR] & DBS HIEEALS 1 4% D KL-MI % Wilcoxon signed rank test
THE U, /2, RFETIZEEG 29> 7)) VT REEREHN 500 Hz & ELERYE
WHIETH D 2L, F£/- 1200z L EDERIEFEEILT — & RIERHT A IEGER 7
ANB—IZEBBEEZITEZILEEREL, 50-122 Hz O v BIBIZHE T E Rk
DFFMT 54T > 7z KL-MI {EDET A PD FERDNE L AHEA L T2 02 53 5
7280, &EED DBS FifED KL-MI fEJRA= & UPDRS Part 111 &FHE - FERE
A2 13 % UPDRS Part 111 OfrsRRIIEE DfE (HHE 22) - FEREAANZS T
% UPDRS Part 111 DEMERIEDIE(EE 23-26 DEFHE) DREARIZDOWVT,
Spearman’ s r correlation test {ZTEME L /=, KL-MI {E& UDPRS fEDFHEID
SEAMIZIE, DBS Y — NEZEMTETIX Drug-of f JREE. DBS HIEKBHEA 1 E4&I% Drug-
of f/DBS-on JRR&D UPDRS Part [11 S =MHHALZ, p < 0.052HFEL L7,
b E0ERATIZIZ JMP pro version 14 Z{FERAL /-,
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RS

X EAEIH. DBS MFEIT I Nz 25 D PD BEZWER & Uz, WREFIFLZME 18
&, BT AT, Ik 62. 918, 5%, Flilks PD FEIIRmHAR 12.0£5.5 &
Tdh o7z, DBS HIEE —7y bOREFRIE, I STN A 18 i, F STN A% 2 41,
i fHl PSA A3 34, Fr{R PSA A3 1 . T GPi A% 1 I Tdd - 7=,

(1)DBS Bi#£ > UPDRS. LEDD (DZ 4L,

DBS U — REEMAETD Drug-off & thE L. DBS At 1 F£&D Drug-
of f/Drug-on £ UPDRS Part [I1 IZEEIZET L. PD EROHENE SN
TW/=(40.4 £ 14.7 vs. 23.0 = 13.1, P < 0.0001, Figure 9) ., E&EHT
&, EREAAIDOFEERE. H K OEIEREED UPDRS Part 111 FRIEBIZDWT

IR ZICERRET 23D~ DBS U — RFEAMETD Drug-on ik &, DBSFa'ﬁ
5 1 F£42 0 Drug-on/Drug-on 554123515 % UPDRS Part [1] TIFBEEREEZR
o7 (17.1 £ 8.9 vs. 14.4 = 10.4, P = 0.24, Figure 10), LEDD{ iDBS
FtE | ERICERIZEA LU TWE(865 = 461 mg vs. 712 *+ 461 mg, P =
0.015),

80 Drug—off

~l
o
T
I

(=2]
o
T
I

(€]
o
T
I

UPDRS Part 1III
8 3

N
o
I
I

o
T
!

Before DBS After DBS

Figure 9. Drug-off £5f4 T UPDRS Part 111 m#¥kDZ{k, DBS Fth | F&ITE
BRET2RD~,
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Figure 10. Drug-on £ UPDRS Part 111 S#DZAt, REZHEIZHBNTIE
DBS DR THEREIIIED LI - 7=,
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(2)DBS ®i#& M Kullback-Liebler based modulation index fEMDZAL

& B HIBIEEN BB T 5 v HIBIEE D KL-MI fEIZDOWT, £B&EDFHHR
% 71y b U7/ comodulogram % Figure 11 IZRU =, REFEIZEWTIE, E
12 13-20 Hz o BEEiEE &, 80-120 Hz v iEEIDRID KL-MI &3 DBS Fa%s 1
FRITET U T\, KEEZE IS B B HEIEE & v FIEIEEI D2 XY D KL-MI
SEHEEORY 7270y b Figure 12 BX O 13 ITRUZ, v BIEBEEI O
R ECAS 50-150 Hz, 50-122 Hz OMHFIZH T, DBS V — REEEMRT & LhE L
C DBS BHtA 1 HEA&IZ KL-MI fEIFBEEIET U T\ 72 (BRI R v I8 E BN & IR
50-150 Hz, P =0.00022; f#Ar*tER v BIgiEEI AR 50-122 Hz, P =0.0013),

Before DBS After DBS
150 F 150 F
140 ¢ 140 ¢
130 130
?120 120
110 110}
b
£ 100 100
L
g 90 ¢ 90 |
E; 80t 80 f
< 70t 70
60 60
15 20 25 30 15 20 25 30
Phase Frequency (Hz) Phase Frequency (Hz)

