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Guidelines for Selecting Preclinical Animal Models to Treat Parkinson's
Disease with Drugs and Stem Cells

[ABSTRACT] Parkinson's disease (PD) is the second most common neurodegenerative diseases in
middle-aged and elderly people. Its clinical features mainly include tremor at rest, bradykinesia, abnormal
posture and gait. In addition to motor dysfunction, most PD patients also show multiple non-motor
symptoms, including memory loss, depression, pain, reduced olfaction, and sleep disorders. The major
neuropathological hallmark of PD is the appearance of « -synuclein-containing Levy bodies in the
substantia nigra of the midbrain and other brain regions, causing degeneration and loss of midbrain
dopaminergic neurons. The diagnosis of PD mainly depends on clinical symptoms and manifestations, with
normal cranial CT and MRI images. L-evodopa replacement therapy is the common treatment method for
PD, although deep brain stimulation (DBS) and stem cell therapy are also applied recently. The
transplantation of neural stem cells and precursor cells of dopaminergic neurons are the most promising
cell therapy because it is proposed to implement restoration of dopamine level in the brain. Before clinical
application of any new treatments, preclinical experiments using PD animal models are required for the
development of new drugs, novel instruments, and cell transplantation therapy. This guide reviews the
etiology, pathogenesis, clinical manifestations and diagnosis of PD, and focuses on the chemical-induced
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rat and mouse PD models, transgenic PD models, non-human primate monkey PD models and behavioral
evaluation using these models, providing theoretical and experimental guidelines for the development of

new drugs and technologies for treatment of PD.

[Key words] Parkinson's disease; Motor dysfunction; Dopaminergic neuron; Stem cell therapy; Animal

model; Preclinical experiment

MH4: 7% (Parkinson s disease, PD) EHE4E
NE RHMEIRI TSR 2 —, ERBRGR T /R
2EE, SERMGHERET 600 HEE . PDREE
Z%, AIRLa N UK M PD FI4R & TE PD 2R Bk, T &M
PDYRAIAE, FEBHFRERENRERZESEEZE
REREMNA AR M A& MRS AREE S AE N B H AR A
BRI FEINZG ). HhEE. ANAAHR SR 5 (R 2R (0L PD JE
Ko PDEIEZRIEILHIE N2 CAZREFIZ IR T
EZREE, EFWERAN o-RitZEH («
—synuclein) F % REF K Z ER/ME (Lewy bodies)
R R AL . PD BB B AEIR 215 3h hEE
W, SEURE. BAMERE. ZEhiRg, DIRER AT
%, MR T2 By Aaayr AR R FRARE T A
SR, H BRSPS A 53

HIIRIRTE S

i, PEMRHEERESEENLRLTRE
AR E 30 REBHIBH] 50 Z AL ELAFTIRPR AT
REFHFAZSHHITAEM . AMarRELNHE: A
[E]# e PD SRR A rl . AR BEAN /S iR . IBEAELEY
TR AN R H IR . AT NI EOR
B E ek S B -5 EIE . PD (RPRETZ
PIAR R i, A EAIERBEIE sICH [IHPRATS)
PR PRI i S 096 T, DU HEFREIN AR
LR T R BT FAERL T o

1 PDBEZE

11 FEEE

PD 22N R SFEHEFEMARITIERR. RIRE
e B — RN 60 S AT, RIR AR BEAE IR RS KT
EFA P ORIELFERERRE, PD A4 EAR M PD
(early—onset parkinson’ s disease, EOPD) #1M & M
PD (late—onset parkinson’ s disease, LOPD), EOPD
BIREMLI 205, W <455, WAl HeE & w5 A
K PD 73 NHEUR N PD FIZKRYE PD o AT [ RSB AT E
THEARGRRES R, FEEERRERESR, 1

Oh, PRERFWRIE, IEEER R AR, REGAL R
BRI EE <2 e B R Ak E A AN PD AR B 35 XU
% [3]O

1983 SRR 1- I E-4-2KF-1, 2, 3, 6-/0
Mg (MPTP) 5 BFRSURIAEIRAES . MPTP )5
MR P HARST = MPP S [E R, X B —FhEki
REEY-1 I, ATRAsRR ARG BRI 2 B
f 66 1 & ot o M E T (Rotenone) F1 H B A
(Paraquat) F9yF4518 5 MPTP AHMEL, #9828 BHIX
FREGPIAMN AT DU 5 2 B R sE & e, thal LI
FlZR R E &Y 1 EME, sl PD A4, Hit,
MPTP. 6-OHDA. Rotenone. Paraquat A5 PD A
LR 5. AT VR R IRl 2 Ak 22
[R5 %A PD NS [l eh o oh, KIAZRET
BREEELN T AN S, EEREPDAERE
MEEL, 2 TR TR EE R PN R R A 2 LR REAT A
segli B,
1.2 EEER

B 1997 & Bl g e AR B & R s o
(SNCA) EEHZRAE, BRERREMORBZHEMN. HEh
HER M PD B R R N 10%-20%. HET& 10021
FEREAL S AT E 5 PD AitE e, IAMITSRALRS 5 LAY
BUBGB (B 2R AF , IR Y PD R 18 & XURG: B8 1A 2
36% [ 7 UL PD FHOCEE DR AL 5 Yu i fh (G st e
SNCA, LRRK2, VPS35, % 4e i fath st & 3 K]
Parkin, PINKI. DJ1%%, 34MGBA1EF A2 PD
) — R ERE R R . M EIATEE 4 PD AT RE 5
ATP13A2. DCTNI. DNAJC6. FBXO7. PLA2G6.
SYNJ1 25 BE [RS8 42 A 0%, 1 SR 58 & B CHCHD2,
LRP10, TMEM230. UQCRCI1. VPSI3C A] #€ 2 PD #H
5 o WG PD RIm AL AT R R B a—synuclein
RS R DI RERETT , VATMASIRE MRS, &
R TH BE RS A g 2 KOE AR

SNCA ZRAZ 5 [#2 a—synuclein REEFIFMEZ PD &R
—PEEREE, SNCA R IEHH T FMEL %
B, AR T S p.A30G. p.A30P. p.E46K.
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p.H50Q. p.G51D. p.AS3E. p.A53THIp.A53V %), o
—synuclein S8 FEEL RIS YIERY EAG VR % PD Ji BRAFIE
G SRR ES AN RE R B DU G TR o LRRK2
FEPRI2 55 — %% PD £L R LRRK2 2 — M AHIIBREH
FAET AR, % 525N EFIZEHNT
LZHAE A ENEH. LRRK2 4 WA HE X 582 45 p.
N1437H., p.R1441C/G/H | p.Y1699C. p.G2019S F1 p.
12020T %, H i WAE p.G2019S RAE, % RELE
PD ABFREIERZE N 1% DL L, FHHEEBRERRE.
M2 5 LRRR2 HEEANEE RS PDAHK,
15 SH3GL2, ZHHJE B4 B G AR EES (GAK) |
RAB7L1. ZfiiZE [ 1 (SYNJ1) FIEiBHZE (DNAJCE)
%, [Ah, SH3GL2. GAK. DNAJC6FISYNJ1 & 5M
& H A EE AN B EIE R TR, th5 EOPD A
o 7, HASYNJI 5845 5 [ B Jeth R kit , BFER
fii/NEsh 1% (BESNEERMEER) RAEER
FER, TEEERIRRR /N B SR B A Bl B A A R
(ks Gl E N e 2

