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Study of the neural pathway concerned with
the non-rhythmic involuntary movements in cats.
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Parkinsonism (=% L, Cotzias & (1967)V%¢
L-Dopa HkE#HEDHEMHE % BEL TLR,
% DB e iEEMFIC L > T, L-Dopa Hi&E
PEAERTIRE->Tv 3, & LICESE,
L-Dopa & KR EBEBEREER AT 3
Z ik, 4En L-Dopa CHiMA dopamine
(LT DA tms§) i 2 5%, DADKIEHE
ERZ2BF 22 RAD LN, BENERRS
ErBRoNE LI -7, L LEOKE,
L-Dopa & BIfEH & L TR, O - &%
OBk, K&z A 55 L-Dopa induced dys-
kinesia?~® »H HBURE ML, HFHEBREIT
b7 Parkinsonism #50~90% 7 #lic L-Dopa
induced dyskinesia N EEHALNBICE- T
W358 =g L-Dopa induced dyskinesia (%
fEMEF A2 13 chorea IcBH THUL 2AHEE
EHTH), TORBBEOHRAIZEBRNOLD
b, i, #ENBROFEEELMS Eb
by, BEELREEL % > T 5, Parkinsonism
REEHKEDA =2 —or 2HhLELRT S
CRBEEHS ZNFETH S L ENTBH710)
Z ? L-Dopa induced dyskinesia <> chorea |3
WL BRED ZDERBRNBE L TER
LZgEE EHTHENTHHI LEZLNTY

113 ki 3 Tid, DA, acetylcholine,

5-hydroxytryptamine (LI F 5-HT & #&3),
gamma-amino-butyric acid (LLF GABA * &%
¥) % & % neurotransmitter *§ 2/ D=2
—BHFEETIY, INLDMDT L AH
BT, DA »ERA 9 hid akinesia 2 £+ L7z
Parkinsonism MR % £ L, #ic DA »58% & %
3 tdyskinesiak ) EBIERELET S L&
2N T3, T4 bb, Parkinsonism it 2
L-Dopa induced dyskinesia iz #:k{&k DAL +
7' # —) denervation supersensitivity!¥ »'ff
ET 2RI BWT, L-Dopa # KEEFT S
ZLICE-THELENTHA ) LHREN TS,
—7%, = L-Dopa induced dyskinesia &
{ Jfl L 7z abnormal involuntary movement
(LT AIM ¢88F) 290 A3 2 HWTER
BYICYERK L 1572, dyskinesia Ic 31T 3 fig 4%
HEH, MR LFENIRELEHIRAD LI N
TWwaH, REF-LEZREIBLATHZ W,
ZZT, AFEETIR, Fa30PMABEREE
¥ (ventromedial tegmentum—LLF VMT &
BEY) KRHBAEREZEDHAL, THOEHEE
KAl & D AIM 2 FRVe L7z LT glu
tamic acid o ¥EF M TH % kainic acid
(UFKA 88 9) (R 1) #%BRKIFEE (head
of caudate nucleus—LlF HCN »B&9 ), #3%,
% &2k (globus pallidus—LIF GP ¥ 8&+¥) ic
WEEAL THEEZMERL, AIMICRIZTH
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Kainic Acid

1 Glutamic acid 3 & U* Kainic acid H#:iE R

BLEBTHELLIC, TORBRICHSTI®
BRI OWTRERIT- 2.

- 3

18 TEEREDALER
thk&E2.5~3,.5kg NiLEAY k BRI BAR

278X AWz, HiEET F o 0.03mg/kg
ZHERIE S L CHEL, BB S 2 ~15mg/ke
PRRERE - LUHER LD ERL, BRIET
ICEREIT- 2, RABMHREMAZEEIFIC
BEZLEEL, air drill 2T/ L2 gD,
Snider-Niemer D22z H#E- T, —fllor VMT
(A:4.0~4.5L:2.0~2.5H: —5~—5.5) ic
5+#20.5mm, EEUEEHE I MmOART > v AR
FOHAEERLFALZ., SRBOXNBRERE
DEEEESNE (3 ~10V, 0.5~1.0 msec,
20~100 Hz) ic & » CTHIGREILOHEE, MRSk
DRE, BENRWE HEHEHOMHENIZA, O
&, KX Ddchorea HAEEERHHHR
REDY, TNLDFIMHRIELEL WE
fric, ERtAEA> P EHACCEELEAEEZICH
ELTEREERRA L.
g2 BARHER

FMERIIERNEDHAATFHH%4, 58%
Bl CEFNREIRELZEBbN K]
LIk, ERETICENFIORET, BERICa
— FE#kL, BFALEH electronic stimula-
tor MSE-3R # A\, 3 ~10V, 0.5~1.0 msec,
20~100 Hz »%EH# T, VMT HEXR#E T

