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4 ERRIH 25 SR SRR (QPS) 2 FV €. L-DOPA 28 & kD KAMESEh %
YEVEIC B2 DB Rt LT, B #E Tk, L-DOPA 12XV QPS IZ k5 KM
BER(LTP)REZAL A L 0 K L7, MERIc L0 QPS & LTP AR LIZIK F L= b
DD, L-DOPAZ LB FIIZEN A N2 hoT2, £72, QPS TiIfho
FER BRI EIZ L C L-DOPA A &I X 2 Al bic B8 /e < . 2
QPS 28 D2 [ZIIZ R Dlanizcw L E 2 Hiv, D1 B0 rTEEHEZE(LORHIZIX
FHEZEZ DN,

FHIONN—F 2 Y R EFE TORFTIE, KX OFF TQPS 2k % LTP
B ME T 20 LI L TR Y . L-DOPA WARIC L v [AE L 7=, L-DOPA #5-
(2 & 2 EE B AT O S & BRI IR O SO BN ITARBE A A DA, ARRKIEIX

TBPREN RO T B 72 TSRS I RENE DN & D,



FF3C

BRETICHIS LFE - SLIE L T 720IZid, BREEDZEALIZIE T HARKARE D4

S

RS B I % I LT D Z ERMETH D, ZOFRMMEORAE L7254
HIRERE & L CL SMAZRRIE O AT OZAIZIS U Ty 7 AR 5 28 S & 5 ik
BVEDR I BTN D, MR ATEEMEL, EBREMY) O #RIEl D o F 7 22860
T F T RENEMNCENT 5 2 L THRA SN Bliss 1973), ZOWHED
iz k5 & RO CA3 225 CA1 I AJ)T % Shaffer il 2R3 5 Z & 12
Ko THLND CA1 O#EKRHIIAOBLEEM: ) 7 A% BN (excitatory
postsynapticpotential : EPSP) 723, SR LV W FAMEICELT 5 FB RS
7=, 100Hz X°> Theta burst stimulation (TBS) %5\ 58 HIEK & ftk [~ A
173 HIBARAE G- 2 T2 213, FRRAEAE O RS PEAS Y R L IR UBREE @ Shaffer
RIBREI 635 EPSP O H B Y O E NRRHICHDTIZ > TREL 2D &
W) IR (long term potentiation: LTP) #4: U, 2, Shaffer I~ 1
Hz OSBRI Z N2 5 & BWIFHE T 2 EPSP IR N A2 # 2 L, RHIESRS
(long term depression : LTD) & MEINLLBGNAOLND, Z DX 5 Z2AREA
FIOIRFEITIE U TR O BB PEDZAL T DA/ A 28, SRR, NG Of

BRI L EZ SN TWA, ITETIZ. 2D X 5 a8 b E -1 Tliin <.



KMEETHAELDZ ENmbN5 XK 9127 > T A (Tsumoto 1990)

U

W, B N OKRIMEE O r B 2 R E RSN A WV TRAET 5 2 & 03
TELEHMESNTVD, REEMKRIM & 1T, BHICET 5 a4 LNOE
WX VFFEERGZAE L S, EOEEMEZIZ LY ZRIIZAE U HimERIC L 0K
NZBLZINCHE TE 5 S TH 5 (Barker 1985), HEHTF (CIRIAZ B EMINK &2
525 & RIMEBNONE= 22— B ST 7 2 &4 U CEEARAR A
BEE U, FRERTA MR A R TR O ADIHET 5, Z4vk, KM ERN Ciiék
L #EE) 75 % A7 (motor evoked potential: MEP) Z &4 %, MEP O4EIE | iEH)
B O B A ™ 5 728D ORI EE I O B B M OFEIE & L TR <
i TV % (Cooke and Bliss 2006), SE#RIHZEREKRIHEIZ, HIERETERX

R & 2 TEEY R 78 BAL O FUS OIRME DS KB U RIS o0 BB PE A HE

I

fie L C2&1k+ % (Pascual-Leone 1994), T4 Tld, KV RIS RHZIR 2
Y5 o DI A O RERIIER R ST TN D, B OBRUITEEE %
T 3O /N— R Ml A& —EMRO 5Hz TH 7= % % theta burst stimulation
(TBS). HLFAME/ VR %2 H 2 4 38R0 A 25 SR i URIEE (quadri-pulse

stimulation: QPS) & W\ o 7o BEKUIMIE S IS Siviz, E72, R ORI
& #LA A 72 paired associative stimulation (PAS)72 E 4B &=, b

DORFFZICFHFE SN D MEP Z2bi3W< O OREE & > T D, £ D2 bR



NMDA &7 T 5 Z & (Haung 2007, Stefan 2002), A JJFFEMCIHFM:, #
BEYELE Vo lo U F T AATEMEDO R A - T D 2 & (Hallett 2007), E7-. 1
DA T A AT L CaBE O REM SRR Z 5225 Z LIk | HuhslgErEs
F 7 214 E P (miniature excitatory postsynaptic current; mEPSC) O4REIEFS
FOWHED EARH L LTP B33 S, T 7 ADOKRE S OBRBIERERHIZ
blcoTHLIND & ENTWAH(Vlachos 2012), 2N HD Z Enn, IERFHITKL
#% D MEP ZAbiZid T 7 A [EMENRZ OFRARICB 5 L TV A A[EEMENR B 2 H i
T2,

ZDOHRTHIRA OMFFE=E TR L7z QPS IZHAAMED 4 H3 ORKBITE 2 —
& LT 58 30 pChHlc > THIRT 2 6 DT, 4 EROFFFRIC LY, QPS
12303725 60 Sy FREL RS 2 B I FE AL ORI 0O B JRAY BT AR IZ 358 S
No, ZOFFEMOIREOZEIL, B IR T O RIEME (R - 1E)
LIRBEDAEFEREEZ A L TR Y, b MCRBW TIHER BRI RN O pf AT
EREIRETH D (Hamada 2007), 4 @R LA ORI IE & 7555
M OWIEDEALDEIRIZ S FARDO I —T 2 /i<, MO F 7 AL, v F 7
ARf=2—B O IRTHRKIZED VT T A= a—a O KL
1T E T ARG RSB RN R 2 4 U 5 & 4D Hebb HIl (Hebb 1949)

\ZHE 5, HIZ. Bienenstock-Cooper-Munro(BCM)GR CTld F 7 ARTDF K &



MEP amplitude / baseline (%)

P T RAEEEN & ORERIL, T A= 2 —m ORIV IRNGEITIT Y
F T ABBAITITT T D3, RMBEE N S HBEE Z 2 5 EHRICER L S &0 )
2 MO — 7 %Hix . ORI 812G U T2 kT % (Bienenstock

1982), 4 FORIFEHIE L QPS DR D S FIRD 7T 71X Z D BCM 1 —7 &
BRIL TR Y, FMBEER D 22 WA IRE R L, HIMBEEREL 2D
EHR R A TRT LWV 2D STROAT—T E 2T H(M 1), H< E THE
PEERLTWDIZEET 20 o0, QPS OhEIX, BCM fGETIRE I N TS

T ARBEOREER LT D Z RIS TWS (Hamada 2008), i#
ORI ZRETT A HEE LTE L TS &2 b4, A RNEEHEE A

I 57202, 4 BRFEORIED bms ([Zi%E L7 QPS5 VWb Z & & Lz,
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B 1 QPS DRREHHE LFHHE SN DR L DEE L BCM #Hi,

FIXx QPS TORMSBEE & FHE S iud MEP OZ b, X filllZ (3R E O

ﬁﬁ Y #ll2iX MEP & b4 L > TBY, 2 /D SIRA—TRHbi
» (Hamada 2008 XV —#RckZ)

EliB@Mﬁ mCOET NV, XX E T 7 AORKBEE, Y #lix

VI T ARIEDRE L L > T D, (Bienenstock 1982 X ¥ —#Bck )

N TR D J7 — 7 3 P EZYL“CI/\



RN UHEREDRREIZ KV | ARx 2R ORI BV E C D, ARRRZEMESR
ORI T HENIBEE DE N S— 0 Y IR, BRI KR v L OB Y 238
WERETH Y | PIREEEENCAFAET D RN X A EEIPEAR R 0D 28 M7y B B
BRRTH D EEZBEN TS, HEZHATLETLO0ESL LT
Alexander X° Delong 512 & » TIB SN RE- BBV —TET VRN H 5
(Alexander 1990, DeLong 1990), ##5/A0 D1 27K HIRAEERNET, K%
I U C R % Bl S 5 EHERE & BREARIR 0D D2 S5 R DN B BRAME SR T,
AN, SURZ L CREZMEIT 2R H . RARAIUVBRET D
SN RV EHEEK O O RUE OB MR O T [ O MsI R O IHHE T
(X0 BREOREMART RN O, E), Gkl IRk, SRR E R & DE
FER A BT 5 L s T s (K 2),

ZOFETIAIA=F Y GFOFEO —ME BT 2 b D TIEdH 5235, BIFEN
T oh, FEHEFRETDICHARRRNZ EBHLNTRY S5O H 5,
Tbb, RAIVORZTH3—=F Y R CIEEE FE OBEERHIL, R
PRV OFEEIEWEIEN 55 & 9 (Doyon 1997, Shin 2003), #1 2 1%
6-OHDA O —UGEENEF O /e 512 5 | HENEFEE O K8 URORZ RS 5
ZEICRREEEN RSN, ZHUIRE DO WO RFI Lo THE S o

BRI B 2 &= & ST b (Molina-Luna 2009), H 4 OiE#EhH 41X,



S FEIEREHRINOMAGDOETHY | Hx OEE)BRZHET 2 TEENH
%5 (Hosp 2013), & 51T, RIFLIEOITE~OFIRMAEE SN D 2 L2 LY EH)
fEEA LD DO TIHRVDNE T DUGH S & 5 (Seidler 2007, Doyon 2008), LA E
D E NI —=F Y ORI ATYED EF 3B 5- LT D 2 & 3R < TR

