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[ Abstract]  Parkinson’s disease (PD), the second most prevalent neurodegenerative disorder worldwide, lacks a
cure. The discovery and evaluation of treatment method are dependent on nonhuman primate ( NHP) models of PD. A
reliable and valid animal model can contribute to understanding the pathogenesis, diagnosis, therapy, and drug discovery
related to PD. Rodents and invertebrates are commonly used to establish PD models. However, results using rodent and
invertebrate models do not accurately represent the behavioral and pathological characteristics of human PD. NHPs are the
closest animals to humans in terms of physiology, structure, and immunology, which makes them suitable for studies to
understand the mechanisms of disease and establish new therapies. This article reviews the progression of PD models in
NHPs, thereby providing a reference for PD model establishment.
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HANH AL, B2 2030 4F, 223k 50 % LA E AR
ohm—Af5 . ST RN, PD AR B 8
FEE P R 2 M RE R 2 T Y E AT B R AL
ARV 22 U e 22366 o A s 20 DA B o 2R A% A 1 A
BRATE R, IR L, PD B & T2 I C & R 5IR
e, £ KT 50% ~ 60% 2 B ik fE # 28 oC i
60% ~70% 1) 2 [ Y BEHj 423 Jot , K 22 ih) Bis Bl e
AR, WS AT P2 A AR , 7™ E 52 Wi BB B AR T Jo
i, MR, 28U H o 1 BUE R W5 AT |
MEAR P S5 AR iE SR FERfIS 20T, X 2edkiz
YRR A S PD BCR &K, HET,PD IR
ST L 2 UL T A 25 ) 20 i 22 8 R 22 L i 2 A
W) R 3 E R R B R] ) S 4 3 26 24 ) 1Y)
FPR B WTS I S n R A5 L EE Y i
BEAER AR AVERY TR AR N R R S T Ry
ROR T LAZE ik (85 R, T A0 YT R T AR E
IR, (H X 357 T B (19 & BRI 1 25 AN JF
SRR ST, — DRI R R PD A KT
TR AR Ak 1 30 W) B ALK A AT PD ) & 9 L
il 2 W I6Y7 07k L R 2 i e i BT

Witk S C 28 )iz T L PD R TR
MEZh Y, anoRmg Aol BEE ) i T Hop & on i
A ETHRAE, AT AT 25 iE RO 8, B T PD
R a7, JE AN R K 28 (non-human primate,
NHP) , et 4L 5 NRER T, RN A7 8 R
AL AT RE D T S NG EAHAL, S S T
BRIk PD BEAL Y NHP
AR . M1 B — 2 B 2] A B
FEASRESIT  SXAEASAR HL AR T WG s R T
TR I O Al i B AR GE S e R A I A
0 v B AR L A8 75 BE T BE 3 BR 818 ( magnetic
resonance imaging, MRI) FIIE HLF & ST B ALK 2
214 (positron emission tomography, PCT) X K Jixi 4%
I RESEAT IR 4R AL = 20 PR R . X SRS
PIFW] NHP J2& HUE 5 0F 5T PD A9 3h#H, Rk, 4 3C
L LS MR PD ) NHP AR5 8K AT
NHP [ PD HEEIF) 25450 B AL BTS2 S A
et