Vv, ZOR#REBREL.
£38 BERBEMIREEER
VMT ic B 2#E0HiAA, ZOEI[RMBIC X
S>THEBRENL W AIM »ERINLZ & 2
ZL718n%2 (Cat Nod) o, TE 218
AATZVMT & REAIDRKRENMI (A 10.0,
L:5.5, H: +3.5) IcHsEsER Rl 2, Bl
HrLCHEET F ok 0.03mg/kg #HEL,
FREREI X L CHaB 4 7 3 >~ 15mg/kg ¥ I &
NERAL, fREA/RTICLAAHEERTIC, |
EiZ air drill 2T/ ILE % - 72, EEEE
m% BERICR AL, Stoelting #H B E 3 Le-
sion Producing Device # ¢, Ef%&H%
B Lo Blkict), 5mA, 10sec NE
BEEREERZ1T- THEBELERL, BEE
SMutLEEEE ) VMT #lguc L 23R4 BEL .
%48 KAZAELER
VMT it E& 2 #BHirAA, THESHSUC X
D AIM 2FBFELLHAII6EEEANT, U
ToORAIc KA 2 EFEAL T, BEELE
L7,
@OHCN. anteroventral part (A :17~19,
L:4~5 H:+4~+5) (Cat No.5,6)
@HCN. rostromedial part (A : 14~15,
L:4~5 H:+4~+5) (Cat No.9, 22)
@#i#k (A:9~18.5, L:8~12.5 H:
0~+1.5) (Cat No. 24, 28, 35, 36)
@GP (A :10~13.5, L:9~10, H:0)
(Cat No. 13, 14, 15, 17, 19, 21)
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®entopeduncular uncleus (A:11.5, L:
6.5, H: —1.5) (Cat No. 25, 33)
GPIcKA #FALZR268HNIH, 3§
(Cat No. 13, 19, 21) Ti2GP 7 medial part
DAHIZ, %72, 158 (cat No.17) Tii GP
o lateral part D AIZIRE U 72 5518 5 % VER
TRERAT,

KA RHEZEREKKBNLNZH, £K1
mlic KA 2mg 2 &L CZDHEME 1 k]l (KA
ELT2u8) 2B/EMICHEAL, EALOM
gafart+ oI EEIN L L BN TR
100 BLA.IC, VMT R&%47-> CEBHHR %
BELL,

B5HE MHBFENRE

HRESMUIC SRR ESREIC L 2HUEH
2YERL 72 % 2 (cat No. 4), B L'V, &k
NEWALIC KA 2MEEAL THREEZERL
7222 938 (cat No.6, 14, 15, 21, 22, 25,
28, 33, 35) D&, WUEHEEXEH VMT#H
BMICE2RHHREFBEL %, WET Fob
>0.03mg/kg ¥ RIIREE L CHY, BB 7 3
> 15mg/kg BHEIC L 5 HBEE TV, AERET
o & ZAERTICEBEZ21T-> ¢, BERXER

\_/’V

FBRBEL, AT-TALEEALT, 10%K1-=
1) > E500~1000ml (C TR R L /2. MFER
#*, BEERDEL, 10%k0=) > iEEbIcE
L, 3EMBEEL 2%, MRKEMUKIEE 21T
SRR 2UTB VT, AIEINIC L 2E S50 @
BRI R e L CHEE 2 Ep e, KA HEA
EBREZT-7R2 BT, EIX5~10u
A0 B o Hematoxylin-Eosin 465, ¥ L U,
Kliiver-Barrera g:faic & - T, KA Ic k 5 #itE
Rofffy, MEEBFEHELICOEREILZ,

X RBR & R

18 VMT ouigshE

FENBEBA AN—MVMT (A: 4 ~4.5,
L:2~25 H:—-5~-55) (M2) icEHE%
#BHiAA, 3~10V, 0.5~1.0 msec, 20~100
Hz nEHEEBRR#BE2IT-72. HIHERICHEE
EEnZEiL L, RgAEILOGERE, RRkoNE
HBEZY, 2L ABNEREB W THEES
& R BN R # A~ turning, # v TR
HailEn%EE, 7203385 5:EH), chewing,
licking # &+ L7220 - 0 AIM»8HES 11,
& {2 |1 salivation, urination, tachycardia

