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1. 3| &

P& 48 B SEARTE [ A, A9 T >4 7 4 1 BRORH e o o 2 s 72 B (1) 4 BRI R
AERYIEAR, VBN SR I IR TT IELE 1990 FEARWIZ T T 2 2% (Laitinen
EN, 1992) o REFE R —Fa], ek HARE N P H AR s v A0 rE it o 381 B2 J2
NS5 R R E AR AR RS I (DBS) E N S2BR {6 ] (Benabid 2%, 1991,
1994) . RPURIL DBS J& vl (1) H el i3, R ARiEIT i —F A R H 241
B E. DBS DL O ) 2 H32 NIs BB hG A SN HA YT J7i% . BT B
G () A% 1) DBS AT LA 25 9D J5UR M A 24 R Bl (Benabid %5, 1991, 1996).
EEE FEI R % (STN) I FERNES (GPi) 1 DBS T 32 F Fi67 B3 4 7%
P Az 3G ——L-DOPA YT I R ZERIMER GBI 7 /NH 20015 Kringel
%% 2007; Limousin 5 1995; Vitek 2008; Wichmann 1 Delong 2006) . GPi-DBS
XTI 7 S R s A B B AE R (Ostrem AT Starr 2008) . DBS it T
ST, B AR RGN, AR e e, R F R LR S e AT

(Wichmann #1 Delong 2006) .

BR, K& DBS HfAlmKaidk, HILABERFIINSTEREY], kT
HAEFAMLHIIAEE— 251 DBS £ S sk /£ 5?  (Deniau 55,
2010; Kringel 5§, 2007; Perlmutter 1 Mink, 2006; Vitek, 2008; Wichmann #!I
Delong, 2006) . Hi-T DBS 4K 1 52 IGT LA AR, BRI A
AT DL R T CHmEERE” ) o S2Pr b, STN-DBS 1 GPi-DBS il

PIEMAITTHITBCE . 3 —J7 1, SERUGIIE—E, DBS BUKRE#Z ot
AEAZT T CBRE¥” ) . STN-DBS 1 GPi-DBS Hl# 7 AbATHI AT, FE5r
HIXF GPi Al = AR T AEH

FEIX RS TR RPEE o, FRATHE R 51 IS A 4 A B AN At iz 3 hS 1
P B AR TR 2 BT AR, KA DBS /] LU 3B B As s 3 AR BUIRAS IE# AL,
B BRI . Lk, FRATRE A& Rl “ il ” A Rul” 1EN
DBS ML, e, FATENA—TH K DBS A BHLH| K TIE, IFRH 5
—FiffEE: DBS 7 B AN HAE S, FECE IS RS 555 B B
IR C“BIRMREE” ) (Chiken A1 Nambu 2013) .

2. HERRRKRELEESE

1 <g AR EO A — AP 22 IR AV, FLRFIE YR B SR RS VR BRI SUIR A 2
gAML TR BHTE R . 2 B REM e i) R 2 51k ™ R IZ S AARIZ 3 Th



Spikes / bin

0.0 0.2
it 100 Hz

B 1. 3R BE k)% (DBS) 4l Bifiv 2w, (A) AEFHETFF, AAXB a2 (GPi)
b2 3t B E 5 &9k % (GPi-DBS; 30pA, 100Hz, 10 AkrF; #73k) &, 27 TH
MRl th (1) AR EMFeR)gnta) &7 B (PSTH; 100 kX% &, 1ms) (2) 25
BB B0 R4S IE . GPi-DBS R A4 T GPi AP T8 8 K%, (B) A£iTF4 GPi
AP 2 LI B 3R IE S e ©7% (GABAA S ARAEILF) B4 A . Am B eEiE 46 (2) S5M2 T GPi-DBS
HFeapEIER (1) o &% A Chiken #= Nambu (2013) .
RERENS, BlunisaiReE, R, B, RANE, IWHMESAA. gt T
R IR SR FA R 4 AR B ) PR AR P2