B R H IR AT a-synuclein T3S, WS
heErEE=HIE a—synuclein Bk, ek a—synuclein =
AN ERTE 1, AFFR A PD AR LR 5 H A R
Hx, =53 AER lysosomal contents (CTSB)
FIREAE (GBA1, SMPDI1, GALC) HOFEME, VATEIAKR
f) iz % (SCARB2) F1 R 55 () 4k £f  (ATP13A2,
TMEM175) %, GBA1 Zwfith i B4 B — A b8 ik R G
KR BB A BN, AR, GBAL AR
SEUATRTFETIRERZEEL, ATRAS L a—synuclein B
L, AR T AP s AR AT R i R i A R Bk
HEWERY . SMPDL (4% % BR M &Y B A5 B ) A1
GALC (CRILBEHMAEmEIE) thz SR04, PD
R SMPD 1 B 28 REARIA R AIEME . (EiEI% 5 /1N
PR a—synuclein B R FLFIER 62 (0] SCARB2 g () 2=
H B 526 GBAL iIZf 2 VAT AR 32 &, CTSB ZRig—
AT AL EIRE A, B2 5 a-synuclein I
BER &R, FHYNATPI3A2 (IRESARIEEN) RATHE
55 #2 Kufor-Rakeb ZE51E, R/ DERHE, K
FREASAIAZ B MBI, ATP13A2 Wi Ekid £k 6
BABREANH] a—synuclein FTEM: 1,

T 52 K B s i 2 i PR T BE 1Y 2 . 5 PD & s #E
Ko PINK1 (—Fh2z & liR- A2 IR EG) nl DAsESE
PRKN (—MiE3{ZZ=1E40E) , 5k IAIE 74 B W2k
AR, RERRATRASTRERIRE, PINK] B 5

A5 E Y BRI E PD, , B UWAYEE X RTZ
¢.1040T>C  (p.Leu347Pro) 1, 14, CHCHD2 E:H 5
g[SRI, R CHCHD2 iR 335 PD
PR S R R AR I A 2R, A S 2L
% [ i 6 10 28 0T B I AR I b & A o Y
VPS13C B[N RAF F H1E G EOPD H&Z B, VPSI3C
BRI S PE R TEA, PR RN, T
SRR EEER . 252k RDI6ERT PD B[R AT #E
VB a—synuclein i FUFEL R &R IER ¢,

4 LRP10 & H A DAE =i /R B A . AT R
Z[EZEHR . LRP10 & H E N T HEiurE R a5, SHAN
BHEWVPS35, GGA ZEIFEEAEH, AT o«
—synuclein REE. MINFLIE . ANHLIA & BE %t fE 12,
Deng % A 2016 4 & B TMEM230 A] € 5 PD #H¢ Lin
S NE 2020 - RIRIE UQCRC 1 2848 Al B 5 R it PD
MR, fE=PBEPDRAF LI UQCRCT ERE LGSR
A p.Y314S itk Y, BANE R K
TMEM230 B K245 ml GE 5 PD tH, 5 Bt —HI6iE
HEGHEHLE] e 5,

1.3 PD#HEZKIZRAENH

KREMFEHPD K ERZ AR Z R 1,
PD Jii§ A K ik B BH S5 A 7 st A2 A A B R ) % EEL i
(Dopaminergic , DA) Mgl R E RS, H SR
JERBUIR AR 1% B A 22 E AR 17 IR 2 T
FEEETEFE (Substantia nigracompacta, SNe¢) #A
JEMIHEEZ X (Ventral tegmental area, VTA), KK 5
PDAHRAYZ B R @i E HAH 2 5% B —FlBigE
RIRSCIRAR S, s R SERTTH DA i
BN BRI 7B MEOR R, XS o7
FZEEhAE TR, ERBTH DA iAo R R iR AR
BN, SFEBGRUAISSIRMEER . 28 55 m g
NNz E g, 2 B AR 5 X 2 A, RER
SERATAR BE X, SR IICIER. 28
B /KSR 2= B SE 2 BE T R e BN el
TEARES S, ARAZEEZ B AN ImPRXHETG T A 22
BRFEK. LiRZEH ARG, BT SR ER
SUIRRIEFE 2 B 250, e m i s = 1
BRI MAZAKSE, S3PD B 27 A 1 4 i sf 745 i
5o ANERIZ3NE HSCIRAFIE AT ik XA SR AR Y
BRI, RS (substantia nigra pars
compacta, SNe) MDA MZTCRHPEERT, H
BN B IR S BRI, fE8CIRIE R % B
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M A E TS E A i EEzEsh (FD). —H

HIARSCIREA
(BEAD

Cortico-striatal inputs

BUIRMRERR T 2 %, =5 EPD,

Superior
colliculus £

PPN
/e

Cortical

Basal
ganglia
output

N

IR
(EEREEH0)

E RREBEMEMESCR A REXETERA (BEefk), SREARERRETHNEERAR. ERBETHNHE2RBREMIKE (Sub-
stantia nigra pars reticulata, SNr) M&HIKKRMEE (globus pallidus interior, GPi), FETERFIAMEBHM XSWERZ, LR
ZMEZ. BEBRERTFIURGREMET (BEE), Hifisk (B85k) BEEMEGPIFISNr. EZEBERERTIREASERERET
(&), HlRZIEFEHK (globus pallidus , GP, MBFRIMUEEEKGPe), FETRGP RAIME TR H EMER (subthalamic
nucleus, STN), ERIEZIRITEIGPiFISNr. EIt, SURAZSERRAEHEZTBE GPHISIN SEEMETIALIRER (SNr) MIEEERAN
(GPi) [B#EE, REFLNBERIERE ™,

Note: Cerebral cortex and thalamus send excitable input to striatum (blue arrows). Striatum is the major nucleus of basal ganglia. Basal
ganglia send output to SNr and Gpi, PPN , Superior colliculus and thalamus (yellow arrows). The neuronal axons of the striatum directly
extend to GPi and SNr (yellow arrows). The striatum also indirectly extend to Gp/Gpe and STN (Green arrows). STN also extends to GPi and