1 HESRFSRE

1.1 MPTP #&%5!
MPTP , 4FK 1-F 3 -4 K HK-1,2, 3, 6-DUE L
WE LT Ak 0 A o B M o A0 R R L 1) B AR

AL EF B ( monoamine oxidase B, MAO-B) ftifi & 1-F
FHe—4—ZRFLNEE 25 F- ( 1-methyl-4-phenylpyridine ion,
MPP*), J5 # W H £ B Mk % i5 K& ( dopamine
transporter, DAT) #5iz Z4MEH , SLPARE 59 |
G 0 A AT R | SR BRI 1 2 T B e P 2
J6', B, MPTP S 85 & A il £ PD AR 1) il
SR, AFEEEY R MPTP 9 U8 A A [H]
— PR EIR AR UR A 2 5. BB
FITETRT A ) T . BB MPTP AR SR
FAEWE . Potts 5573 1 9B 108 HUB A Ik
CESS MPTP 1975 %8, 43 th a1, Dk MPTP i 4
5,3 ~8 ANz s BEtG 2 A R A, Rtk # il & s
—IR MPTP {415, 270 8 Ji &3 JE AT — Ui AR
AL ; @Z AR i3 S MPTP , 1T DAk 20 I & Y
KA QR AR S AT R 2R 4 MPTP il FL %
LB s SRR Rk, EFRNKEE ST MPTP (1)
T M EOBE PR RRAE X R E AR AR (AT SRR
RERSEIUL PD 18 Mk & A B ad B, Seo %51 7E BLIE R I
VBT Bk, T i — AN FR 8 18 1 NHP A 4 FR AR
Y —JE RN (0. 2 mg/kg) , A2 BB X LA T
P52, 4525 48 J 5 , BEAURE B SR AR LR T TH
FH: #2280 B I 25 | [R) s ads B BB A6 v A9 T 4K
U0 44 A 12 P 92 0 2 T Fiki B, 25 LY, Masilamoni
ST R AR MPTP 45257755 (0.2~0. 5 mg/kg, WL
P, — R — Uk 2 21 J) | A6 TR R v 3
T PD A KN Z et & TR 2 R, Uy
AR HTHT 17 J8 5 J8 — LR 3 4577 0.2
mg/kg FI A MPTP ,J5 4 FJH% K 0. 5 mg/kg HI%5
275 ST T T RRUE BRI 4 ARASE RO 98
PEZ 2505 Zeh A b I ph 2T R 2 T
i, w2tk T b RE MRS I & G L 2E AN 2, i
IR G T 5 19 MPTP 7 — 23 b 2 N 4R 21
FlHEE /N, —JH—¥K 0.5 mg/kg MPTP ¢ F 5%
M, B 2.5 mg/kg F1 6 mg/kg I, IR & 0K
A ) s B AR Ak, AT R AN B I JF Hd & A=
g NSRS T MPTP B T-BE A 44 PD
SEARFIG BER I, R ZEZE 3 d 739 2 mg/kg .2
mg/kg 1 mg/kg B2 N 1S AY 45 25 07 i B AU 1) A2
A AN A R 3 0 R B AN — B, A7 2R R L T 1
AELL T

EAR I R L AR T Yy B 8 AFE T B
MZ53 MPTP, a]if S i BEMA G ARAER, 5~9 ¥
R T 5 2 MPTP 57 & 72 20 ~ 23 2 iy =
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fEt ek A, AT Sh W Tl RE I REALAEL PD Sk A
A SEPRIG DL, (M AFEARN R B L, Shi % R
LA EE 0. 2 mg/kg Fm LA S MPTP 45 1 1K
ML 15 d, [E P 8 A5, 5 2 Wi 24T 30 d,
S PSSR A S 1 A8 AL AN W] 98, TS SR FH 7 AR fE T A
PIBEZE T MPTP ; JILVE + bk i, 280 T R e )
B AR SR, LAER) MPTP RS,
KREBM BN BT PH o RMEEN (a-
synuclein, a—syn) UL, (HE&A &K BERR 1LY a-syn
WA, HHE LA IR K MPTP 45 7> fe o] 4%
&, KB PP A p—a—syn 1 SR PR (H Jo L H B
K&tk PD IR - B AR AR AETT . NHP B
MPTP A7 S 45 L 1,
1.2 6-OHDA #&#!

6-OHDA, T SCAFR 6-F2 2 Lk, &2 —Fh 2
JHe ( dopamine, DA ) ZE{IHy, W] 55 4 ] DAT X
DA FYFREL, E A4S AT B0l 2k ik 2 &4 1 A
SARRE AW IV ITE M, 6-OHDA N RE i &F 1 fix
Jof B, — P B AT W ST A S R A, X i
F122 s 5, ARAIE 259 i) 35950 40 A7 ROk 2 1 & K
LA, DA PRI FER AT HHSRES 6
—~OHDA FlE 2 IEAHCHE, KT 6-0OHDA XKEH—
AT 02 A B 7 A 1B 48, WIS A BK 180 ~ 216
pe 19 6-OHDA 22 5573 5 BN 11 B J2 Fi R % ik
s, R &5 REE DRI mARHE" B
TR 5 2R AESCIR AR N, 5 A R AS I DA R #f 22
JCELR 46% 8 S IREFR S I RE B S
SRR, RES R £ BB M &0 £k 80% ,dE £
CUEREM 20 Tk T7% Mk T I B ik 2 | ig iz
BERG 0 A AR, SRR I R 5 58 5L PD
FOREAR . 2004 4F, Milton 25" % B 22 ) 13 5 19 PD
PRI A2 B 23 (8] iz SlRE AR 5 500 T B i
WU 5 ) PD AR 7R ] B 2% B BN F A i B A
2015 4, Santana %5 315 4~ B B X 48 0% P9 A0 i A
WS AT ST AR E A S 6-OHDA | S5 i
H120 g, KEUZA T RRL i & ARAER . 53 SN
FER K 45 25 720, LA 50 mg/kg 742 5
I 6-OHDA , 512 T O I Bph 28 25 3 il R
iE RN B PPARy STE T o 45 T LA e
B,