2.1, RIRERER

Z L [ $52 55 21 GP1 I SCIRIA B et & i fIAh s e ar RSN, 1) 3350
BT HEK (GPe) AP HISUIRIR AR A2 iR A e 3 e N, T 2 %
AR D 7 IX LA TE R XA PEANS P4 (Albin 5% A, 1989; DeLong 1990;
Gerfen %%, 1990; Mallet 55, 2006) o #a AN, X FHAZ 35 P38 gk /D id i striato
—GPi/SNr B IEZ 36| P AN A T striato—GPe—STN—GPi/SNr [1) % % 14
BINRIGIN GPi A B IR (SNr) M Jel s 42 - e . BRI &
4 L0 AZ - 259 T80 L T R PR T M AL P B iR Rz Jo R 28 e R PR RIS, AT
SRS ERG RS ) o RSP TR A 1K L
HL IR AR, R GPi AT STN HY ()~ 3 TEOHL T 23 1T GPe H (1)~F 35 TR0 HA T 2 [
& 7 - (Bergman %5 1994; Boraud %5 1996. 1998; Filion A1 Tremblay 1991; Heimer
£ 2002; Miller A1 DeLong 1987; Soares %5 2004; Wichmann %5 2002) . It4F,
XF STN B GPi (4T, ARSI, XiE 42 oW B A H x50 (Baron
N, 2000 4, 2002 ;5 Bergman S5 N, 1990 5£) , STRF [ IXFP “ KRR,
BT 38 F Tz 3 id B I B an 2RI AR B IEE 3 LK 7 B ag A =
BRAE. PEARiE, K IRERS I A EE F, GPe Ml GPi I LA FE(L (Starr



%5, 2005; Tang %%, 2007; Vitek 2%, 1999; Zhuang %5, 2004) FzhPiRAd L
5K 71FEAS (Chiken %5 2008) . HEH iz 3 1) & e T LLERE )y GPi X b fisi 4101 i
(ERETPANS TN R

2.2, RIBEABEL

Z U RN 9% | GPe 1 STN Z [ H)&EH:, JHEst /IR RM AT IRG
TGN JRJR AT B R AN/ B R 2 O AR B 2 e VR A B AR 3 52 A
KEME R, N FECE LSRN C“HORBEARLT” ) (Bergman %5 1998).
WE B AR IR GPe, GPi Al STN Hg SR 17 7o BRI, A R AR
(Bergman 2§ 1994; Heimer 45 2002.2006; Raz 1 eth-ers2000; Tachibana %5 2011;
Wichmann 1 Soares 2006) FHMH & AR B CRI4ESE N, 2000 4F) . 7E1{HH DBS
PR PR 0 < % EO S8 T RS2 3 1 IR 1 SR i s AL (LFP) , JUILRAE B
S HIR5) (Brown 2003; Brown %5 2001; Brown Fll Williams 2005; Gatev &5
2006; Hammond 2§ 2007) .

2.3, BEENRE

FEIEFIRA T, it cortico-STN-GPi/SNr i E #%, cortico-striato-GPi/SNr
B, LUK cortico-striato-GPe-STN-GPi/SNr [H] #2155 &8 1115 5= S 2 GPi H
MENAIEN KA (S W 3C) , FFEILE B TRV IUE € Kis sh A2 T,
I HAE IR E HIE 3 AR e 5 HA AN b B S 4z SR e 18] A A ) SR (Nambu
2008; Nambu 5 2015) o {EMAEAR IR F, 2 ERLHITHAE A BRERE >
iz ok H) GPi i, FFdid i B Al @A (e ik 518 3 AH S GPi /%ﬁ

(Boraud 25 2000; Degos %5 2005; Kita Il Kita2011; Leblois 25 2006 &) .
AR AP AR 55 AN G /N T 5128391 GPi IAE B, AT 3 250 o A0 Rz o E‘JTFI]?F'J
YERA>, R BOz 3R C “BIAIEEER " D o fEisshid kG, it
HE@AEM GPi H Sz S/ E A 203G o, @k B AR IR 121 GPi

PERRAR. XL S B A B2 Bl 2 k4%, FEEER IEia3) (Chiken
2N, 2008; Nambu %%, 2011; Nishibayashi &, 2011) .