SNr. Thus, the dopaminergic neurons of striatum connect to SNr and GPi of basal ganglia through GP and STN.Neural circuit regulation of

dopaminergic neurons in substantianigra of middle brain

E1 BRZ B ETTHEXSEREE

EHEERT, IR R RN A i —
FAERELAE A TTHIZE . eI E s
[EE [#2iEsh. 1M Gpi/SNr 2 FEfRfE S H], Al DAV
R RGN DL o Gpi/SNr 247y I 5 [ Fr kiS4 1
%, B, RZINR. EEEEEEHRAHNH Gpi/SNr
BO/EFE ;  [R]42 38 B 21 24 4 GpilSNe FOPE R, #1
izzh 1,

TEPD &, BR-SURMZ ERZRERD> . 5E
BB REEE L, RS R,
N5 #iEshEg. wmEFEOER. 7EPD &
FHH, Gpi B STN HYSHR AT AR BRIz shiReg, #Z
VAJT PDYEA . (Rl Gpi A0 STN 12 H B iHE 7R % B E& 1T
DBS FARAGI M 2,

2 PDRBEMIGRRI

PD [IGPRHIE £ BRI 2z 808 %, # kLR,
i, DISCBBMPENNE. b TIsshER, K
73 PD BERZRILH ZMARIZSEIR, AL R 5Tk
B, @Rk, WARENRERENS, ENZMERIME, 212779
1B, HPAR, FEAIEIRREAS P

KER7T PDIRAE 60 & LU &I, ANAAE]20%
HI AN T 40 & DLRG &, PR3 A5 DLB R 2 T
7,

21 EE

SRS ERIUA e (R PERR IR, iR 4~5Hz (JEE 3~
THz) o RICWBRHBITERMRER, 2 \FETE, 7]
SENFE, BRI N AR
MEERTIHIAERZ W, BEiEE2s, T,
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Mg, & XIRRE, Bl R EeiEs, B
BOETNEE, MEIRAFTER. MBI AR s st
MEH R
22 (EH

PD J7 AR B2 BT WK 88 5 mid st — 4 i
PREFGAE, N—FRHEMER S E LK 080, FH
BT RAR SIRTAVEE, [FR B R ML S mI s T
¥EhiEsh i, BmEZ H M ERRmETE, &
e R M, MEES, HAFRHHE T
THHALASRE, AR T, IR T
B, ATE MBIV ERART, Bioe e % s M AR
THEf (EHAREH), Bz “HErE, A1
LW . RONSNLGRE, B AESint, LH#E
T, R OVE N IRREME,
2.3 mHEEIE

FEE 22 PD i ABEESNME R Z D>, ShiEs%
2, LPIESIR &, R PBEREME, nHFHE
/N, TN HEM/NME . 1B, BEET. B
e HENANMISERM™E, EIREAL. FBEEs)

#1 PD RHIFIEH H MAOIE A A EE AR

VERYRD> ATRBUN — Rk A ST, BEIE B H
MEEARE, SUESHTHE R, FOUERES
(freezing of gait) o E Y/ 55 B A BLATL 1 7] £E R i
RizshNEREhAEATRELES R,
24 SERBIER
WASEHERTE PD I AT 2ERT_EREAY A 125h3h
TR Bk S, BRANEER T FIS RS, iR/ E#
HomfT: I bEARESHTEL. SRR BEU/NETT
MR IUE R E L, ARESZENIEE, FON "Rk
A, BIRMHIR A ERE,
2.5 HAEIK
WRTIZENRERS, K4 PD ERE R SR 2 FE
BEER, EIERRE. (. WK, H
SRR IS AZ SR . AR RS I A R
Fg 21, MRS S R BIR ] HERl. A
ERISIRICIZ S TR, 2 PD B S AR A
FHIER AR EER 2, HA A s igiR /it %
PRGN (L), TPRRA U INEkm b, e,

Table1 The motor symptoms and non-motor symptoms in early and later stages of PD

PaES fER ng’w IR R=E
Classification Symptoms Manifestation
Stages
BRIENEREENRE FEEN DHRE . FERS FLBESER FERT;
EIIRE B BEFESHREMRBEZNEE, SEFEME BN GER-XEE50 . M
HA B IRER B
=] BH NRERE
- - FIEMEE(4-6H) ERET IR, EE, T8, ROREEL. EUBIRASEHN
PD fIE RN RE N pmsne BEASTEE REFOREN, WML, WELE.
Motor symptoms of PD TERE BH FEEMRD EE KR, EBNEBNS.
BHEE B8 SR IRF RIS, WEINE, AT SIS .
v =18 Tf\b’fﬁé?ﬁﬁé‘,b’?%?,ﬁﬁlﬂ,5’5%‘@2%%5&&"?%@57},%%*DEEE'\J%%J\EHEWWW
EIpEEZRS
FEIEE BHR WA ANFTERN AR, HERBRE, KE.
WEEBMERER B8 BIEESNEEEE
12 58 IR BH ZiA70% BEIRSIREEL
HEIRFEIS BHE DURIRSHEERRIT NI, KR, ARG, SR eE, BRIBES,

MEBMESE BH BERE,ER 8.
BEMENERST B ER, SHSER, RESREE, HENERS, B EILE, B
BREINAER BE HITHEE DS EIAR TR
ERENEARIERE RH R, RRERBEMNRIR
IR B K#930% BESHMAR, BRERERBLEMISN, EHBORIBEHRE-

PDRYAFIEENAEIR

Non-motor symptoms of PD

iE: PD, HEHRB
Note: PD, Parkinson’s disease
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£: PD, MAERRN

Note: PD, Parkinson s disease

3 PDHIGFA&mHLE

PD R HIZFM BifE . IR Z MR R
20, B AT E AT ARIE PD Y 3= B BEAL G A 4E o
—synuclein FUEEIRAT & SIS Rk AR, Zebifko)
RERRIRS . EWGRATER AR DIRERRRS . A REF
31 o-RftEEANERIFERERIE

IEHBWE, a-synuclein UREREZR (FHR/H
IR e, S 5IRTISRMINEIE A E 8 R
Mo FEPDARFHIIFIR T, XEEEH R IR &R
%, TERALIRIREE B 5 /ME (Lewy Body, LB) 2,
BAERMHT 8= E 20, ok ek, sb
MRS, REEAPLREFHMERS B KRIGRATM)
SCIGHFAE R, a—synuclein 1% SFEVEIRIR . B8 5/ MK
MR L MR T T EEANE,