2 HEEFEED
HRTEA B PD FeRENROR BT o Sl A%

PR S AS3 T 5878 RY (5 53 (L2 IR N
RIRIEAL N INRTR) o R, F1I 95 25 2k AR J=) 35 5
& Bt FaR IR R LR Sh i oy 5K B (s
M2 FBHIF N 53R T Bk, 3T B A 200 2 84 2
R G5 v A ) 3ok ik T 1 5 R R e I TR B ) T
SN
2.1 BERZWIEE

I, FH 0 2 35 R o) 8 100005 B 2R A AR A G
2% (adeno-associated viral vector, AAV) FlfE 5 2
(lentivirus, LV)
2.1.1 AAV JEHRS

AAV ZHHE DNA SR, (A R 2 4.7 kb,
XPAMIEIE A 1 ik 68 b 4, R A 318 &
FER AL, PR H B 38 0T e A 18 AL R
FR, HAETHZ B 12 B iE Y (AAVI-AAVI2)
ENENIREEIDOE AR, ¢ N I EZ R B WU |
MAMIMERIA 2.5.8.9 B, AAV2 B F= B4 %)
LG AAVS BIEF XAl AR A2 245 AAVS 4]
XPRF LA IR P28 R S8 AAVO BUBE X il AT UL
WD HERIMZ 248, H AAVO BUYE NHP i #8528
] L AT R i 0 a8 O 25 & L EE 1 Y
AAV R C s S JEHZR DL 2 AU G, H
PR 4 58 3R 1 A9 LS RLRG 7 . Allocea 25177 & i
AAV2/5 RUZEARTT 25 9 i BE R 2 AT 4 K 21 8.9 kb,
Gerits 1 BA FLAE T AS [R) I 375 B AN W) 37 R R4
SRR TR AT B )25 1 B S A0 % R I R A 1
it 11( CaMKIlaO. 4) i3 3+ T , i 8 B AL FE RGN
rAAV2/5>>TAAV2/7>rAAV2/85>TAAV2/9>>TAAV2/
1, 5% S 40 M 9t B . rAAV2/1 > rAAV2/5 >
rAAV2/7=rAAV2/9> rAAV2/8' | Sk sh¥ A
[A] , 38 FH E 40 B9k 5 ( cytomegalovirus, CMV) J3 8+
TEERG I R e 22 . 1o — R 4 6 HRE
A7 A% A IR P 2 AR TR SR A, & B
rAAV2/1 rAAV2/2 Fil rAAV2/5 75 Kk i sk
OSSR 2E 5 T A I R it i 28 T A (CBF
BRI BB #e 25 ) Y rAAV2/1 I rAAV2/5 FE 54
Jif Fb B AP DB T rAAV2/2%) T AAV2/9
BEIEFE KB, TCie sh W s e T 0 B R AN
SRR BLE e BT 4 AN/ e B4 i, ik, 25
AH S SR EBIRE, HAT, AAV2/5 BUA
AAV2/9 BIT] BE B E A /E S8 PD A5 1 I i A
AAV2/1 WATEN S
2.1.2 LV i

LV &P iy A G 95 it 6 9 B 20 T ok 1Y) B
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RNA 5%, U 255 <9 kb, REREDLIE A 16 15 T3
i, 2001 4F, SEERE G KT 18 05 B 1 Sk
BRI ZAG IR 5 T 58— Rl 4 898
Y66 F1 (green fluorescent protein, GFP) FA)%% & A
AT AR SRR [ R AN 7E A B A0 i
Fk 2008 4, Yang %Y 7E 4~ 8 4RI R NG
Hh A S = AR DR A T R AR R B
ARG TR R R G A | H b, i SRR B R
] AR AL, 2009 4, H AR 0K K 1) 5. 6%
10°~5. 6x 10" /mL % J& ) EGFP — 255 75 13 5 2 4%
Mk fc BT BB IR BB P EGFP R 3 JE A 24 4%
AR, ST AR A
2.2 BFEAKX
2.2.1  JapiBiE At