3. “HIFMR®” : DBS W /HMETT

DBS M k1697 % 2 ERER H A AL A #5/EH . STN-DBS  (Benazzouz
%% 1993 ; Benabid %5 1994; Limousin %5 1995) X} H 4 £ [Kis A 4E Ex 5 STN
AR FLEIE R (Aziz %5 1991; Bergman 45 1990; Levy 2% 2001) 8k STN-Ff4i
(Luo 4§ 2002) . Fik, HWIIAA DBS il /s ¢ “MHE%” O .
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45T B T E % T P GPi-DBS (40uA, 100Hz, 10 Bikob s #F B & 6957 3k) H 4 X 49 GPi

TR (FTk) o BT EAK (W) A48 ORIR) B %) F 9 4., GPi-DBS &

RE Bl ALY (K 6 R F) % 10 1 41) o (B) B3fm ez 4 A4 K6 GPi & 48

WHRAER o ARG HEIRT RIKE, HEEMNRHRAF LT EE (5, 9410
KARE) o 2% B Chiken #= Nambu (2013)

Sifr b, STN-DBS #1 GPi-DBS 15 &5 WA 2 FEARAR T #h 2 e TR 2 . 7R
SRR EE (Filali %, 2004; Welter 25, 2004) , MH4#RAH88 (Meissner 2%,
2005; Moran %5, 2011) FIME<EARM KR (Shiand 55, 2006 4F; Tai 55, 2003) .
SR1f0, £ STN-DBS #ilH], HREER STN &It RRTaF IERY, w3t
STN 125 70 U R B H 5k B H A 42 J0 v 1 (Meissner 45, 2005; Tai %5, 2003; Welter
&5, 2004) . {EMAE ARG EE T+ (Dostrovsky 2% 2000; Lafreniere-Roula %5 2010;
Wu %5 2001) , M4ARMiME (Boraud 5 1996) HIEH M thiiiE T GPi-DBS Xt

AT TR AN HIER . 1A)  (Chiken Al Nambu2013) . 5 STN-DBS #f
tt, GPi-DBS B il 175 5 58 241 J5) i 42 TG T8O

“HE T SIBEHRERG ) R BCRIEARL” A R B AL AEE YA
DBS #J LA/ STN A1 GPi 57 3 I K O e o OB, IF BSeE R e AR 1K



BHER. {HAE, LR XM N4 GPi-DBS Al LLIAIT GPi iE MR ALK /)
SEER

DBS ] (i) s N FT REA JLRI AT REMOMLE] . (1) BARALfE: (2 B
JE T4 AL I 253 (Beurrier 2, 2001; Do A1 Bean, 2003; Shin %%, 2007) ,
PLK (3) $IHEAR NS (Boraud 45, 1996; Chiken A1 Nambu, 2013; Deniau
&%, 2010; Dostrovsky %5, 2000; Dostrovsky F1 Lozano, 2002; Johnson 1 McIntyre,
2008; Liu %%, 2008; Meissner 2%, 2005) . FATEITHIWFF (Chiken F1 Nambu,
2013) UESE T GPi-DBS 53 HM S V2 H GABA 324431 (& 1B) . GPi
MECIREFT GPe #2547 GABA fig#ii N\ (Shink A1 Smith, 1995; Smith %%,
1994) , XLL4HITE GABA Rt ABIN 24 GPi-DBS UG ). GPiit M\ STN
B RS R RN, JF Hox i AR 0E . 28170, GABA REMIAK U &
FE(¥) (Shink F1 Smith, 1995) , [Kh, GABA GERIFNHI AT REIER T A& ERAE
(R . GPi RIS K B R ARG, FURMIE R R () B RpEE T (&
2A) . GPi-DBS i@ 5211 GABA B /R FH #1713 Fh BB 175 k[ 9 0 (
2B) . 5 GPi#/x, GPe-DBS i#5'F T H4LIT GPe #1408 ST 1% wy A 2 i (1) &2
4 M. (Chiken 1 Nambu, 2013) . T GPe 4t I [) GABA BBt % Lt
GPi #24:7C B AKX (Shink 1 Smith, 1995) , KA LAYE GPe & H 45
RAIRBEW . FoAlth, STN-DBS i#dHuE A 2 Al GABA RefE N4, 7E STN
FRZE 0 R 7 AR X AR M S8 A J5 FEAL (Lee 25, 2004) o [ABk, DBS G52
WOZ AR NI, L1 20007 R 1 00 ) e 2 A0 2 e iy 8 A ity 1) 2B T A2 4K

