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TeliviJechz A B RERF 52 Rk Jie

ERE" MBRA foEA

eIk JEE A% (subthalamic nucleus, STN) X #R Luys {4, /& I
Ji P ¥ e R A Y . DA & STN A= BRI REAF 5T 1 i
R, AR B F STN (=) 4 HL il 76 100 4 A% 9% (Parkin-
son's disease, PD)JHYy H )32 i Y, A S A2 A AR 9 4
B2, R BIAE N I G2 sh s il i 48
TR

1 STNHIFEEIZEH
1.1 STN W= B R Y

STN FEACR I L XU B S, o TR AR A Ml
JEAMIN 5 AR | BR BT AR S5 P S LTI AR , N BELT 4R
STN ZMl K He 56 A BR (globus  pallidus) 43 ¥, 76 H:A 1,
A% (lenticular fasciculus, LF) S A 5EHT (zona incerta, ZI)
) — 3B 23 STN 5 I ki (thalamus ) Ji& 01 A B 25 Can &l 1 B
JR) o STN H % 8 1 25 K /NI Z R A I 4L AL, R ARTE | B
B HERIE S = MATE , R/AMNANEE . AN, STN K21 560,
000 > #ft 28 TC Y B, PR FL 24 24 240mm’; K B STN (A FL 2
0.8mm’, £ 1 25,000 2 TOAN I

1 STNH@EHZLETEE"

I : CP=AC IR ; GPe=15 F1BRAMIIS ; GPi=15 F1 3k Y IR 5 H1= il
WIC=NHE; LF=U R (H2); PPN=JiIHi#%; Put=5ci%; SN=Ji
; STN=F-fikiiS#% ; Thal=Frfifi ; ZI=R 245 (51 A : Hamani C,2004).
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1.2 STNYRIZRLTYERE R

120 fEALFLE AR R KK, th BB STN RYSE£F v, K
LT YRR A W) 9438 ) K2 i (primary motor cortex) . 4ifi Bljiz
A IX (supplementary motor area, SMA ) 5 Bljiz 27 X (pre-
SMA) . iz i X (PMd) FE iz ST X (PMv) ¥, 5 46
LR YA S STN A MR 2800 , Bt LI is S A
BEAS B Bl i —F 4 . STN JE PN 32 2482 52 5 [ 3 IR X
(frontal eye field, FEF) % flX [X (supplementary frontal
eye field, SEF)RYLFAELYT, T TTHRBIPRER Il . FEMG 1A
FEEh Y, SR A AT B2 T 2% i HE IX - PN HEE [X. (prelimbic-medi-
al orbital areas) Y £F4ESSFFI STN AN AL Ay 320 25 1 8 1) —
Y s 78 R K 25 84, STN 372k A 41y [l B2 o K
MR IRDE Bz I D B S5 W R O AR 4% , AR LT BE B AN
1o WIS ) e VRS E LB £ STN, 78 STN AMIET
FH TR AMIYR SR T e R 1 T AR X T e STN P
F 7 SMA . PMd e PMy (IWEFAERLST , HARR X H Py ) o1
SR BUT o BR AN, R A 45 H IR SMUER (globus
pallidus externus, GPe)ELFZERGT , 2B 3 STN Y L —
B N YL, AT EAL AL F A At DX A R T
¥ (pedunculopontine nucleus, PPN), JEE Z L4k F -
rh i R S A | i) R e AR 5 S TR (CM-PE)
B (locus coeruleus) P Tz 2 i B % &B (the pars compacta,
SNe) o TEME A AS S A , W) 902 3 B o () i 28 21 4 2L
HIE T V2, L B STN R SR A AHHE il >k A 45 IR £F
Y 22ty 32 B2 5 STN A58 JL38 Tt 48 e M R AR H2 Ak, /8805
STN R ZEAR RS AR A . > B JCAbA% AT 11 i 20 2F 4 iy 2
5 STNMZEARAHAHEE"