3.2 ZhiAIhaelsss

PD 55 SNe HEGRI A E &) 1TE 21, FRIFEL
RIPD KRALE R B ek R ThaEfmrg 2, A, K
B PD U K BV 2 BE R S 2R R AR T BEAE S . PARK2 A
PARK6 DIRERR K SE T T2 54Nk HIEE RIS
FIR (40 Parkin fI PINK-1) hE ', SERKKSR
S HI AR,

a-synuclein BA] CIfERRIANTAR . SEEGA]
NEERERS . A FEME, EHARKASSTREMA o
—synuclein FUBAHISIEE (AAV) BRI, MEEK
WKL R W AN D BE PR 85 5 M £E BUIR IR TE S o
—synuclein {I/NERH, 2R AR D BE B9 FEEC AT miDNA A9
IRMCAE R IX AP R . ZehifkDIREZz it th 2
LRRK2 BRI 722 175 % PD B—MRHIEXCE
3.3 SLRE

PD BE RN BRI AR L S T
P& (ROS) AERUEIN, a0 ik Zek s sim
iof HLURZ A AL B B9 2 AR S [ ; R RIUN AL
B ATREES , T BB AL S e H PR B FEIK
&, BT PD IR ch R AR TR O s 1, S AN
BURVF % PD IRAI R SL[ARHE . 7R SOME S [ A PD A4S
W, LPSHEBEENEIRM, nAinSESMEEMEE
g (iNOS) HyEIEIG I, 5K ROSH&~HE, fEa
—synuclein 7% S B9 R SRR, 253 38 A AS3T Y
AAVIFFEINAITES, BRI TR IS A S AR

i 2o,
3.4 BHEMNEHBINEEER

Z A MR ECEE 5T & A 35 a—synuclein F B H
W RGER: ZRE-EHBAERS (Ubiquitin-
proteasome system, UPS) FIEWRIARKZRS 27, UPS
TERSREFEN DR, ez R®NEH R TR
id, BEEEAMXEAHITM. EERMEPD EEN
i, EHIERZGHMEEERRS, [FI20S 2 H b o L
AR RIB R, FERIENEPD I+, PARK2 B:[A]

SR E3ZREREm /D) F1PARKS B (BHZ R
CoRm/K R/ ) A5 A ThREm R th 2= S8R
H A R G2,

EWEEEM AR, RIARAE S E i EE
i, KERE, RIEWRAEES AR S AT R E
H; DU FHENMSFEERE, HhaFrEEm T
IEHZ IR R, AR EE (BT LAMPL
LAMP2A) =73 A (BN k i R E H )
TR BEAR S 205 & 1 PD HR B B R DI BERRAS , MR
S BN GBAL, A FERVA BE AT GBA1 1 PARK2 B{
PARKG6 &M, A5 HEL AR, X BURf R4S AR R
HIRIEIB R R 52 5 T 505 PD IR B &t L o

EI R BE PR AE Z L AR i SEAF R, 1E6
BEZ ERZ (6-OHDA) K R Y A £ e i AR FRAR Y
W, LAMP1 RIAFIARGRER HRGTE MEFRR, AR
FUIRSH A 5 BRI E S INER T o
—synuclein /N T BIGSZ 1R, RILH a—synuclein &
TV, S8, TERUER RS AAV-a—synuclein
FI R FRERILHY B REARICI I ZRIA G AN, 7 SNe H{E Y
NISBER AR RS2, 15 ER PD SR i %e
B4k K T2 AR SR AR T REF AR A0 B W VA B A HE
FHE, DARBCIRERFIR 2 B ER
35 MERAE

ZHPD BEW RN A EREAMERE, XAl
I B RAMEE A . N RS A . e
2 AMABIE AR R A7 (A0 IL-1B FITNF-a)
FEASENNSRIERE , A REROA N2 PD & B Ji K]
z—

PD FELAB B, BRI HRIE o—synuclein 5
IR 2 B RE A TUAE T 2 /T, SUIRAR I/ NS 4
R R AT R R ARl 30, fH 2 a—synuclein ¥ 55 (K]
INRFRI AR E AN, HESRA—8., HER
BRI R, 7£24 DHKRAILRRK2 (G20198) #
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FLLA/INEA A, SNe FOBCIR AR A B GFAP %0552 2 B 3
n, AN AR A R AR FHEEZTS, fEGBAL
ZRE DAOIV/WT /NG, SRAE R A AR g Sy P g 5t
{BAESNe HRTFHAER E 2L

4 HYWESPEMKAEPDERAIBZYES
INRRERRBIRE

PD R ARNHIR E A2 R, EEE %N
i EACRLEL. B R E A DI RERRRS . A
RIETE, MHZZPBURIHIR R —RFBRR
A B — B SR AL R AR ME (R N B LR 4 BB PR
WA IwNLE] . B EHZYIVE S PD SRS, g
6-OHDA. MPTP, BIMNAH EH Skl ki > 5
RFHEE DRI . XA, J/NR SRR
BT AR, WERAEESERRIR, SN
fnss, FRERSCIRARZ ERZRE A PR s T i S 80z
BkiE, migMtRE THEEEESHEI TR,
/NERFHA TR H B a—synuclein JREEFIM S . ARETT
THEH)/INER PD AL I B2 FH MPTP 5 3 H s i A
RE BN PDIER T HFERR, H5HAmE
RIAESHMIEAMEE, BEEARAMKR, 5 T18E,
RER T A E R, T AT RAR A ZE PD Bl IR
E'{j( [30, 31]0

TEMA R BT PRSI, R A TS AR
JEMS S I EMPTP LB ER/NRHA L ERIE. K
JERAHHOHE A2 7E 6-OHDA JEREAT/NFRATR B i i
AR BB SNpe FISCIRAR R 2R 73 iERH . B &
REER RN R B R EF S B IE g . e
K[ S/NRFEAE R M (R Ay, SR
SEESEE, TWARERMABE T, (FHTZEK
REMPIZTT, BRASEMETRG P,

41 11EBHERIE

MPTP s AN N R A B R 75 S0 PD 314
BRG] . AR RERS & ] H ik % B
BB AR 28 70 B 5 DA K2 25 b PD AR AL, ansa AL L
W, EHER. REMGERERRES, haERAHizs
AEZBh PDREREIR ; B89 MPTP 1577 VAR RETE KR % 55
AR X AR LSRRG PD SERRTERAHTT o

PD &5 H IR I TR« B T T S B Bk
MPTP #4575, TilN= NS IECSENR D RA, LS
e 2 = A UK PRI A2 o RIS, TR
RECHIEFHT L MPTP VAR -

MPTP 75 S f) /N B PD RS 39 (1 1] . AR ER
FREE R ARIESE —E Mk, FiERkEs)
PIRRHEZLANCAE R, X MPTP S BB H /N & 2
C57BL/6, NIR1GFEUFAI PD RIS LS 5, — e A Ak ik
IR SEIPREE 22, JEIIE>8 BV, ARESLIG ERANH
[, Al AR, A A AR,

AR PO B A] 73 9 BLRVERT A 2R TS . HIR
FE R S 7N 30mgekg ™!, ARG, SRE
Z ST E R 15-20mekg ™', BFFE2h VEST 1K,
—RNFE3-4R, LR, ZEARGREE, &
T SE T R A 50% MR KA AL AT
B QNSRERBKES, gD, HHEA: k]
=R Ex0.7 (RETEMAAEER).