INTND,

Health
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- (o) v

M 2 #EABLIO =% Y EBEICBIT S RE-EEMET VOB
B, D1 Z 8 E2I Lo BHEKIC L 2 BB O BRI & D2 2/ K% LT
MBEE I K 2 BB MIERNE DR T o 2T L VRSN TW 5, A~%//
VIR T SNC OZMEIZEE, EEEEE O BN T, M OMH oK T Iz
FREMREIK T2 LE 257, (Alexander 1990 X ¥ —#ckZy)

SNC: BEREE, STN: FK M., GPe: WA, GPi: A EKPE
D1: D1 &K, D2 : D2 &K

@FG




KRR, N—=F 2 Y IHOTTAEY T, FEEER L OKMEE o rritE:
DEFENH Y . ZOABEEZL IS Z L TEROBGEN LGN TND,
N Y RET VNI DRI D VT T AR D R IZ oW T
X, /R 2 off RS SIR = = — 1 Tl LTP 2R (T D BE) L,
L-DOPA 52 L 0 Z A IEFIZEIE T 5 &0 5 (Picconi 2003), #RGAKTZIT T
1372 < KENEEIZ BT b AR O Al M O B A3 /R18 X 4TV 5 (Morgante
2006), KIMSE O EBEESHMZIT I 2 LICE 0 _=F 0 Y VRET LEY)
DOIEBEIR DS E D A 515 (Lefaucheur 2004) = & 36, /S—F Y IR DR
BEIZ IR O PP ZEAL S B S LTV A Z EANRB S NG, AT, BT
A LT T VBN TREE ORI O BRINARE A FIRECH 547 F V=
2T 47 ALV FHIZ LY (Zhang 2007), /X—F 2 Y UIHET VT v hORK
TEEOEHEERLAZ1T 5 & DBS & REOBFDENZ DN DM, —UERNT 7
B OV JE Ol 2 RIS BER B ST D 2 L2 X > THREROZ)
ER/BONDZ EDIRENTREY, R—=F YV UIRICE T D RER ORI

KIE OB MRF 2L LTEBY ., TOREOREIMERICHES L TWD

i

Z LM EM S5 (Gradinaru 2009),
NS OEMICEIT DRI EE L, ISR - R ERRAIL 2 & o R

FHE T ha—LEFHALE hO/R—% 0 R EREIZRB W T A M R
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MREINTWD, £9 DBS EME V-t hO/R—F 2 hREE O PR
AT, AERTO LTP O TFRAA LI, £ ORNE L /N—F Y IR O EEE
DA =7 Y 2T % Unified Parkinoson's Disease Rating Scale partIll
(UPDRSID ® A = 72 IARBI S 4 540 T iz (Prescott 2009), £ 72, Ueki 512
X% PAS % 7= BN AE ISR 1T D LTP ARZELICR T DMahHc BV T HIRIE
& UPDRSII® A 2 7 ZIFFERE 2B O TE Y | LTP ARZ(LDOTH LR L x—F
VIR DGO EIE LT 5 (Ueki 2006),
IHNHDOBUREZBEE 2, R—F Y R EOMIRIRBIC IS T 2 EE B
BUFD O R ZRET L. KA O BE~OBR AT D 2 LiE, A
PRI B OEF 2 AT 5720, S HICEMERICAOND X O IREZRHT 5
ZETIRRIZORMTIT 52 LN TE L AEEMEDR DV | BFIRAVIZ HIFFIZEZ T

boHEB AT,

AWFFED BYIE, QPS 1T & W FFE S 5 —YEENEF T LTP FRZ AL 4 FEHIIC
MEtd 22 THDH, SHIC, ZOMFE L-DOPA 13 U &3 5 Mh R oFF
MicbICHT 2 %29 —DOEME Lic, N—=F YV REI U & Lot
IR OMRFIORNZ, B MIBWTTEHEE TORIEBMEORBOIRE N £ 7214

TN, P IR T 35\ B 00 A & BEAT L, JASRIRIC L 2
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A EME DAL DOFEM AR OGN T 52 e L, ZTNETOE MIEBIT SR
P, BEROR NI v a0 2 B OWE 1T, 20 20 30 ROFFH
EXGrl LT DZ ENEL MRIRBOBRENS W ERE TCORFII Y TR
VN, Al T, LTP #RZEE N EFRE & i LI 3% &0 9 #i (Fathi 2010,
Freitas 2011)723% 5 —7%, MEP OIRIGIZIZZELA 22O AMIEIE D HBLI SR UE DS
H5iLd & T 55 Fujiyama 2014) 6 & H AL, fERNB—E L TR, ZTD72H,
i mn 2B T D A MO DAL ETH D B 2T,
AIFFRIZFBWTEE T, mlnE 123600 5 T2 it L, ARl 0 sk T
PEIZEWR R LN D0 ERF Uiz, o, /S—F 0 Y UREFIZIB VT, L-DOPA
T BARAPEICIER 2 ST 5 2 & 225 (Fahn 2004)7° 5, L-DOPA @ m[¥E |2
9B S HEKFNTH 5 AREMNRE X b b, /i NCEB T 5 AR
DEAITIZ Z N E TW L DD & 5 23 (Monte-Silva 2010,
Thirugnanasambandam 2011), —EDFEEIZE LN TV, BEHREN—FHE
RTLIMTONTWRNZ EEHD XA T ZAOEALEEH KRN, 2D
AFERIZ BV TIE L-DOPA O EARKAFIEIZEE L T HERIZ THRFT 21T 9,
ZAUSZ D AT OFERIC K D2 bR T 5 L L bIT, M TRIET D Z &
NEVRIEB TOREBEOREOIEBET — 2 L Lz, EHIL—F 0 Y URBRHEIC

BOWTRBERBRRI 21TV, 2N—F 0 YV UIRICBIT A T30 h e R3S ik
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DIRFN RN U THENT L 72,
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ik

ER1 BEANBIT I8

B

AR LB RUR P B AT BB R R R A T B R IR 21TV TR R
T 5(P2012004-11X), 42T OHERE 15 L THIENE B L ZEDERIZONT

EilmB LA TR ZITV, o R Bifig o ECREZ IS LT,

PSES

AMIRIESHZE U CHERT V7 47, 63-67T mOEHFEHERE 54 A, BLO
43-47 R DOREFEPERE 12 N2 5L LA 2 51T L7z, NWIRFE(L AR R re R
RIS A L-DOPA) DS FIHICitiL D & O (IR SCESHR) & —m
72 BRI RSN L (Wassermann 1996, Rossi 2009) ([ZH#E U CTEL R D

PR A AR T2,

1. H LIS OB & B DR T D

2. Dl — A A — T — « FEEIRAR T E

3. BB ES . TRE, BEE, EE, HH%E
4 B 3 S

5. = =B P NI R 3
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6. TE 1 B il 7 VAR PN B

7. RE 7oA e - BREAMERL - MBS « TADABE . FERE
R o i G

8. PEMR T TR 2 R D

9. ZOfth, FHEEAMASINIITEY) TIERV & Li2a

FEEFHIS A

WEBRE IS RBRE Z L icenThot vy a IS Uz &EO L-DOPA
(100mg or 200mg) F 7= 1T HME (placebo & LC) OWTFNnENRT D, Al
DFEZIL LD 2 FFRIANZNARZAT 9. L-DOPA O iz . o i i 21 20 i
(Tmax)i3 1-2 Kefi] & A, BHIKT O SfEIE 2-4 FEE £ TR T 5, 53 72 i
FEB L OEENIREZ S5 X 5RO 2 FRRIATNICNAR & L7,

ZNE OB A ORFIRRIL, FH & BAFRERBI O R OB Z P < 7o b ifi 1
HEL & Ule, EROBRGIAIZT 258 L, EHIZOWTIINER DB 72

WX - 7B kL. double blind ®OiEEE L7~

B K OGEETT I
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BIRELY 7 A =0 T F = T BRHL A MERF Lo, REMHENIZT A
R—P T NVORMMEMIZ T, HFHE—HHEMHEDD S belly-tendon OE > ¥
— ¥ 2 |[ZTHRIE L7z, KIS Neuropack p (HAYEE : MEB9103)iZ T x1000
([ZHEIE L. 100-3000HZz |ZC7 4 v Z —WLBR % L7z, > 7 J 7 L — | 10kHz
ICTHRE L, A7 T4 D PCITRIFLTZ,

B3 O B TMS 35 X O QPS ORI A —REEEF T, FDI 726155
5 MEP 235k & 72 5 EBA7 (hot spot) & FI L 7=, [RIERAT 24 0 IR LAEC& %
OB BITAKRER AT —F 7 21T 272, RIEITITAMEE 9em D 8 D5
a4 L (Magstim £5) & VN, A W3y RVmssMg 5 45° L7225 KO ITRFFL

- (X 3-A),

2R E B B i (resting motor threshold: RMT) (%, Z##FZ 10 Bl HI#H12
5 [E1LL 1 50uV LA Eo> MEP 2357%5% S 2 i/ hOFIRMIREE & B2 L, RS E O
BRI 2 8E5(100%) TR Lo, £z, IEBIREER A (active motor
threshold : AMT) L35 % —EICFRFE L. £ ORI 10 [EH 5 [BILL E 200w V
VLB MEP 233 S D BN ORIRTREE & 26 L, L E o ok H J1(100%)

2R D EIE TR Lz, HSIREE I XEEE O KD 1%Z) I TS 5 2 &

NTE %, HFE TMS 1% Magstim 200(Magstim 1)1 & - Tir- 7=,
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QPS (T & BRI M D

QPS [ HAHMED TMS A F 4 S 5 filiEdEE (Magstim 200, Magstim 1) % 4
HHE L. Bk E Magstim tDIC THEAE S, OLoDaAquhb 458
FEDOWRFPENFEAET DX o Le (¥3-B), QPS 7w h=a—L LT
TMS 7L 2 O Fili4 @ (inter-stimulus interval : ISD% 5ms ¢ 4 #¥ % 1 73—
AREL, N=R ORI EOMRIZ 5 (0.2Hz) & Lz, Zitz 30 43,
1440 [E1(360 /X— & M) DRI ZAT 5. FIPHTRE X AMT 0 90%IZ3%E & L7 (X

3-C),

B3 TMS i & 5 MEP O #|E

TMS X - T#H¥ & 54 FDI TO peak-to-peak T MEP {EIE 2 HIET 2 =
SN Ko CEEBEFRE OB A 7D, I ORBEERKAIEITHEIE TMS
FLERITZZERF CITV. QPS RifD 2 b v — LHIER S T MEP @ peak-to-peak
IR 0.6mV (2725 K 912, FHEREZHE L, OLoDk Yy v a VORI

