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Pharmacological Mechanism and Research of Tianma( Gastrodiae Rhizoma)

in Treatment of Ischemic Stroke

YAN Shaobo, LIU Xia, WEI Xue, XIE Jiahong, WANG Yongli, LIU Hongguo,DU Yan
(Zhangjiakou Hospital of Traditional Chinese Medicine ,Zhangjiakou 075000 , Hebei , China)

Abstract; Tianma( Gastrodiae Rhizoma) has a long history of research and application as a traditional Chinese medicinal
material. Traditional Chinese medicine believes that it has the effect of calming liver Yang, dispelling wind and dredging collater-
al,relieving wind and arresting convulsion, and is a Chinese herbal medicine often used in the treatment of ischemic stroke in
clinical practice. The etiology and pathogenesis of ischemic stroke are complex,the clinical symptoms are recurrent,and the con-
dition is lingering and difficult to heal ,which seriously endangers the life ,health and quality of life of the patients. Modern phar-
macological studies have found that Tianma( Gastrodiae Rhizoma) and its active ingredients not only have anti — platelet aggrega-
tion, inhibit blood coagulation,reduce blood pressure,regulate blood lipids, protect nerve cells,vegetative tissue nerves and resist
depression, but also can play the role of antioxidant stress, regulate immune inflammation and protect neurons through multiple
pathways,so as to prevent and treat ischemic stroke. This article reviewed the mechanism and research of Tianma ( Gastrodiae

Rhizoma) and its active components in ischemic stroke,in order to provide reference for the clinical application and basic re-

search of Tianma( Gastrodiae Rhizoma) in ischemic stroke.

Keywords ; Tianma ( Gastrodiae Rhizoma) ;ischemic stroke ; pharmacological action ;nervous system
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AR BLAENG , S THE 25 , Ak W 2 6, RS I =2 <l e i
Tt A BRI UM 2R A, 2 UM, 54 MBI A 78, Ik 75
PFIHFE , BRI, RIS SR R P B 45 BE A T
75 SR SIEELAE o G RYA T I H LA BE 6B X Ak
PR T ML AL 38 45 S D35 2 R TRk
M5 R FSRAB YT A 995 9 v 245 5 R0 v L2 AT < DR JRR B0 JHE K L SR PR
KRR HE CEEARKRG CEE R 2R R T
MRS A0 X SO UE SE A A 25 B S A R R, JF HoX) &2
2LV S8 e o LA 97 96 Gt L PR B0V P 4 2 2R
HATIHANEEE , & LR RR A BN S il AR T 3 A VR g —
D518, L AN 56T RBR BRI 1 8 3 58 R RR il 70 £ r A b
22 RGP 5 T B 25 FRAE ST, RIS 28 0 B TR IR IR
ZHTFBAG R AR LR R R KR AT
S I P R A R A A T, BOAS SR RBRIA YT ik 1l P
Ji A v @ A AL KR SCRIF IR R4 T A, DASBI A KRR B ¥ e I
PERG AR R LR 22 AR
1 REFHRER

RIRIE AL 2B RUA Y, 25 FIFE 43 S b T4 1 B
25, R BRI R I D7 SR AR A R 2 ik T (Rl
ABEZY ARG, F0 0 B, RIRAE 9 24157 fe 5 0L 25 74 B
BN BT CEAERIL) I IR g B RIBYT Sk %
S P RER S RGBT . KRR 2GR H O, ANTZ,
AMREEST, HA BUR RS T 100 BRI X 45 1 sk
(EBRBEAME 2P IR 10 BA “ RIR L 1%, 2 X2 257 1 25
FI CRRA RIS PR Y S KRR AT RIS 5 A%, F
T 355 LK, S TUE T Ak (R B AR ) 25 IF AR 2
JUE, JER A 32 A7 , RBRA AT 22, T LIIR YT KU RZ 2, RN,
TE A BRI A, D S T IR 2 B A R
BRIZG RO FEATHE T RIKE IR 2 A HLR
RS L e 55 A B HCH 26 45 A W A2 1 a0 R
AR IRR AR L LRI R R S RAE ORI R
28 WSRO TSR 2R T, AT LR FERREAR I (I O e
L A0 LN SRS R o 28 2 o 5 2 B 2 TR O