A MBI 2 RIEST, IR EE ke R 5T
FIFIE A 20mgekg™, BR 1K, HELES5-Td, ZIERIA
FIERE , S R AR . A MERBELE) DA & T
T AN AL, (HCL SIS R, M
ENTERIZ SETREAUNIAD

PP R F A CSTBL/6N /NER, AT 5
G & MPTP 20 mgekg™', A3 IR, #FHL1-31H.
GBI R, RRSCIRIE DA hE e T IEIR K,
PR R RS (O 2 SOE IR NAZ BN RRAS . SRA0LT
PD Mg 12 T T AR
41 2H3FRE

MPTP 2—#MEfatEsn+, IRE 5 21 MAK G .
Y575, MPTP A] # 40 i o (0 51 fe S AL g B
(MAO-B) A ALAL 1- B -4-JREE ML IESS (MPP+) o
MPP+7 /& MPTP 1& 15724 % [ i Rt & 2 1 1 EL 4L
&Y. HTE5ZERESH AT, CRES
W2 ERZRE ATl 2 B G R (DAT) F3EUK
W, @k= DAT B/ AT 6+ MPTP Hi &, MPP+0]DATE
FELRIEHEEN (VMAT) HE BT NI 22/ N
o AR R AR R S &P 1A S SRR .
5558 1A Tyrosine Hydroxylase (TH) B ERZMHZTT
BEWD, AT RRANTIERN . 5 YMEMPTP i
S g PD AL, = o -synuclein {5 IR 1k
(pS129), A WBARM, X2 PD S HLAR I A4 X
HEIRE,

P AL S A, SR FBRZ A,
PRJFR TH 5 R RS euEE R, 2 EZREM AT
ET- %N 40-50%, [ MPTP i TH BRI 3KA, X
PSSR AT BB 15 IR LSERBR A DA ZHMISET . JERE AT
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T BRI R A TH G058 I R AN 2 ER et i 2
JG, MEFEMPTP G2/ 7 R, BEE RIS
DA ISR, Z5 R RBHIRIES MPTP (30 mgekg™)
— i F8020-30% 2 B AZREMIE TS, ILAh, BIE
PERIAL E 1 77 2 FER U AT DA f 2 Rl N 1] Y P
8, it 8 KAV METT R RIS 24% A DA &t
o IXUELZERPURAM:, WAMERGEEIR ERIAA
TR BB R SCIR AR I

41 3WYHETHERISIFG

FRHEAT RTEAL & T R MPTP 52544345 5h ) S i -
BURMRZ BREREMA TR S, &7 74E PD iz sfERS
FEIR, 27T PDREALE], 25 EERIA T BRI E
BEPRTIAIEM ISR S BN £ B ehr. RYEPD Kz
FFEIGRIL, 2P S/ N PD RS ()i Sh e asili 75
FEEEGLUIT L B 2,

41.3 1]@#Fiti& (Pole Test)

e 086 B TR s i Bl e, 2z s pRag i
— P E . ZREE RN (50EKE, B
0.5 EK, MBI IEFTHE) MR —/REk
Mk FFRERERH _LERE, DI /NR 2%, 18
BRI S, NS a2 = IRICHIZ:, DAfR
FivE s — E ARk Lk 2Rk N o 7ETEH i
HiTE], 30 /N RO TOU B 21 e R A 75 B SR ] o LR
R RN E AT T, $hksk, 0%
By (F—kE) Fer (ki) BRE,
XTS5 7 BRI AT A PR AR, X TR SE B
BRI B fEEES S, Fi, XTUE5)
%of B RBCIR AR D BE B RS EHE BUER

BT R NRE T ARBR B, Rl R
MEBRTRERIFF T, MAFTIEEFTF A AT T
FFIRAIS (Al WISRAE 3PN TERIC N 3 73, 6 FPINTERK
Wwh2sy, Ed e EVNR A B NIEN 13, 455R
RESET.

41.3 2%5#E5E8 (Rotarod Test)

EERRSLIG WL 2 F TR MPTP 555/ iR PD 4578
fiizshohnge B ANREEHTIERERITEIET, it
175 REGYI Gt il e, DLIE R SR PRE A D ]
NENIERANRZE, RALET. A/ NREIERE N
3 ~ 5 v/min fiE§EHR_EREZ R 300 ORI (An1CSTBLY
6 BINHTIEFEH 5 rpm, FVB/N/NFRFFFE(KZ 3 rpm) o
EX—IGIRERES IR L, PUARIFTA/INR AT
etk FiTE. /IR MPTP &5, 7£300 s AIELS

~ 30 r/min S SN ARG Lt TR, 1o
PRIEME R, RIEA KRG, FEESLGTREE
BRI, A, RIS S ol DO it
R MPTP 8 AH < 1 S8 bR % B iR R sl B 2 1k
T E—E R F o

41.3 3R (Stepping test)

RS S A EIHHIENE (10x10x50em) BT
R b, BB SN =0 —ARNERTR. ¥E
H/NR R THRZR IR A F B 2K DR X Ao KN
SUBRABIEAN , ARk b el T . SBEEM
BRDUEF/NEI B TERESE =R, ¥—H
J TTCRR S 52 R 1 RV D i 55 e JTORE S B8 — 1> BRI £
HTES, BE— =M. WEESR I &
(i) 2 2 B OGHIIBR ) S B R R E PR B, B3 AR
BRI

BRI, PDA/NES I EIE 0. KA
Bilg, SEEHA/NSHERERZGIHTFE
41.3 4B 15iRi8 (Open Field Test)

W ge E S RIZEhRE ST FRIEAKOE AR &R
TN JTERAI 50x50x50em J5 & /ENHE, JREE
STRI53 HE 10 emx10em B9 25 DM& T /NRIEZ . 4%
BEHPAEHIN, TREIRG IR . /INREREAEL
1053805, & S BN/ NRAEE &R B3 HAg
# (FEMPL R AN, S S5 IREBCESE. B
FiRaedr, PDA/NRL I E BiEshE) . g+
B bI%, SEFEA/NSAHEER BRI R .
413 58#iRI8 (Wire Hang Test)