ZOMEICEE Lz, QPS HliEt2C & [A) CRIFHTRAE T MEP ORIE 21T > 7,

RO E

FRBRIT 2 HEMRZ 0 A4 —N"—HRGERTH 5, H 3 HIZ L o THEANT K

18



L. FA—oa7ericunitbit, Sl 4 TondZ LI2LY, s L OWERE

FWTDOEFZANR LR banX o Bl Lic, I ORI

DEBORNE ST, WTFNORBRIZE W TH A —HERE BT 553 R
1R L EDORIEZ & 72,

FilBr 0 Z LI 1 HEBEONREAIRA L, 2 FFEIZ ERF ORI 2RI 2, B

[##%. RMT, AMT & X UHL%E TMS (2T MEP OEIEZ %9 0.5mV 3 13 % Fili#K

BEIEDRIEZIT > 7= D HIZ QPS ZitifT L7z,

QPS #%IZHLIE TMS 17\, MEP OIRIEDZEALE 2%, QPS MiATE )b Ji

\

T% 30 0 E TIE 5B EIC, 30 5% 05 60 0% £ Tix 10 B =12 MEP O]
E&1T 5 (T0. T5, T10---T30. T40 . T50. T60), FIL LI DK = & T HL¥E

® TMS % 20 [EFTVy, B & Y L 217> 7=, (X 3-D)

- EHR 1-1 65 1%t T L-DOPA200mg MR DB D gt

L-DOPA200mg & Placebo % & L COIMEDONREE 2 Al TOEEZMRFTT 5, 34
AN DIEFEHERE CFE) 65.0 1.7 I L TMA Z T L7z, S#BEiciE2 A
ORERHA 25272, B 1R A L, FEOIGER X OBEEIEDOHZE 21T > 72,
D%, TUH DR AT T 2HEONTNOHEAEZANAR L, Wik 2 R

TSRS K oA ZIT -T2 (HETOFEMHEXRER IS, KAERSRTIC

19



X2 OFE (QPS). D% OHBOFIMEXMRARE), 5 2 H bk HI1X
FBIRABRADLL 1HEBUBEO E ZAICEEL.2TED > Lok OEFZNR L,

[FIAR DBER R 21T > 72,

- B 1-2 65 At T L-DOPA100mg MAR D 52 D kgt
20 A, ¥ 65.0£1.3 mOEF FITx LT, L-DOPA100mg & Placebo @ 2

FECORMFIZER -1 & RRICITo T,

- HEBR1-3 45 i T L-DOPA200mg MARD B D R

12 A, ¥ 44.8 1.4 S OEE R E 2% LT, L-DOPA100mg & Placebo

D 2 FFTORETZFER 1-1 & FRIZIT -7,

3-A

20



3-C

360 trains
- 5ms
— bs
RMT
AMT
HBRENR MEP MEP
' I QPS y vy o vy v v
) 120min Baseline  30min affe‘?’rfggs affegrggs

X 3-A H.% TMS B LU QPS ORIEEAL, /£ M1 ©F1 T FDI 6454

%D MEP DR &R DEMLZRIPET 5, A id > RAVRHET 45° L7

D E IR LT,

X 3-B QPS DRFFEAEIEE, HIEDO TMS ZR4EIH 25 Magstim200 4

B % FEER 2R S 2 D CERE STV D

X 3-C QPS OMER, TMS HliE /L ZDOEIMEIL bms ISR ELTW5, 4

B ORI A 5 FF &I 360 /N—A& k., 30 Wi 7925, FIBLTRE X AMT

D 90% & HH L7,

X 3-D RBROBMER, HBEOWT N OHEIER G 21TV, 5 %

(2 RMT, AMT £ X O AETO MEP R8I35 X OV 08 H (2 0 B2 il i

A E-ENE MG EDD Y HRE Z1T > 72, MEP JIE ORIFKRE TR 2

#10.5mV (2 focé & DI E LT, MEP #R1E 2 filf& T# 225 30 3% £ Tl
IR, 30 0% 60 /0% F TIX 10 0B X IZE 10 BIHIEE1T- 7=,

21



fRT
K 1-1

$EH T LIZRMT, AMT, N—2 74 O MEP & % OE NI L E 7 fE0HR
\ZZEDR V)% paired t 18E 2 AWV THRETT 5,

QPS IZRE S Al DWW T, £ TIIEBRE Z B oW THEA, IR
DA LI FHI L, baseline ® MEP /7604 & 5, % Dk, EAIL-DOPA,
Placebo), WF[#(T0, T5, T10---T30, T40 . T50, T60)z #rH MK - & LT
2-way repeated measures ANOVA |Z THEAT 21T 9, ANOVA |Z CTERiME DR
NIEH N 72855121 Greenhouse-Geisser D ¢ fiIEZ 1T - 7-, & TOEHTIC
WTHEKHEIL0.05 IZ3E LT fif i 7 MZiX SPSS for windows ver16.0

Z Wz,

E 1-2

FPUE, EBR 11 LEBROMFIETT 9., 2-way repeated measures ANOVA (2
K2 HEH, R TOREZIT 9,

FEEr 1-1 L OHEIC X D EOKFNCB WL, BE# S (Thirugnanasambandam
2011, Monte-Silva 2010 ) & [FIERIZ FEBR 1-1 OBERERE, KBk 1-2 OYEBREREE N

ZIUZBWT, AT LT, QPS#% 0075 30 3% £ TO MEP tha ¥k L

22



L-DOPA NAR DA #E(L-DOPA, Placebo) % #5r#E NIK . L-DOPA @ A &(100mg,
200mg) & W A WK+ & L 7= 2-way repeated measures ANOVA Z 47V Vg9

Do

2Bk 1-3

EBR 1-1 L RREORHIZ1T 9, 2-way repeated measures ANOVA (2 L 5 A,
RE[H] C OME Z24T 9 6
FBR 1-1 & OFRIC X D L-DOPA O FUGSHED ZEDIRFHI B W TITER 1-2 12817
% &[RRI Z 1TV L-DOPA Wk D A HE(L-DOPA, Placebo) Z #8r& PNIA -,

EWR(45 BT, 65 i) 2 9EBRE A - & L7- 2-way repeated measures

ANOVA IZ LV Keatd %,
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ER2 =% Y REBE TR DR

SR—X VYRR 8L (FEM 6 N, M2 A, FEER 68.0E3.9 FIZxT L

THEAT LTz 73— Y VIR D2 1996 4 O K i R BB AR Mk BB A BT 22

mllL
ZH

FE: S—% oV UIRZM I LTV A, 1. HBITHEORETHAZ L, 2. H

RAERE LTSD X, EREBERCHITORENHD L, 3. MEFRE LT

IR, MEE) - ZREh, [EfE, KE SRR

W

TEEO—2DUERHLND Z &,

4. PioR—F Y IR K DIBEFICTHRIER, MRATRICSEN AL ND 2

&L b BRI TIEMELEHIME, OB MIRBIZHEY bOZRINTEHZ &,

DI XTEETEDOL LTS, HAMEZRAAT D720, k2R L T

WHBEIIBRIAA L TWD, RN—F oV REBEEOFTYH, ARBRICBWTIZY A

FARYT D2 LE-DOPA DA TIER ZAT > TV D BEZXRE LW 527058

PEREPEE Z > TV D BECEWRIREA A SN0 BEIIA Lc, 7. £

1 &[RRI — i 7 BOE RS SORITER AR PR S HE S HE U 72 S i 729 2 & & e

LTW5, #RE T T~ ThHEME ThoT,

ON Bf & OFF By 2 [F &2 372 B ITHEZITV., AW oOREREREIZ 1 AR -

HF 72, ON FFORA I I35k 2 BERICINOWNAR & L. off FF O M 12 1% L-DOPA
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DORNARZ AT OB Zfé ik E L, IRETHRIEIORNARY D 12 R Ed 0
TIREETHRAELZIT> TW5, ENENORER A2, FBRETEEEEE O &
L T Unified Parkinson’s disease rating scale(UPDRS) Il GE®EhHE /) D5y (18.2>

5 31.0 14 THHE ., 104 SR 22 L7z,

FNENORER AL, EBR 1 & RERICHH—HAE A EDD A & Rl o
motor evoked potential (MEP) fEi&, resting motor threshold (RMT), active
motor threshold (AMT) DORIEZAT > 7=, MEP I E O FIHHR L AR E A3
0.5mV IC7%2 % £ 9 IcaE Lim, QPS 071 kt— L & LT IL. QPS5 % Ui,
QPS fifT#% 2 HHf Ttk 30 43 £ TIX 5 BT, 30 4315 60 431% £ T 10
433 &I MEP ORIE %17 9 (T0, T5, T10---T30, T40 . T50. T60), ThZh
DIFHE Z & ICHIED TMS % 20 [TV, BEH 2 &I LTz,

RN D=2 QPS S DO AT SV TR, £ TIIHBRE ZhEnic o T
ON-OFF 1 X O D 544 Z & @ MEP #% baseline ® MEP 725 D kb % & 0 2%
{95, £Dtk., HANKROHMEON, OFF), FEf(T0, T5, T10---T30, T40 .
T50. T60) % #BRENIK+ & L T 2-way repeated measures ANOVA (2 CHi#tr %
1772, ANOVA (Z TEREMEDIGER 2N FEH S 72561213 Greenhouse-Geisser

D e IEZ T2 R TOMTICBWTHE AL 0.05 ITRE LT,
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7o, BEEE L PD BE OIS EZT ) 72012, FEBR 1-1 OWBRE & Ok &1
9. PD BEOHEA|ZNIR L TWRWSEME L #EEH 21T % Placebo (28T,
MEP OHRIZHOWTOME 21T o7, TR 1-2FB LN 1—-3 LFEERIZ 0—30 43
£ TO MEP bR %2 L7zb D% H T, L-DOPA Nik7Ze L OIRRE & Nk
b O OIRKED PD BF & mlnd & O Tl A LT,

