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FEHRLAH A& T MDRRBBRTAR AL

apdk!, B R RaAK,

(1. LT AR 2GR R BEE G BE S I R AR i s g Tk
3. AL TR R MR R TR

wmEMA, T OATT, 2R
100847; 2. BRGRHL 248 BRI 519041;
110032)

B E.MeARARTLAOWZALTRERZ —, L REIZRIAAHEEET LAEE A
B, PEYaEEEERE, BABESTMERRG ELBYA LRSS NHR GJREZF =
S EB M HRIL Y ARBS A Z AARE LG S HERERRESE, mP B AAAER D SRE SE
BB S, SRR EARPHAYBLAT RN EEADREEN FOLEREAREE 2L
JE KT o F AR R R EAY Z AR A K E A RRER, B, kB AT H LT Me
HRAMRBES %, KIGBE 2R T FAR K Lk , NP 25 7 ok P 2 LB P S AR 34 @ )3 4
PSP LT A R AT R IR WA 2508 7 M4 AR m 04 o F AUE R R Fe B R SRR

KERIA : ha 2 AR
doi: 10.11842/wst.20220212005

A4 #8% (Parkinson’ s disease , PD ) J&—F % UL 5
65 % LA I B4R NI 28 R G IR AT PR PP , 32
R F LRI A G2 3R 52 GARIE R
SEREART 2019 4F A BRMA 5 AR (B E AN 851171
{51), G T A0 T A < AR AR AN B 4.78 1
N 5.56 J3 1°, H A 45 AR 8 MR EE AR
K, BT A F B WA R B ™ i, AR A 2 R
PRI piE R 1) A8 B R Y DU 2255 1 0. EN A PD
PRAIFAILML Z 25 YR YT 0 3, 2 WA 22 LR
B FRE A AL (Monoamine oxidase , MAO) 151 LA K
JLAS W —0- W 3E ¥ % i ( Catechol-O—methyltransferase ,
COMT) il 710 55 1697 PD (8 FL2 7Y, i 25
Gy B AR S A1 R Rl 2 R G RS 0 shid i 4
AN RS A R A U A AR VAR T B
BRI R A AR R
o H TR R 2% PD IR BT 58 70 AR AL 2E

K AS B :2022-02-12
521 B #7:2022-08-06

B B4R A AR
& £ 5: R285

LARARIR AL A

FTHRVT, A E257R YT PD ERAE TS0 IR 48 . AR SO
W27 Bk R 2y 2 UMY 3 A T7 R ARG
J7 PD [ SR TE AT AR 5 U 94, LU PD Y 254
I A EARAE P e — PB4 B2 %

1 PD A& JRHLHFFTIVK

PD KRN R 2%, AL A . BRAFE S
PRSI IA 2R A 3 7 30 BRBE I R A, W58 I S R Ak
W ARLAR D RE AT A i R A FRAE M SR
PLRRBE T AL A AEAR ELAE T, St [m] 3 i 1 e 4 2%
AR HLIA AL S BT 2R A S 380 T A Ak
PR N AL = A T P 4R (Reactive oxygen species,
ROS) . Z [ (Dopamine, DA) AE #2878 K & AL M 45
PIMISET , A FEPD B A E" . ROS AL AL B
W UIAH G, HZORAA D RERR 57 ROS 9 4 iitid 2 [+
FERAE T B BRI Lok #h 2 i i D REAT

* T HAIRE KA 4] HI A EE K F 3 (20092X09502-029) : F 25 s R B ZGFM K EHABR, R AT A A A LT B AET AT
%17 B (200102X09401-304) : ¥ 25156 R R H AR T &, A A M EH; A8 ARAHFALE T 2@ LR B (2021A1515011485) : £ T
AR ¥2.5 09 KMk & A 2% £ I007 90 M 25 2o ROk sl B R 5 T AR AR AT 2, A R B

* ok BIRAEE R, B, AT R A TP ERLOEATEAT MO HRFRE, PHRARRAYGERALFRSFR; TH, A TEE

IF, £ O @ BTy A e e RS R 5 BT
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i) =i AT = AR
N