IR — M/ NRIZshRE A AR T
NFEN, WS NREEHRE T RIERE 1ok
Wy, AT G PD S EhIRERRRT . K CSTBL/INER
B R TIN T —RACEe B4 |, NRE R T A
HERE, MEERHETWEBEE BTy, &K
PR 1 4381, /N BE FDRUE T E S B Z&id 3 47,
—HE MM ERE&IC 25, HHIE TR
FEEE&SBEEL LHE TIN5, B,
TEHE R IR /N R ERRES s 2805 TOFR M8 2%
PD /N HIBRAR T AOPURE R ER . 178hR %%, BUE/TUR
R LR ES%. WA/ NREERRIEsZREE
it o
41 ANFEBHE

MPTP #5581 B F A5 PEAG R iz sl 1 PD AEARFITHL
AT . BAARZEUA MPTP ISR A /N AS HE R
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SFEERRLE TR E BT RERRRS, MPTP A ASEUNR
SR RECEHRS (SNpe) FIREMIBEEEX (VTA) it —
) DA T ESR . MPTP A] DA S48 117 250 SNpe
FSTAG a—synuclein, g LY a—synuclein DI ESE
AT (Tau) o MPTP /NG 34 — AT
SEERER/INRRBEA T 9T o U, a-synuclein 1 Bax 7£
MPTP 8 th 5 EE FH B4 F a—synuclein #1 Bax KO
ANEUERH o ERE DL H 0,

MPTP 7EAN[FIFR S A4 /N B SR B A ] X gt
/NFRH SR 2 AR AR R R TR AR . RIS
C57BL/NERAT MPTP BN BUZ, 1l CF-W /MR FVB/N
/INERFT BALB/c /NER AT MPTP BI85 58 C57BL /N ERARY
#, CF-1/1CD-1%f MPTP BRI 25 . H RIS
C57BL/6 /NERIHES T MPTP 5 5 PD & 15

BYMZERI G SR R R OR, A E
FERRTHaBERNFIR, AR DURAARY)
FFIRm R . SREEIVIAFE, WihE (LR
[E] A R/NR) X MPTP &M R KBUEK, TEEILK
WZIRGZPRESFME M. I, TEE LS
Zilf AR, 5 MPTP AHIC A — RS2 TR AE
NSRS E (R e F5 2R A7 . R, FREEZN
SRR &, BFIEIK, PAADSET %,

MPTP 15 8 (1) \7. 3 L3572 T R JRBUEHE (SNpe)
50RO L B U, X R
FIHFFE PD A ST B Fh R i 2 S PITE M A2 Ao
B BAR SR TH, FeBiH, MPTP %S89 PD 314
PRI RE FSSDLHE PD HR AL A8 SRR AR ),
NRAPRRER RIS T H 2R, R, (AR
HHE, MPTPEAIIEEPD RS EIN, Bk
LG RPN PDREHE, SH BT o«
—synuclein REERIFERL 57, [RIHE LIRSS B 55/
TREGAERR, X AE—ERERE_EPRE] T HXT PD 22 i L
IR S ST, LA, MPTP R M LS YR 2 FI 25
BRAVHREIEN, RRSEFEREE B, /0
USRS, AMUEERENFETE, wEiT M
AEACFRFRI AT AR PRER K, IX D SEER 45 SR B AR E AT AT
etk T ok, FBONE M, /N MPTP i 5K
MR B — M B R EER S ), Xit—5h
I T AR SR S FE AN M
42 HYESKEMNEHHEER

6-OHDA & —Fide ML IR ) LAS B i B8 1 22 0 Y
MABER, TRS5ZERMERE LIRESEMHLAY

waEY, Zm% B EREEGIREEERNE
SRR, IFEMINFEET AR ERE 2 F . BIE
1968 4 RIA e i 45 Hi L 17 K R AY R BT X S 1 4 6-
OHDA 5[ & FBJFR B LR IE S I 2 B g REM A T
KA THEAE M. BAR LR, FIH 6-OHDA %S4
PD R B BN IR TGS R A THR BA T I R A
5 R BN B2 R sl > — B8 il
6-OHDA 5 7 PD IR, @5 2 HRMER, BN
SIS M2 SEE TR W), XFE R e DALk
FE AR 2R RIS BifixF sl (MFB)
BEENEIRR (SNe) N, BESECREY SNe BT %
ERZREMA TR IR, A N AR HER T Bifa i 1Y
BB RS R M e . AT DABHAAA
PR FR AT AR
42 1EEHERE

6-OHDA # #| — Mt 4°CAE . AL, Pl & 6-
OHDA IBTRFFENNA 0.02% HitRMERHIE L. 6-OHDA
IR MEEERECEF, NGRS, -80°CIRIF,
AFELEF AT 6-OHDA R] LB 4° CTEAL, BECIRTF. Bllr
f16-OHDA, BRE—MR 6 /NI, A7 R Al el M
—80 FEUKA AL

TGS T R R RRURRIE f5 [E] 7 TN ZAA E ALY o
Bk G MR R R B S M E R, BaTx
(Bregma) FI/5X (Lambda) fi%EE. 81532 KE (L
1, RrEiRIFE X SR AR — 2 PARTX SN
RS, HRENEN AL S FER PR, AP (a): —4.0mm;
L: 08mm; V: -8.0 mm; t5fF: +3.4, HMEET
TR ARARAL ARG L, PAHIE SRR 5 28 BEEH I AR
FLEE, fif ISR R 6-OHDA (), WERffH
ANTESFAL A, PLO.S—1ul/min 35 5K 6-OHDA 1 5 )
EARANEX, VESF1E 2 4.0-5.0ul,
42 2H3FRE

6-OHDA B BA B RECIR AR DA R GEHA % B %
REFRZ TR PD & A2 . 6-OHDA & —FE Al &k
% B R, B % EgstisEE (DAT) FfiA
'Y IR EREREEA T, CEdAREE
BEREMREEEH, FEAFE~EEHE, B
TS, IXUEAR[EAALHI AT R SE M4 (ROS)
M= AR E CIIBRA R, ITEXERATE
SRHATIRES

HF e IMAKNFE (BBB ), XFffiza=
T E R X, £/0F =/ 6-OHDA {515
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AU T PD . FESTRIRTAN IR R AREL
SRR B R BUIR AR 1 # B R X S5 K12 6-OHDA A]
53 AlEIE DATHINET # A 2 2 BRZREAE H B EIRER
Reffign, XIERE LR TS RiRsG .
PIFESS T 6-OHDA FY[EIN, 457 AH'Y LIRERisE
H (NET) #pi50 (AosthErmane) . RERfLRYT 2 B RE
TR SRR o 6-OHDA 7S HIMNIX., Af DAV
AR E T, TR XMHEERE
NRNZORAR A, FESE 3 /NS FESCIR PR A e LB 2
REMBRERE, FEECREMR ARG, WHE
SUIR PR T 6-OHDA S5 DA i T H i — B Ry L,
SNe X3 H % ERZREM A ne k. XMEN =52
WA ER, XHELEPD BE PRI
%o {H6-OHDA R YH fS 2 AEH a-synuclein 54
S S R AR B RK