PD BTV TR & AT L OB ORE 1T -7, ON OIRFER X
O OFF REEZ Tz T, UPDRSII® ik & TO 7>5 T60 % T MEP Lt
RONAE) & DFHEAIZ DU T Pearson OAHEERE A K 7=, ON-OFF TOHER D
7t (UPDRSII D7) & MEP 0Z k= (ON ko> MEP “V-¥%)/OFF > MEP
FH)) AW T b RIS 21T > 7, fi#Hr Y 7 M2ix SPSS for windows

verl6.0 Z H 7=,
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ot SR
E#R1

FBR 1-1 TIE, 63-67 sk O milind 3610 Akt L CTHEEEITV. 99 ADIG
ENRD oz, BROMEMEL FEMGE LA L72 5 N2 oW TIERRAA L, 944D
DT X MR 34 N65.0E1.7 ) A WS & Lz, EBRF, 1 A
L-DOPA 200mg NRZIZHEIONES, WEIEAAHi, R U K bmg &5,
AREBRRGE R EER R L 22 o TR0 £, 1 AICH 1B A K T HRICHEE/E o H
LD, RBRf k& 7o T D, —IPEDORE OIEX 2 L-DOPA 200mg (2
T3 A. Placebo (2T 2 NZTH BT, KXY RUONARZ: L CTHARBRR L,
BRI L T D, 34 AOHERF D H H 32 AMFEBRATERL TV D,

FBR 1-2 TIE, 63-67 mk DO miliE 2111 NSk L CEE LTV, 79 ADIK
FEND o7, WRIMEUER FE MR LKl L7 10 NS OW RSN LT, 69 4D
HF D7 o H NMIEATE 20 A(65.01.3 50 2 #hR#E & Lz, R 1-2 128\ T
I% Placebo (2T 1 A —@MEDOIEZGR O 7223, L-DOPA 100mg (23 TIENRE
DT PIRE TN 2o Tz, TR TR TOHEREIZBW TR 2o
THY, 20 NITTEREERLTWD,

F2BR 1-3 TlE, 43-47 s OREE Fng 7902 ANTKF L THELITV. 69 ADIG

ol BROMENER RS LI L 72 4 NSOV TR L7, 65 440
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DT A LSRATT 12 N(44.8+ 1.4 5%) B L Li-, WSE oKER%

<. MEP OEHEMNKE L 727 1 AZTHOWTIEBRA LTV S

&5 2% L-DOPA 200mg (2T 3 A,

PARZR LT H AR L,

TN 2B 272> TWAH,

EER1-1 05 1-3 218 L TSRS E

4),

EER1-1

63-67HEREEE
3610AIZH&E

'

PN BH

A 4

5A FSt
FROMEAEITIE AR

A 4

HEFW=T
94 A

WEE 34N

A 4

2N EEduk
EEOER 1A
REHE 1A

Placebo (2T 1 AIZHABILTZDN,

W PEDEEAE

ity R

SER TG L TN D, SEE LT 11 AT —Z (2o

1

BEOES

placebo

L-DOPA 200mg 3A

2N

L

A 4

32N
RERSER

X4 ZEB1

28

(ZRT D PERE DBIRAENE L B 1L D

EIH/EJEH cil/\jﬁﬂbz n:uy)fcﬁﬁ)/) 71:_(.
EER1-2 EE&1-3
63-67RBEE A3-ATRBEE
2111 ANICEE 7902 ANIZHE&E
TN 55 69N 55
R 10N BRob > 4N BRHE
T ot BRoh R (IR A
Y Y
HEFMI-T HEEEHI-T
69N 65N
7/9 LITEIR 7/9 LITEIR
HERE 20A WERE 12
1A EERPIE
MEITEZE 1A
1 ]
BEOES BEOES
L-DOPA 100mg OA L-DOPA 200mg 3 A
placebo 1A placebo 1A
I 1]
Y Y
20N 11N
ERTER ERTE




Fhr 1-1 65 7% - T L-DOPA200mg AR D522

QPSHiDN—Z T A DAL LTIZRMT (p=0.137, \ W1 1 paired t-test,
two-tailed), AMT(p=0.934), baseline MEP(p=0.612), baseline MEP ®:i&H 2.
2172 1% B (p=0.585) & L-DOPA200mg, placebo [EIZ 2 1LFRD 720> - 72 (F 1),

FEAIZIE, MEP ORIz oW Tlix 2-way repeated measures ANOVA (2
B TiZ L-DOPA 200mg & Placebo ® 2 #l [ T oA D F2h 4 788 7= 25 (F(1.0,
31.0) =9.71, p = 0.004), FFEIZ DWW TIZELRZRD - 72(F(5.3, 163.2) =
1.02, p = 0.408), FEHI L FEH & ORI ZERITRE O 720> 72 (F(6.5, 201.5) =
0.732, p = 0.635)(1X] 4)(G 2), 65 Mk E (B TH QPS (2817 5 MEP D&
RFH 5, L'DOPA WRIZ T QPS B2 572 < & % 60 43 F THEITRIEN O Rt

MIF BT,
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#1 EBR 1-1 1B A2NARIKE Z & baseline DO EME

baseline MEP(mV)

EER1-1 RMT (%) | AMT(6) ™ (itensity ()
L-DOPA 200mg | 49.8+104 | 31.0%5.1 (g;gf?g g)
Placebo 91.8£129 | 31.0%59 (2258%(1)91 g)

250

225

200

L-DOPA 200mg

& Placebo

175

—_
N
ol

W%ﬁ +

0 5 10 15 20 25 30 40 50 60
TIME(min)

MEP amplitude / baseline (%)
o
b

—_
o
o

~
($]

5 65REHDREEEEREIZIT 5 Placebo 3 &L O L-DOPA 200mg PARIZ
BT 5 QPS %D MEP DR L, X #illi2id QPS %7 b (53) 27~ L
T3, baseline ® MEP % x4 5%5(%)% Y #2772 > kL TW5(mean
+SE), L-DOPA200mg D # 512 FE LTP KR L OHEFRN RN A STV 5,
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2—way repeated measures ANOVA

df F value p value
E=3 4] 1 9.71 0.004
=15 5.3 1.02 0.408
H x B 6.5 0.732 0.635

#2 65 REHOREFE#RE T 5 Placebo 35 & U L-DOPA 200mg PNARIC
BiF 5 QPS % D MEP O#RkZ{bd ANOVA (2 KL 5 T,
HHKI(L-DOPA200mg, Placebo), K#f](TO, T5, T10---T30, T40 . T50, T60)
ZWBRE NIK - & LT 2-way repeated measured ANOVA #1T7-> T\ 5,

Fhr 1-2 65 1% F-%)C? L-DOPA100mg PR 0 72

QPSHID_—A T A DM & LTI RMT (p=0.764, \ 34111 paired t-test,
two-tail), AMT(p=0.560), baseline MEP(p=0.842), baseline MEP & H|Z 32
72 R A (p=0.133) & L-DOPA100mg. placebo FIZZEITFRD 720 o 7=2(G& 3),

L-DOPA100mg WAk & Placebo NAR CT? 2-way repeated measures ANOVA
IZB W TIEIMEP OZ{LIZ DWW CTEAID 028 7= 23(F(1.0, 19.0) = 8.145, p
=0.010), FFRIC DWW TIZERNRED 203> 72(F(4.1, 78.2) = 2.391, p = 0.056), 3
Fl & KR & ORI R ZERITRD 72 o 72(F(5.1, 97.4) = 0.492, p = 0.786) (X
6)(F 4), FBr 1-2 1286\ T, EHR 1-1 & [FERIZ Placebo (23 W) CIE@EZIRA 4 &

#1. L-DOPA 100mg MARIZ T & HITRIEENIR OHITRA - H Tz,
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L-DOPA & BA&AEIEIC SV TIE, 0-30 45 &2 44k L7-fEIZ & W L-DOPA W
RO (L-DOPA. Placebo) % #5735 NIK -, L-DOPA @ H #(100mg, 200mg)
T fERE IR 7- & L7- 2-way repeated measures ANOVA Tld, L-DOPA HNAR®D
BITOEHRILERD 2 03(F(1, 50) = 15.915, p < 0.001), L-DOPA NRDO A i &
FRICB T AR HERITRD 720> 72 (F(1, 50) = 0.055, p = 0.819), HETOH
B M RILEE D 72 0o 72(F(1, 50) = 0.567, p = 0.455) (X 7)(& 5), L-DOPA

100mg Mfk & L-DOPA 200mg MR TOHEIEMIZITZENH B IR Do T,
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3  FEBR1-21CBITBIHNRIED L D baseline DRI EME

e . Y baseline MEP(mV)
EER1-2 RMT (%) | AMT (%) (intensity (%))
] 0.51%0.07
L-DOPA 100mg | 53.2%+12.0 33.1%x5.9 (62.7+15.6)
0.51%0.06
Placebo 529+10.3 32151 (65.6+17.9)
250
~ 225
£ 200 /\7
(]
(7]
§ 175 - L-DOPA 100mg
3 150 1 \‘\T/ . - Placebo
=} T
= 1 /H\(
£ 125 W I ‘T
a . I
= 100

75

20 25

TIME(min)

30 40

50 60

6 65 IFEBHDREEIZEIT B Placebo 15 X U L-DOPA 100mg NARIZI i
% QPS #% D MEP D#REZ (L, X il QPS %7 5\ (4 27~ LTV
%, baseline ® MEP % %9 5%H5(%)% Y flc 72 v b LTV 5 (mean =+
SE), L-DOPA 200mg & [A4£IC 100mg (23T & LTP FEZE AV #5850 578

LI TWD,
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2—way repeated measures ANOVA

df F value p value
ZH 1 8.145 0.010
B il 4.1 2.391 0.056
A x B 5.1 0.492 0.786

F 4 65RO REFEEIZRIT 5 Placebo 3 & U L-DOPA 100mg NARIZ
BT 5 QPS #% D MEP DO#RkZ{k.d ANOVA (T L 54T,
#HHKI(L-DOPA100mg, Placebo), K#fij(TO, T5, T10---T30, T40 . T50, T60)
ZWERE IR - & L C 2-way repeated measured ANOVA #1T7-> T\ 5,

250
af O Placebo
-% W L-DOPA 200mg
8 200 B L-DOPA 100mg
S |
O
Ne)
2
g— 150 —
©
o
Ll
= ’_L
100