122 (LAY A8 R SSRING 15 253, STN EZE I 5
A BRAMIUER 45 3R A NER , I5 B STN R MIFR 1) 21 E4% 5t
TR R HERYMUES A H Bk N IR 32 8 X, STN i N
WFRAT /D T A R 3R (BRI A X . STN 2RI []
A LT ERR F 0 2R T B B AN AR AR (the pars reticu-
late, SNr)#HZICHLIE S BEIFFEIER . STN 520k Z 1]
WAFTE D B LT ARHE R | 2F AEBS BRSO 3 B /b, 3l
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HXTLOR P IR HEAE T . 735h, STN R I £F4Ein 4k
I 2 SR AZ SR 4% 55 X (ventral tegmental area, VTA)Y,
1.3 2R 5T b 2 A STN A I35

STN #5252 Z A% B A 2 2T 40, ok B AN A% BT 4%
AR T 4 e (5 0 b s R AR ] o fe A RO Bz 1)
A H IR (glutamate , Glu) FELT- 4 I 2 19 IH % BE (choline) £T
Y 15 L ER /MR A y- 2 3 T R fiE (gamma-aminobutyric ac-
id, GABA)ZF- 4 Fll 2 i 20 3B 1Y 22 LB fE (dopamine , DA ) £F
HeIZ 5T STNWGITTHRIE NI . S35k, it LR K
K, W HEMLA% Z STNAFFE R 1Y 5-F2 (% (5-hydroxy-
tryptamine, 5-HT) fig #f 28 2F 445 5 . 5-HT R 4% 5 2F 4 %
STN 2T I 15 VE T, DR HAZ AR A [ i A7 46 22 5. Cho-
line i . Glu A8 J2 DA RERC ST F4EXT STN #2024 A VE
T GABA fE 45 5 21 2 b STN it 28 50 I i Jinn— 4~ 00 i) 4 5%
Wi, WA MRS R R, DA X STN P Glu fE %Ay 5 il
(57 I GABA RS 2 fi i H A7 35943 Sl MR L B X
P2 fal 5 F S R B A B T AR 3R B STN
PRATTIN4ATT,

STN A N-F B R 4 28 (NMDA ) &Z 1 i R (AM-
PA) SZ R K AR AR (metabotropic receptors ) 2RI A T ik,
SR, 2 2T i ke B A A FRAT A AP, Hazar SE0FFE 25
F W] : mGIuRS5 7E41 3 Glu REfL AP LR 4EXF STN #2270 1Y
V24T IR Bl 7 1R HE T AR Y s GABA AT STN #1450t
ST A B R S 2 R AR TR Bl R GAB-
AB ZWL R E—EMEH , (H GABA BRI 1Y STN £ T HL TG
Ay 32 R A o 2% i JE B GABAA Z AR T, 5-HT Xt
STN £ 24px Mt A S 2R VE T, 5-HT 1A A 3005 7T
T STN #HZ2 JCHLTE 511, 11 S-HT2C K 5-HT4 32 U (87 1)
X LRI — AN 24 Es R WY, 54k, DA X STN 19 %75 VE
F L@ D2 Z AT, 1 AHAK RE 15 A PP 22T i X STN A
22U HLT B 0 PR ) 32 ) M3 2 ROk e ™. HETIA K
LA B4 B2 J5T- ST 16 % 41 ) P ) GPe-STN il i & STN
P LTS5, STN AR R LA 28757 BR K Hh i — AR AL 7k
2E, R LX)k BN R AL A (G BB, S 50k
SRR 2T 5 B A

2 STNHIZEIRIHEE

PRI RE , RSP STN # kil 43k =4~ X Y. 43
Jill A3z 8l X (motor STN) 31 2%/5f 4 [X (limbic and associa-
tive STN) KA X (associative STN) (A 2 i7R). M IX
G395 Rz 5 SRR SEAZ: T (A AR 0L X SRR T 16 22 A4 AN ] 34
B A TR T RE
2.1 STN 5G]