4

i

3=

(Fe) ===P ROS} ) == ﬁwc/ﬁﬁi‘

AR

==) _ PD
A \/\\_,/ B

w — 4

—

Bl HeERmHEELBEIH

W, BESE & B PTEN 5 5 4k %€ B 1 (PTEN-
induced putative kinase 1, PINK1) . & & =& R ELE T
%) 14 1 2 (Leucine—rich repeat kinase 2, LRRK2) -5
fili A% £ 11 (a—synuclein, a—syn) 5 PD M OCH S 54k
AR A TR 2 DT 30 ATP AR sk /D ik 1 7= A 48k
NI A K ao—syn 575 RAE" a—syn S5 PD AH G 5t
GRS T/ MAT EE . AN
FEURAT B 1Y o—syn 1] 78 200 0 [V 52 T % 3ok 1 T 7 A e
R, FE LT BEFE AR AL T4k 1M 51 R A 4 AR
TR P RAE VLB IA R S PD R R L
— HW R B SR AR Y ao—syn 3T 3 T RS I 2
JHL 3% Ak 77 A 9 RE DXL, 4n 1 Al S A 2R 1B (interleukin
18, IL1B) . IL-6. i 98 3K #L [H ¥ o (Tumor Necrosis
factor alplia, TNF—a) A S AU R Bi 4 -5, 12 1
HLFREE 0 0 W S 80 DA # 2 e 455 5 0 T,
B PD 1Y K SRR, BRI WS K PIET 2 5
T PD A, HAIL 5 A R i DI AR G
20 0 v et e B  IOR SR N 7 A K ROS, 4R
AR A B SR AR 5T R A e H R (Glutathione,
GSH) &t A T e Ak m s gse -, Jf A
T ERE T LM TS a-syn ARV S
1, T LI HE o-syn RAE™ A, &R RAEH TN 4
KLAR T RERR AT , 7 Az i 4 A i Ak, S BUBR A 2R AL
M R A Z2 A Z TR T, IR A S B2 DS
WD PD YRR LR T AN S IR Y, T A A P 3R
& B R AR XA B A S Y . PD 1) 322 & bl
i DLIE 1

1260

2 HHBEHFIAFTPD

P15 R SR AR REAR S8 Z A1k, ¥ X B A B0l N = £
TR K IR HE IR A T 22 O T AR B
ANTR] TR SRR i PR 7R D g HE P R 2
B R FH B Sl 328 PH £ 00 L AR IR i LA
IR R TR YT PD, U T B IR TT
R
2.1 #EME%E

=W bkiz it A GRAZIE) , QuaF B —H &
Jik iz %5 PD A N FIMA SMSEAY 1) G4 VR T 45 R B =
P52 bk i 3 2ok 400 ) ST O R A M 22 T R T Y
PCI2 5, A% 1 PD AL/ Az S DI RE
WS T PR X R 5% AL i (Tyrosine hydroxylase,
TH)FI DA ZKF-H9 R B o AP LA 22 IE B RE IS 42
SH-SYSY 20 i 715 = , 235 ZORn ATE 25 MG 4, i
LR R A AT2 H R RES B 5 TH | i 7 F IR
(Homovanillicacid, HVA) 1Y & ik , BEAIR A BLAI il i 22
TCAT L G WUSR ™" o Be A, AT 25 H 50 hins 45 511
A SR A, n] 3 2GR/ s B R, AL
il ] R e A AR B S R TE R T
138 2% 28 v 25 52 O TR A5 MR AR 4 BE K o 2 R 4
YEM, I H & 3% PD AR Bh 45z sk
22 #EBCEE

BIF5E 5 UG 1t 0 R e 2o 4 ] p38 A1 7 8L i i
Ak 8 F 4 (Mitogen activated protein kinases, MAPK)
H % AR AR /) B B BT PN /18 IS T 2 L 5 1 5 45 45 AT 4 O
F 1(Tonized calcium binding adapter molecule 1,1Ibal) .
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175 5 4 — A fb & & B (Inducible nitric oxide synthase,
iNOS) ¥ %% 5% A ¥ - kB (Nuclear factor kappa—B, NF—
KB)AF RAE P 7 IR IA™ . BRItk Ah AN E TR LIRS
it L7 BE A% V] DA 750 I B2 )2 PR B S 2388 o
fEFE R R AR Y (Neuropeptide Y, NPY) B
L, 380 5-F2 81 (5—hydroxytryptamine , 5-HT) & &,
SR A < AR OR SRR AT o0 LU AR ST R WAL
R 258 T8 T PD KA & B AR e Ak, 3
BARBYVE RILA A fp 2D ESE .
2.3 AMNEHAF S MK