VAR BEE DESE AN TR, R R BR I A RO 43 2 34
FHRAEFBLT RIS T — & ik, BT LR IR 10
T2 5 MR BREE T 25 RV B R R S AL VR T Bl il
P2 5 T B 28 52 0] DU AR I 97 3 L HE TR
JRRZ BRAE PR 7 Bl 0 G 2 TR B AR B 2 . AR R
JBR B A U S R L IR 2R TR T BRI A TR, LA
RIRLEIR YT B PR i A v (4 g PRI R 4R (2%
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—, L e o M A 40 1 A R SR 4 DDA G e ot 2 Mg A
RATI G, A G B& AR A 43 08 R B 9 AT R 7, AT LI
1 EZIRTT 5T A R - 2 (interleukin =2, 1L —2) | Jif g
AR T - o (tumor necrosis factor — o, TNF — o) | [ 2] ifd /)
% - 1B (interleukin - 18, IL - 1) . H4I U A+ & - 6
(interleukin -6, IL — 6 ) 8¢ 5 AE K 7 & A B S8 140, 328 38 1 i o7
B 3 10 K0 RS ) ML TR , 5 | i P 3 4 e AN A 22 7T
IR NI XS € IEZSTi - N

TNF - o e 24 G I P B A N 7 2 —, =t
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BARERZEEAMRRMBE T 1S KAEG IL-18 Rk H
TR IL - 18 REMEIE fh /NI ST 4l ML, I 380E R F - kB (nu-
clear factor kappa — B,NF — kB) , #4140 54 2 B4 o L R 1)
FIK RS AE SIS, TG S 30K A 4k & Pk i 45 45 . TL - 6
SR A v BB L A R I AR RE SR AR L L — 6 430 b T ml 3 Jim
200 TR 285 BE 23 B 7K, DT e 2 1 00 i K A 2 ) SR, A
RRFTE M R L P57, 28 ki A b B S it s 3405 , [RD B T — 6 B
LI 2T A2 A S R, B0 /MR A Rz, DAt
PEHE MVBEE R , 5| A M SRR , 1043 L4 PN B 2 L, 3 TR A 4
B, DA A 0 i o B, 3 AV i P 2 R v, in 20
SRV Bt I S5 4R, 5 A SR LR A A e ) A A TL - 6 8RR
AT 1 4 M S I 07, R SO AR B ffe 0 T Y A A A B
B, FFU IR A A, M AR SE L 5 AN S R
Pt 288 T 24 L 25 R TSR A A A 188 BT, JFL ) S B A A 188 A% T R
25 A B RALLE A R Z /R 19 3 (nucleotide — binding oligomer-
ization domain — like receptor family pyrin domain containing 3,
NLRP3) SAE/MAS, AT LAA 53 55 9366 52 A1 #E 58 iE PR 11 7
A AR W e L P 2 o PR AR A O i
I ST R, 30 SERE/IMA B0 R LAV 980 S 38 1 1)
WA o T 5% 22 W DR JRR 25 AN AT LA B ARG /1N I8 J5 448 L Hh 48 2
N BT 4F TNF — o JIL - 18 IL - 6 1L -2 ZE 567K
ST RBR A T LU NLRP3 S8R /IMA [ 26 35 1T 15 2 5T
RIGHOR , BB

PRATAR 538 1% R B A G 2 o R A B AR B A A A
Hhoke s T B Y L A B A R A | R e R
Toll ££3Z 14 4 (toll - like receptor 4, TLR4) — f&#+E /31K T 88
(myeloid differentiation factor 88, MyD88) /Toll/IL — 1 3 {A& &5 #4
B fE 4 1 (toll — like receptor — associated activator of interfer-
on, TRIF ) 3 #% W O , S0 48 AE PR s o, DA TG 58 48 A 44
W& Az SRR R T L SR A LA A P, B SRR R 4
RO TE AL R A Toll £ 32 1 (toll = like recep-
tors, TLRs ) il i MyD88 i M 34 1 A MyD88 JE AR 1 34 2 o
VB TR 1Y RAE SNL I B A5 5 e S R - NF - kB 0,
NF — B 380 J5 T LG & T U 22 T 580 20 R 119 7 A 3 g
IR 4B 7 o Rt 2 S 5 3 R R R 2 K RS R AT
T, RS A OGS AEHE A5 A I TLR4 \MyD88 \NF — kB p65  TNF
ZARMCHF 6 (TRAF6) 192 [ Al mRNA ik 5 KRR /il &
ARSI B R BB FEAR, p - B 7 «B MHIEE o (p -
IkBa) {2 At S IR, LAGAS B R BR 2 7T LLE o T3
TLR4/MyD88/NF — kB {55 i i H1 ¢ 58 IR, 310 fil 28 JiE S B,
KA AE R A Sl R SRRl 3R 2
B2 TR 2 B X R R IEA T SR I3 55, Wi F % DR Bk 18 i 1
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N BB KA ] TLRA/NF — «B 48 AH 5645 53 5 4 4%
P 22 98 RE L WA R, DT 38 380 e k2 1 453 45 Y
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2.2 FAMAE  AFEE ARG e R A
PRV AR JSEHE N, AU A 7 A2 S e e o P A 24 v 2 445 473 1)
BRI o ARl N A% O S SHELE T 240 B R R R S A e
H= 175 14 48, ( reactive oxygen species, ROS) , iNiZ5 it & Az J5 i i
AR T B M R R R A R IS M A R S R — R
AR S T, DTG S 50 A P 3 3 M 1, R A i 4 4K i
A