STIN RS ko) 38 P k2 M 46 5 FB 5 1138 sl R AT
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Dorsal

Rostral
=
X
N

Lateral Medial

B Limbic and associative STN
] Associative STN
[OMotor STN

7 :limbic and associative STN:i1Z¢/Bk4A X ;associative STN:BEA
X ;motor STN:iZ#[X, (5| H :Hamani C,2004),

R A A T SR TTZ T A B DRI RE RS A T Y
RIVERASAFE R FORNE R, R B E FARIGYT
Jii ToH RIVERT /NS o3 B B AR S B A A IR AR
T STN I P U028 M S SR 2 5, A IARSE , A PECEE |
FERRRESE VP 200 F R nT5 & A AR EM, XFix
IME AR, AW R X 5 UORIAE STN A R T 1)
P HERA XL WAMRA AN, Z A 55 STN
55T RN R R AT G

FORMEL 2R UESE, 55 RS A0 2295 AH DG A DA e sl E At o5y itk
FRAEAR S T T RE T2 R 9 25 B A 22775 - Fe o B2 T A0
B 58 BLHY , 43 31 R < 5 AMIU T A5 25 2% (dorsolateral  prefrontal
circuit, DPC) M #M | HIE % [7] % (lateral orbitofrontal circuit,
LOC), DPC ¥ it B T 4MUHT4 K i (dorsolateral prefron-
tal cortex), 1fif LOC W2 5 S BE % 57 5t (lateral orbitofron-
tal cortex). LOC J DPC ¥ M FZ 5 & )5 DA Glu RELF 4E45%
I 30 3K B IR AZ 1 Sk 358 (dorsolateral head of the cau-
date nucleus) Ff-ZE W FE #li (rostrocaudal axis) #EfHT, 2R J5 M
XK LR AER ST 255 GPi i) AMUER 43 (dorsomedial part
of the GPi) / SNrWfll|[X (the rostral region of the SNr),
PR 4E = L GABA (P ¥ )5 (substance P) K3 MERK (dyn-
orphin )/ Ay A 2235 5T 5 55 4N B3k 45 13RS MU AT O
43 (anterior parts of the GPe), TS £F4E T4 ) GABA N
Mk (enkephalin) VE S Hoph 25346 Jfi . GPi/SNr & 1 ) GABA
HE 4T 4 B3 5 3] B ki A9 VA (ventroanterior nucleus) &2 CM
(centromedian nucleus)#% ., DPC ¥ % . LOC ¥4 Glu g
I - S5z e % 3 i) 30 [0 MO T4 1 Jox S M BIE AT R oz . 3
S50 R N B3 [ (direct pathway) o 13545 (1 ERS M)
TR HTAES > LT AEBE AT, UM BEAL &t £F i G 26 STN £k
GPi/SNr, X 4% i [t 4 Bk = o 0] # 38 % (indirect path-
way) o TEfFFIZEF F, STN RIS i oA 4 (i id 5 GPi/
SN 2 [6] ) £ 2 45 S 52 B0 ) 5 (6] 82 3 5 AH % Gl i 5 GPe
Z RN LT e S 52 B (AN 3-A i ) o

Caudal
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B3 RKEGYERWET -ELi-EREEEINEE.
BB IR ER M I ThIN R T~ = [

Associative circuit

B Limbic circuit C Motor circuit

—

]