Figure 11. £8% KL-MI fEDHHRfEZ 71 v U/~ comodulogram
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Figure 12. RN v BI80EEIEER 50-150 Hz 1281) 5 KL-MI SEHEEO R v
JA7aw k
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Figure 13. Rt NE v BBUEEIERE 50-122 Hz 12815 KL-MI SEHEEO R v
JA7aw k
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(3)Kullback-Liebler based modulation index {E & EGRAERDZEAL L DIHE

FRATNT 82 v He BB EN B R ER 50-150 Hz D&, DBS Rifg KL-MI {ERA =
(&, UPDRS Part 111 AFHEDEALZE (o =0.071, P = 0.73) - FEREAANZSH
I} 2 HEEMIIEE DEDEAR (o = 0.081, p = 0.070) - FEREAANZB TS
EERBEOEDOREASE (o =0.33, P = 0.10VWTFheeEELHEEIIZED S
IR T, BEATRT SR v BIRIEEN B AR 50-122 Hz DRMIZHEWTE, DBS Fifg
D KL-MI B 2% UPDRS Part 111 SEHEDEAER (o = 0.03, P = 0.89) -
TEREBALANC B T 2 FEAIEE OEDREAE (o = 0.18, p = 0.40) - FERE
MBI BT 2 EEREBOMEDEAE (o = 0.25, P = 0.22)DWTHDIEE L
LERRMEBIIR SR> 7=,

43



E=

ARIFFEIZH T, DBS Bags 1 4 UPDRS Part 111 D% DBS BA#GHET &
FEES U TIEALITIET L CTH Y, | B E DBS IC L D IGENEMNMESNT WV, *
7=, KL-MI {E!% DBS BH#&RT & Eb# L T, DBS BHfs | ERIZERIZIETLTWVWS Z
EERTE =, T FE T DBS BHMART & BHGA1E D EEG 2 T PAC &b %t
B U AR N - 720, AR THE SN/ FERIGEERE L -y PAC NERE
HERNA AR - — LR DA E2ZRFTOIRRERTHI I LEZ N, —A.
DBS FE#RETIZXT 9 B KL-MI fED{E = &, UPDRS Part 111 DLIEH - Ml
B3 2EE - BEREICETAHEENDWVTNHORER L EERELREBITIRON
IRNERTH - 77,

PAC IZRENDER % 72 EAL TERER X 1, EEIDMIZFRERCIEE R L OERANEEEE
ICEEAELTWS, YUAZAWAERFETIE, FEXAZFIZEBIZENT 30-
60 Hz D v HIBIEEIHY 4-8 Hz D 6 FIBIEEIDAIAB I A DY TEEIT 5 PAC WY
BIX 3, PACORRENRKEI K RBDIFEFZHIRAIDNT 3=V ANEL 25
EMREXINTWS (Tort et al., 2009), TANAEBEDARNEEFIZITHON
FREME BT UEHETIE, VAS VT RAIRPT—F VT RAEY —R A
7 & BEIZRT I L TRINEED O FISIEEINIAE & v FIEIREIRIED PAC 27T
LU, ISIZXATETRLRZKRINFEISRD PAC WTETEZ N6 X AT IZHE
EY 2 KRMEBDMRIEE DL % KLY 5 L #EEI X TS (Canolty et al.,
2006), /-, Reinhart SV —F V7 AT —EEDET L TWbE®HEIZH
WCHIBEERBED O -7 PACOREMETLTWSZ L, TNERETDH LI
REBMESAEMEEZDZLIZIVY—F U T AR —HENRETI L%
#E L TWA (Reinhart., 2019), PAC ZAFMNIZE X LWVVREBIZEET S Z &
ik, EE - R EOREICERRFRE L TAREEND B,

PACIZBWT, (BRAKEBIEENIM DR 2 $EIBDM TOBRISE. &RBEE
BIIANEERAOMKMREH2RKBMLTVWEILEEZILNT WS
(Canolty RT et al,. 2010), PD BE CIIRNEERDEE L B BHIBIEEIHER
DERE > TWB EHBIINT VBN, BEFKD B FHEIEEINHEEZ&ZHL
TRIMEBEIZERE L, BHEEBIEHICEHLE /- EERE DGR D EE#H
B-v PAC L LTEHEIXNTWB EEZ 6N, £/-, L- K3 DBS Il CTESN
BB B-v PACHME T TE5HFL UT, KINEERKD B FHISIEHNBERT S L
IZ&V. BREN UZREEREAND B HIHIEEIDOEREMNMER T I LI2Ld L
EZ2o6N5, EBEFEER-v PAC WANEERKDEEIZTUHE L 2 B FHIBIEEI DI
BIZI VBRI RNREEZ 2O THNIE, KINEERD B SEEHN Y —%
BENATT—N—LTRIF50PLVHETELEEZOSNS, UL, KINEER
D B HIBIEEN/N T — DO FH RN ITEESREM & KIGFEIBIZH 2 EERKITHEAT 546
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B3 Y, DBS Y — NI AMIEE X LFP ASFHAIRT 8872 5% 72 DBS 57/ A D&
AINTWVWBEERERONZZHETUNIETE W0, BEM B FIEE
EINY -2 ZWORBERMRTEINA A== UTHATSZ LIE, EE
FRIZBOWTIEWERELBETBHIZE> TV, —F, EEKE PAC I3EEE
RTEILLITHONTVS EEG NS EHRITX 2 a[8eEN dH Y |, DBS 16 Z T > T\
RWPD BEEEDTELDEETEHENAIGETH D, ZOEHANS, KINEE
¥ LFP L B U T, EHFEE L -y PAC IHMEBENOEEIZL < DEBREZ TEHEIA
BETHY, AINEER LFP ORE L R3ESEHEZNNA A —H—& UTH
RFIxhsd,