L-DOPA200mg L-DOPA100mg
(EE&R1-1) (EE&1-2)

7 65 REHDREEEIZIIT S L-DOPA 100mg B £ T 200mg PIARIZ &
512k 3 30 0E COFEBHEEL, 0455 30 50 F TH MEP OZA{LRD -
)i (mean+SE),

34



2-way repeated measures ANOVA

df F value p value

B3| 1 15.915 < 0.001
=X x AE 1 0.055 0.819
H= 1 0.567 0.455

#5 65 REHOREEIZEIT S L-DOPA 100mg 35 L O 200mg NARIZ X 5
2 & % 30 0 TOREHE{LD ANOVA IZ X 5 fiEHT, #AI(L-DOPA, Placebo)
ZWERF NN -, HE(100mg, 200mg) % #5R#E MK 1 & L T 2-way repeated
measured ANOVA Z17-> T\ 5,

S8R 1-3 45 1% F-¥)C D L-DOPA200mg PR D 5248

QPSHID_—A T A DM E L TIERMT (p=0.764, \ 3411 paired t-test,
two-tail), AMT(p=0.560), baseline MEP(p=0.842), baseline MEP ¢ H|Z 45
72 I R i (p=0.133) & L-DOPA100mg. placebo MR 720> 723 6),

FER 1-3 I28B1F D 2-way repeated measures ANOVA Tl AN D 50 FILFE
F(F(1.0, 11) = 1.552, p = 0.239), FEFIZ DOV T b EZNRZ 58D 7275 72(F(9, 99)
=1.535, p = 0.146), FH| &K & DI EERITRD 725> 72 (F(9, 99) =
0.551, p = 0.834) (X 8)(3 1),

AT YME DAEEMKZENE & L-DOPA Z - OAEERMKENEIZ DWW I, 0-30 43 % )
. L7=% D12 T L-DOPA WIRD A (L-DOPA., Placebo) & #ERE PIK 7. 4

(45 7% Y8, 65 7% F-¥)) 2 R E IR - & L 7= 2-way repeated measures ANOVA
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2LV fENT L7z, L-DOPA NiROA B TOEHIITFEH 2013 (F(1, 42) = 6.853, p
=0.012), L-DOPA NARDA HE & 4 C DR BN FITRBD 72 o 72 (F(1,42) =
0.340, p = 0.563), Fl D L HE LIRD A0y~ 72(F(1, 42) = 0.390, p = 0.536), (X
9)(3 8)

6 FEBR1-31ZBITAHNRIET & D baseline D EE

baseline MEP(mV)

=S RMT (W AMT (6) (intensity (%))
L-DOPA 200mg | 52.1+105 | 30.8%37 (gg‘gf?é‘ g)
Placebo | 51.6+883 | 308+33 @20 10

275

250
225

200 —

L-DOPA 200mg
175 T

Placebo

150 ==

125

MEP amplitude / baseline (%)

100

75

0 5 10 15 20 25 30 40 50 60
TIME(min)

8 45 RIEHDEFE 21T B Placebo 1 L U L-DOPA 200mg NARIZE
i} 5 QPS % > MEP DR b, X il iE QPS %7 b SRR (40 2 7 LT
V5, baseline ® MEP % x93 5 E15(%) % Y#liz7 w2 v b LT\ % (mean =
SE),
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2—-way repeated measures ANOVA

df F value p value
A 1 1.552 0.239
B ] 9 1.535 0.146
HH| x B 9 0.551 0.834

F 7 45 REBOREEIZEIT S Placebo 35 L U L-DOPA 200mg MNARIZ ¥
i} 5 QPS % D MEP DO#ZRZE{L.dD ANOVA I & 5 f#HT, ##41(L-DOPA200mg.
Placebo). WF#(TO, T5, T10---T30, T40 . T50. T60)Z #EHHENIK T & L
T 2-way repeated measured ANOVA 17> T\ 5,

250
2
; |
@ 200
o)
= L] Placebo
(6]
= B L-DOPA 200mg
+
= 150 —
IS
©
[l
w
=
100
457% 15 657% F13
(3EE&1-3) (EER1-1)

9 45 R LV 65 RFH DR EIZHIT S Placebo 35 L U L-DOPA
I2& % 30 E TOFREBHE, 05505 30 0 FE TO MEP OZE{LFED Y
i (mean+SE), 2-way repeated measures ANOVA (Z T L O AREE D
FREZRDT, FlnE NIREOZ EEHICOWTHRBOH RN T,
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2—way repeated measures ANOVA

df F value p value
K| 1 6.853 0012
EE| x Efh 1 0.34 0.563
F 1 0.39 0.536

#8 45 MW B LV 65 RIEHWDRFEFHIZEIT 5 Placebo 35 L X L-DOPA (2
£ 3 30 5 F TCoOFEMEE/LD ANOVA IZ & 24T, HFI(L-DOPA. Placebo)

ZERE IR -, AR5 Y, 65 ) kB MK & LT 2-way
repeated measured ANOVA #1T7-> T\ 5,
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EEIC X 2 T OB L DT

Placebo MR D QPS (2 & % AI¥BIEDAERC K % 78 % #iFf L7-, Placebo (Z
£ % 65 i OT — X ITE R 1-1 BLOER 1-2 [ THEREEN WD, —FE
DT —2 LR TE DD ER 1-1 L ER 1-2 2 HHOE T 65 FHIREL 52 A&
L. 45 i FEIEER 1-3 0 11 A& LT, 0-30 0 & FH LI fEA it L7z, 45
i L bl U 65 5 T T QPS 1% Ol B IS 287 5 7= (p = 0.030,

Student's t-test, two-tail), (X 10)

~ 250

o

£ *

©

s 200

o)

~

O

e)

2

= 150

£

©

0

= 100 . * : p<0.05
457% 15 65% 13

(32E&1-3) (EER1-1 + 1-2)

10 45 BB L 65 W OREE F 2T 5 Placebo TD 30 /3%
TOREMEE(, 65 FNTITFER 1-1 & 1-2 DAF2MH, 043725 30
4y ETH MEP OZEALROIEEE (mean+SE), 45 5 FH & 65 D 2 #
DI TIIAREZLY b > T 65 5% PN B T D3R DMED - 72(p=0.030),
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2

#9  EBR2IIBITAEREDOHEKFER

Patient No.  Age(yr) Sex Du{;:)lon Yahr ONUPDRS]](I)FF é‘ng/%:S
1 65 M 4 2 17 26 200
2 63 M 4 2 10 21 300
3 72 M 5 2 14 18 200
4 67 M 2 1 7 12 300
5 67 M 2 1 11 21 300
6 69 M 3 3 13 26 300
7 66 F 2 2 9 17 400
8 75 F 1 3 14 22 200

Yahr: Hoehn and Yahr stage
UPDRSIII: Unified Parkinsons Disease Rating Scale

#£10 EBR2I1ZBIT3 F X3 ON B LU OFF TO baseline D EfE

. baseline MEP(mV)
EER? RMT (b) | AMT (o) ™% ensity ()
0.50=+0.07
ON 50.0+9.0 | 31.8%+70 (59.3+15.8)
0.53+0.06
OFF 483+82 | 308%*6.3 (55.0+12.1)

BB BB 2 Y R I 2.8+£1.4 4, Hoehn and Yahr stage 13 -#)
2.00.7 TH-o7-, L-DOPA 1) 275.0=71.0mg NRL Tk Y F,X3I > OFF

BF> UPDRSIHI D)1 20.4+4.7 55, K733 2 ON BREOY#)1% 11.9+3.2 ;5T
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HY. 8.5E3.0 NOLELRDT, (F9)

QPS JfTHID_N—Z T A D5 L L TiZ RMT (p=0.141, \ W1t paired
t-test, two-tailed), AMT(p=0.315), baseline MEP(p=0.389), baseline MEP »i&
IS B 7 I B E (p=0.121) &£ ON & OFF OfIZEITRBD -7, (3 10)

2-way repeated measures ANOVA [ZF\\Tix K23 > ON-OFF [ O FE5h R %
w7 (F(1, 7) = 38.05, p < 0.001), FEMDOZHFEITFZEDHT(FO, 63) =1.78, p=
0.09), A & I & ORI ZERITRR O 72> 72(F(9, 63) = 0.745, p = 0.68),
(B 11)GE 11)

T mE T L L, X —F Y VR ICE VLTI QPS % 0 LTP A2k o

BRI % 72 72 (p=0.025, t-test, two-tailed) (X 12), L-DOPA PR O iif
DHFIZ BN TIFAEBEEEZRD o7 (p=0.148, t-test, two-tailed) .

ERIRIE R UPDRSII D 2 =2 7 & MEP /15RO AHRIIZ > Tl ON B, OFF
IKF & HIZFHEI 2788 720> 5 72 (ON KEp=0.621, OFF F;p=0.935)(IX] 13-A, 13-B),
OFF 7% ON T® UPDRSII A = 7 Ok #E & MEP #1=£® ON & OFF TO
K (ON B OFEHE(L MEP 21b3% — OFF B OfE#E(k MEP 21/t3) & o fIcix

BB A S 7= (p= 0.030, Pearson f%%% 0.76)(1X] 13-C).
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225

200

e
I / - ~ | | -&ON
150 -

3
(]
= T
§ W J OFF
_g 1 1
< 125 - . T
| NI S S
£ 100 i \ * i T i i
: | I J
o 75 ‘ -
o I
=
50

TIME(min)

11 RN—F Y VRBEICEBITS K332 ON KRB X OFF K&z
Bit 5 QPS # D MEP OREEE(L, X #illlci: QPS %7 bR\ (4) & 7R
LTCW%, baseline ® MEP Z#x}9 2%5(%)% Y filc7 2>y NLTWD
(mean +SE), OFF 18I T LTP A2 (RIZE % LTV 523, ON ke
Tl LTP R L DEHE R A BTN 5,