H Thalamus

Thalamus

I i
Ventral Ventral STH
striatum pallidum/

SNr

lFu:amenr_l-[ i SN STH -
; L

L el
= 1|

modulatory effect of dopamine
b i

 modulatory
WM nhibitory
I oycitatory

modutateny effect of depamine

o Dorsolateral prefrontal cortex/Lateral orbitofrontal cortex
@ Limbic areas: limbic and paralimbic cortices, hippocampus, and amygdala

e Primary motor, Premotor and Somatosensory cortical areas

T A BRA I, B IR, C a2 53R . modulatory 751k DA RELTF4E4% 44 s inhibitory - DI GABA RELT 4% 4t ; excitatory : 24451
GluRBLF 4% 5F . a: T AMIUHIAT B S5/ MIBE RS 575 b2 S I 25 B I 5530 45 1 ot W Je 54~ 4% 5 o - W) Gz 8 B I/ 8 [X. (premotor )/
JRAREESE X (somatosensory areas) . Cortex: I H 7 ; GPe: 4 [ERIMUTS ; GPi: 45 13K A AT ; SNr: 2R BT IR ; STN: Frflfi IS A% 5 SNC: B4
0% s Thalamus : [T/ ; Caudate nucleus: FE4% ; Ventral striatum : ZCIRIARIE OIS ; Ventral pallidum : 45 BRGNS (5] B : Temel Y,2005).

55 R VG AT 1 AH G 1 DA Rl At = 9 AR B DPC &
LOC HRA PR 58 A, 11175 NS P2 1 A DG 1 4 i 2 e )
FERE S HGARERTLI . WNE3-BIIR:RA TS,
A H% D2 5 I 55301 % % T (paralimbic cortices ) 4T 4k
B FEAELCRARNE TS 233 o SOIRMNE M =2 ] AR A%
(nucleus accumbens) . J& IR 7% % I8 P9 ] #F (ventromedial
part of the caudate-putamen) [ BRLER 1 [H] # 22 SCHF 43 (medi-
umcelled portion of the olfactory tubercle)ZH ¥, SCIRIANE
058 S & A8 2 4% 5 2 48 11 Bk E M (ventral pallidum,
VP)/SNr, M VP/SNr, i1 43 % (limbic circuit) X444 %
JIli MD #% (MD nucleus of the thalamus) , )5 3 48 I - FZ
Jo5 3 {1 30 38 i 107 2 3 X (anterior cingulated area) 2 5 [H]
HEE AR Ji7 Jii (medial orbitofrontal cortex) ( /LIE 3-B), STN i1
L% DX 545 PV ERIE M AT 2 WL 2T 4RI 2R | T 1 BRI AR
IR R SRR BRI T4 454

AL FIRHARTT UG B, STN 517 5E AN IS FR B
T STH L A S B B B A AR TR, STN
e R R SRS T 2 0 B T - SOIR R B 8% N OE A SR IR
il , R STN il A8 38 b A 76 51 2 A 11 i A AT e,
STN ZETAH I e il 5 18 0 S e e AR AR Z
2.2 STN Hizd sl
2.2.1 STN @B SR RE KDL C SUESE, FE e Fh
2275 /NI 5 KNG B 2 B XA R S 2 5 T RIS S
KEGHAT, VNI A A 2 —, STN (112 5l
VAR REAE AT I BOA 1R 20 78 40 DGR, DIADULS AR, K

JRAN T B # A AN AL IR o A% R Tl
R T8 LI o TR 3 B S WIS B /RIS Bl K /R A
JEE X -BOR A SE 4% -GPi/SNr 3l 16 5 10152738 % 48 W K5
Bl B SR A2 B DX /KA B IX - SOAR AR 5 A% -1 L ER S MI S -
STN iz 31 [X -GPi/SNr 3 [ . “ EL4%" 18 i A1 ] 122 3 s 4991 3%
F GPi/SNr, it Lk GPi/SNr X 8 R hy ZE A 48795 14 2 5o 1
FLCAnPE 3-C iR ) o FR T H A S A di ol P 174 o 22356 I
RTA], B B A9 1T 5 S GPi/SNI 1 28 0 Y % Ay 1
SeR, T [ 22 3 B 14 8T D 2 5 | 2 GPY/SNIr 1 8 T 1) 24 A 1
P, T 4% 3 38 X5 GPi/SNr #1258 70 24 A P 428 4 1 512
PR LA 281 (5 D e R s