TR AU 2 M Ab B RO, WF5E & B RE RS 1
o 10 ) S A 7 B IO R 28 8 AE A3 PD) /S BRE AR
i = A AL W) 1 AL (Superoxide dismutase, SOD) | 33
AL A (Catalase, CAT) LA S GSH 3R 3K, Jak /> TN — %
(Malondialdehyde , MDA) % &t 5 3 H At b & B+ 1L-
10 7K, FEAR TL-1B  IL~6, TNF-a 7K SF, itk =2
A, W BUURE BE 183 3 45 o—Jun 200 5L A S Y il
(¢c=Jun N—terminal kinase, JNK) i % , I 2 PD /)N B
NRZE S RE™ . Li SEIIESE A B A )5 AT LA o 14
i B2 2 7 it & (Pro—opiomelanocortin , POMC ) f*) 2 A 1
TP 28 S AE L R I/ Jo A L R R SRR AL, B35 PD /)
Wiz SR i . — 3 ALRE S [ (I C/EBP Al UR & 1 (C/
EBP homologous protein, CHOP) 5 2 it 2 12 K 4 A R
# M [ 12 (Cystein—asparate protease 12, Caspase—12)
ik, WG PD /N BUBAR IS 3l 3 I e 2 6] 2 > 10 12 e
T30 WEFE K AN AR 5 K AR 7 05 B RE
T 3 A0 ) o—syn A9 3 B R S R 8 00 L A 45

AN IR BT REAS 1R iR PD R IR 22 s i e is 1
(Dopamine transporter, DAT) | 3, 4— — ¥£ 3£ K £ R
(Dihydroxy—phenyl acetic acid, DOPAC) Pk 2 HVA 7K
-, BRI MAO-B, B35 K iz sl iR™ . Ak, R 5 e
SO I M B R T A AT i - A el
(The hypothalamic—pituitary—adrenal axis, HPA) [% 1§
PD KB 2 MAO JiE#3 2 (Lipofuscin, Lipo) &% i,
XF PD B REIEARE R R B AR P E T . BRI 4R
THNE BORS £ 628 T 25 S D7 il iR PR LA L
R S R SF AL K T R R 2 AR
2.4 AR E % kR

TR IRR B4 T AR AS AT e 3 PD S A8 R B N 4R
WAt , 3 AT REH AL b VR ZOIR A 22 4 1 Wk
R amsyn™ 0 [RIREHD , TR 5% 16 XU RE A% 11
il R B BT N oc—syn B 3 R SR IR DR Bl 8 400
Pt E R I AEIWIEY e BRSO S X LR By 3 o v
1% CaMKKB/AMPK il i {2 HE £ 1A% 1 s JE 1] L 47
UM 2T LA BTSSR IIAE Kl 2 e TP 2 A2
7 REWS Zfigk PD KR , (5 5 B Aty 64 1 P AL A AT o 2 —
TS o
25 HAEMRE

FMBAE T2 2R R AR MUFSIE Y 28 845 7, BFY
S BRAN BH 3 037 RE 8% 188 i 410 ) INK 38 o B S S
I8 /D p—c—jun , Caspase—3 [ FR ik , 2l 3 PD B K iz
SREAR" . H RTAT AN B IR 1037 55 £ U 205 G
J7 PD I SCRAIE ST 1 A 22, AR T B LTS = TR AT
o ML INIARYT PD I SEE I S AR 1

x1 PHEFTEFTHEHRBH KL R

B F ZH R,

BEA R AN F

AE AR Fo/ AT 2 BARAT AT L Lk

MPP* % PD PC12 41 2.(250.500.