A: 4.0- 4.5

L: 2.0- 2.5

CG : Central Gray

SN : Substantia Nigra

RN : red Nucleus

Ped : Cerebral Peduncle

II : Root Fiber of Third Cranial Nerve
2 VMTADEBHAAERNIE*RTHEAK
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)
T EDBAEMRERDERLBDLNE. Zh
50 AIM RIS RHRL THRES N, MErh it
RULBVHBRWCZHoNk, kS p#n
LR E2 2L 72 L DIIATHEN S BITET
N, MNIBRIC B WTIE, FEZHRIZEDHS
n7zbnn, AIM H»BE THREHTLWLNS
B, R~ turning DA 2L 723 7 35,
A - & chewing, licking 7% ¥ ¢ bucco- lin-
gual movement K TH 72 L D 2HEH, K
XD AIM LHBEUh 720 N2FET
Holz, INLNRFHRIBIFA—DRIIZBN
T, BERABOCNERLICE » TR L AEEE
BrBRENLIOVBEI NS,
F28  RREMURE %R

VMT EX5##IC & 0, M~ tur-
ning, O - % chewing, licking, KiHlFiKD
BERER L COBRBLHBHRLZEL 2 X
2 158 (cat No. 4) #Hv, VMT#g s R
DRERBEMAUZIC SRR ESEEC & 2HEE S
ek L, 4 HBLU%IC VMT oERl#xiT-72.
VMT #i#ic k0, #REILOLERE, BRko
WEI2 38 b 7z d5, RIBRSHl~ turning,
AV RM

CN : Caudate Nucleus
AV : Anteroventral Part

RM : Rostromedial Part

"

.‘IIL":DE

Ll

O - o chewing, licking, RXHAIRTE DB &
WEs Yy AIMZEHLNT, BHEKIZ20
~100 Hz & T, MIMEEX15V F TEARZ
+TH AIM nHBIZA LN L7,
£38 KA EA#%N VMT R#hR

X3 »in<, HCN o) anteroventral part
(A:17~19, L:4~5, H: +4~+5) (Cat
No.5, 6), LU, #Ek(A:9~18.5, L:8~
12.5, H:0~+1.5) (Cat No. 24, 28, 35, 36)
WWKAR L B2BIBREAERLARA2ICE VT,
WiE% L VMT #l#ic & 2 chewing, licking 7¢
& 7 bucco-lingual movement = xt 18l Bif% 7
AIM FRER E AICED LN, BEICL S
VMT #l &R Bz A s nbhh» -2, —H,
HCN o) rostromedial part (A :14~15, L:
4~5, 4. +4~+5) (Cat No. 9, 22), B LU,
GP (A :10~13.5, L:9~10, H: 0) (Cat No.
13, 14, 15, 17, 19, 21) 28BEL 2222
WTIE, BEERIC VMT #igic & 5 AIM (374
%KL 7z, %7z, entopeduncular nucleus (A :
11.5, L 6.5, H: —5) (Cat No.25, 33)»
AR LIBRBERLZERT~{ KAEAR

X3 BREN KA EARMLERTERR
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M4 BRBESMUSERSEE (FiEEK)
(Kliiver-Barrera #:6,)

®@5 HCN rostromedial part ~ KA Al & 5 &%
(E P EAR
4 ;B 2 HON IEH Hi(%
(Kliiver-Barrera 5, 2001%)



6. GP~» KA HEAIC & 2 &1L
(E:EA%

B BET 3 GP EFHEE
(Kliiver-Barrera 5. 1001%)

fTo72R 32 BT, WEHIC VMT #igsh
RizHxL 7z,
F4H MBFORE

EREEEARSEIC L 5 RRENMUKBIE 21T
-»72%a(Cat No. 4), LU, KA EAICE
LEEE % R L 72 % 2 9 FH(Cat No.6, 14,
15, 21, 22, 25, 28, 33, 35) IC2WC,VMT
EAMBERKT R, ERPYAERICL ) HE
42 7>, X4 i3 Kliiver-Barrera iz
& ZHIEMNIC BT 2K BE N IROESRKERE
Bick 2BBEETH S, BHEEIBEMIBENTE
A ETRTE—HMUR.O%, RARERNIC
BATWI,

KA EAIC L 2BBELERL 29BN R 2
22w Tid, KA EA%I2~158 BB % R
B L, &Y % Hematoxylin-Eosin i+,
B k15, Kliiver-Barrera iz & » T, B #E
#HZL 72, HCN 2w Tit, #n#Fn HCN
P anteroventral part (Cat No. 6 ), rostro-
medial part (Cat No. 22) ic & ¢ [RF L 7o 53