2—wa¥ repeated measures ANOVA

df F value p value

A AR 1 38.05 < 0.001
B il 9 1.78 0.09
MR x BEE 9 0.745 0.68

F11 N—Fr Y IRBEIZRIT S RN  ONRER X O OFF RR&IZR1F
% QPS %0 MEP ORESZE(Ld ANOVA (& X 54T, PARGER] ON, S|
OFF), F:[#(T0, T5, T10---T30, T40 . T50. T60) % #ErFH NIK ¥ & L T 2-way
repeated measured ANOVA Z#17-> T\ 5,
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=200
(0]
=
g 3
s
~
O 150
neo]
2 |
a
€
©
0 |
S 100 '
pEE PDEE *:p<0.05

12 65 RIEBOREFR L NA—F Y VRBEICBITANRERLTD
MEP Z{bDOH#, 04375 60 4y £ TH MEP OZA{LRD Y (mean+SE),
IR=F Y PRI TR mlin g (G5 1-1 gEBRE) & i L, PD B
2B W TIL LTP AR L DIHR A DL, i O A ERMET &> T
% (p=0.025),
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(%) suneseq/spnyjidwe 43\
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10
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13-C

100

75 [

90

25

MEP ratio (ON — OFF) (%)

0 2 4 6 8 10 12 14
UPDRSIIZkZE (OFF-ON)

13 RN—F Y URRAEICEIT A WKIER & MEP Z£{b3RDOEBI DR,
13A K22 ONJREET® UPDRSII D X 2 7 2B} 5 #Ai X,

13B K/ OFF REET® UPDRSII D R 2 7 2B} 5 HAX,

13A B L 13BICH W TIE X iz UPDRSIIO 2 =2 7 Y #il1121% 0-60 4y > MEP
BACROEE 2 VTV 5, ONEE, OFF B L HICHERMEIIA S Ty
(ON H#;p=0.621, OFF I;P=0.935),

13C L-DOPA WARIZ X 2 ERRER DEAL & WD ZAL,

X #ifil UPDRSII 2 =t 7 O, Y #1213 0-60 43 MEP Z (LR D% ON Ky
& OFF D %L L 5T 5, AERFENA 5TV % (p= 0.030, Pearson £&%%
0.76),
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ZE
EBR1

FEHR 1 T, QPS FHEIC K 5 —EENEF o LTP #£25kA% L-DOPA 12 X v #5f
ENDHZENTENT, T OHEEBHEIZ ST, L-DOPA @ & & 4 O F
OFERNZ X DiEWZME L7z, L-DOPA A&IZBI L TiE, 100m g & 200m g T
(IR R IT N <. RIS K D BRI en o7, 7o, 655kt & 45wkt
DLHETIE, placebo FFD QPS OZhFIL 65 klit S 45 meft & ik L CHEICIK
o725, L-DOPA 542 D MEP ORIEIIWHE CRFE TH o7z, UTIZ, B
FEERR EDO I NETORETHONTNDHALE S LT, AL TORREE, A

PRI 2580 3 KUTHER LTHEET D,

R ~D R D&

T MIMA T A ZADENR= 2 — 1 O FIEEFHEEICIE, RS 2 OEFEER L
ETHY, R OGN LTP 8L LTD WHAOEEHTET S5 & ST
% (Otani 2003), #péciAk == —1 > LTP #5E X NMDA Bl /)L &7 I R R
RIZAERAFT D (Calabresi 1992)72%, LTP #FE AL = 37 & X AfRIZ R L <,

NI UZEERDO D 1R ToN S Z N UTPHEICIFEETH L, S HIT,

D1 = &E W HiIE (raclopride) D £ 512 T LTP BNEPITIK TT 5 Z ERrsiLT
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V% (Molina-Luna 2009), LTP #%& 213 D2 Z BRI L EE /N E ST b
—J7, MER=a—ua > TO LTD #%i%. NMDA B 27L& I sz I3k
K THY . K320 D1, D2 O 5 OZFRAKRED M TH %S (Seamans
2004), £V, K/ & LTP/LTD #FEOBIFRIZ, LTP (213 D1 filHs 228
T, LTD 21X D1, D2 MZENMEE WD Z L2 Dd, R vofEGFOH I
TROMEREIZED, DI E D2HIHDOE L LREEITRDDDI/NT AN
ZAL LT, LTP OFENERIC/ 50 LTD BFE SN L0 ED DO TR
WG T HIL TS (Seamans 2004), AT A A TOEKIGENTZ 1T Tl
<, EBRIZEIZBNT IR oG THE bRELEI NS Z &R
IRENTWD (Hyman 2006), B MZEBWTH, RRXIUORNRICEY, 55E
T TIEA R LONEE OB 6 L7z & Ot (Knetch 2004)%° R8I 8%
HFIZ L0 LB E IET 5 & O@ER & 0 (Floel 2005), RN 3TE) L
NTOBEOR EbEZITEEZEZOND,
bk OEBE O P[RSR I\ TILE KM FS K ORI & W - fl %

DIFRBHIPARBIED N RE SN TND, ZIVE THE STV 2 IR TRA I
D% < TiE, LTP O#F 13 D1 2 AR X 0 i iz NMDA S SARTE M3
BIR L T D EHEZER STV D (Stefan 2002, Huang 2007, Monte-Silva2010).,

ZF D& D THh % Paired associative stimulation(PAS) T AAY #1#% 0 &K
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£ M1 ~DRLMEATTE M1 ~D TMS (2 L 5 AT Z XX FRIRFICIEE O = 2
—R AT LI E TABEOF LA G| SE T, 20 PAS O%ICFHT 5
MEP DK LTP HROBFIZ L Db D EEZ LN TV, NMDA Z 45K %
Ty 7 LIERMETTIEZ O LTP A FEI N <25 2 £rb, NMDA
ZRMIKGH S A2FHET 5 52 N T\\W5, 512, L-DOPA @ D1 %
BAFRIZL VRS T D NMDA B EROTEVEER 2 Z OB O P72 & &
Z b5 (Stefan 2002), AHFZETHZ QPS 1%, 4 BORFNEOMEENEUIT E
LTP (2720 . FISHEE RN E VN E LTD 12725 &9 BCM RISt - 7= Al %
FHET D, EERFEENORENRNE= 2 —r & EFRRMRO S F 7 AT
X D AEMEEILEZEZ BN TS, PAS LIIHF ORI 5 A EMEZ LT b &
ZZ Hiv, NMDA &KL OBRIIAATH D, WHTELET L L0112, 4
RN 51210 L-DOPA O HEIZ L OIS AIEMEOER 2 = 2 LD
D1 ZZRIZ X 0 % 4172 NMDA Z R OIEMEb A 292 & T LTP Z K

T L AREMENE Z BT,
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L-DOPA A&z L 2%1b

AWFIEOFERTIE, 65 P OE #1286 T L-DOPA @ 100mg & 200mg T
X QPS IZ X - THHFE D LTP OMIERIZIZZ LA 72 < WTiLH placebo
I U TR E R LTP RO A bl i, k792 X 912 PAS
SO EA 25 LR H (transcranial direct current stimulation: tDCS)Z X 2 A ¥k
AL TOREREITRZ LR D LD TH -T2,

) FHR Tl L-DOPA O3 U FRIO HEKAFAHHFE L H< LB 2 6N T
% (Seamans 2004, Williams 2006), 7 » b @ prefrontal cortex(PFC)?D A 5 A
A DV @O SR O ATEMEICRTT 2 R8I v O EEDRBIZ OV TOM
AT ERO RN VBREN T HEO 5uM Tld 50Hz T & 3 E 4% o LTP
DHE BRI EDROIEREEZZBO DD, KHED 1 uM, SHEO 10uM O X
I VRE T LTP ORI A DAL 2 & AR ST 5 (Kolomiets 2009), E

ZBF %5 L-DOPA O Al BAKTFIEIZ DWW T OBER A Tld, PAS 1T K % Al #aiZs
fBix, —EEHRZ v 24— =3 BRI L DMFDB TN TW D08, 12 N4
FH(29.718.0 ITH VT, LTP HRELZFHET 5 PAS25 [2RBW\W T, EHED
L-DOPA 25mg & m HE® 200mg Tid LTD 862 b ~D iz 78, L-DOPA
100mg Ti& Placebo & [F45: 0 LTP #Z L A E STV 5D

(Thirugnanasambandam 2011), 51/ PAS {2 X % LTP (Z2W T OMFHZEBW T
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L. L-DOPA 100mg (% Placebo (ZtE_T LTP AR L 2R3 5 L OHEH H D

(Nitsche 2006).

° O Placebo

§ O L-DOPA 25mg

< W L-DOPA 100mg

+

S B L-DOPA 200mg
1 1 1

-':, r J

2

<

S

tDCS PAS QPS
(Monte—Silva 2010) (Thirugnanasambandam 2011)

X 14 L-DOPA A EZEIZ & A /¥R {L® tDCS/PAS/QPS Z & D ik,
07775 30 3 F TOERE L7 MEP 2P L72b D &afEH L TVWa,
placebo, A& & LT 25mg(QPS TOEEIZ/Z2 L), mHAELE LTO
100mg, mHHEE L T? 200mg %7~ 7 (tDCS X Monte-Silva 2010, PAS iX
Thirugnanasambandam 2011 X Y 5| L —#BkZ), L-DOPA Wik7z2 L Tix
[FFEEE D LTP HRZE b DFFER A Hivd b 0 L-DOPA Wk 1% tDCS Tl U
TRIOMEZL, PASIZEWTCIEEW U FHOHAEZR (LR A NS, QPS I
BWCIFHE, GHEE HICLTP HEE(LOBERN A LN D,

—J7. tDCS Z AWt Tld, LTP BRZ{b 25554 % Anodal-tDCS (280>

T 25mg O & Tl 200mg 0 & & Tl LTP AL OWEI AT 5 i,
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100mg O A ETiE LTP B2 5 LTD A LIS KER L TV D LWV X H Iz,
L-DOPA |Z X © LTP BRZA{bDOWFI 237 5 41T 5 (Monte-Silva2010), D FE Y |
EHLOLOHETHARMZEL Be . L-DOPA200m g Tl LTP K25 b o> H 3 /F A
PEHIT. T LA LTD Bi~O KRR LTV D, AifF5EE PAS X tDCS IC
£ 2 PP O i & [ 14 1TR T,

