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Abstract: Parkinson's disease as a major neurodegenerative diseases in China and the world, its
pathogenesis is complex and lack of effective treatment drugs, although modern medicine to a certain extent
can control the development of the disease, but the side effects should not be ignored, in recent years,
traditional Chinese medicine in the treatment of Parkinson's disease is very fruitful, and has become one
of the important means of treatment. As one of the high—frequency core Chinese medicines commonly used
in the treatment of Parkinson's disease, Tianma ( Gastrodiae Rhizoma ) has a variety of efficacies such as
dispelling wind and relaxing collaterals, calming liver yang, quenching wind and stopping spasms, which
makes it show its definite advantages in the prevention and treatment of Parkinson's disease. The chemical
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composition of Tianma ( Gastrodiae Rhizoma ) is quite complex, in which Tianma ( Gastrodiae Rhizoma ),

Tianma ( Gastrodiae Rhizoma ) ether glycosides, Tianma ( Gastrodiae Rhizoma ) polysaccharides, B—sterols

and organic acids are the main active ingredients. These components play an anti—Parkinson's disease role

through a variety of pathways, including anti—oxidative stress, improvement of mitochondrial function,

induction of autophagy, inhibition of abnormal protein aggregation, inhibition of apoptosis, and reduction

of neuroinflammation. In this paper, an in—depth review of the pharmacological mechanisms of Tianma

( Gastrodiae Rhizoma ) against Parkinson's disease was conducted to clarify the relevant signaling pathways

of Tianma ( Gastrodiae Rhizoma ) and its active ingredients in the treatment of this disease, aiming to

provide theoretical basis and reference for the research and treatment of Parkinson's disease. It is expected

that through continuous research and exploration, the medicinal value of Tianma ( Gastrodiae Rhizoma ) will

be further explored, bringing new breakthroughs and hope for the treatment of Parkinson's disease.
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R ENAR 2D IS, AR SCHE aF BG4S PD s BEAIL
il B2 KRR %) A A FHHE 25 5 25 BRT ST £ 5 o BT R
JFRAH A HOR S AE1E YT PD J5 B, LI A PD
PRI PR i B2 245 9R 9T SR LR I o
1 PiEALRLH
1.1 R BRI Ag o St XL

A WF 5T 2 W KR 22 1] LA ST S0 0 38 s 5 647
AR, PR R E R BoNE AR
38 o IS e IR R AR B B B AR N A E
S 30 3 ARG 5 14 3 4 fb s o7 SR ik 2D 4 A 497 5 A
TP TP AR 8. SR 25 55 BV o to 2 B, KRR
Y HE BN 43 AT Bl T BRAR LT A% 3 S84 BB T  lipid
peroxide, LPO ) & &, X 3 W] KRR B 42 B BoA
W YT AAAVE T  BRKE fh 2E o A it 22 2 1Y) S 403
FHREAR, B BILE PR Z 0 A L AT TR B RN H
FILPO, KR i B AR P — [ ( Malondialdehyde,
MDA ) 17K S-SRt 4 Ak R i, MDA J& g it 4 ik
SN B =8, R B2 Tl A it A SR Ab 40 1 R
JRR AL A5 P i i B Ak AU S N, U2 MDA P AR G, DA
TV SR O TR T 4 I ) 3 357
1.2 KRR BAFEAEE S E

KR E BE WS W L P ERK1/2-Nref2 {5 = il
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i 1Y, 238 I 1 TS TE B THECHRAAR PN A D R L 4R
A& Wy Wit ( glutathione peroxidase, GSH—Px ) A A AL
Wy 157 A il superoxide dismutase, SOD ) IKSEJ7 H 2
A L HEEMI/EM . GSH-Px A1 SOD A S 41 ifd 4
SCER BT AL, BE 0% = AL VS I bl 2, AT
S SR A N BN, AR Al S sz 4 L
A WFFE R B, IR R R IO BE 42 =5 SOD 1 GSH-Px
T, 330 & W KRR B HAA 3500 ot R VR BT S AL il 5
NI K 44 b 25 i BT AR E T, R Al 22 o Al it 52
AT F A, IFIR B 2 AV E T S
1.3 REEH I EITTAEE D