AUFERY, BRI A b 25 R H 23 b B el Rk A
BT AL Z 18] 0 1 1 45 T R, 4 i 5 | R ™ E 1 AR Ak N IR
B2, P9 (malondiadehyde, MDA ) | i 4 £k 4 B AL i ( su-
peroxide dismutase, SOD) 15 48 £k & i ( catalase, CAT) J& &1k
N S AR bR, MDA 20K Y k4, SOD M4t 46464,
R ) 25 FAE A5 47 i 440 e R £ 4 ik 240 B AN TR T TE 1
BUF AR N ROS 234 CAT,SOD &R, i 24 WG 245 v & A= 4
e zg i 22 AR e, R EOLIR BRI L R 460 1 El 2, B0l
A4k MDA HBLUK SN, i MDA i | E AL E AR
RRESEE ) R O3 T R A S8 TR, U8 4 5 ) 45 # Th RE
BGAN AR RIRZREW B B 3 Fhishs, K
JRZ SR BEE L [ (R MDA 7K, 42 &5 SOD  CAT /K, Wi 4%
PSR SN, (I 3 e 22 T e PR S, DA T i 2 0 I P i A
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SR A0V P 2 R AR o, T SR SOD e
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AR ROS fif 33 (335 , R4E 2E (K, Il ROS 7>
A BRI R BT T T A4 I 240 ) o TR 2 T U e
AN B - FEMFEEE H (amyloidB - protein, AB)1 -42 IS
F) CAT F1 SOD A1 L& R F E2 A6 7 2 FghmR b 22 24 i
WAL B BTG BB ( mitogen — activated protein kinase, MEK)
WERR AL ERK1/2 3235 , T IA SR K BUIK PR T i 20T 1
YER
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JH, DU A T SR (45475 , VBT B R A A v
2.3 WH MR T AT SR P kA R O
Ylo AHMOJR T2 —Fh 20 MR 7 A T TR 2, p R A A R T
HARAEAE, T30 7 B A TR AR Fas/ZE T2 14 (B - cell lym-
phoma -2, Bel - 2) #HHAE TG 3l , 248 T b 7 v e S SR 1 2
BIRAR M e 2 B & 1 8 3.7 .8 .9 (Caspase — 3 Caspase — 7,
Caspase —8 il Caspase —9) JE MIE -1 M5 5 E AW, 4% st
M 7% A A Fas F Bax/Bel -2 W45 % A2 WAk, I ELYE BRI
P 2 v At 3 2D 3 U, R TR DG B [ 4 F Caspase - 3,
Bel -2 A5G H ( Bel — 2 associated X, Bax) flA T-i# S W T
(apoptosis — inducing factor, AIF) [ 3 15 < H B B @ 4%

A" I T4 A U AR B R &R A L Bel - 2
FRR B ILFPER I Bel -2 AH5¢ X [ BAX SRR 4 T8 1 40
MIPA T, BaX R EZ AL T, Bel -2 NPE EZE A0
FIVR T2 O, AR 52 380 g e ot SR8 e, M 2 2P RE VR ) A%
fiZ B, Bel - 2 5 BaX fH B 1 I, 2 3 AIF B, #4006
Caspase —9 ,Caspase JE i T 1%, AIF 3 — S AT
SRR 20 B U8 T U By TNF 58 e AR —2 7K R B AR O i
St IR L F 2 T G 88 0 L 3 A D O T AR R B
R AR T R TNF,