B3, #ETIE, %o anterior T(A
16, L:8, H:0) oM P.LE L TKA #&
AL 7% 2 (Cat No. 28) Tl # 2k anterior
part I & A ETNT L —ENE, N, fiEE 2
Ui 2 820, %) posterior T(A : 105, L:
11.5, H:0) &% H.0k L7224 o (Cat No.
35) Tix, #zko posterior part % ) dor-
sal part * ventral part H—#F & g\ 72213 & A
ETXRTENE, B —MSACHKEELE
7z, GPizBWTi# 7 medial part (A : 11.5,
L:9.0, H:0) 2. LTKA BEAZTT-
724 o (Cat No. 21) iz GP o dorsolateral
part # —&kx 272§~ T & entopeduncular
nucleus D5MAl2/3, REH—R % S LAEEEE DY,
GP o lateral part (A :11.5, L:10.0, H:0)
zHub L2 o (Cat No. 14, 15) Tit, GP
7 ventromedial part #B{ 1T LA LT NTE
—ER#EEX MM, entopeduncular nucleus ¢ dor-
solateral part, NG # SUHEEA D b iz,
entopeduncular nucleus (A : 11.5, L:6.5,
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H: —0.5) (Cat No. 25, 33)icH\Tid, BE
#(2 entopeduncular nucleus »PI1/3% B\
#aE, GP oRfl2/3, Ran—8EEAK
BERPZHL, ZnkHic, HCN icBnwT
i1 # 7) anteroventral part, rostromedial part
CBRBLHEEREZENR, #HRCBWTY,
KA EABMIZEZ 22210k, #Bnize
ACTRTHBMEHEL B2, GP lobnT
% ) medial part ¥ 7zi3 lateral part H&4ic[R
B L 72w#E%E, LU, entopeduncular nu-
cleus NAICRF L - BBE#ERT 5 = L3
LBkhofe, FHFRTIIKA 2mg 24&1
mlcEREL, ZOEE1 1 (KA XL T2.ug)
EEALRY, WThoBlicBWwTLRER
SN EE2.6~3.0mm DRI OREIE B % 1ER
LBk M5kl KA #5 AL~ HCNo
rostromedial part ¢) Kliiver-Barrera {+6i- k
52001 DXSRMEER, M5 AIZRMICBEREL
HCN niER M TH D, KA AR B
Wi, nEME, HNXLT DB s
nah, myeliniz KRN THY, B:BEME
RRHEBEESZLVWILR2RLTw, H6E
I3 KA & A#{iz7 GP medial part ¢ Kliiver-
Barrera Qe #,iC X 2 10015 DHFRMERIE TH 517,
HCN 2 11 3 L FEFoMBE LI Bd Lz,
B 6 AFizmEPIcBEREL 72 GP D IEEMEETH
5. wTFhoBlicsvTh, BIRE X EFHR
L DBREPIZE L - dE MR A EE AR
bTricBobnd Vi EERL, HREER
SCRBENT Iz,

% "

Parkinsonism {2 3\ Ti3, #REICBIT 2
DA mEiZbiz#-7< DA v -7 ¥ — denervation
supersensitivity42® 27 L, % Zi2 L-Dopa
DREBHSI- L 5 DA DBFKEFrEL B L,
L-Dopa induced dyskinesia #*%3 T2 +* &
Twa2w, —% =g L-Dopa induced dys-
kinesia * fE{R¥:Ayic 3L L 72 Huntington’s
chorea iz > T3, 2EMIICH L CHIHIENIC
i { Bhi% GABA =2 —v > NERALEMEK
B nfzmic, BREHEIC & 2 BERKEK DA
= 2.—u > o hyperfunction A4 T, 48

f2iC » - T abnormal response % £ % kK
=a2—uv DA AL, chorea # BH T2
LNEENTWB,

47 b b, dyskinesia % chorea 7 & NARE
138Kk DA v + 7 ¥ — 7 supersensitivity <,
Bk DA 0%, DA =2 —u > o hyper-
function % ¥ BEMKKE DA = 2 —v > DM
ICEHRETHBLINTVEY, TORBH
FH & URHRBICEL TdkRIs#ENNOBE BT,
H— L REGBLA TR WDHHRTH S,