KRR B AH 5C il 43 BE 8 ok 8 5 48 R P9 09 $c
FALR G, R A 25 H D) G 09 SE #E Pk, i — 2P
T A0 X AU N B P IR BE T o FR A0 R TR 5
AR B b R T I R R A i ( PC12 4l if ) <57
Az Ak N IR 05, T R RR 4 9 P A 43 20C fE 5
A b 2 i 3k — 405 , S0 o) A A A O T R T
W] B, B U 54 K 25 3K U5 S I PCL2 48 AfL PN )3T I
B PR 8 01 A I 5T R, 6 R 3k 2 KL
( 6=hydroxydopamine ,6-OHDA ) A% 43 J& 2 B 1z S8 AL
JEBAA B RS B 7EXT 6-OHDA T2 PC12
AN AASE R R A T I8 ek A h ALY 2 A T S R B
SRR R AR L, 20C BE 235 Hu 32 T PC12 40 il A
% I HUsi % PC12 4l M AE AU AL N BT s . X
H20C 7E 6-OHDA 75 53 119 PC 12 41 Jifg v Jig Bt i £t
P ERRAE TR RS . SCA A ST R B, R
R LR 2L TR B3 $i BROSE 43 AT LA S =2 A0 Ak 2o AR A &=
(H,0, ) X PC12 15 Y 2 {1y Sl Ak A% T 28, AT 184
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AL A 2 30 A A5 VA b 37 455 240 R A7 8 Y S 1 O R
JE S 3 B (glycogen synthase kinase—3 B,
GSK-3 B ) HOf 53 i, e 1o 40 Jifg Jo 19 Nef2 A5 5K
Fefe B MMIAZ N — HLiE AUIEAZ, Nef2 ff 541
AL Iz v 644 ( antioxodant response element, ARE )
LRk A PR IO ARE BT 8455 B9 10 21 2% SR AL 1
1 (heme Oxygenase—1, HO-1) {5 5. #Emi#E T+ 1T
HO—-1. SOD PA K A3 e H IR AR , T AT 20 22 1
FH 8 P 205 | R 1 A B B P 45143 -

Z5 b, KRR HA 2083 7T LA 3 il i 451k
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e 77, LRI R e A s T AL 2R 48, i il
A2 TR, AR ik P 22 B REfT 200, iIF
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fEE T RE I Y 4R B, JE L T ATP /K, Al
A B 1E B AR B O RE R AL T IR S A BE S S o IR,
T i BEAE e/ 2 I (6, 25 C( Cyte E BT P A% 38
AR LR T A S FEL A5 19 25 2, WA 24 47 2B A 235 14 4
FE S5UIREN e R . BB VE I R RIS T A 3
IR YR T ERAR DI RERRAS , e T P an
Ror PR T R . 33U A PRI B B BE S £ r
A I 102 4 14 35 P, AR HE ATTP 14 72 2, WA T 4t 72 i 42
JCHIREEZKF- . SORPBE B IST I BEA B U el
ZOUHIE T, AR HOE H IR, 2 RGO PR
P B IG B L T 00 SEL AT O 1)
22 RAREEAE X fE 5

SCIBE ZR 25 PV 58 22 B, miR—145-3p RE S AE 7
2R AR [, el LR AR D BE , DT A 1— B 3 -4
A FE Ak BE( 1-methyl—4—phenylpyridinium, MPP+ )
75 5 B9 PD 4 i A5 780 4 0 T, EE LR AT fE S e ot
CaMkk B /AMPK/CREB il i %) 3005 A o<, JE T & 1%
M IO R E . RIKETEIRYT M &R AT M50
4 ok A e, AT B S 5 PC 12 4 i A ik £k AR
3, BT s LR AR D) RE SR LB AT ROR P, A
TR FT A B, R PR 35 15 57 A0 T ek 1 BB 5 f8E ) L A 5%
PO 2 RV E T, T SRR AR DV FH iR O AL 7 T
TEATRE AL L [ 235 LR AR D BE R AT Y B EL A
P, 3 Fh i 2 A AV FH A SR, FEAR RORR B A5 2k
T ERK1/2. Akt LI M GSK-3 B 5 55530 i 14 1.
F B ST ARALE, KRR R S AR B A
A R E IR Y CLE AR T8 s N A N B2 & NS b= S|
A5t

i b, 5 R A ROR Sy, Al A Bk
BEAAS ATP i (4 35 4 VR 7T 2o A T 1 4 T B L ok 5t
LRRIARNE B A7 BRI A, SR A VE T TEpi AR, o - Al
AR, DL R 3l i R 95 5 LR AR T BE B VIAH SC A4S
S, IR TGS T ERRAR I DI RRIRAS . X
BeZE AR M PD S50 23R AT PSR IR T HR L T
WS SRR, I T R RRTEIR YT X P a0 FL K
W
3 FEAEMINMHERSRERESE