PENG Z W 25 Fil FH 36 il v 20 Jik e SE A5 750 BURSE Js S A
[ PR EE 24 b7 d A 7A0BE, Je BORRR 25 1T A3 5k B AT i
PAHHR A7 (1 Caspase — 3, Bel -2 K3k, $& T+ Bax K3k, Ml
Caspase — 3 154k, DL SRR AL 28 18RS B (p — AKT) /Nif2
L R AEAP IR 2 T R AR T ) S & B, (0 T KRR
AKEE Wy 8 9T R BRI e T B A R A, wp ] o D
Caspase —8 i [ EF 215 , WK H RBKSRIY BE B Ul i 22
P T RR SR I Z8. KUMAR H % B 5t % B0, f
A E R BRRTE MPP + 15 1) SH — SYSY 21 Jfid 7 v 47
WAbHE 4 b5, RBURIFRZR AT LA Bel -2 mRNA 235 b
Bax mRNA ik, i Caspase — 3 47 , A 4t A =, At &
FERIP AR B35 2 T 5 02 S G o A e Ol
TR 20 B T A R e 1L/ P08 Y B 9 S TR s AT, R
PRI JRR F i 8 B P B RE 63 ok T A Bax 2R RIA VIR
Bel -2 #1335 F#AIX Caspase 3 £ 133 , 0 A 2840
UL T 38 Ao 400 ) 248 0 T 5 IR kPR A

VLA SRR, KRR S LA AU 4 ) DA I T TR A
WM TS 3 42, T M Bax 3R 35, 328 Bel - 2 JKF, 14
Caspase — 3, Caspase — 8 [ 3K , 300 ] 200 J 0 T2, e #4 0 o ol
ZLANMIAE R
2.4 ApHl i E s B A T AT PR R R A
5%, i MR S P s AT MR M S5 S 2 A R R R S gk
A e S o iz ] R S 2 A | TS 2 Y T A PR g
SRR it 32 A0 5 45 2R (glutamic acid, Glu) F1T] 4 24 1R
(aspartic acid, Asp) , Ho i &8 2 R 2 2 (0 2 25 M 4 B 5 Bk
I i 2 v 43 TR O, TR MRS Il 2 2B B, XM R R i
I, G 1M ZE AR VR0 5 | s T B B [ D RE R AT R B T AR
BRBIR , B8O = WA R MR, 1 BE O DG Z ARG AL, ¢
FRA- AT LM TR 2R N - L - D - RAH
2 (N —methyl —D - aspartic acid, NMDA) Z{K o - &Ik -
3-S5 -WH -4 - FEMWANR (a - amino -3 -
hydroxyl —5 — methylisoxazole —4 — propionic acid, AMPA) 32/,
DN B AR D4 A 2 1, fih & IR 15 5 Gk S, fish 2 0 B T
wiE R gouET

NMDA J& T 85 F TR 2B 52 1 , S e MR 1428 1 B8 73 3
(N - methyl — D - aspartic acid receptor, NMDAR) & H pf5
P AT PE TR A e EZE Y 2 AR, NMDAR A AX 3% i 1 22
AP, VR T TRt Ca® " 38 38 5 | R 45 8 2 1T 45
Yili i ", WONG S B 4517 W5 k3L, Kb R B 147 KA
T 5 X2 T, I NMDA () #2824 25 B¢ M, 700301 45 28 7 N
Vi T ENATT B PR Z 1 . 5457 BF g R,
KR ZE REM RIS NGE TR A0 I NMDA 21425 43 P 1 40
il NMDA 524 NR1 WAL mRNA ik, HWRSE TG 515 4%
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T, DT 2 42 B0 Bk A P s A v et 2 R 4 B 4 A