PD BEICHIIZEHFREL -y PAC ORREILEENEIR. BFICENERIE L Hia
MILBEE L., B-v PAC D{ETZ= & UPDRS Part I11 DEEREBICETHIEEY
FEMEICETAHEBDWER L OICEBRLRHEENH S Z LB EIZRE XN
TwWaMiller et al., 2019; Rajagopalan et al., 2019), UL, ARHFZEIZ
B TIL DBS DEDFHERICENNEREE % & O EENEROWEE (UPDRS Part 111
DIETR) LEHFEEL-v PAC DRELOMICERLHEEIXIRWZE Lo
7=o ZORREEUT, AAFETIE EEG HIE % Drug-on JREED AT UMHEIE L T
WRWIZENEZ 6N, DBS IZL D EEFEEB -y PAC DE{LZ#ET U =B
Tl&. L= RNOHRIZE Y B-v PACIHET T2 Z LARE XN T3 (Swann
et al., 2015; Miller et al., 2019), ARWFEICHEWTEH I N2 KL-MI fEIX
LECDBEER & LN TRVMEIZZR > TEH Y, DBS {5ERT - 5EER L © KL-MI [ENE
R DFETHE/NGFE X N TS EREMENH 5, DBS DIEFEXIRIL Drug-of f JR7E
IZ8B1T % PD EFERNKRETEX TWOENTHIET 5728, Drug-on D HAD
EEG Tld KL-MI fEDET & PD FEIRCHEZEIZEI U T, DBS BRDRNER % 8] 12 54
MTEXRMo 72 EZ 505, BEGHIZE % Drug-on JRED AT UMEIE L TV
WZ EIEAMREIZEBIT B RX 2 linitation D—2>TH Y., DBS ML -v PAC I
5.2 2580 PD fER & DtiE & OB &2 @I Fii 9 5 /281, DBS JEERT -
1BE% & € Drug-off TO EEGHIENSBLELEZ 65,