PI3K/AKT/mTOR {5 5 38 - AF S P& 15 [ e B8 2%
BEHLH Z —, BB IESE 25 T 0 4 2R sh P 1 A
B 229 b AR R T R W, KRR 25 fE 2 3m a4 4fil
g 22 B ( lipopolysaccharides, LPS ) iE SR IE K
JE A MG R o, BRSO E R, A E A 5 R
JRR 2 A 45 08 T AH IC 19 B IR L 4 i 9RE -2 35 PR ( b—cell
lymphoma-2, T8I FR Bel=2 ). Bax ¢35 K H W AH & 1
PI3K/AKT/MTOR . p38 MAPK {3523 4% 535 Y] AH 26 12
A W5 X R R & T 7l 1T )5 Akt P=Akt, MTOR |

P-MTOR 14 iR HEAT T K, 45 5 A& 3K, 38 i 3% 555
Akt. P—Akt. MTOR FI P-MTOR [ 3 ik 7K °F, K Bk
2 Al DA & W ) 3L 2R 7Y ( methamphetamine
METH ) B9YE , 55 SYSY 4 (3 w7,

KR RN 534 PD A K R SCIRAA R BE
% W25 T o - S MAZ IR (I RN K- IR GBS I
P A WEAH SR IS AR SCE B T 4% 3B (LC3B)
MR, SE MG SR SR ZE 40 A s v, 44
AR P, B2 S PN R 6-OHDA 73 51 £
AR BT AE 53 PD ARG BRL, A 5 AR S 119 BRURE AL
a2 (85| Wi W SIS | e 6 R - 2 RN P25
H DI S AR TFARLH . FFT 45 5 o H DL RRAE - 455750
21K R 2ol 7 S 05, AEBE K i o —Syn 1)
VIR, A Beclin F1 LC3B 14 2835 7K S B4 5 T 26414
FARAKE A, SORAR X 14 1 22 4 AR IE W,
Beclinl F1 LC3B 114 2 35 7K - T 55, A L %< 21 BH I
M) o —Syn UTRLER S, T AR 24 21 K R A28 57 KRR 4 g
IRTTUG , Hoph 2 gl 405 17 AR 58 AR ZH AT T
I E S, o —Syn B FRIK KA JIE T R, 1Ml Beclind
FILC3B By R kKA BF L TF . X —45 BN,
RIRR A 08 43 1T BE il 1 WS B it 2 19 o —Syn 21D
il 16 5 /MR A2 pl, IF i A P Beclinl FTLC3B 11
IR A WERE M, T R 2 e, it
A, TR AR T 1T R B 1 A G119 Ca'/AMPK/m
TOR {5 53 % 1 251k, TA A JORR A e AR AT 38 i vk 2>
M Bk R 1T A A 28 1 R0 5 0 A o 45 LA 0%
P, o 2001 45 6 2 =2 2 J ], 8 1 BELKT Ca'/ AMPK/m
TOR F WA 5308 %, i )40 151 2 19 s 1 e ™07

ZF 1, RIRAR S 8443 nT DL 35 AR AR 5 3l
%, LA 25 P RIS DR A 28 305 e 14 58 211 i 19 W RE T,
TR IS5 4 P9 RN BB 09 S H W L AT & A8 X PD B9YR
SFVEH -
4  HPEHILEpE T

B 267 WF 5T 3% B 5L S i 25 3R 17 95 05 15 41 g
FATRVHSE R H DI, SR B D A PR T2 3
ML TCIIRESZ 0, M4 BRI BATJR PRt B S5
ZRiBAT PR I LR ERAE P SRR SO0 BEA /K
VAR SR A SRR B 0k, ELARR B, 1 JH PD A5
I B 5 i 1L R B Bel—2 25 (1 3234, [RIB) F 3E
Bax F: K23k, oAb, i HEFF{R NMDA2B 32 {446 14
1) 5% ik B Caspase—3 Fll Caspase—9 18 7 P, DT A %L
J3T) 2 A v T AR