SR, BB 5T AR ITIR A, AT 2 BRI A% A5 B
PRI A AN R 2o T4 30 B P [ 47 3 53X R A i 1
SE Y, STN 1] LA B 42 I\ K2 ST B2 I Glu BE #2821 4k () 45 40
1996 4, H A% 23 Nambu " 17 YO B2 77 -STN-GPi/SNr i
W& fiir 4% 0 < A T 327 % (hyper-direct pathway) . FifiJ& 281
— G S F S B I B A R
FAFE 2 5 3 bl 277 15 8 i Hh 8Gs sl s (] 4-A) . ok
R B S 32 B B, 20 20 T T e L B
0[] 4E" 18 B8 5E 5 23k GPY/SNr (7F = 4538 B% I 14 1% 3236 1) ]
439024 7.8ms , 20.9ms F129.9ms) , H T2 B {5 B = 45 1%
A 3 T R A Ak 228 AN IRD 45 2 313K GPY/SNr J5 T 5| &
IR TAZ A Bl 22 50 HL T B B — A B - -1 e ) sh A
AR FRY, GPY/SNrai sl #I i 1: GABA REMIZR2F 4k 15 B i
R, 20 Bl b Ak SR R i R S5 (e v -5 52 9 1) 28 Glu g
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B4 ERWHET-ELN-ERMERE
“HUL-IRGE  ThRERE R

B inhibition activity
J ¥
X
Th/CxX hyperdirect
selected ' pathway
motor
program disinhibition direct
r =~ irec
ST patiway
ez
o
inhibition
Y
t
indirect
pathway

T AL H BB % (hyper-direct pathway, cortico-STN-GPi/SNr) |, “ B 3 ## (direct pathway, cortico-striato-GPi/SNr) & “[&] 42”1 # (indi-
rect pathway, cortico-striato-GPe-STN-GPi/SNr) /i B &l ; 25 Do i S A% A M Glu BELFAEBLS , 5SSO AREIN B E GABA RELF i35t . Cx:
FG Bz It 5 GPe s B FABRAMITS s GPi - 15 FAER M ; SNz 25T AR ; STN - FeibiJicAZ 5 Str: BCIRIA; Th: Fefibic B A5 AR “ B2 10 1% |
R R R R Y B T e M AR AR LR 20 Pl - RS D) BEREAY (5] F Nambu A, 2002)

ML 252 ) | TR, GPi/SNr 28 T i T B B s 41 ) -1
S () B AS AR AT FR W] 5 | KNG B b 46 0 L 1 Sl AH N, R
— AN -SRI B S ASAE A . R R ST T LT B
S — I B B, 18 shfm BRI T N ALk
$27 38 [ 58 A, STN e 9 , R STN 55 GPi/SNr 2 i) A
BT AR ST, T L& el kS o] LS | ARG 2 )
THR” AR M DX R 5 4T3 BT i DX PN 1 R e I )42
DX el bft 22 5 L TR Sl A X7 — o R R B RN T S
U FAN AN BB AR = R AR FH 5 R B b e L v
SER SR BB 38 s E B AE SRS T N L
$27 30 1% 56 I, A B P SRR S GPY/SNr 22 (R £F 4R35 AR
X5l R 22 B i v Ak B0k B L A 38 iRl B A ik
DX WG, A2 G TG SldEeR , 12 Sl - 7 Kol e
ZCHLTE A =PI B B, 12 sh {5 B ARSI & T N ik
196 Fh 0 B S A, ST A 28 U - WS , iz shi-J”
JUFAE I X F T 0 32 sl Rt . 2 3hME B ik abH
75 AR A I 28755 Pt -3 587 T RE AR Y (center-sur-
round model)™, il 1 MARTY AT UK i sth SCELZE Sl ) % i Al
1 (N E 4-B AR ) o

