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[ Abstract] Parkinson’s disease (PD) is a progressive neurodegenerative disorder, with an etiology that is now
considered to be due to interaction between genetic and environmental factors. Typical PD features include loss of
dopaminergic neurons in the nigrostriatal region, with typical motor traits of PD associated with dopamine deficiency.
Animal models have contributed to determining PD etiology and pathogenesis, as well as testing new therapeutic schedules
and novel drug research. Rodents, tree shrews, primates, and other animal models of PD have been established by
different method . These models each have their own advantages and limitations, showing different clinical features and
pathological mechanisms to those in humans. Therefore, the appropriate model for scientific research must be carefully
considered. This article reviews the main neurotoxic and transgenic models of PD.
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nigra, SN) H1 & [ f% ( dopamine, DA ) #f1 22 T 1Y 2
SN PD TEB 1 L B B A R XRE IR YT
5 JHIX B8 3R T7 O 1k I AN S ol AR 0 Y i AR
I, FT DAV 22 545 1E PD i JR (1) T 4 it 4T3 2 ik 75
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RIRHL BT BIG T 7 M2 Y i A b B E R
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1.1 6-REZERRER

6-¥23 L I} (6-hydroxydopamine , 6-OHDA ) A
R o I FG 5 e, FEA5 55 DA P28 88 SRR 8L, XF
DA Ji e ia 8 A HA @R AT %S DA Mool
EHE ERERRESh TS 1, i i ik AR A I TR
IR L 25 R /0N JE B 4 AR P DA il 28 T R
SR AENLE " -

BE 2 5 AN 1] i 5 N 218 22 5 350 %% 35 (substantia
nigra pars compacta, SNe ) f# ] 2% #1181, Vijayanathan
S DM 6-OHDA 122 5 3 (25 mg/kg) W AT 5T 21
TR b A AL L3 d s, s B A I 8 7 K o i
Hh i pf 2 e A, OF ELAT R 2 A D S 7R 12 2l B R
HEE W W R, DD g o7 BE S M PD O AL,
Kamifiska 25 B AN ] 71 £ 11 6-OHDA (8 .12 .16 pg/
4 uL) ¥ A Wistar Han K 5PN 0 A i 5K ( medial
forebrain bundle ,MFB) , i/ 5% 3& B | fifi FH f /=5 77 & )
6-OHDA H.JCHb 5 I\ W F50 b AT 375 2w 28 fA T ol 2
AE  A] T ST R PD PR IIARAE AR Y, Thiele
ST RIS s A /IS B T AR AU A 1 A i
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LT ANZ™H PD ML FRES AT PD 24
Y15 T HA W

RAESOCRARTE ST 6-OHDA 7] S35 AL PD 15
G, SN H & & R 2 AL B (tyrosine hydroxylase,
TH) FHYEAIA 1 2k 29 63% B TC o-Z it EH (a-
synuclein) & ik B9 # JEPY . Santana 25100 XF g A
MFB Hfll| £ 437 55 45F 6-OHDA (4 mg/mL,10 uL) ,8
JEL I X R FH R RE A B0 73 AH EL 8 JEL AT, X4 Ak 4t
() h 4 B ™ B L RSUE A8 B A, R —
FREEM B &K, 32 JAII ) PD PF43 % 8 T %,
RIWR B 22 B B AR P S B KRR S8 1Y
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VPR ARG, R AP S Ao i A 5 e, 32 i Ak
153 AT i o (AP W % 42 5 W) R BB DA gzt
RS EL T DA B = ZE A AF, WA DA #i2
TCHEA T AR PR 3 R