ZDIIMDIIAFEIZBOTERTANX linitation LT, 7—F 777 ME
A& 725 % DBS of f DSMTEEGC Z2HIE L TWAHETH D, BERIZB VT,
DBS Iz X WK U7~ PD BEDEERE S -y PAC. DBS RIFH L% D~
TATHELREICERU TSI NHEINT VS (de Hemptinne et al.,
2013; Rajagopalan et al., 2019), AHFZET DBS FA%R 1 FERIZEHAIL 72 EEG T
IZ DBS-off {2k V) ZDXNEMNEFTI L. DBS-on DRETHIEL 7-5&8 L Y KL-MI
EEBRITEL THBHEEENH S, DD, DBSNB-v PACIZE X 2E
&V EREIZEHMET 5 7281213, DBS-on SR TD EEG SHEINSBBELE X 5
N5, 7. DBS DIEERROFEHICE T HRFEIFERICEIVELRY | IRECH
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SRR BR A B S B LGRS CRIERN KR T 0, VAFA I TN
EHER 2 & DERIZ DO W TITHIBEIE» SMRFABHRE TIZHE»SBMrA L E
WHEEETEZeMNH D, —EBDERIIH T 2R E TITREIR» NS
B, MM L B MERREIER D reorganization AMEFRROMFETH S
= LRI NT WS (Ashkan et al., 2017), AFFFT, DBS Fita 1 4D EEG
BIE DY DBS-0ff ZMAETH B IZELND S THAETL Y KM-MI EDOETHE S iz
AHNZALEUT, RE-EER-HEMEI— 7HEED reorganization A5
UTWAHEEMENH B, UL, DBS REAFIEZD B-v PACIET A, RE-EHE
E-RERMEIV— 7EEORNRIEREZEOERICIMZ T, MREEIED
reorganization 235 U T30 & i 2 72 1Z1%, EEG I ERTIZ DBS-of f
EUTHIE L Z BEG 7 —Z DA THIWrIXHREETH Y | DBS-of f S FHTRRIOCIREL
72 EDFERIZHT T S DBS DRIRMNZERITIHET S ETHD LY REFEERZ DK
KHEENELEZ 5hd, 514, DBS BEAE D EEG IZBF LTIk, DBS-on 8 LT
DBS-off # &V BREADRMN A U /-7 EERZMHETOFMMALEE L F
25,
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AIFFRIZHWT, DBS Bilth 1 4212 PD EEERDWE 2RO L L H T, &
BEE -y PACOBERETHRDON, EEIREB -y PACH PD DEH
TERDHED & KT 5 BEREHEZINA A — A — L 05 g2 XK1 5
RTHdLEZO6NE, UL, PACIERTOREE L PD DEFHEROBEDIEE
EOMICERBHEERR S NE» > /-, ZORE & U T, EEG DEIZE % Drug-on,
DBS-0ff DERMEDATIT>THY ., J¥I—F 2V VFEIZ L B PAC KT HHFERIZ
FEE 52 TVBHHBEMENE 2 SNz, $4. DBS (24X % PAC NDREEXRIHEX
ReotEE e XV EEIZHE S %728, Drug-off X DBS-on DFRMHTHIEL
EEG TOERMABRELEZ O5ND,
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BIEB & O
STN-DBS DEHHED — D TH SREIEIMD X 7= A L% fRAT 5 /-8, (KEHE
fnE DBS HIIKEMED STN IZKT 2ALE. B L OMBERBDOZE L& DREIDMERIC
DWTHET U 7245 R, ATOMR 287,
- ERBIZEEU T, FEREMA STN OFiSERNIALE LT3 Z & HY STN-DBS
BOBEENE ERRERBEE2RD -,
- ARBZEEL T, RIEEEH STN DAMANZALE LT3 Z &Y STN-DBS £ D
REENE ERLHEEZERD -,
- ZEHBMET CIIEERTIRE»> =800, AHAIFEE, THiEERE = AL6,
ESMAERE B SMAER, ARiEREEl, A _EHISEE] planum polare DOFER B IEID
& STN-DBS £ DREEIAFER U T B HEMIZH - 7=,
STN HRNZHEET B AT = VERERIVE Y 286 2B ADOREX>, STN
WENZIZE UARESE I & 19 2 AMAITR IR T 2B DRIER A MR EIE N L B 5
ULTWOAREMENH D, —FH. BREEMZ RO 7~ KBHESIE SIN
sensorimotor fEIKTld7Ze< limbic #EIR L HEEERE A DRVEENEZ S &S
V. [BENCEET 2 HRRNIEE N U 2 BITEOE(AMKREEINCEE L TWAH
BEMEMND B, RO REIZE T 2 FIREBA E IS AGEENE RN E IR
MNdH B sensorimotor FEBGLEEIZH D Z LD 6, DBS 1EREIZ & V) EEIER M NE
UEEI R RN H 2 BEICEVWTEREEIMIBAL TRIBZES RENRH D Z
EDRINz, 72, SIN-DBS ICK WV REIZHE R 5 X5 & 5 RBITEENE
BXIZd B>, STN-DBS DRiE TEEEFPENEDENLVNSRI 52518
ANRBRETH D,

DBS D EEG 7 — & & /= EEIFE B -v PAC DfiEMrIck D). ATDAIR
=187,
- DBS HIEV — R#EART & LB L. DBS RIEKEHGE 1 44D EEG TIXEBIRE S -

v PAC DREEIXMET LT\,

EEFE B-v PACIEPDIZH T EENERDFESE 2 R U 7~ ESEEZRNA
AR—N—LRYIB5ILaXFTHIHRRTHY . RNEERZ LFP LV KEFEE
MOEEIZITZ25-DFVE DEETIMETE 2HREMEDNH S, —FH., RIFE
IZEWTIE, PACETOREL PD DOEEERDNEDIEE L ORI E =L IEE
XRSNLD o =, 54, DBS 1T & % PAC ANDFEDIGESNR L DB %E X VB
BIZBIET 5720, RFETIIITH%AH > 7= Drug-off X DBS-on 7 DT
BI%E U 7= EEG TOBRPBELEZ 51D,
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KX &R ABIZHY), MEDKREEZATWEESE, JHE - JHED
722 % EULABERZEZRZGEEZMEMEREEDE ABHE 4R
FEEE, FER REB—EEE. FARFEEH aHE-LRECEIH L
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MZEHE gaFHRE. LBERZREREZR RGBS REZHEEHE F
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BIEMRHREREFZR SEERE, LREORERE b EWAEE,
HILEERE AR AR IEREE. IR BRERE  FEAREE
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