A WEFT PN Ay KRR T S VR T 40 O T A 0 o)
VEJHTT BE 5 LR 458 Bel—2 525 il 5 3 P 400 1 4 g
JHT-8E A Bel-2 = A B T /B AR IE AN A g T 2R
I Bax B PRI FNJC TG 25 I 3245 0. 1) SR 25 PR
B, B R RE 22 AL B PC12 41 it )5 , 40 it DY 16 PR 4L
E =SV G ol e N G S VRN AR VR C R SRS S =
20 L A PR T2 LA A E T A 56 25 H Bax 55 Bel-2 119 kb
(B4 8 B A, X S S IG 45 SR R, PR nl Bl
T U PC 12 4t AR (9 LR A4 453 , 228 T 300 7] 441 e 0
Toab AR, AT 2 455 40 2 A I A P VB . /6 MPPY
175 5 1) MINOD 1] B AL Hm | Sf AN ] e i 1) i o pise 0
17 T AS TR BsF (] 7 Ak B, A 58 &5 SR & B, R 1 32
LIS N 53 T, SR T A
R, ELAROR U, T B HE AL AT R A 41 M PN Bax
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5 Bel-2 8 A LB 3, X —AE FH AL A B T~ 22 figt 4
A PH T AR T 4P s 2 4 i i DI e A B
T AE R AR TR 755 1Y) Wistar KB SE AT AU
WEE T AR ] 24 39 d 145 d) F1R 20 mg/kg 75 5T
P X R BUpR 22 Ok b M ag s DI RE MY B2 . S e 4 R
R, W R A8 i B 58 Bel -2 5 Cyt—C iy K3k,
[F] BF RAEAIR Bax i 2R 3A 7K. ILAh, B WL GRS T
1% Caspase—3 . Caspase—8 Fll Caspase—9 X LEJ T-FHE
HEHMFRIE, 7R 35 X SR A e [W] e 2F T plr s g
Ry ZE - SR, OF W2 WGE T PD RERYIZ3)
DyRekEss U, 2 AR P EARSMIFSE T R HE, HO-1,
NQO-1 2 1Y IR R A 5 R 2 B G 55 44 ik el AH
S, BRI MPP 5 PCI2 4N T 1 25 1)
RIKRIR R BA W R ai ez /T miEe . B
WA, RIFRZE BEASAE T PINK1/Parkin-VDAC1 {5
S A RSHWTE R IR T AR A3 SRR
A TR

25 b, RIR 09 RO 5338 i s — R 5 H
FHSCHE P RN EE D B 232 DU Ry ehe s o A0t 405 25 i 42
Skl An e T XS SLEAE T, A B TR
i e SZ A I 4E P E W DI EE , ININTAEYRYT PD
KRR ER S
5 BUERIHEZRGE R L
5.1 RRIVH] /N o 48 A 35 0E

N B8 BT 240 YL AN AN S DR T i) L I 2 i, S O
HroRX PR 22 R ge b H AR S AR L . /)N RS BT A i TE
TAT AT AS [F] 58 BE 14 S0 AT R 3 A5 PR 1Y, 1) 22
AT LA 4325 MR M2 33X AR 2S00, M1 R 25 1A
M) — G BOEIR S 2 — P, — BN 5 41 it
WO, EATT 237 A R R AR R R T, An iR IR AE
KA+ -« (tumor necrosis factor— o« , TNF—« ). 141
i/ 2% -6 (interleukin—6, TL—6 ). T4/~ 25 -1 B
(interleukin—1beta, IL-1 B ) 4, X LK T4 Al GE5 |
KRG T, BN Re R BOLE T Motz
W sl FE T I, B AT 2 i — 2D A B /)N RS J5T 4 i 1Y) 8L
I X2 P B A EE B, 32— 25 N R PD 11 55 2
PR