LA, BE, 2Nk o L-Dopa indu-
ced dyskinesia & <ML AIMZ 2T 5%
BEFNLPERALT, e 0midbEs, s
HERRFD L AN T 55729, Goldstein 5 (3
HH—A VMT I/ 8% R L, Rl
o hypokinesia & B #EiRE % 2L 22 vicL-
Dopa % A#i7 5 &, IR NF I & FIRRIC IR,
B - O - £ choreo-athetosis ¥k AIM »*
RATHILE2HRELLITY, ZHERETL
icBwTid, VMTEEZICE), ZoitE5
EEEHKRKDA =2 —1o >, FEEZEIRIKS-
HT =2 —u >l &, FRREZKO ML
%, BIUFEEMHE L A ERAHOBEL
EHEL B, TR, BEMoBRREKICEW
T DA ¥ 5-HT ER LI EBH HIL TV 51830
—7, Liles 5(1969)'93 & 2 »» HCNR&iBic
&0, F7:, Skultety (1962)30, rh+f(1980)2V
53 & 2 VMT ##ic £ V) head turning,
circling, choreo- athetosis #¢7» AIM ## R L
HELZEEREL TS, PRIz VMT
k- THEREINS AIMiZ VMT nEXR
B & - THEKEK = 2 — o > hyperfunction
DELTBIENTHH) LEELTNBEY,
INLREEOBMERACLEERET VB
T, EHTEML 2 THEEESrFREINL T
%75, Goldstein 5N H N2 HWIEZERIIBW
T, VMT i3I & - THREEN DAV =7
s —ickBE72&{kn iz L-Dopa # A#L 7z
LRI HKEEDS, PRI EAWEERET L
ICBITs VMT HI#TRLNZID TR Lk
EZz2bh, WTHICBWTLRLBFTTHEE
BEHHFRIALTCwBLNEELNDE, LIAT,
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~—fl VMT (BB 5 % ERt L 72#%, L-Dopa o
AREBHREIC & > THEREN B YL dyskinesia
13 VMT BSEA & FHR 38 RIS R i &
S>THRTEZ L HErdoNTE NI, =
7 AIM RBBREIC I, BEERED SHERIC
ELHERIEELBHERLLTwE L EL
LRTW3H, ZommEiassy fiber con-
nection {ZBAL T3k i—L 72 BB 65N T
Wik,

—%, BE, TN I CBOBERUBTH
5 KA 2 DB NEEAI & D, EALG
BT, BBHRES L UBRRRICTS SR
25252 %, SBRMcHREEESL &V
X OBPRZEREBIET 23330 L v ) HiE 2 FIA
LT, HxnMREs, 372, MREEEe
RFBECICHEND L) Ich > TERLB, KA
EABOMEGELIc>WTIE, 3, KA EA
105281 |3 # B B M@ Nissl-substance Db H*
3L, HorMBCIEINENEITE L
LIS HBIR R IR 2 K » T E DRBEICEILr E
L, ELICEHBEBICONT, BOFEXED
MiEL, JueFr0@EENrZHEL YD, nuc-
lear membrane ¢ distortion, #iBE N ZiL
HFEZ N, 2412213 neuron {3 % NEH0
BIZETHALTH, EA%2H2REBT S,
#1'E N o) Nissl- substance N1 £, #FKNE
BHi s, 7ueFr g, LU, nuc
lear membrane DM, BWEFEHEL, EAT
v L10 HARIC I3 E AT ZE R 4 AL IH &,
EMMF NREE, 7)) THEOKEIZDH LN,
FEA% 3BH TIXFEH L astrocyte NIHEEZE
LT3 EENTWEY, /2, KAFEATR
EEMOTLE L TOREICHT 2HBERLIN
D i, BB IiZHEEOREERIGIZES
LNV EENTWSEY, KA EAR L BER
NDKRE I EDEICIIERO L HHBERRIZED S
Nicvdt, WFRLERL ul OBEBEE LSS
=13, KA 054g TE#04~0.6mm, 1.0~2.0
pg THEE2.6~3.0mm, 5ug TIZEE3.2~3.6
mm NEk % 2T S WBEIMERS A LN D &
X naTw yS 33)'

22 TARETIIREEAUR 2 ZH 2 VMT
CEBPEORAEER2EZEALT, 2D

M

ESHgcL) AIM 28R+l H, 3561
VMT 5l & R » R ARESMURRRRIC & 5 T,
gl VMT filsic & 2 AIM S350 KT
LI rEHAELLLET, ENENRE-T2A R
Awtka0 AIM RRICEEL T3 L Ebh
naRARIE, WER, KEROZTIC KA 248
EAL, EASMIOMISE B & HIRZ AR )
VMT ESAlgic & 5 AIM BB ELRETL, =
NAx2icBT 5 AIM RIUCEEE T 5 HEHIC
DWTREREIT- 2.

HCN anteroventral part, #zk~» KA &
Al & BHIERIER T, BEA%D VMTER
Flgc & 2 AIM BRICEIZBD LN D »
7245, HCN rostromedial part, GP ~o KA
EATIE, EA%D VMT E&AHIBIC & 5 AIM
RE N %k % A7, entopeduncular nucleus
~D KA EATY, AIM REHDME % BDHT2H,
ERBOERY A IC L 2HEBERE TIE, B
13 8 13 E PRI 13 entopedunclear nucleus @) &
TH§ GPak#aF% L&A TS, entope-
duncular nucleus D AIZRF L 72 HIELIZ/ED
Bluhr -l MEFICIIE2 DEARMLIZE
W, EBBRMRBEEEITLZ %, &<
[REL7-EZE2.6~3.0mm DML &K &
L:BBEDBDLNL, Thbb, 2208
WTid, AIM # R332 #ERI: BERRER
# & HCN rostromedial part, GP, 3R 5REE 7 %I
ELRBYIERLEBHZRL BN, Ty b,
HCN rostromedial part, 8t 1%, GP icw
TH% e 12U ENy+ 72 %2%FHL T
bynrEZ LN, LHErLidrs, RERN
ICBITHHENFE, 2 5ici, Hassler 540,
FRLMCL > TERBICET 5 GP WAl
L4 5LE3NTW5B %29 entopeduncular
nucleus NAIM ZEREE~DBEENHEICHEL
TREBAAT, ZNHIBEL CHRERICIEAE
MRICHETS KA 2FERALALFETIIEBETH
5 ERbhr,