/NEL MPTP 1 45 #5224 B8 PD iz 2 B
figlte = 18 i Zhang 251 SR I MEYE CSTBL/6 /N
JENVEST MPTP[ 30 mg/ (kg-d) J3£4E 5 d, BARECIR
& DA # 2T | a-synuclein 7KF- T 5 H i fi B¢
B3 S PR AR (H A B S A 3 sh Bl 4 T T g
SEHTEH'E IR E (norepinephrine, NE) & 4t #ll
DA RGEMAMEVER . Daver 0 45 H B T 80K 4
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BT AL T 2 vk kg Pk 5 MPTP M 1
C57BL/6 /NERABIAY , 25 5 i 7R 4 40 i SCIR K DA &
IR —(Z60% ), 1M TH G DA BEFSIZ K
KIS BGR T MPTP (9 BAGRI R, BAR AR
Sk PR/ R o o AN T 5 68 B KT REAG, 5
PP AT MPTP 5374, 3% 5 Rousselet 2512
R R —3,

TEE B 18 % M E K B MPTP 4525 (0.3
mg/ kg , F kS, MECTE AR 2 % 4524 ,10 4FJ5 Ab
FE) ,FERIAIY SN 128 0 I 1A RN 28 £ 2 25 4 v
B a-synuclein L2 BERRIL I a-synuclein 3 [ i
P A JCHANAY LB & B R SRR = 0. 1
mg/ (kg-d) JMPTP £ FyESS 14 d 5 AT H 3 B PD
SR, 0 PR H R, 4 R B BN AT 5P
PD iz gtk HAT 3 EEE I RIS, 2208
ORI R R k28 18 TR MPTP ¥ TR
(0.2 ~0.4 mg/kg, [AIFE 1 d,3%E%E5 K) ,3 MHIEIF
fEAERIE L, BRI B0 LY b 4> 7Rz shRE IR |
TH PHELF g (HAR LB LB B, SR 3
ZEE 0L SRR A Y A /0N ) | R TR R R UL P9 3
MPTP (0. 2 mg/kg,45 d) ,Zh# Al B0 LAY AT R 2
R, HERR) LB IR, (HiZ 7 AR e R Rl bk o
XA EMENEFTHET, AN T RERE, Ma
S8V Rl 2 S T S MPTP[ 3 mg/ (kg-d) ],5
d J H B A A 42 7R 2 SRE IR, HLSURIR DA A
DOPA 7K &5 2 FEA , B A a-synuclein mRNA K-
T, S A4 AT GE R 55 PD & ML A0 v 7 3
YIRS, RER7 45D BF ST AR A MPTP #2155 6-
OHDA FRIAR LG, PD 47 R FEAE B B &, BB Y TH
IH P o 2 40 2 U 1 0 2> | B 7R MPTP 28 i 3
SRR T A AR i PD AR 0 A 5 1

H5REEYH L, it sh st MPTP #:ER)
TURMERAG, & BRILFE AN 32 MPP* (5211, MPTP
PR 75 B G/ FR R K S0 PD SRl &
P MPTP 4525 £ 55|40 DA Gt 24 i dE M st
T, T AR 2 P R e 2 3 R 2k
T-PEANEAET 5 S A R AT 1 i A A8, W] LA i
PD HE KM A0 T A AR e

2 HER/MRER

Bl FE PRI SR BT G PD AH SCHE R Y
RGN B AY%E T 15 A B0 & K A o
25 A XU B0 I 20 < PARK” Bk R A0
PARK”J K . ©Z4UE a-synuclein 7K 6k, 7E
R Erh B O E
2.1 EFERREE

Nuytemans %50 B 98 % B PINK1 ( PTEN-
induced putative kinase 1, PARKG6) /)2 30 Ff 0k 2
AR5 PD ARG, SR, /B PINKT 2R AR 25 5 30
WERAL 354 Rk JE R PINKL @R () FEg
IR/ BB Y G A BB 1 2R R AT M AR R
Oliveras-Salva 277 #f 5% @ 7~ 20 If 41 5€ 0% &
(recombinant adeno-associated virus, rAAV)2/7 Rk
I IENE CSTBL/6 /N SN HY PINKL (AR 23
FHERAT A BEE a DA ZHAE TS AN 1S 38 a-synuclein
PR Rl 2 B2 8 A (B2 78 PINK1T ~~ /L
a-synuclein 7% 5 DA BE 21 g 48 T R R 1k 34 58
PINK1 = /B, SN W) DA & eI A 226, (24
ARAA R fa T Y 524810 SR A 7R L DA KT
(9 5 B R AR M Glasl %5 7E PINKL /-
C57BL/6 J /NSRS DA Ah T2 b et
K, KBh PD FLHHAEAR