FE NHP A B 7 44 2 47 35 3 41 %o 2 5 80tk
A, T R UL A G R = S, 2003 4R
Kirik 2500 S AAV2 Y8 P38 o il <7 1 a2 o 1
S0 7 2R B T PR 3k Y AR A e AS3T RAZHU Y a-
syn, 16 J&J5 &L AS3T 725 5]HE 30% ~ 60% I 4 5T
ZUERE M 200 2R, A7 1% 1) B 5T Al 28 oo 20 g vh
90% ~ 95% 19 40 L A3 FH M c-syn B2 R 1A, I
rAAV2/5 BUERARTE BCAF A I 0 o i v 2% 38 N 87 A=
B -syn , SRR BR T R AR A2 22 L g ol
ZoeF e I HABATA IR 5L T Rk N AS3T iS5
ST 2 I R AN AT TS SR GE ] AS3T R
T8 M a-syn, Koprich 252 F| Fl AAV2/1 B2
AT B N 3 2638 a-syn AS3T SE75 44 & B 75 7%
JE R 1. 7102 BP0 AT 0 35 1 B A8 Ak 5 i Y T
IAF 5. 1x 10" 2R o £ B e B 4 22 o008 /b 50% , £C
RIEZ B> 60% , AR RIBRFEEE D4 A
DXSUEHEF I | AR i 37 R 8 2 1 B AAV 3R AR T
DL B B SE P e 3k, IR BE R B — 2 1Y A
RFRAY | H AT A R e B T R AR H B B R
Tk,

B TG SE AR E LA, R TR 5E a-syn M3 3%
AT AL 2 K ), Manfredsson 271 AAV2/5-
CBA-a-syn VST BN Z5 7 S | & B 4 2 5000 8.
(1) o-syn Jg B, AEUAG i v O AT AR A LR 3
2.2.2 B4

(1) ilka 5452

J T E S RCR, LI R R W2 e
Gy A S AT R K S S 45 24, 2003 4
Garrett 25500 tAAV2-GFP ST 4E 72 h )5

FUh R A 4 GFP, JF H4ER: 7 1 4L |
rAAV2/9 TRk 5 BE 3 Ao i A Bt i, K ek,
B B AR B )5 0, BF9E N B0 scAAV9-CMV-eGFP
T 3 O Rk S 1 BRI L R R S B TR
MRFNSNE iz R W, % P1,P30,P90.3 %
Y B K T 5 rAAV2/9-GFP | & 3 AR M 1 1L
AR ORI Sk BB I, A4 F AR
SEMAITHE R G2 BN TR . AAVO BUR RSN
SR PGnT LS R AR R0k Kk 4 4R

(2) G- 240 B 5 i e 1

FHEL TG0 A= L, 355 B 8] 54 1T DL 3
FOR AN B AR A AT, Niu 2502 2L 10%/mLL %
FIN AS3T S8 RUNE g #1622 M 1T 1 1 T 4 B B
A, 2 Ja AT RSN 3Z K (in vitro fertilization, TVF)
FRIRREA , N HIVE 6 H AS3T 5 5 e, ik — 2
REDTESE AS3T 2848 3L [ 7F 4 B B vh &3k, IR i
LT A AR OC B A Bk AN AR D&, O B AS3T 548
B i b U LA B Tz i A b Hop (A
TR SR VRS AL A 3 B ) 7 Bk R e L 23 ik 1Y)
It A EEAVE L 2016 4F | Seita [A1BA A
J5 B A0 s 2 B 220 R0 3 5 - XS B s B A
T GFP 18R Rk gk I I S & e, 7= T &
Bk GFP (55 3L R | (H % B 1) 32 K Hi A Al
ORI S LV Rk R G0, nIfE 412U sC B
S GFP &3k T 1] 32 A O v 3 S o 2 D0 7 2 43k
FIRRYELFENME , 2017 4, Tomioka A1 BASRIE , fib ]
PR R 5 S 2 e 3 8K R I8 R G 7B T 8
T ) e S R