E2HEBFREB L 2K pars compacta @) rost-
ral part 7 &5 HCN ~, caudal part #* & %%
~ dopaminergic fiber As#&4§t L 42~49, HCN |z
B\ TCinterneuron =3 F 722 L TV2ED
T3 % WH49 L BT 355, 2 dopaminergic
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fiber 2 IREK = 2 — o S IC RITTHEBIZHOWT
2, RIS ER T 2 & v 34547 LB
fERT 3 ) RN, wEEHE—L7%
HEmiBon iy, BREEERIZ HCN
& B pars reticulata o) rostral part ~, #;
#Zb 5 caudal part ~NFEH L2, Zn b
GABA#243.48~50 " 35 1 1¥, Substance P5152
# neurotransmitter ¥ §2Z X LAICEN
Tvwa, GABA =a—u> F 32 nds biH
EN5GABA 3 DA =z—o oL 8L H
7 RAETIRIBNCARRT 5 e F 2 LT ) 5359
—7%, substance P i2B§L Ti3, BHIZERK
EBYIC substance P 2 FEAT A =2—0un
RABEEIERTLEINTWED, F72,
GABA 0) antagonist T# 5 picrotoxin ¥ &5
LT GABA I & 2 #0§ll 2 151 72 4k #&6 T HCN
FESMETI L, BE=2—v iZi3EEH
RyZH LN, Z 0 REFRIZ substance P &
EHER % A ¥ % baclofen #3542 %+
5Zr k1%, substance P 3 BE=a2—uv>
XL TRBEERZ2AL TR EEZLNT
w3, b NDBERRER, RREEEERD
EERERIC BT 2 1RENCBIL T, HROBEY
7t ENnTwv 3, Huntington’s chorea 123\ T
i3, subsfance P ®igA % RB¥ 2 HE2iIH
5 Lo, substance P HFENCOWTIZBES
PICENTELYT, HCNDGABA=:—o >
DERLEEREN2DHIC, DA =2—uviC
¥ 2 KAk b, DA % hyperfunction
AT chorea BT 2 L3N T3 2
7 chorea {1 Parkinsonism iZ 3317 % L-Dopa indu-
ced dyskinesia & @& CTEELL Tv» 5 2%, Parkin-
sonism = B\ TIZRKERN GABA BEN RS,
BRI GABA V77— PIEALNTES
§59 $£ - ¢ Parkinsonism o # K&K Tt
GABA Z#iEETIIEVINLEZILNS,
ThbbiEREKIcBEWTIZIDARLEERFD
GABA =2—v 3Lt ToErN=2—
o |3 dyskinesia NEIICHBO L ZE R 5 2.
Twaic$ &4, L-Dopa induced dyskinesia
DFERICBET 5 —FEY L LB KKK DA FRic
FETHEE3NT5%9, Liles 5(1969)% |t
% a2¢) HCN anteroventral part o) —{fli#/)Ni§