A LVET HobE e Y REFE 4

AR

=V EIRA . 1000 wg-mL™") 25
i A& RS TR pemm TH.DA.GSH T \ROS.MDA |
MPTP £ PD ) #.(3.6.12 g-kg ")
KANA e F Fh Sed M ER OWT ER BE AR e
MPP*3 PD SH-SYSY 0 fe.(5 pg-mL™") 26
SEHK s Mfnl.Mfn2.OPA1 T ,Drpl . Fisl |
by H¥E 6-OHDA # PD X &.(12 g-kg™") DA HVA MCV 1 27
HhHEg . TEA LK
: FE KF A R G ,
(A3, ) Wik MPTP # PD /) £.(1.2.4 g-kg™") Cys—C.SOD .GSH-Px.TH.Bcl-2 T, 28
: NSE.MDA .a-syn.Bax |
FRKE KT BEF FRNFG, AP ) p38MAPK i@ %, iR 22 AP 2 K JE ;
Ji o % 2 AR " - 6-OHDA % PD X % (2.36 g-kg™") .
[0 & TH 1 ,Thal .iNOS.NF-kB.p38MAPK |
LEA BB TEL AKE ST,
ANETE Ak 6-OHDA £ PD X &.(17.5 g-kg™") NPY .5-HT .NA 1 30
TEEE pa meOnE) e
TSR
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A7 I R 28 %, BEA B 2R & VR Fo/ S ot £ B ARG AT H L Ik
D= Y=87) I MR A3 R RE A 6-OHDA # PD X &.(12 g-kg™") DA .5-HT .NA 1 31
IR B »
. ReF MieF BEET HENT. A . GSH.CAT.SOD 1 ,MDA |
EFATEN MPTP 2 PD A~ &.(16 g-kg™) . o
kT AR A 22 K 3
TH.IL-10 1 ,IL-1B.IL-6 . TNF-o |
Wk MRT EFE KRR ELE K A4z INK 8 98-, 22 AT 22 SR
#mEFasE o =3 MPTP # PD /) 5.(9 mg-kg™") = g - 34
R.o@H K2 A En TH T ,COX-2.caspase—-3.p—JNK !
T A POMC A A, #phl 4 2 K g2
AR AR B A AR T A MPTP 2 PD > #.(10.4 g-kg™") TH.IL-1ra IL10 Arg-1 T ,IL-1B.IL- 35
6.TNF-a.Iba—1 .MHC-TI |
FORAC B A R & i Ak A
_ - » RE;
=z * R BFE MPTP % PD /) (2.5 g-kg ™) 36
SOD .GSH-PX .TH 1 ,MDA .MAO-B.
CHOP . Caspase—12 |
ANVE RN #b Mk B RE KR CARE GE B IR R G E AR R
= ) #EEAE PD K R (10 g-kg™) 37
% E.OH LER HTEL HE TH T ,a-syn |
A3k HobE L RE EA AT W& G it AR AR
KA T I & jREA 5 PD s & (15.30.60 g-kg ") 38
’ B H)a. ay ki . 88 TH T ,a-syn |
FEA B
. J . . 6-OHDA % PD X &.(1.26.2.52. IR
AMEOEBIE  #Ob LRI L ARE 5.04 2 ke TH .DAT 5-HT DOPAC HVA T ,MAO- 39
04 g-kg Bl
bk BHER AR EL BEH.
e ! TN G ATem R RS GHEEPD A A4 HPA B, b SR
WK T LR AR KRR BT ER T (8.6 2-ke™) DA 1, MAO.Lipo.ACTH.CRE.GORT |. 40
RSN S AN TR ETE P AR
FEA 3K m
EZNES) S 3N S| DA T
RIRA AR R . 6-OHDA 2 PD X &, (11.88.47.52 ¢-kg™") .
T B R A KRB ; R mnEad R AARRE; “
Beclinl \LC3B 1 ,a—syn }
Fph) &G E R AR
i : & A PD X A (608.4 mg-kg™) = ’ 43
Ik R EiE HEB KRB E KA AW EE K TFEB.LC3II.TH 1 , P62 a—syn |
KA ARAR RO EREFRE;
" HHEESPD X (4.15.83.169 g-kg™) s - 44
TH T ,a—synl
LA ki AH K3 ART AR #E CaMkk/AMPK i@ 5%, 42 8t £ 4k
SO AL o ? i 6-OHDA £ PD X #.(0.36.0.72. T e
. FATEL NG B AL LEHE. . A 45
B ) 1.44 g-kg™)
Rk B KA CaMkkB .p—-AMPK 1
Fph) INK 38 38575 9 7, a6 & G i
o RE. BB AT RAINE e A ) e e AR
ANFRAE B 6-OHDA # PD X (10 g-kg™") E & & 46

NG O N ) O B oS

TH 1 ,p—c—jun,Caspase-3 !