4.2 3MBTHZERNSES

4.2.3 1Pa#MBHEHE S B IG (2 Mk iHie)

B F1 0 1 5 S 5% B X 3% (Apomorphine—Induced
Rotation Test) J&7EAFRASLATEEHER L RS 0.1 mge
kg™ ' BYEEER P FME HE (Apomorphine) , WA T &
1% BUHIEA MR Y AR B ER KSR . 251015 T PD ISR
fG2-3 )8, TESFRIFNBHES, SRR R ECE E G
(5] 72 U ST s R R R IR B . il ALk — B
5= 6-OHDA {5 B A, RN TR £ a2 2 MRS |
ATEERY, T ELTE R & T SURIR 2 B 52 AR A B5URR
T, X2 RRSUIRA L B LT 58 2 BN R R 12 A
o QISR 30 73 B A G Bl TR &SR 1 200 [l 5135 B 43 B
PG R YR EGEERE 718, %R PD R 4,

ZIR I LT B NG HEE R % B 2 AR Eh RO
T, RS RN R B % B 2 AORE SRR R TN
A DA R % B iR 2R 42 i SE B AN BN 3T 259 (Y fe
REME, T TRIZ AT ARG T RCR SR Ak
(DBS) MR 1,

423 2%#Ei

AR — D/ NDR SRS R e R AT,
FIAE 5 R 1 B B — 7 1 BV B AR RN FR iz
BERE . MAUNIZRENYI LA T IE #1728 B3 & 5 R 1
B, FFEAshYETER, RIS, SRR
BB AR IC G 2 Sh RG2S (], AT AR 1A
SIRE A R AN /.

KR T IEEAR T NRIATFREE T 5 REGIZR.
BARYZSE AR o Dayl: B HEEENSTH 10 e

min™', YIZR2IR, BR300%D, DUEREUERN AR
AT o 1 B e ik 55 A 2 18 20 remin ™', YIIZK 1R,
30070, DUMERFRIENIHEE, QSRR ERBERE, NAZRI
[ 4ERAR S 2o BHRIIZRIEIRG 30 538 Day2: RE
EERRIR AT 20 remin™!, YI[ZR 1R, 2J3E30 remin”
LoIZR2IR, BR300, Day3: EFEEREENA]
30 remin~', YIZE2IK, SJ3H40 remin', JIZR 1R,
FIR300FD, Dayd: BEEFEHIEENAINNH 5~30 remin
o IZR3IR, 5~40 remin”', YIZR 1R, DRI RL
BHNEIZE] o Day5: 158 51 H N ST AN 5~40 re
min™', YIZR4IR G H KL G SeiE B PRI ZE(E,
LA 75% PRSI AR, AR,

423 30 imdE

B 1% i % (Open Field Test) & & F 100cmx
100cmx50cm 75 & AE A, JRAEBEI SR 73 Hi 50 emx
50cm A4 PET o REFEZH SCABIE AP -R
i, fRBHRG R REENAE 10385, &
53 BHAR SRIEAE R IRES S S FR L, S0 5 YREL
SEEE. Wzikse ., PD A K HELE HIZ3h
L BRI OIS
423 42FAHK

AT DA ER A 6-OHDA 545 B K B fef P i iz A g
T30 BT R EARERE E R R, i E 5 RN — H AT
INESH AR, HHEAFRERGFRE. AEIERT
KRB, XY AT FERNTCSEER . i
FURKEATTUAEER P, 1A Lidi. &40
TR BROE ONIEFHER, BT AK T 8123,
DIAMEE RSN I, 8 RFDER, RUIT
TR THIZs), DUMEZSARR AR HEZES . ]
DL AT R R 5 AL B A LB Tt DAPA
WERSE, PR, BB, ZEHE. EEEE &
R B2 DR E R B AT SRR .

423 5RIRMEIR]

B E I3 (Forelimb Placement Test) X 8% i
Rz 51 [ N 7 EE A MBCIR AR TS B 2 LR RER S
Xhdo fEZIAge R, il 20 At ekt REUBIE T H 6-
OHDA #A R FRHIZFI RN . MIAET, F7EARTFIE
KRBT EEATEEHBET . BIETENFRERAR
fER TR A v ERE, il E— A A ez
RIfERFiA%, DUATRE RN, IEHER T, F
T LR I (b B0 R ST o XK
FREET 10050 . B0 28 B R R B BT 2R T



I SELIRES Laboratory Animal and Comparative Medicine 11

HCE” ERZBR A —M, RS2 R A
TR B L.

B F1 1 1 55 171 17 093X 38 (Apomorphine—Induced
Rotation Test) JEfERFRAFAFEE REST 0.1 mgekg™'AY
ERER P FNIGHE (Sigma-Aldrich) , ZZWE T 1% ML
IRMERA 0.9% KA+ o TENEAA, KREM
BRI, S5 38, A ANY-maze
BRI B CA TR T, #8215 38, \id
KA YR £ Hp ek 25 TR M e S AR BOR 1  BRLR T 5 TR
. RAEESMERE YR E TR A HAA
o T2 3.

42 ANFEEE

F IR 6-OHDA TEA ARSI anife . /NG SaF0AE
HR R U, (BB R A T IR R A R R . 6-
OHDA #5813 F R 29 i AN T4 MR A Ve T 7 S50
Fto WIHKRE 6-OHDA SUMTEN RISOR AR, FIRESEL
B S iEshEe /1, EFYUERmAL T . I,
6-OHDA F-ZLHFE MR {A PD AL HF

6-OHDA 1584 1) \7. 35 (L3872 H = S 1 ik £ 1
BEME AR T M R T P O 2 B R RE AT, Xt
R AR A e s LA, X — R BN PEAG PD
BT ERCRI AR T H, A, BT RR
T, EELET 6-OHDA E S PD W I F Eiz
RS A mMITER:, XARAE2mEEI PD EE AR
PRAEIR, Wk bR 123hiR %% . HLPSEE &Y
et B A, fERN—Rha iR, 6-OHDA
TS ) IS A FHARRE TR TN 2 PD 9o 75 ¥ 1 A
J&. RRAR AR 1,