R EE 25 I R A S L OVREE S BRI O LTPARZEA LIZ DI 2 FIK = L=

=

NMDA ZHFERIZEVHEIN TS EEZX LN TEY (Stefan 2002, Huang
2007, Monte-Silva2010), QPS bR DO BLEEMN G [FEROWF N E 2 Hivie, B
W F1F % PFC T? D1 SRR (SKP81297) % v 7o D1 S RHIIIM O
HEEKFEIC OV TEERRE TORF T, BRI EHECHE=a2—1
DFEKBE DBEIR T A S0, ZZREEREOK T RA L, PHEICBWNT
ZEMHEBRE O FEN A H LD & ST 5 (Vijayraghan 2007), B
TH L-DOPA & D2 ZAMFEHIHE TH 2 sulpiride OOFFIZ L0 D1 & ARHIIL
RAETOHEKIFOMF % PAS 3 L UNtDCS % AW THET L7z iEDR H 5
(Fresnoza 2014), PAS (28 CTiX L-DOPA LHELIL TRV, KHEE SHEIC
BV TIL LTP AR RITITE R, FHEIZB W T LTP ARZALORES S 2 H i,
WU FRIORERGMENR A B D, tDCS 2BV TIX L-DOPA & #72 0 | (K

B EmMAEIZBW T LTP ARABIZITIHA, THEICIWTIE LTP AR L DI
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g A A B, W U FROFRKFMR L RT LD 5, Zhb iy, T

P U TRIORERGFHARTI DI BRI D EZANKENESIN TS

D1 /K2 St Lo U Fo H e Attt 2 Z 9 r & LT, UTo X

DRI ENEZOND, HIEHNIZIT D RN OEREMLE LTIE7 V4 2

v F D NMDA ZFR721F Tldle <. GABAZAKRGHFELTHY, ZrF2 I

% & GABA RITITIE VB E DY B 5 (Durstewitz 2009), D1 B LW D2 S FIKIE

NMDA ZAEAR7200 TIE7R <. GABA ZAFICHIENT 5, D1 AKX NMDA

ZAERF KO GABA 24 % L bITIEMAL L. D2 2451t NMDA S 4k,

GABA ZFIEDIEE 2 95, & B2 D1 ZAKROTEMALS +53 TR & &

IZ1%, NMDA Z &K X W GABA &K Z N LT-1EA %t >(Seamans 2004), <

DIz RHEICBW T, D1 AR+ TidZe <o LTP AA1EH 23155

L7cbDEEZbND, THETIE DL A+2Ifili &4, NMDA Z &K% L

AEEEH b HHOETHERT 5 Z LIk, AR TALNA TV LTP D5

NI 725, EHED D1 SRR FE R ClX, NMDA B AEBHESI NS -

O, ZOMFEMEIC L Y NMDA ZBFEEDTEIE T2 54, LTP Osgsn 51

eEBEZBNTVWS, NMDA ZAKIE Cait AEZFIFE L TH Y, Mlan Ca iz

ENTNRHZEICED LTD BNFEI L BRE EFICEY LTP A Z % (Lisman

2001), NMDA = KO 72 gl X ot o Ca e BIKZIEMEL L, 5572
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IR~ Ca WA D & D & B 2 Hiv (Misonou 2004), Z AUV MIEE D A]

PR T £ TIERICKERT 2 LB BN D,

UM b HEARHIIL & M TEMIRR DN T A TOFHELEEL TWbH & %
51T 5 (Zahrt 1997, Goldman-Rakic 2000), D1 S22 (I sEAMA, I
fE=a—nm U HOBEEOANT)ZHRKSE D03, T OMEHIZHEMT L%
ERHHNLT O (Mury 1998), £ D72, RFEIZB W TR X oYy
fEma—m 3L LIl TH 7 F I U EOBEMEA T ZIRTE Ly, HH
EICBWTIE#AMRIC T 2 70 I MEOBERE AT 2K S, LTP 1
KT 2, BHRICBWTINME=2—a U~ BB 6N D L HI12720 | #ER

A E= = —a S OIFHINED AT 515 5 K 951272 ) LTP O KRITH

=%

9992,

btk OEEEREICE T S tDCS, PAS, QPS @ L-DOPA A &KAFEM TV
N ZNOEMMEROFER TR LD TH-T, £ T, TNENDORETE
TOEMBFEOENEEZ D,

BT 2 W2 tDCS IE BT X L EICHEEICHMER A T Z L IC L D
FEBNZHR LT 5 2 & TIET %, AW A2 = 2 — 1 38 TR O
M D BUEEME 2 FEINANZ B SHE TV D LI EFRE X LN TEY . TORhE

IIRFE DENLR YT 7 A2 LT I 3HRME ST Ze s (Nitche 2007,

53



Purpura and McMurtry 1965),

PAS X° QPS I[ZH W 53 2 #REAZE L KURIE T ORI IXLL T ORRICE 2 B
TW5, BIZI\WCEEHESE RE 2 T U 72 RF i, AP D TR AN sk
IND, wmbHFWVIEIELD-wave & FETIL, £ DHOER L EIE I-wave T, JHIC
I1, 12, I3 & Xi¥H Tu % (Patton and Amassian 1954), £7=Z OfgiR & LTIk
D-wave |[Z#EFMIBOEIE EICH D | TLITOWTEMEMIBIC LY o7 2% 1
ONLT, I21FvFT 7 2% 20, I3 THIUXT T T A% 3 D4 L CHEAAALA
I S TR & B 2 51TV b5 (Amassian and Deltis 1999), %5 Z 4 SUHIIK
TEE LT Iwave %752 EAMLNTEY, NMEMEEZRILT 22 & T
BELTWD EZEZ 5N TVS DI Lazzaro 1998), QPS (22 DIEM % > F 7 A0
&I U CHERHIIE 2 FlIE L T2 BN EMEZ M L2 oD DO TH D
EEZHNTEY (Hamada 2008), PAS I QPS &3 Z &7 0 | ENOBE 5
HAE= o —a U LR E TOERREW, 7 2% 3 o L CHEARHA
R L TWANTE=a—r ik b b0 & SHI3) & & T % (Di Lazzaro
2009)(4 15),

LLED X5 7, 2ok T OEREM OB a8 O I b8

HHATWDHEZEZBND,
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1111} oo

*
? OO0 oas
QPS ‘O*QP—‘

MO BEMNE=1—OY
@ HEIHENE=1—AY
PTN: ${A#ARa

15 tDCS/PAS/QPS N OE AL OEXH,

tDCS LB TEE AH 72 5P~ DO IERINRL 21T 5, QPS L #E{AH
L@/%7XFALTwé@%¢ R EN Lz o) EEZHNT

b\éo PAS 33 F 7 2% 35N L1360 6D EEZH 2 TN5,

QPS ICBE W T HEB L OEHEICEB VLTS, fofiligs s B v LTP &
ZAL DR 7 5TV T, L-DOPA200mg & A& IEMEIC SRS 2 DI +43
IRRTIE WA REME VR S D, Bt MBI 2T O R/ R
TIRREE L S, BEICK D ENRRKREVLOD 0.1-1.5uMEE L SN TWVD
(Hout 2012), 73— Y Ui EH Tldd % 5 L-DOPA 250mg %5-12 CTHfE i
EIREEIE 0.4320.09uM O EFIZ L7720y, Otani 5 (Otani 2003)<°

Kolomiets © (Kolomiets 2009)(Z kL 5 E#)38k CTA4 5172 invert-U B8k
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IZH 7= 5y DI 3uM X° 5uM T 5, L-DOPA200mg D #%5-(Z & > T 3uM
LLEDPREZ L 52 L13B 210 < £EHE M H BRI 3 25 B RS
[FZELTWARWEEZbND, 2D, QPSIZHE W TH L-DOPA # 200mg LY
b HEIZE MR E T, LTP AR 23559 2 vleetEni & v . LDOPA H&(Z &
% invert-U BZE{E3 QPS THEZ LW EWrEIT TE 22wy, LvL, 2Bl kD
EARIIRIERORE S ® Y MRt 21T 2 -7, tDCS, PAS 2L % LTP %)
RIZHA~T, LDOPA AEIZ X D invert-U BIZE/ERHIZ< WE WD Z LIFE X

HEBZBND,

F7-. QPS IIfhofilifik & it L, GABA ZFEIRIC X 2MEEOERZ LD
ZATIZ WATREMEDRN B 2 BV D, TEREME B, QPS OfEIZ 7 A0 &5
I U CHEARMAL 2 fI3 L T 2 BUEMEN MR A L7c b oD O TH D728
(Hamada 2008), = DO w[¥IEICEEE b 2 2 MHIMEO R & D7, D7
. PAS 72 EUORIKIEICHE LT, GABA Z AR E2 A3 Mtk O eI 5
DR Z I WIEDIROBRERmWEEZ B D,

PAS IZEBW\WTIE, v 7 A% 3 20 L CHERHIIZ L L TV AN E= =
N2 & D H03) & Sh(Di Lazzaro 2009), E OFFEICEE L TZN S OBEMEN
fE=a—a 72 BTG LTW A fitED GABA R TE= o —1 b O 8

BT HARMERH D, FRHIZL VMU FOREKFIRZ 228 < &35
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L-DOPA (= X % LTP OB ENR L LN EE 2 H5, tDCS 1E D1 K
& L-DOPA TOHEKAFHMARE S 2D Z &b b, tDCS DREFWEDER
Fge R 72 I K TR I E ORI A 5 5720 TidZe <. D2 89K
At L7z LTD kRO AL DR 250 < 51, MEMEICKER L7z U FERDO 2 b AR

LTWAbDEEZ BN,

ABFFERCBERE 2> 51X L-DOPA @ rI¥BMEIZ X T~ 2 5 81T, £ O HESRY T2
ROFENE AIPAMEOTERIC LV EH & 272, A F O QPS TORERIL, 100mg
T% 200mg TH LTP OERAIBZ 0 | B THLND D 1IEMZ I L7z LTP
DHERIZAEET 2B D TH D, GABA ZHEEZ I LT AT L DR B A 51T 1T
KL, 2ok, G LITRRDMR LRl ERXD, 2D, QPS5 LR
NRIVOERDZNTH D1 R EROEEMEOIER, % ) NMDA &K Z