BHES T AR OB R W R SR I A2, Via B!
(calcium-independent phospholipase A2, group Vla,
iPLA2B) JE[H %748 PIA2G6 % 4T PD L fph &
P, Blanchard 25V BFSE BoR , MEVE (PLA2B -
/NEL4 AN B PR B A AR AR /N, 12 S B
/NEUR B SRR /NN 2 T R SO T o
synuclein LR, 15 ~20 D H IR H 3L PD
R I B R AR, A 585 A 28 JRE A PD A G (4 A
YLkt (o

Wang L2 N tetranectin F RS CSTBL6/J
/NELCTN ™) SAEIRTE ALY WT /N EUAH L, 12 S A
B, SNe " EA B0 DA & TT, DAT, R KL
MoK VTt e, AR E /N BRBOIRIR DA R 2 i ) 108
PN, /NBRIE BhIR 5% i i AR g 15 3 T e
BWGAL , P T R A R A A N
JEETC A RAT AR . PIFRERIRIEAE /N (> 18
NH)BY SN H a-synuclein 538 5z W P 47 36, {5
TN "/NEUR N B W, K LB FEW T, AR
TN~ /NI BCIRIR a-synuclein 7K 2 EREAK, %
FERYA] BB SE LB JE B A PD Ff 28 OR47 7 v 5
HoAth 5 b A% 2 09 A AN (I RS
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PARK2 F: [ (parkin FEH) 74 2 F80H D 4E
PD Zi51E, BAR parkin ™~ WT CS7BL/6 J /MR
TEAT I A 22 5%, parkin S22 A5 K&
() SN A5l PD FEAR , IHJ2 parkin =~ 155 & DA )}
FHIER S SUIRIR RS DA BRI, 4h4F parkin ™'~
/MR a-synuclein B AR BOE /> 2B DA # 244
1B LA RE IR 1 AR | T 7E B A parkin ™ /NI -
synuclein 358 F] 2 S B PD M BIAE IR i1 DA D)fig
P RMEMEIE N . parkin 13545 810 7] E 20 DA
Z U R AR BRI RE R -

LN T DAE— 2 PR B BRI S PD 2540
[ — Sl 28 g J 2 FAT R A SR, 5 PD A G
MR DX 38 (U1 SNe 5 W BE) 1otk , K28
ERBED/INEON 2 B, I L P 2 A 3 0 ) o B
O FAIMEAET—2, 124 A 1k 19 35 IR R B /) BB
AR PD AYELSAR AT
2.2 REBERERER

FIHFCM IR, R 2 BRI &R/ B RE s
A DA BEAN IS AN DA ARHPEAT B, i
3 1) M e A B R, R T R o
synuclein, A L4 50 R 3X — A%, A a-synuclein i 2
4 SYLa IR SNCA FEH Gt SNCA JEPH 2848 (145
A30P, E46K ,G51D F1 AS3T) LA K SNCA {548 iy 45
P AR # 5 a-synuclein 5 45 B8 0 AH ¢ BR ) -
synuclein 1A B T B B 5 PD AH G A 5 K X DA
PRZETCASPE B DT