E: VAT EHS, | AFTH,

3 BRRFZIEST PD

B 2552 7 LAAE , SEBGRIFGY 2 B BRLBR v 24 [ A X
PD BT KRGS VE AT, WAt i 2 B4R e 2
K AR LA B R IR T 4 U 3 e I Ak I T
i Horpf st B Nef2/HO-1 38 5% & 35 Hoph 2540

JORAPVE RIS, BRI ZAb , KR O TR L BRI R
P2 i PD AU K BUIR 9 DA 7K Fg RIS e R
HPY Bz 2R B RE S 2GE PD /DN RS SE IR, 32 5
28 B R B 5% T A (Mitochondrial transcription factor
AL TFAM) YRI5, HT UL 15 2 fifk e b 1 2 BE Bt
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R2 BRRHAETHERFHKZEHAR

K P B A RA B 2 7 & B R AL Fe/ ot £ B 45 A7 098 T AL Lk
. FUEA 3B
A 75% T 6-OHDA # PD X & (1.2 mL-kg™") - ’ 47
TH.DA .SOD.GPx.NOS T ,MDA |
LB Nef2/HO-1 38 3%, 30 B A B3 5
A X BTk  jE B3 PD SH-SY5Y 48 #2.(0-200 wg-mL™") ” : 48
SOD.GSH.GPx Nrf2 . HO-1 T ,MDA |
. FEA B
. 95% T B 49
Rk 6-OHDA # PD X £.(5.10.20 g-kg™") GSH-Px.SOD 1 ,LOP MDA |
LB T IR DA NE T 50
B R ALK R A
LeRi 4 LR CGRERRK) MPTP £ PD /> &.(25.50.100 mg-kg™") S 51
TH.ND9.TFAM 1
AN, RIBAY 2 K IE
T 60% B MPTP 2 PD /) .(25.50.100 mg-kg™") - 52

TH.DA.DOPAC T ,TNF-a . IL-1B .16 |

E: T RFLEA, | AT T,

{EIRT L 2ES 3 TREN TR S S S =k a0 % Y T
LY 0 25 1/ B B 9 TH FH A4 M. DA
K DOPAC 5 it , BEAK /N BUILE A TNF-o IL-18 \11L-6
T, 2R A B A PSR S AL AR DA B4
JGo LIRBIFFE IR, R 24 78 SIS Y v B B AR
b BT AR | U LR R T BE A5 B S ) R AT 1 pl 28 R
FHER AR - F ORI T 2 — DR R . Bk
2GR YT PD ISR M I3 2,

4 HHFRES BT PD

4.1 FEAE

WF9E K BB 1Y AR Y pn SR I
DL B 2 RE A RS R PD A A S Ak N SR
AN, B2 RE W% 38 i 555 mTOR/Akt/GSK-3 i i,
U PD R SRR P A 28 SR E S Y, R ARG R
PR R BEAE DR L T | 7S 1Y) 22 B B 48 JT AR AT
1=, 7k GSH . GPX4 2 H /K, i /b Fe™ \ROS A= i o
BEAh, B4 2 AR A% 1L 41 il NLRP3/Caspase—1/GSDMD
I Ul A SN, X A A B B T DA
1 WG PI3K/AKt/FoxO3a {7 538 (s B4 AR 200 i 4 72 2%
2SO A IR R T U LRRK2 3 R 28748 i
U PD AR b A e 22 M RO S TS AR AR
k45 5 38 % A4 ) LRRK2 38 W 16 2, ik — 25 3
MAPK {55 % 538 BE AR OC . 39 25 1 BB | 2 4
BT PR S B T4 Rl o A A A Bax/B AR E2 41
M R —2 (B—cell lymphoma-2, Bel-2) b 1H . cl
Caspase—3 . cl Caspase-9 ik St MDA & #& , $2 5 SOD
TP 30 ) ST IO BB A 5 DR AP A AR A T 9 2 24 i 4
P o FLrp 25 7 R R R B AU A A T A O 2 T A 0

¥ BLACAT1/miR-29¢-3p 4 F Al SE 8L A9, Bb 4, B
G 2R IR A R 9 T 08 30 o e A (AR T W A g A
AW M 3 U P9 2R AR ND 1 ND4 JE R il
IR,
42 ®yE