3 ERESREREAR

H X G B R, A0 BE 48 A% TR B ( zine-finger
nucleases, ZFN) | %% 5% I DN BF 200 W) % PR Tt
(' transcription
TALENS) | Ji 5% #9 R0 U 18] B 69 % 1] 3C 3 25 51
( clustered regularly interspersed short palindromic
repeats, CRISPR) , A] L SEHLE i di i, ZFN 255 —
AT R R AR . 1996 4F A B H B b4 B
1 (zinc finger protein, ZFP) 5 Fokl B2 il g F 58 5
DIRIRL £ ZFN i Folk 1% BR MR — 2
A BAUIEIDIRE, ZFP A &85 &8R- 1P it
RN TR Y 30 DR EERRIEFLL I, B ZF FE
¥, 84 ZF Z5 00 3 ~4 bp BTSN, R o 12
Jigtdi A DNA KIBK15 DNA 254, 5 ZFN 264, 4%

activator-like  effector  nucleases,
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SRR TAHY 0 AR ) TAL 350 —F B & E Folk
PIEIE b FRYE TALENS, TALENS /5 k% i i 6 77
X fA] 51, CRISPR/Cas J2& 4l B %0 & 2 4t (1) — 3
4 XAHARGE ST R WIS B4 5 RNA (single
guide RNA, sgRNA) Fl—1> Cas #% R N VI, 5
HI Cas #Z R N VIl Cas 9, ZFN WA &, %%
fIC; TALENS 44056 157 | JI8 S 22415 A4 22 J&] 6 5 Cas 9
RS TALENS 1) 5 7% SE PR fE T faf 5

T, 33 JURR R AR TE W L 3 ) Hh & A — o 1 i
FH AEAE 4 AR Hh B AT AR A R 3 JLAE,
H AR5 Coghlan %) 38 19 3 [K 20 4 4 A 2748
THRME) SNCA FEIH 7= 15 T 85— FUf 4 AR AR A 5
A BBOBEAE S —AF S B IR e A, 5 AR i T B
HE G B AR R AR R, 2019 4F E N E G
i 440 i Fl CRIPSR Cas9 $% R A% T4 — 1
PINK1 @A LR 28 BORAR B 30 b 2 ol
JCIRME S PR G A A SR I N i, (R PR g
BRI RE = AT A AE L | R i R AR AR X IR )R
AL AT I B SOGAR 22 )

4 PFF #&3/1LB &5

55 /MK (Lewy bodies, LB) & PD 4% FRP: bR
R0 LB o 3B 40 o E A 2T 4 R AR K, a-syn
S R R W TR a-syn REMA
PD IR AS NH X, BAE T B IN N a-syn HLARF
TN % 5 27 4E 2 T0RE 9, 128 R AAFE AT 4E 2
ﬁﬁﬂ"])ﬁ§$éﬁ( preformed fibrils, PFF) EAENER,
JCPFF il 2 A — 52 MY SERIR OB 1977 58, i
TR HIEAIRAFTEMERE . 4 %51 o-syn PFF
TR N B8 7= 4= 7 PD $5 P, Shimozawa
SN ] AR AR EBCIRIR IS a-syn PFF, = )5,
o-syn S129 B R Ak B 92 S5 g A I B P 1 H. oc-syn
MECIRA R BTYH, K T PD A o A%
BRI — AR a-syn AL RRAEI A7 A A 1)
WEIAIE R a-syn PFF, 1 AN H 5, fEREM A
WE BT Iz S Az A I 2 /0 B (R BRI o-syn , AIFFE 47
g 120 ) A RGN A R E R EPER) a-syn,
T ZHET A IR R BT XU a-syn MAAM LM%
i F X Al R HOR AR AT

1 PD AT I 4 U LB 2 3 A 1 P BT i
SURIRPY B AT LS AL a-syn 5 BHLFI#R 2238 17 M0
AFNOT IR, Arotcarena A5 [ A I BUIR TR R
S PD BRI a-syn B SR EMZ

IR & B a-syn i BE 22 B9 2R | i 0 5% R RE S 32
Fp 1 2K E AP 2 R E S AL I a-syn BB,