4. “WEEBU” . DBS NERBHARBTTE

AR RN — ¥, DBS FIEURE & n A 2 A T COBORIBAR” D
GPi-DBS £ GPi & eHiF Kk | HEEE KI4R1IE (Johnson 1 McIntyre, 2008;
McCairn A Turner, 2009) . GPi-DBS i i 14 GPi- x5/ T MHE AR IS
¥ (Anderson 5, 2003) FIL5K J1k#H5 5 (Pralong %%, 2003; Montgomery,
2006) ML T . STN-DBS 3#id X #5 £ STN-GPi/SNt/GPe H i 875
TNETF I GPi #H4ET0 (MFARSE, 2003 4F) I GPi/GPe #4570 (Reese 55, 2011
) H SNr #ZE T (Galati %5, 2006 42) SN . —WUBLAYRRF FU B, L BIH
DBS i 1 4 faAA i [ 780, T EI{E DBS MIFER SR iR EifkS [
R, T4l AR TR B FI R FEOR. (Melntyre 25N, 2004) o [Rlik, RE&H T
[*) GABA #II/E R, HIBAT Be JeikBad A iR, (Hren] DUBUR A% H Rl R,
I LRI 2 1) H AR 4B BAZ SR fHhaQug . Hoph 7K B, GPi-DBS 5% 7 &K K
W7 (Bar-Gad 55, 2004; Erez %, 2009; McCairn Al Turner, 2009) F1JL5K /)
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B 3. &a3K (GPi) AR5 K 30 K k] (DBS) #%3K 7 i@id GPi #9153 &&. (A, B)
/53R GPi-DBS AF iE % M P GPi AV 42 L&Y K R A K B R 89% 0. B T &£ %A (A)#=74 GPi-DBS
(F73K) (B) 89T, stEiEHEE (Cx) (EXGIFTKR) 892k k% ey PSTH, £ (B)
F, f£)5 3 GPi-DBS )& 50 &4V itm KR kit . KR A K 69 R R4 GPi-DBS # Al 4k % A4 )
C) &R, 27T KA ARAY L2 T B AR A E4Z (Stim F= DBS) A=t %342 (Rec) .
(A) B9 RA R T IR R, WA A » A AR AE, A EERE~NTF, Cx,
KA Z; GPe, & & 3R89 STN, i FAZ. e frli & =AM 5 HK &5 A Bk
>t 25 4= GABA At 4 4 ilum P % & Chiken #= Nambu (2013) .

FEIS fR (Leblois %, 2010) 11 GPi F IBUR AN 2 A0 I Vo Beiln A i i
¥, GPe-DBS 1] LACG AR M4 AR5 11 STN, GPi Wit & oifis e 7=, I
EEIEENARIE, XK GPe & DBS [ FE s (Vitek 28, 2012) &

R S5 i 50 S8 T DA SR b SR A Nl 9% . STN-DBS 1] Reid it FR S
/MR R (GPi-EEEF 4 —3050) . FEM AR IR T & Z30E T GPi
#2516 (Moran %@, 2011; Miocinovic 28, 2006) . GPi-DBS A i i IiE 7F
GPi-DBS H. ki Pt 36 388 iz 110 Fr Hik ey 5 SHe S WL ke 70 B 28 35 1) e o 1 42 7

(Montgomery, 2006) . {K3EE ) STN-DBS @i 4 | STN 1 SNr 1] GPe f#
ZICIIPUARBGE T /E SNr HHi% S GABA REFNH, 10 38 5 5% % i) STN-DBS Ji i
STN-SNr (4% 75 F SNr B A IR AE>4 &7 (Deniau 5§, 2010; Moris %, 2003
“F) . STN-DBS $itiashiEiEiash = 4ot (Degos 5, 2013; Q. Li



45, 2012; S.Li%E, 2007) . YeitEFM AR EHERERE, EAMIE STN 1%
AR PSR, Ge SRR i STN A% H il 28 ] DLV I 4 A% 975 /) B RE IR
(Gradinaru %, 2009) .

TR 5z R BUE AR JEE S, B CORTBER B
HAHART o PO/ ESEHUR AN S AL HR AR REFERZ, BT R R IOR 1 4% A
FIR AR X 8 IX LLTE B AR AT e 2 DO R SR AR, AL W R IR
HALE AN H] (Anderson 45, 2003; Degos %5, 2013; Deniau %%, 2010; Hammond
&%, 2007; Hashimoto %5, 2003; Johnson fl McIntyre, 2008; Q.Li %%, 2012;
S.Li %, 2007; Vitek, 2008) . {Hj&, DBS anfalhxifk ik K O S ff AL )
AR5 .