Toll FEZ 44 4 (toll-like receptor 4, TLR4 ) Fll4Z
K1 k B (nuclear factor kappa-B, NF-k B ) HE =
SR RIEA BRI, BT /INKE 5T 41 I 19 805
N AR IE 2 W B T EEVE . o SR B O, AE A
KRIFRERE TG , A4 R K R4 2L iy TLR4 . NF—
k B FRIA =B WA BT T B, AT REHLTHZ KRR R
T LA 3E A 0 ) e LA S5 B i ZR Ak sl I RE , Skl
7 INJE B A U A 50 Y E TR AR A A R E . 22 R
I A PO T A0 U 385 B S R S S A
FH R BRAEAS I A p38 MAPK {5 538 I 1 Kk | [
AP B R 14 13 P, DB 2 /)8 S8 B 0 L 1) 98K RN R S
IV o
5.2 RIRFEMRRIE B T KF

2 BH A5 MO IF o K A A AR R BRUZE 1 FH PR 3R
AT T Z )5, R A 2L (1 TNF— o | L6,
IL-1 B HYZK-FA Brisi2b s i H, 25 KK 2R A9 77 & 1Y
JITER], 53¢ 86 58 5 PR~ 7K ST B i BE T o d 25, 31X
WY, KRB ER AT LAREARAH OC 1 28 PR AL 7K1, it %
BT 4 R A R F1A) ki 2 2 2 9 A S 7, AT & 4 F A
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Z AR Tae. PSR E, XTIE 285 S BV2 4

& AR | IR BRI P il S8 20C BB A — s PR

ROR , R X A AR 0 RAr Pz '™, Jf H.20C

s Al DAY 1 Sk —4- 2R Bk —1,2, 3, 6 DU S Mtk

( 1-methyl-4—phenyl-1,2,3,6—te—trahydropyridine,

MPTP ) [R5 R Tt SO AR B g B3 453 455 F S

A7 R, /D S o 58 A% AR Y 3R AR RN R AE

B BN g8 A I E 5 R B R JRR 3 LA D i

FH IS 220375 5 59 BV 2 41 it 5 i AH G 7 NO | TL-

1B . TNF- o 5P RE ST, R e BRI /0 TNF- o |

IL-1 B mRNA K % ik 7K “F, 3 il NF- « B p65 i

AL T BEAR NG 2 B 5 5 AU BV2 R AE AH G 8 A

iNOS .| TLR4 . p—IKB a . NLRP3 . cleavedcaspase—1 .

cleavedlL— B FYZFEiLIKFE .

25 b, KRR B FAH A 20 43 T DA o R
TLR4 . NF—«k B. p38 MAPK il & 45 11 19 223k , v 2>
7N JE JBT 210 i A DRI L DA T DR it 28 R S IV 5 L T
LI i B TNF— o \TL-6 . TL—1 B . NO AHSC R ML
TR N ZFHEDCRAE I . LA B U B KRR AT
R Gy SR — P AR g i AR 2 AR 5, T LASE 2% PD i)
K
6 /g5

PD AR — i Big AFEARZS |l R IG YT XEBE Y
P2 IR AT PRSI , O B A BR B 2 A WF oE 8 A
AR, v 245 R BRAEIR YT PD Jy T 11 24 FRAIL 4] 32 ¥
Z RN, WA TRA AN FRELAR DCHTIE & B, KR
PN 1Y) 22 R A R8O8R G HAA VA 45 2 RS2 AR K {5 il
B VE ] X 26 453 0k 2 iR A 2 M0 R LR G AE
FABLE, R 2P PDRICR, AT WMoY
A 5o A HAE IALHIAR 24 ) iz 3697 PD J7 10 19
W& 1 B R ABAT A A e 2 ] TR sy BR A 5, JFG
v R R R IR AR S T RIS SOl AR £ A AR T X
LU P 2 [H A AESE CFEM o H AT, RJRR 1Y) SRR 44
A A AN B Al /Do HCAE AL A ) 4 T A 28
SrHT s HOGTF RERIGYT PD i WF o8 2 AL T AE 3
FVAR AL L, il RAE S AR XS 520 b Ab, KRR
RN ST 1 HE By 2N, A [R] 2 BT 725 T A4S 245 9 il
Sy R RO REAEAE 22 50 T =Z 58— 19 $2 BUPR
HERTT e PR R, 20T B RRRZY S 9T 302
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