PN EN & S o E SNSRI 41 4 N )
MAO-B . a—syn Fik ; 22 8 5 i GEFFAR PD oK B ik 2 21
HIL-6.IL-1B . TNF-a /K F, 7E PD 40 i i v | 2%
W R BB AN A WETIRE , FE I D a—syn 2R 4E,
HAE FAALE 5 94 45 PI3K/AKUmTOR {35 518 f% A 5,
I A, 28 it i IncRNA NORAD/miR-543-3p
0 A A 2 A L SR A N R AT PR R B A
P45 B 98 35 1 F 3 (sirtuin3, SIRT3) 1) 2% 3k FII
AMPK {55538 B 5 ZERAR DI RE , X MPP*IF5 S (1) #f 28
TG0 7 B B LR AP B IR A 4% 3E 2o 0 o
TRLA/NF-kB/IL-1B 15 5 205 /NI 5t 4 A 4 5 175 & 1Y
21 i 8 T, o 38 o 45 ERK 8 5% 5 S PI3K/AkY
GSK-3B 15 *5- 1t % i /0 B 84 3l 40y i o4 A 22 400 Jif O
TP, PR ST 5 R BT IR BE S i /N B
Jiki P TH 3% \SIRT3 mRNA L) & SOD2 2 A #3k , i%
/NERGE B R AN W TR RE % 3E I TS N2/
HO-1 3 % 52 BH BT A AL R BVE FHT . IR 9% A 4T 5
R AT o R - % 9k R R S (Renin-
angiotensin system, RAS) I8 5% DA #f 25 0 S Ak 1 i i
15, 3 H38 1 3% PINK 1/Parkin /15 B £R ki A4 [ w53
PR MNOD 40 Jifd i 777
43 EHhamk

WF 5% & B0 440 e Al B 008 30 20 J0% PI3K/AK {5 5 38
P& MPTP/MPP 753 i 22 3 M, S e Bl 2
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i TP 2 B D PR G e A W, H A S B AR Y 2Y
AR RS, BRI = ST & 305 54 T B R 8 42 5 /)
ST TH 323K, 20 PD /N R sh etk . BB, AT ids
VAR AR T mTOR 38 B 98 D a—syn R 4L, If Hii
P22 98 RE™ . BIF 9T A B4R AL v S IR 4 O NS
Keap1/Nrf2/ARE {55 5 38 % 9l 4 /N B A A b 28 R 404
AR ™ b K T2 SR R ) i B v
PR, BF 9T % B B B2 FH 2R RE A5 4 it ROS 2B i fR
PP 3L T 4 B R F1 i (Matrix metalloproteinase, MMP) .3
PR IR TR A DGR 1R8I IR a—syn L
FIRW, JINEEGE R BE R WA R I/ N BER AT LA
1E NLRP3 S /MRS , IFIK A A WEid v, 2EAR 9
PRI R AR AR R
44 FEEL5ELR K

5T K BUAR A NI B RS 4 il PD REALAH ML T,
I Bel-2 8 1235, T Bax 5 11 5 MALAT1 mRNA
3k, I H i3 4 5 miR-207/LAMP2A 15 5 il [ 1%
o—syn FIRT XA MR SR A AR T R R A5 3
TH 23k, #04] H fii iNOS P48 i -2 ( Cyclooxygenase 2,
COX-2) .IL-1B . TNF-« i mRNA 3 ik , &Ik MDA /K
S, R LA b 28 S S PR AL N AE A . RS R
IR A LR AU BE N BUE b IR T e Rt | if e
1 P85 Nif2/NLRP3/Caspase—1 5l , Ji 52 i 28 48 52",
A1 BT HE A RO Sy BN A ik 5 A e 22 VRS
2 REf% T 5 DOPAC . HVA . 5-HT, COMT /K 3 Fl1 £ 2,
Ji i #2 i ( Dopa decarboxylase , DDC) &3k b4k, B-
41~ Bk ] 18 1 4 45 HSP70/MEF2D/Beclin—1 38 #§ V8 1%
PD KB DA # £ et 1™
45 EE

PSR P S FEA MG 2 — R R
AN RIE g e PP 2 BR LA R BE Sl 5 40 ) CHOP.,

Caspase—12 ., Caspase—3 £ [ 1) 3R 35 , Il 2> P 5T I o7 384
BN AT FHIMZITCRT . A, PRSI A R4 5
Joi TH PR 28 08 i IR |, BRI i R e — A%
1 R (Nicotinamide adenine dinucleotide phosphate,
NADPH) %L . cd11b LA K iNOS ik , 1 % PD /)M il
1B BRER
46 #Hh3F