Niu 251400 35 353 12955 7% (lentivirus,, LV ) 2R 76 15
T BB A0 B e 2 35 AS3T «-synuclein, 75 R iR
WIIZEE W 6 HLEREDI M, AR FE G ) B
0 DA P2 ITIR Ak Sz S ek, (H H B T AR IR K
R MG TG Sl A A ol DASERLEY PD dE s Bl
FER—— NG AR, X 5 PD A R
WrBedkiz st iE R — 30, R B AR N BAR
PD R HEL E E IR UE PD R HE S A I E
(¥, Eslamboli 55" {fi i rAAV2/5 ZRAKTE G 15 M
HIK 1 225 WT L, AS3T a-synuclein, 9 &5 i3z
BAEAR, 15 J8 WT 2142 2l i fap B 5, 33 JH 5 AS3T
Hizshtkred i bAk, S s h R, M4 s)
YIBCIRAART DA BEZT 4 W 2 1R Ak, 78 5 Al v fii DX 5
AS3T 4 HTE WT ZHEE S, MZHSIYIAFTE DA i
ZICh M EL BN A a-synuclein B, X 7 H
MG 15 28 Sh ALY v 5 A LS B, R F I A AR
WS AH 25 955 T H. Van der Perren % i
Wistar K Bl SN #8007 1 5 #5 47 AS3T a-synuclein 1Y
rAAV2/7, 3 JJ5 35250 & 3. 0E11 GC/mL HY R

S RDUE 2| e Penter) | 0 S O D e g 1 1 X VA
M (CZE) BETAE FH AR T 50% , DA SCR PR, 32
d J5 ,PET J8{% W8 5] DAT 454 RIEAR w5 85% .
REHA TR SN AR a-synuclein FHE R K
., 5 WT a-synuclein #i81F1 6-OHDA FEAIAH L
B, AS3T 284555 (1 SN DA 20 i A7 1 FE T~ Fn
a-synuclein PHSREEY) (1T AT s (1] 0551 £ 44
PN R A2 BB RE) AS3T B Y 451 47
JEEHE WT AR B 0 0 AS3T AR T B S AR
RN PD A SRR

TEI M (K29 8 %) Fl[mlAF % B A= Y C57/B6 /)N
RO AN ) FH L A v s 1 2 TR Je S5t &4 s R 2
SRASPERIBE NN, A53T a-synuclein ZEARMK 7 575 HE /N
R ™ A A 8 PR 0 p 22 F v, HLOAS3T a-
synuclein [ 52 BRI AH 5 B 27 A J J2 AT i AR M P
(92 Lauwers % SR B 41 LV B4 WT,
A30P =% AS3T = F a-synuclein & 7% 3 A § A
Wistar KB SN, 2538 BRI i A AN BH &5 4
H R A 2 A5 405 24 % ~35% , AIRETF LV 2%
IR rAAV AR5 S 0R W] e 47 DA #4200
S A5 10 B B | s A () B, AAV 2R FE T8
BT LV #fk >

rAAV BASE I T RS2 PD RS i 4 EE 2 Y
FIEHNE, 5 rAAV2/1 A ELES, rAAV2/7 Il T %
Seisf ) B4 DA BEAH MR R B 210 0 AAVL
AAV5 FI AAVS Il 75 B 7E SNe W% 3808 & T
AAV2YT rAAVT i RLZE /N SNe Hh g H K
FHy a-synuclein ik, 74T DA 2T 5 E
TR IR AT S B RN | R AR A
RN il VAt s 2 0 3% % SR A, H RaE Y rAAV2/9-
a-synuclein 7£ C57BL/6 /N SNe HP 7= A 3 51 1)
DA PHZTTAR P (H A 5 &R /N RS 72 A 3R F
TN RTE LB FE I TE rAAV-a-synuclein 45 (1) F 7
TP VR I, %A AR ) 8 5T 5 T ) 266 BT &R
AN E S

rAAV-a-synuclein 158 & A 5¢ S5 7E PD &
FG T I LB FNES S R 2 S8 U HRAE . AR -
synuclein LT %€ £ T3 F 3K a-synuclein [ 5% 3 ff
2o HRax Se AR (RN B LAY LB FiliE &) A
PR IE S22 R
2.3 HERSHEZSEHREGEE