BT RAIATRE 7 athetoid and choreiform
hyperkinesia #3315 % »*, HCN o fhnEpic
DBETIE AIM OB BED LN L 72
B|EL T3, Cools(1972)19 (34 2 HCN
rostromedial part ~ DA FriEA TIZXTIE
RIFTE > AIM % g8 7z 5%, anteroventral part
A~ DA EATI AIM OHBIZED LN D
Sl EHEL, 2, FRVLARAIEHNT,
HCN WICHBEOBERENHFET S L 2#
HLTWBW, KA5(1981)%3—0 VMT 8%
1%, L-Dopa @F|#%5-ic &V dyskinesia % $
B HCN 28 h =2 — L 2185
AA, ErOPRERYE % MEEAL T dys-
kinesia BENFEFBEL 2ERICB VT,
HCN o) dorsomedial part (A:18.0, L:3.0
~4.0, H:11.0~12.0) ~» DA 8Lt v DA
agonist NE AIC & V) dyskinesia DEBR % AT
WA, i) BESAY 3mm Ll E#En
AN IEATIT dyskinesia NDFEEHFEH SN %
ol s L, HCON 2Bt 2 R E & ™%
LTw3, KFEICEWTH, HCN o antero-
ventral part ~o KA & AlC & 3 $akikE ©
13 VMT Z5#EIC & 2 AIM BHOHRHEE
H 5N, rostromedial part @ B LD
AIM DR ZREBHIZZ EIE, ThbLOB/EL
—3%(L, HCN o rostromedial part #) neuron
#* DA %) hyperfunction i & 2 AIM H3HNH
key structure # 2L D TH B L Bbhni:,
HCN % 5 #KICE % transmission &I L
Tid, HRL(1970)Vic L ud, RaicpnT
HCN 7 & i3 X842 GP @ medial part~, —
#Bi3 lateral part ~#%5L T, HCN An
BEEIC DWW T, #0) medial 3 & UF ventro-
medial part #* 5 (X GP #)medial part ~, late-
ral part #* 5 {3 GP o lateral part ~, & 512,
dorsolateral part #* 5|3 entopeduncular
nucleus ~NIRF L TR L E3NTW3E, —F,
Hassler 4 (1974)401%, #® 218w, HCN
#* & GP, entopeduncular nucleus iz efferent
connection AEBH LN, EN I H, 1TLA LR
GP¥E|I1/3ic, F 7z, %" entopeduncular
nucleus (CFL T2 LT3, ERERICE
Vi3, Hassler 5(1979)%? 3R E» 5 D
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efferent system {3 2&Lsic 4, HCN, #is:
m&» 5 GP S Ei~, X 5ic GP #i#in 5 GP
Wi s X 'K reticular formation | GABA
nergic fiber 25511, GP Afiin & 48P FMAlA%
I8 L T L84&E L, Carpenter® i k
fid, HCN, #zke 4ic GP N, SEimE~
DRFHERD b, GP » &I HRKE M,
HIRATE RI%~, GP Mffi» & hufE, GP
5-fi% & subthalamic nucleus ~ D4 H H 1
THLE3NTB, #-T, UbkzFinsd e,
HCN # & o) efferent system |, 2 2lcBWT
¥, 2H, GP, entopeduncular nucleus ~, &
EHIBWTIE, BE, LV, GP 2, &
BVEINEHORAE~NEFAT 23N, 252 GP
7 & LRI AMEl i~ o) fiber connection H #7E
T2:E3NTWwWS, ZnHCN »5 GP # &
L THRERBEAIKRICES RICBITS GP, 5w
I3 & 212 B+ % entopedunclar nucleus N#EEE
L CTIHERD S TH S, RENMRT
i3, BKED 5 GP ARG, BREBEK
L EEEic, GABA, B ktr, substance P #{x
EME LTI L RBEOHEENFET S
NDTHAIEHERMENTW B, 2512, GP25H
HE~DIESTRICB L Tix, Frigyesi & (1971)%2
|2 & 2 7 entopeduncular nucleus 7 & S # &
2> T, BEKRBEME EdPOZIC BT,
B+ 72HnBEREL T 7T ABMNEATS
N, #ic, FE(1981)ViiE LERFHIC L -
T, BRIV, REKIcEWT, B2+7
A MG S 7 A B &L, T DI
=—a2—0v>i3 GABA 2EEWHELTHLLT
w3, Znkt5ic, HCN-GP- iFERICBEAL T
2, FOBBREBEICHE —LREFr LN T
Wi, FIFRICBVTIE, 22N GP~D
KA Al k a8 T, VMT #lgic & 3 AIM
RANMEEALZZ E LN AIM RBRICEET
LRMEBIIGP IcBWwT1IDE 3zl tn
L 7RAEBRHLTWRILIIEETHE LR
bihd, T4bb, THELBHICESTIRER
— R —RERBICEL T, R2icBWT,
B8 —fdkik DA = 2 — v > 0 hyperfunction
i3 HCN rostromedial part AN =2 —1v >
DIEMIZE N b2 L3N, FL LT REA 7NV

M

DEEICEET B L& 2 LB RRE—RREE
{x, HCN rostromedial part, kL0, GP ic
BV, SR Eb12UEn T X2 RE
LTwayneEZLNE, §%3biIC, GP
NTHBEeRENEE, %7, entopeduncular
nucleus D5 ICHOWTH, K2 #DHLLE
hbHEBbNS,

3 ]

—fl VMT i ER % BHi1AA, SHEERMN
ok niExn AIM 2B R LHLEBA 2
2RV, REENMIZOEREERREICE S
g, Bru, BREDEEIC KA Ik 288
217> T, AIM RBUCHET 2 HERICOWT
BT 21T 72,