L7z LTP ~DO G 2R DT R WHIETII RV E B b,

A YA~ DERE DB
JNESIZ X 2 ATr 028 ki, INESIC X 2B OIK T & L B 5 & F4R
SNADFEMIT D> T W @ S A 1B W TR T LziEE) 58 28 tDCS

I CHSEEN A BV & O (Zimerman 2010)025 &, F OB E TRV E & 2
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LbITWD,

HERIZEE S5 LTP ZbICHOWTITEIMICEIT 2BENNL Shdb b . R0 [
PAMEIZEAL & & BICEET D & STV A (Burke 2006, Burke 2010, Lynch
2006), 7 v FOWEHIZIIT 5 FEERTIZ, FLIC XV 20 LTP 23N H 5
& I TEY | Shaffer AT 5 Z LI K> TH LD CA1 OHEERMALD
BLZE M 2 ) 7 A FEAL(SC-CADIZ I W TITNER IS AL S IO 2 bixiz L A L
FRHAVIRNA RNEF ) B O Bk & kel (PP-DG) T LTP OIR TR 5
o, EamiiE & CAS(PP-CAITH W TIX L Y 78\ LTP O F A3 A 55 (Burke
2006),

Fo. b MIBWTITEEE T 5 O FRIZ L 5 2/kiZ2>n» T, TBS
(Freitas 2011), PAS (Fathi 2010), tDCS (Galea 2009)Zi1LE 1% F\ N7z 5 43
DM, WTIUZRBWTHIME VR FTEA 2R LT D, AEIORERIZ IV
THEERE & FRRIC 45 IO LT 65 i PIIC TR T3 b T 5, AT
PEICBAT DR DOFMIC L D2 b L LTINS D0 0RENRH 5, Mz LY
I T ADEDWA NI B D L OEE(Burke 2000)X°, #% 2T ADIKED 4T
MEIZB bR B & 5 & oA (Henly 2013) 6 & 5, B A b LA IR AE D A
AL DIRIK D ONE D EFZ D, MEIZEVER LA L ZADHERDH B 1

(Knight 1998), @t /KFEOHEEGIZ L 0 FAZKGFIEIC LTP 0K FRALRD &
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=9 ME b H 5 (Watoson 2002),
A EIOFERTIL, placebo #4500 LTP TI&, MIESC A rTEEPE O W B [ A3
HAIVHEIC b AEREN LN, IEROFERREM I RETZE VWAL TH A

-

Do

L-DOPA (C & 2 22 OHEFZELICB L T, L-DOPA200mg ~® KJH 220 T
13, 45 5% V¥4 Tld placebo & FL#e U _EFE[ANE I B ALT2 b O OFEFRICH B
WR BN T2, 65 % ) Tid placebo & DI THER LR A A LN,
Lo L AIEICEWIRWSIS N A BV D K 91272 >TWnd, — 2D & LTI,
MEEIZ &2 LTP DR TIE RAIUARRBIZED B DT, A UZHKR Eost
NHD KRNI UASORISHEITEZ W, SRIOFERERME O &V ) FERE
bbb, LnL, LTICBRRD LI ZOFMANELWEITF RV,

FRE, MERIZ LD RS ERED T Mo TWD, BEEB XL OMEMIgEEIC
B D R MR = = —1 O L(Vaillameourt 2012, Gaspar  1991),
RS2 v ot & H I LTV 5 (Garnett 1983), MR EB L OB IZRIT 5 K
PRI UEZEEBEA LT A (Inoue 2001), 1 TH D1 35 LU D2 ZFIEOWAD
MNHEBILDH (Wong 1997), 10 42 HL D IZ 23T 6.6%DFRSGIR K8 ik
{RDOFEREIL T (van Dyck 2002, 2008) 233 & | /MaN D K83 & 4a BN X

0 48% /). X—% V) IREBEEIZB W TIE 85% DK T & VD (Kumakura 2005).
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RV OEEDGMEBIERT LTS, & MIBIFD PET 2 W HEHTE
W, IERIIS CT R UEMME T35 2 L 2VR ST S (Mobbs 2009).
R IZ D D1/D2 OEIENEL LT D aTREME S B 2 5T T, EMEAIC
@ < D2 2MEdfEm o D1 L VAR MEM 2SR 72D, D1 OAE R 23RO I HE 58T
HEanbd (Wong 1997), ZD7s, WL R I OEHOIK TICE Y LTP
Whs< ey, RS UEEIND E DL OFBUVMERIZ LY LTP 235 < S

HLEZH25, SRIOBEITZOEBICEET AR -7,

PLE, 5281 CliE, QPSI2& % LTP iZxf9 % L-DOPA ®%#h5F 1% L-DOPA & H
B, EREOERTIIZEETLEEL TRLND ZENbhole, N—F 2V
78 E ORI BIZ I T 2 AT D B O HRC, PIAREERIZ K 5 rTEMEERE D [a]
BEORH 72 £ OFFATICIB VT, ORIEIE L Y QPS R > T\Wo &E AL
Nic, £, RREBENZ WV ERHETRE R T 7 4 7 THPHERE L FERIC
LTP 23#5E 4, L-DOPA (2T LTP 253 2 Z LI L7z b, QPS5 %

BEITHER L THRET DRICEWSRMEE 225 &l LTz,
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KB 2
=%V IRICBITHEE
PD & Tix, QPS ZIZH W T MEP IRIE T, IO RE /RS
7oo BEHE CHREEIC PD TIELTP 3 L TWAH Z EHIBLAL TV D
N Y ROTT VI T, BREERICEBNT R8I off KD LTP Dk
L. ZDZ4kA L-DOPA #5:1 TEIE 3 % (Picconi 2003), /3—F Y UIHIZE
T2 MO BEITMRFER DA TH LD D TR, KIMKEIZENTHE
D B 23R STV A (Calabresi 2007, Gradinaru 2009), PD €5 /VEIIC R
WTHE, RS IR EEMICRRESRIR T KO prefrontal FEE D 7 v % I o EEE=
2—n1 @ LTP B XU LTD % #3594 % (Centonze 2003, Otani 2003), t MI¥
WTIEWS OO ER ST ME R B D, 3 —F Y VIREE BT 5 PAS Tl
ETVEN L FIRRIC, off REIZIFEEEF T LTP B ROMER N A B, fii—
XY UPRERIZ K H1RFE T LTP 22383 % (Morgante 2006, Ueki 2006),
TBS z AW ZEHI B W T, off FFIZ LTP OHANRALIND DD, JAkRIC
Don k7o ThH, LTP OREIENRH LN NWE S H>HESLH D (Suppa 2010),
FTN—=F Y L FO RO REE IR L > TE L TH T, JEROZE
BLEELS b o TWA EEZ BN TS, L-DOPA #EHIRMABORIER & L

TOAXFRIUTEELTET v TR LTP OFE% I CESEERILA21T > T8 LTP
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DN I 5T (HEE5R: depotentiation), LTP OGN HE STV D
(Picconi 2003), t MIBWNWTH, VAFRIT ZRT/3—F Y VIREF Ol
FEFIZBW T, PR A A B D 2 &3 STV D (Morgante 2006), Z D
LU= Y VR OFERCRIEAIC AT E D ZAL B > TV D L H

SOMDHRAND B,

Bekds & AR & OV O—oi%, ARG PD BE OB ES, B
5 TH D Z LnHiF 55, Morgante(Morgante 2006) B DA IZ BTl
AR L 0 BORE W PD BEEZxG L LTEY, K580 PD B VX%
[#1 8.9 4£ T v | Ueki(2006) b DIRFHI I TIiL on/off Z fit L 7= B O -2
I 5.6 £ TH Y, ARBRIZE W CIELRE 2.8 £ Th o7, 7272 L, UPDRS
MDA 2 7ITIEIARER & BERE ClIAEEZRD R -7 (ONFFZ=7T 9.9
p=0.49, OFF Ff2 =17 18.4 p=0.49), 1Ak & L TITHEAITIE/AR <. L-DOPA f1
e LEZHTHRIRa Y hr— 3T s, RAFEIZEVTIEL, L-DOPA B4
THEEZIT> TV D RO PD BHICEWTH LTP OFFEN R Th o722 &
5. PDICRITH A EORFITRW oA 6N Effm LT, £/o. £OR[#H
P23 L-DOPA IC KV ET L2 & bbhoTe,

F72. AEO LTP 2R & ERIER & ORE T, PD &2\ T, L-DOPA
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PIARIC 0 BRIREEIR S+ 5 & & b, LTP 2 otk#E S /B 57, OFF
ONKf& £ Z UPDRSII® A 227 & QPS % MEP DR D _EH-3 L O RIZI3HH
BIIRR® b o7z, LarL, OFF & ON & o UPDRSIIO A 2 7 Dk
J£& OFF if & ON B COREEMEDOUEE G & OMICITAERMEAN b,
> T, ZOREENBE Z L ORBEIRTRITITAEH TH 2 ATReER B 2 b
Do

BEHR T ORI & BEERAELR & DB IS Tid, OFF BT UPDRSII A =
7 & LTP HRDOEAWVIZOWTORMEER LN L ST D (Ueki 2006),
AR L ZOWREDORE pARIT, MREH L ATBMOFEEICHDL EEZXD,
S B2, AiAB L-DOPA HAITORFREBE 265 L L TWzdioxt L, Ueki
b OHETIE L-DOPA 721 Tid/e <l RSy T I=X bobta ) LRl E D%
HNHNON TS EBEENRLE LT, R U7 2= Mofia U VAR
ENABIIC ED L 5 R BE 52 500 ORFHI SR ENTE LT, KE
DOAEEZE N S TRERZLE L TODLARELH D, TOdIT, Fx O
L-DOPA OHLEM L TV HHBETO EREDNR L OREL Riz7cH, R8I0
FYAME~O YRR L O N2, ZivE COBERE ClE, Z2HOIEZRM L
TeBETO RN O EREDIR E OB A BT 72 OIIRREA & MEP 21k d

FHZBAEDNGR O B IR -T2 Db L/, £72, PASICX > TREE SN D A
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WAPEIZ KT 5 L-DOPA O i &k 77 dhif 233 U 5% 2 3 < 7212 KX oA
P& ORNCBEEN A L2 > TR LB X b b,

F7o. BERE TR T2 OFF SREECTOBEBNER & rf MR L O FHEG S
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