I AAV ZAKKE: «-synuclein F PR B0 356 16 2 M
P SD KE SN, 13 JAlJ5 K2 FAEA ML 3 R ks
BRI, G55 R, KR AT iz s D e
B fich | PR R SCIR AR 28 A8 PE AT a-synuclein Jg PR 27 Y
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22 ML PD =IRAE , 2400 AP 28 0 X6 £ e I A UK
HR: 1207 v 52 3] 10 T 19 4= B B PR R FR 1, £ gk
TN = N S B ST = 4 o N 0 e Sl £
FHE =20 Song 2 YEMENE CSTBL/6 /N BLAY XU
SN Hfifi i rAAV2/1 8k it %35 WT a-synuclein, 8
JJE AT T2t MPTP 3697, K REN o-
synuclein 755 8 T SOR R SE 174 A8 1, DA #r 4ot
Xt MPTP AORSUBPERE N, 7F a-synuclein 3 R f SR
P C57TBL/6 /N R T 6-OHDA 5 B8 it SR
TRIE B RFLE DA JHAE, 1T A S EE A A IR 3R
gl 6-OHDA FH:MI T2 a-synuclein 52 | {H
Wi V5 39 ki P 6-OHDA 4525 330 SN 21 JfL#1 JC 2AS
75T a-synuclein F3AFEH PD FEARL®)

BRI/ N R AR R iR R M) TR AT LLLEAFSE A
BT i1 AN AR A 2 SUKSE Y 431 IR
TERNBIVER e B RN BRI 2 5 R R R 1Y
AKX F A PD 1 RV AL, A AR K R
ME.,

3 NG

MPTP #1 6-OHDA #8 & LR W et 276 R, T
TS W JE A R ZESY5E PD BRI
B A SR FRMLEI B 5E . 6-OHDA 38 K JH # i)
BIT IR A s B s A i 2 S A A
32 SR B FRERE TR , 25 50 K I R 7 %Uqi
TSR BE 1 6-OHDA 1] I FINAIRg ST, o
77 DA 2 T8 1 7 A 45K TSN PD Ry U By
B R TR MESLIE DA RZE T, 6-OHDA L5 4
HEWE IR 5-52 085z & i ) — i
Y5251 MPTP 5 S (453 4958 B AN A0 M A T A5 X R
T 250551 . MPTP 515 (145 3 b5 Al YK 42,
o FE PR AR M 09 AT SR IR AN . MPTP /)N FRUBE
AU Z DA 28 O30 700 A 35 ) e R A (H R A
MR R BoR SR PERNIFEZEY
eI RARER H e I b 2 B R AT AL LE A e S
7 THI ik = T 8 7 AN 2t SIS A LB g 3 2R FRAE
PRI T SRR 5 PR BEYE a-synuclein ) PD H:
fREAY | A B RRSE AR hy  OL ELT  Ad H BY pl 2
BERMBIAMR AL TR RN T, R AR A
NI SRR 5 N B3 9 5 00 0 %) 43— AL ol 4L T AF
8 T 3k SEASERY (1% FUDRE IR 2 R At 130 ) T e e
TRIBAE R A REPE , {H R 2055 0 S 0 JE 01 X R
FRENE . T a-synuclein AY%H B 2 ARRR A B
W R B, SRR AR AT I R O (R B B A TR T T
fil, & AAV-a-synuclein £ B 0 22 2] ) «-

synuclein 5 PD 835 AL, 2 WIAE I (9 P 22 O DR 35
HREI IR 33K (i 4512455 T A g FRAIL ) ) 0F 5 v
R A

HHARAY PD AR ] AR DL S 98 403 70 A
LCRERS T B2 A A H AT I 3 — A 58 5E AR 1
AESSE ML PD BT AT RFAE, A2 PD &
HIVETER G 2 M 2 82 T IR e I R S Ry, (5
BREWETE AT 2 Al B — 3t A b 22 2 ZOR AL
L PD IR RAPIRAS o B— PR 3R BB A F 5 g [
7 MR SR WAL R Ty T AR A2 B BRI ZE S
IR 1 PD A AL R4 DG
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