1) 11 VMT (A:4.0~4.5, L:2~2.5,
H: ~5~-5.5] #3~10V,0.5~1.0m sec, 20
~100Hz niEREEHEEETSMBC L), #
BERICHEEERS N L X AAEIL) fHEE, B
RONEZBH, 24V 4ABNEREBNT
R B & CERBOR SRl ~ ) turning, K3
RIETRR 2 L, F 720 choreo-athetosis # 7
AIM, chewing, licking % E£{k & L 7= bucco-
lingual movement A*BE X 1, X 5L sali-
vation, urination, tachycardia 7 ¥ 7 B #&Hi&
EH®ELBHZ, Zhsbo AIM 12 #EP R
LTEHLN, 72, FEHREFEA—DR2IC
BWTHAKNLWLNTH 1,

2) VMT EX##ic L) AIM 2FR8ELo
22t anERBRRENMIZ (A:10.0, L:5.5,
4:+3.5) CERRERRER & - THERE
YERT % &, BEE#IZ VMT s#ic & 2 AIM
BEDOLNL k-7, Thbh, O 5PN
& AIM 2R3 5 4 > 9L 2IFHKE A
BEBHL TR LDEEZ bz,

3) MEETH 2 KA »5E:BEHIC o HE Y
525Z %<, HRMmBAks L Uz ofike
BNAZRIRMCITET 2 L v I BELFIAL
T, VMT E&A##Ec L) AIM 2#FREL
723 A DRE D LRI KA 2ug 2EAL, B
%D VMT #lgshRoebxBgEL 72, HCN
) anteroventral part (A :17~19, L:4~5,
H:+4~+5), LU, #3k (A:9~18.5,
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L:8~12.5, H:0~+1.5) ~» KA A%
VMT ORBRRIZEAR &ERBECEDS SN,
¥ AIM RABBCEREOBESIL T
TwEBbhiz, —F, HCN mrostromedial
part (A :14.0~15.0, L:4.0~5.0, H: +4.0
~+5.0), 8LV, GP (A:10.0~13.5, L:
9.0~10.0, H: 0) ~» KA EATIZ, EAH
CEH LN VMT #l@shRizigkL 2, ¥
bbb, TOWMBMN=2—v i AIM &5
CEELEAZE-TWbEE2 60, 172,
AIM RHRICES T 2 WEMIZ, ZoFmHICE W
T, 2 ey 12 Ens+72%#%HL T
WwaEEZ bz,

4) MBFORELZITY, KA 2ug2EALL
EWOc BT, KAICKNEZE2.6~3.0mm
DECBRFLIZRROBEEEIERE N TS
Z &R, REBICB VT, ERLMEEED
BEERLL TP L 2WALL., ©5,KA

X

2k 2HHERIC BT, myelin iz L { BT
B, BRABRMEIHELZIT CLwintHE
Zbifz, Fi, HEKBEMUKBES 1T 72 &
BT, BEMAUKICRE L 2B % ER
L7,

UEnZ e, 2an—f VMT EXHEIC
&> TRAT 2 AIM o E#REICEL T3,
VMT #geRUMDBES» HLFEL T, HCN
rostromedial part, GP ##2e L CTHEBR M
RICEL MBI EBLEREZRLLTEY,
N9 1, NCN rostromedial part, 3 & UF,
GP i2BWwT, %ty 12EnL+7X
PATORBTHIEEZ b,

RERBITHY, HEBRL 5 HEH

B 2 BHEAR RBHIK, L b, REFREH
BRI RELDHETLERLET.
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Study of the neural pathway concerned with the non-rhythmic
involuntary movements in cats
Yoshikazu YOSHIMURA
Department of Neurological Surgery, Okayama University Medical School
(Director: Prof. A. Nishimoto)

An electrode was implanted to stimulate unilaterally the mesencephalic ventromedial
tegmentum (VMT) in 27 adult cats. Abnormal involuntary movements (AIM) such as
contraversive head turning, bucco-lingual movements and choreoathetoid movements
of the contralateral forelimb were elicited by high frequency electrical stimulation (20-
100 Hz); the cats were unrestrained. Such AIM were abolished by damaging the thalamic
ventrolateral nucleus ipsilateral to the stimulated side.

In order to investigate the neural pathway related to AIM, kainic acid (24g) was
injected stereotaxically into either the caudate nucleus or the globus pallidus in cats
which had AIM during electrical stimulation of the VMT. These experimentally produced
AIM did not changed with injection of kainic acid into the ipsilateral anteroventral part
of the caudate uncleus, but were abolished by injection either into the ipsilateral rost-
romedial part of the caudate nucleus or into the globus pallidus. It was confirmed
histologically that the intracerebral microinjection of kainic acid produced degeneration
of nerve cell bodies and dendrites near the injection site while not affecting axons termi-
nating in or passing through it.

These results suggest that the neural pathway arising from the substantia nigra
and leading to the ventrolateral thalamus via the rostromedial part of the caudate
nucleus and the globus pallidus are essential in producing AIM by electrical stimulation
of VMT, and that this neural pathway contains at least one synapse each within the
caudate nucleus and the globus pallidus.