5. “BINMEE” : DBSHIRREERER

BAVEIEATE 7 GPi-DBS W IE #4118 3l J 2 R0 K (1) GPi #1428 7T ) B
G520 (& 3)  (Chiken F1 Nambu, 2013) . FZZHIAE GPi 5] fy 4%
By, AN AR EADS A A ) AR (B 3AD , Ay E R, A R
#AS (Nambu 25, 2000, 2002) (K 3A, 3C) . GPi-DBS @il 51511 GABA
REATIHIAE FH S22 ] 1 B BT R i S N A B R (& 3B) . RIERHLIE 113
BN GPi ( “rPirRik” ) (K 4) . STN-DBS fJ AESIHFH 1EE T STN K
fE51E%: Maurice % N\ (2003) #f5L T STN-DBS XJ 17 K5 SNr #1428 7t Jz Jit
PR N0 . £ STN-DBS JHIRIGH 1 5 BT & 1 R I Ay, siAEIR
REERE B> 1 R B as (At E R, (B0REE 1 B B g K AdIER, BEoR
STN-DBS FH.1E T 385 b B4 [ 45208 4% 105 SR M %A i &R .

IR 5 ORI, ORISR AL T IR s AL JE
WG . BT R IGINARBCE, 5 R R R s E R AR & T R I B TS B
B A 2 A3 K 2, FF 25 KIs eIk, Btk Wi GPi Al STN
(X PP 5 RIS HE SEIR IR IE . GPi IR AT %, Kt
GPi-DBS 38 T i MM AR HE 5. 55—, GPe-STN X [H)i&E#:
SRS AR R R 72 AR S I A S C “TROR BB ” D, JF Hadid STN
M5 B Wi b el shah, MERRIE (“RBOERBA” M “BA0ES)
B ) BRI ELEOR ) B 2 00 VR R, il i STN 145 5 Hh W7 U BE
1B IR MO R . BN T DUR R DR )R8 DBS P2 A 5%
VRIT AR TT ROCR, RN DBS AR AR #R R T T R s Bl . B TS
72 GPi-DBS X4 #% I ALK S BsrG & A Va7 EH . e AW AEIR 2 H GPi
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B 4. “FHABIL” fF#E TR k)% (DBS) A 2L MEaY# AL DBS M iE X i 49
R R, BFAEER (4o GABA Fo 52 B (Glu) ) 8 KZHM, F 5B THEEFTOImA
Fedirth o B 2L, /2% 3L JUT, DBS < Bl i UM - ERAY £ T IR I8 69 77 15 8 R F BT o GABAA:
GABAA 4k,

IR TR C ORI ), R R C ORI AL D
B SR ARIVER C “BhaSig sty ” O glEm . LK SRS T,
W R, BREMEERENE S REE GPiH gl — R Y HB A MT L, [
J& A A R 2 7 AR A R0 S g A, N2 B B Eissh R I  “B3h& i 3)
B ) . GPi-DBS FH 1L EUX P g 113z SRR I 7 815 Bt HAh A 78/
A 7T 2ROt R I AE 7 B IRV (Anderson 45, 2006; Deniau
&%, 2010; Moran %, 2011) .

JS¥

R S TR e o A S e R PO R e e » A Nl 58 ) 1) e AR e J i 5ok
JoR— ik JER A £ (] B (1 SR 22 A R 22 0 AR 2 PRI o S IR R REH R T
R L IR AL, EIXE, FARE T DBS f— W B AL -
DBS IR B C “TIMERB” ) 2B T AR HES, JHER
L B -FE R A I S S 2 (B 4) o T DBS I UINLEIKS 51
HAIR B LF VR i, PLeE MITH2 DBS.
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leading to the manifestation of involuntary movements
(“dynamic activity model”). GPi-DBS blocks abnormal
information flow responsible for motor symptoms in both
diseases. Other research groups have also proposed similar
ideas of functional disconnection of the stimulated elements
(Anderson and others 2006; Deniau and others 2010; Moran
and others 2011).

Concluding Remarks

Deep brain stimulation has a variety of effects on neu-
rons in the stimulated nucleus of the cortico-basal gan-
glia loop through orthodromic activation of efferent
axons, antidromic and orthodrimic activation of afferent
axons. The total effects may vary depending on the com-
position of neuronal elements in the stimulated nucleus.
Here, we have suggested a common key mechanism of
DBS: DBS dissociates input and output signals in the
stimulated nucleus and disrupts abnormal information
flow through the cortico-basal ganglia loop in the patho-
logical conditions (“disruption hypothesis”) (Fig. 4).
Understanding the exact mechanism of DBS will lead us
to better therapeutic options, toward improvements and
upgrading of DBS.
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