5 itig

NHP 194 iy J 4 3 A 3R AT T Bl 2k
Fe R AR R E AR A, BT, MPTP A& PD
BRI A hRifl, P2 i iR )y ik ) 50, 2 B
AL — M 570 R IEAOG, B AT MPTP )
HZY I FRrLME ] MPTP %5256 58 M A B BoR 45
15, M7 13 B MPTP 8% . i 6-OHDA SR i i i
Jo it 22 2R B— R ki ST A2 8 A S A R 2
AN Y 1 — % LA B, — A i
A /MEIIE K, HL25 5 555 PD i 1) & 9 i
TR R, HEFEGR i I IRI 45 28, 7 L DR s 5
WA —EXMERE A B 3 IR R R 1% B 4% DL
fiF: OIEH BERL A 75 F RN 4L @3 H gk H.
BTG ORI AL N, AAV IFRBEATE
BRI L, AAV 330043 26 1 5L DA 7 A AR AR
WRRPATRES KRR, SIAN W5 B/ NI p-
a-syn KV 5 R SCIRAR AR AR BE A 6, TS5/ RS
R )2, 61 p-ai-syn 7KF- 55 A8 M 22 (] AH
K (EMRERENE BT ASN asyn BEH
AS3T 878 it LA Mk F AR N 3 R 3K a-syn AS3T 28748
FIEE F R REIR R AR IN A AS3T 2AE KAV 5 %
WE, CRISPR A5 HoAth 35 PR 4 48 AR AH Ee, w] LASE
PR I BE PR A A T 2, RS B BRI, (R A
MEPE K ATHAFAE o B4 T L, SR T, 2 o DRSS AR ] L),
EERACE BTG HLER G fh 2 YRR R R
RIS B S/ IMASE: PD B3 I bR R P e B
1M o-syn FE N EZ R, B0AH PFF B2
BRI BB NN SE R IR E 08, F AL a-syn
PFF HAME B T PD 1 £ (UL RE #2800 2 2% B 4%
fIE I PFF il 28 A9 T 208 5 AN FaE . PD AR g
PEWC) LB F=Pi o B 5 4%, 365 70 20 RFA
51, AR B — R 22 (B A 22 57 T BE 2 R B SR

N

poi

1

=)
Jto
6 IS

BZ, BE NHP A7 — € B kG, (HADSR 2 5
NREHEIT 09 3h W), T 5B LB 25 1 i A i
GV EAIR BA A AR PE R H i T1E
BRI, ™Ay 3R, AR B R g fl
H NHP,
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F1 dEARKZE MPTP 8 545
Table 1 Summary of MPTP NHP model

YRR AR ERELT Eepipee JpiE IBERER AR DHEIR
Animal, Age Dose Route Pathology Motor symptom Non motor symptom
SN A% FER% TH T2
T 21 0 18 4 3 40 18F-FP-
IT BP ¥ 5%
. 0.2 me/kg, 4~ 48 Jil,—Ji CIT BP S8 AT
Seo!® . TH expression level was "
A A —x decreased in SN, caudate GA FE(IE
0.2 mg/kg,for 4~48 weeks, im ) ’ " Reductions in GA  /
Adult cynomolgus monkeys nucleus and putamen; T
once a week . P
cell chronic infiltration;
18F-FP-CIT BP
decreased significantly
SR AT 2R B
0.2 mg/kg, FIH—JF 21K, N , B NIRRT E
- e ke T F R SCN ., L B2 47 lshatasiai
Fifel BREEHET 1~2 d —1K, 18~ s PRI
JRAFAE A 0d . - . . Loss or reduction of
. i.m No pathological changes in / L
Adult rhesus monkeys 0.2 mg/kg, twice a week circadian rthythm,
L hypothalamus, SCN T
initially, towards the end of K endogenous  circadian
and retina L
treatment, every 1~2 days rthythm remains intact
FrAi 725 1 5 O/ PE A B B
AR BUIRAAR Chl 25 5 A
S . 25 SCIRF Chl 18 AARE
ST B 4.3~8 mg/kg FEAIR
A:l It th K 4.3~8 mg/kg in total i.m Thalamus degeneration;  / /
ult Thesus monkeys CM/Pf  volume changes,
striatal  Chl  density and
number decrease
0.2~0. 5 mg/kg,—JH—x,
21 Ji
o g [55] i. / / /
Gregory Porras 0.2~ 0.5 mg/kg, once a wm
week , 21 weeks
SNe Ji& 00 #0175 M ) TH-ir
M T EW D> T A
80% B ¢ AR AL 1, B
WA 2 R A R R
L0 mke 43 IR AL
Mahmoud % 2.0 mg/kg, FEATIELES d . .
R 10 mek for  three Number of TH-ir neurons in
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