AR GEOR R RT LR Y, R T 5 B A AR
SRR 253 (R, B I T B B A A VR R L
0100 422 30 fH W7 % B S5 7 2B A 3 T 4% 0 I Y 46 5
STN; HA5ZCRAAHM HE , STN (A& 7T Xt GPi/SNr 872 X 45k
RN, 5 R B 5 244 Pk (A 12 i, DR 0 STN A
B 3 R G E A
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222 STN Siz U RERRT : I R it BT & B, STN fif
ZTHL IS SIUE, AT SR R RIA T R A STN
S IR X B 22 0 L T ) T B R B By iz sl
40w 5 Bi4Z %E (contralateral hemiballism), 3223 g B A& A
B R 2 FE S VBRI IS 30 5 1M STN A28 0 HL I 2l 2L
PERG SR, AT LAS | Kis shARESFAEIR , a0 PD™ . PD 2 —FP 2
BT AR NG MM 28 RGTIBAT B , HURFIE S 22
AN FRITEUE TR DA RERN 22TV IRBE , S BOZINIX DA 73
WAZBH , DA BRSO/ , ik [A) 3 B 5200 145 FLERIMIFR XS
STN ML, (s STN XS A T K BT 24 Ay 1 g A 875 3
JMABUERY, STN 2 Bz £ 1EH A AU AR, HLC Ao
B, L2 (5 D50 A% AT (SNr/GP) 2%y , DT
G132 3l B 5T H AR X I ] , B TEA T A B R
1B KR A G2 SR 5% 18 S IRAF IR ME A Rl PR AR A 4o
AE I TR SR B A i Sl S RE AT, 1 A g A i 5
(high-frequency deep brain stimulation, DBS)$; AR 5] Allfi
IRVIR , 283+ JUAE Y & SR BRAE & 22 i )™ T PD SB35 8
T AIEST I Rz, H T REIR ST AL - D o v o 3
STN 52 1% DX S0 280 ) 4 A PEREAES , 4076 T SN/GPi 9%
Ak, TSR T 1 5 A XSk ) sl Bl . e STN
G DI 22 TE A P R I, (- 21 SNe 19 Glu i R
K, BHLIE T Glu B4 A EAE T, XHZ XS DA REfl 280k
FGRAHE N T SNe [ ZUIRIK DA IR, (8R4 DA
KTt ARERGE T PDAEIR™,

% PD 41, STN 55 HiAthiz 3 2 RE e gt A7 B B VI G 3R .
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WESE BERF IR , #E47 M 4% LRI (progressive  supranuclear
palsy, PSP) £ 3% 52 Bt STN AR FUE /N i 28 oo B /b il
ZE AN 2E A ST Ak G T 5 I ST AT L B A+ O
BB RIVREIR® ., B 5T 5L I8 A% 22 1 (corticobasal
degeneration) {5 25 L 2R I LR [RIAE AR, SR T ZE R B L AR
gt DL BRI ASRIREE A2 Sh o RERE AT, i —
HAIESE T STNAEIZ B P RE IR Hh i 2

3 N

STN A Ay Hh i 11— A~ /N AT sk 2 DA Ay LA R i oft 4
A - Fr W - B Jo % e A GRS gk e, T ELAE A A
STN JE:JLFE A 2874 1 B i tH A E L0 YT 28, S LI 4T Y
N s il KAz shif 4 sh R ¥ s VA 56, T Az shs
il 1T, STN 22 G i 15 2 14 A 728 S S TR SIS it ke
b R, T R A L e RIS A 2 -3 87
RERIAL R HE | AT TR HER ST 2 gl il T RE AR AR
FIUE— AT FISE . WA STN /& 45l il £ PD & YT R
BT 2 I, STN F T B3 [ A TEE I 12 B A0
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