5 HERE/NENEHFHIEE

5.1 «-synuclein #EFE /5 PD {E8Y

5.1.1 FE AL

SNCA B2 E RIS R PD &R AHOCH B
. Zi T a—synuclein 25 [ o ¥ 20 F A 5T R H o
—synuclein T REEFZRBEER (38 5 /IMA) , M
M TTAIKAH S IE R ThEE, 2 PDPD A9 3 B B
fiE, SNCA HYREEIZE7F (AS3T. A30P. E46K) Bi/KF
Wi (Zf58EE) S5 a-synuclein R LT 4E
b, 58 & Bl a—synuclein 55 5 [F] I 5E 0 2R R DT RE
SEEOBEREIARETE, "R RIZHTIIR
57 14 T ELRIE 5 T2 2 AR SNCA [ cDNA 5 5]
/NER Thy-1 J5 3807 N, 5 2] C57BI6/DBA2 /N R IR

i, FEAEd ik SNCA BFEELR/INGR, ),
5.1 2iEBES

/INER ae—synuclein i3 35K AR U 55 SRE T AR 3/ 4
RRFXEXW BT, R EA AR o
-synuclein | Thyl. PrP (WT. AS53T. A30P) HEH
ANFREE 6] AN R SR SR BUIR R R G I T A
LS, AT EEE] a—synuclein FE 555 B8 8 1 IR 5 /MR
MIFERL, (HRRJR. SUIRIRIX 2 B RZ eI A it i 45
WA RN ZFERLEEER ik PD FHE R (L
FIFRALFFHLE
5.1 3#EEIFLSA

RARERL I 2 H IS5 DI RERRISG . 1EH R AT
7. B DAL Tk, SR e ESLER IR
EPD/NRIIEshIhGE, R, ARSREADNRIETFER
wWANEIhRERRRS , BRI EGLEER . i)
L T FE M o—synuclein 848 AT 8 PD HY A& i L
fil. a—synuclein 8 A FH3%T a—synuclein 28728 B I R B
PD A%

5.2 LRRK2#EEE/E PDIRE

5.2.1 JEEALH]

LRRK2 B AR5 PD &Jm & VIME R, UK
LRRK2 R[S 55 G2019S F1R1441C/G, LRRK2 6
iy 2 5 it s M B 2R sh AR . TRk Th
e, AEMATRAR, LRRK2 ZRZAL 5 [z
fehnsg, 2 o —synuclein fz Tau 85 H A Bl FR 16 F1
e,

5.2 2#EBM5=

LRRK2 B [K 2845 R1441G, G2019S 55 EL[A] /N FR A
BRI ao—synuclein R, SURIER DA S &K, HE
JFECEER (SNpe) 2 ERZREMA TERIER, #ikE
B, RUHAHZ TR R B ), LRRK2
FERIZAR R1441C FEER/INER AT LR R 22 B REAH T
BT, DARRR/D> B, iR BAR N BE S 5y
S PD B R ER AR (L FIZRILARHE
5.2 3ERFHEME

LRRK?2 5 K 5845 /N FRAG AL 2 B AR M 12 30
ThRERRRS, HoRAN 7. Bt B0 TRk, PR,
e SL5 7 EAS PD /NFREVIZSh Dh6E, [RIRPIRS N E
izshhae (WEIRERETS) AR k. ZIERIAT R
F T R R LRRK2 R4 S8 PD (9 & 5w ALH]
LRRK2 3£ [A] [A] a—synuclein B9 22 EAERS . F0IlG R ET PD
Sk A
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%2 TRIEFE R EBRHMNEE a-synuclein B/NEEERE PDERME S
Table 2 The characteristics of the transgenic mouse PD models to express different fragments of the a-synuclein gene

EQSNiEG
wWEdE
_ a-synuclein YR IERE . EiEshFERE
oRBREEE B#T Wi 5 (%) v EAEN
. . Pathlogical Phenotype of Non-motor
a-synuclein Promoter Species Loss of Motor symptoms
. SCNA symptoms
dopamine
neurons
MRBE A a-synuclein BREE
F 7 (1-130)17 RatTH  Mus musculus  ~50 _ BEETELS NA
(pST129FIZ ZIBE) e
A30P+A53T!8! . . e
RatTH  Mus musculus ~50 a-synuclein PR &K B &=k > NA
EE)TERERT B R
A53TH! Prnp Mus musculus ~ ~40  #HHEBERMA a-synuclein BE g T’fﬁjlﬁ 2. NA
P
A (SCNA-OVX SCNA HEEW o-synuclein & EENEMBINSERKER XEESE
] Mus musculus ~30 -
line) 0" (BAC) (RT3, pS129 BB M) & 1n
SCNA Mus norvegi -
By LAY (BAC) cus & ~ 40 a-synuclein A B B RENFIEZENHD IR 70 7S
u

7 ERE:SCNA, - SRAMZEREE ; NA, KA
SNCA, alpha synuclein; NA, not found

5.3 Parkin EE & FR/)\E PD &8

5.3.1 ;&AL

Parkin J& 5% & UL 0 5 G4 (R B i a8t 15 3 Rl 2 —
T 1977 AR E Gtk fa s 5 /> 01 PD B35 Hhk
KR, ZERE 2TMINE T, K415 Mb, 4
465 M EIER, GRIHPDAER, BRI R, 8AME
PD Ji: H /2 EOPD &35 Y Parkin B[Rl 5845 % 51X 6.3%~
18% 7 381, Parkin 3[R 4% — R AR NIz ZEH
i, WEEEA L3 RIEERENTIRE, PEEEER]
AbRECR L, 5HEAARE O MR ) Parkin fE40f
A SIHITLE TG RIRAS, EAEZh A
1 B A M R R R RS el & R R AR R . 4B R Y
Parkin TG I SR B R AR VIS |, 383 BRI K
kR A FEEYESREDMEE 1 (PINKL) /Parkin {5
SRRk R BRI RE, fEPD BUSEILRIR. £
KL IR0 K B E RS A T BE X ELh il B =R 7,
Parkin £ [K 6 bR Al S BCZ R R R bR FRAS, 1X 7] &8
E51% PD HFEEELAL 0, BEAN, Parkin AlEN T &
AEAIFE ] NLRP3 #1788 H B A B g SR A 8 PR A J
o £ Parkin BTG L, 5[z ZMEY
ZNF746/PARISFRER , i A= AE Ze b AR IR B VS 48 H
A3 (mitoROS), fEHEEM: NLRP3 R A E AWIHIH
%, FRMAHEHRYRR, MFZRRBIENES
S, RARSHERRAIGEREENMEIRTHE O,
BHF5EZRE, Parkin 3K @B Fl 2 IR ZR R R D RE 35

BN ARG
53 2{EBMS=

Parkin FEAIRFR /N BRI SR AR DI RERRRS |
A 375 LA M5t HL AL PR AR A R TE S B [0
Parkin @{FRAY /N R TG T4 58 A A0l PD BB 5 il i 22
[ R REAH R T B 5% R BE M a—synuclein 25 H SRR
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Table 3 Comparison of Characteristics of Several Commonly Used PD Mouse and Rat Animal Models
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Table 4 Main characteristics of PD models in rhesus monkeys, crab eating monkeys, and marmosets
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