IS R B EE Y T 3 2o Y0 JAK2/STAT3 5 5
0 E% AT o 28 00 i S AR I R A5 R i ek 9
45 AKT/GSK3B—-Nrf2/NF-«B {5 5 #ll , Yl 45 41 28 R e
/NEE#E H -1 (caveolin—1, Cav—1) 5 M2 R G0 B 17 1ER
YT BF MW R AN Z B Rgl RS
K Cav—1 5 A KRB FE MR DAMIZTC . Peng 55" B
FER I B AT BIE i A1 RhoA/ROCK2 {5 53l , ik
5 PD /N BRI A 28 9 0 5 A L T . RS e R
St R D a1 A STRT3 28 16 Ul 4 440 i 48 475 5
T WIS R RN BE R B-11RN 5L JE P S e s
ATP A= B, 8 5% 41 i 42 R 44 1) 8 19 453 497 2 4n i 94
T AN, R AT E 1 R AMPK/mTOR {5538
Y FLIR I U (Lactate dehydrogenase , LDH ) {5 14 &
MAD & i, S0 AR I 1 A s s S | e B
G P RC, 20 W 308 3 0 ) /) L 4 Iy 8 A Ao
ZARAPAE N T TEE IS R B AR 2 T AT
R PD K Bz stk , Hy P RCHL I AT R 5305 Wny/
B—catenin {5 51 i , 41 il GSK3-B I MEA . 2Rk
SN ok S B R L S AR A2 A LA, NS R
/B TNF-a IL-18 KB R A, TH R 38 T, 3%
I ANZ B H R NS RAE R B e . EaRbt
FEFRM HH b 254 BURIr TR R ST PD R SER TS &
P2 T AR L (H T DR A AL 75 2 — A BF AR S5
T2 SO AMR YT PD I SEERIIFST B4 WL 3.

R3 HAFRHSATHERBHLRHAR

£R 5 FIe X R & A P L) A/ ot £ A5 ARG YO LK
#7E Nrf2—Notch 1 12 5 4 , 40 BAL B3 5
6-OHDA % PD X (78 mg-kg™) ’ 53
P SOD .GSH-Px . Nif2 . Hmox1.Notchl .Hes] mRNA T ,MDA |
5~
1 A mTOR/AKT/GSK-3B i 3%, W 2240 2 % 32 R ;
6-OHDA # PD X %.(25 mg-kg™") 58
a-syn .mTOR ,AKT ,GSK-3p |
S dE
- LB 5 PD SN4741 a8 (10, YRS T; s
R 20 wmol-L™) GSH.GPX4 1 ,Fe* .ROS |
T MPTP 3 PD > &.(140,280, 474) NLRP3/Caspase—1/GSDMD i %, 18 42 3 % B_J ; "
560 mg-kg™") TH 1 ,IL-1B . IL-18 .IL-6 .TNF-a .iNOS NLRP3.cl Caspase—1.GSDMD |
TH% kR
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Abstract: Parkinson’s disease is one of the most common neurodegenerative diseases, and its clinical manifestations are
mainly resting tremor, muscle rigidity, and cognitive impairment, which seriously affect the quality of life of patients. At
present, the main drugs used in Western medicine to treat Parkinson’s disease are levodopa, piribedil, and selegiline,
etc. However, these drugs are prone to central and peripheral nervous system damage, diarrhea, tachycardia and other
adverse reactions, while traditional Chinese medicine has the characteristics of low side effects, multi—target and multi—
path treatment. Several studies have shown that Chinese medicine can exert neuroprotective effects and thus effectively
improve Parkinson’s disease symptoms by regulating molecular mechanisms such as oxidative stress, mitochondrial
dysfunction, protein overexpression and aggregation, neuroinflammation and iron death. Therefore, there has been a
significant increase in the number of studies on the use of Chinese medicine in the treatment of Parkinson’s disease in
recent years. In this paper, we reviewed the recent literatures and summarized the research progresses of Chinese
medicine in the treatment of Parkinson’s disease from three aspects:Chinese herbal compounds, single Chinese medicine
and effective components of Chinese medicine, which would provide references for the research and application of
molecular mechanisms of Chinese medicine in the treatment of Parkinson’s disease.

Keywords: Parkinson’s disease, Traditional Chinese medicine, Oxidative stress, Mechanism of action
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