AMPA ZZ K& T T4 88l 1B A2 A, 76 G il 1l & A6 B
S A0 3 2 T R I T, R R R RN B A, 5
FHATP & B E > Na® - K* - ATP F G MR FEAIG, K
MAT PR 206 A B BRI, e Ut AMPA 52 453 B 80 JF
X Na ™ 3032 V3 &, 51 kS 20 MR H 7 & 2R R AL, R Y
Ca®" | C1 ™ W5 RV 22 P9 3AE 1T 25 |2 3G 40 /K i, 2 B ek 1
S5 EMATTIR L EIET: T AMPA Z AKX Ca® " (3l
BVERET Glu R2 WA (Glu R subunit -2, GluR2) A& &,
GluR2 X Ca®* 1438 B MEH A , GluR2 55 Ath W74 137 3L v ¥y 1 32
PARZERIT , P AT E A 20 M A7 i B M, T GluR2 k=
A3 Ca™ AEBEPE , 5 | B2 4% 88 2 L 40 ) T 45 1 AR Ak S
FOG 20 M K R FE, 51 S G R oL P RS RO &
BT RIS S 20 = -G A A 4L B4 T 25 52 75
FEAMD ) dFe i 53 45 B A BRI B 2 4 8 T A% 32 R WP Ji% 1 2H (nu-
clear receptor subfamily 1 group, NR1) \NR2B [{j ik, FFE{K AM-
PA ZARWHAL GluR2 (33K, B7 1k AMPA 32 04 [R5 B2 38005 1
WD AN AP DA M A R TR 2 PR 23 T ) R AR, AT R A BTG
Bk i A5 45 1 VE

BRULZ AN, 2t 2 R A o) 1 S B R 2 () A NP A
201 B e AL P A AR 47 ) SRR ) S R DR A
FREFRWBEPE D3 IR A5 3 A VR P, 2t i & 2B 5 T2
AP Rl 2255 50 v - &2 T IR (v — aminobutyric acid, GA-
BA) S i b RE A, AT b 22 S5 B4 i PN 28 B TR =[] 1)~ AR
A, SRR BG T o A BETELEIE  TE 5 KRR 2k TP SD
R i e M AR R B R RR 2% PT LA 1 Ak e v 1 2%
R T R0 0 T R TR A R A, DA T 2D 2 A 1 R
(Glu,Asp) FMHIEZFERL (GABA) MR, DL E M
iR, 45/ MAERE I B, LR R . AR &
IR JRR A SUOKS RE WY S AR o v 5 vh A ME A R o i, W
T M Z 5ERR (glycine, Gly) 2 4, RS 5] & AN [a] ) K JfRby
RIGAT e R BRI Z IRE . BABI & B R Z AT LUAE
NS G R 2R B R 00 T BHL L B 2 8 R BRI A B2 o IX.
GABA 14 = FIREAIK Glu /K 5, DT IE 52 2K JfR 2% BE I 15 # &2 3
JBT, I AT R Y SE 7 e i 2 KRR A ) L R A Y
fER

PL R R, RBRT UA 8K AIK GABA (GLu BT, $2 15
PP AR Gly & &, #0#] NMDAR [ AMPA 335, £ 1 4
TR TR I S MR A L AR A AR, AT
BB ARG
2.5 M#l e E e IR R =K BB
JSTAIL /D5 e JoT A4 M AN /NS B A I . B TR Jo A A Sy K i
FhE— BRI % 25 BE B B A, A R I Y BUIE BRIk 2 2R
RACE R SEERMMEMS . BRI RAN AT LA B K R
FEA SR, M IR I & AE v 45 S8R TR IR o 4 MR R R A 2
R, R RS filSh N - F 3 - D — REAEIRZ AR
T, B E e REE O HLE A Bl il B A e, K2 2L RE &=
RAEFEIR S — A0 0 B TR R o 2 U X 4 2 R ) SR BT g, LA
B RAMRIEAMEAN R BB R, B 2oc e w54k
TP IR0 A 3 T A3 5 A% D iR AR 5 T A SO, i — 25 TN EE
XTGBT o o T A M AR A8 B S SR TP A% T
T RE A CR AR , A SR AR ™ T2 i o B R
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I R4y 2 R ) 3 s B A I I A U8 Ak , 18 1D 28 e o
R LR IR AL BT 2845 , S BORESH B 47 , PRI/ i 1 5
Bl A A /I T 2 I R 1 G T P Y, i 5 TR
Z2 T L IR T A3 A S L BT 4 2 AT A, e il M i A
FPOR AR S NS B AN A OS , TE R A T R AE 2 AR R 2
JHL R R AL IR R el 2 R, S — T XS
Pt R AR F A A B Bt 208 55 IR 1 5 R AR IR AR 3P 1)
Bt WA RS S B, (o P TR RR 2 X e AR BRI 5 1)
AP R A T SE 5, 45 R R B R o 4 M P g R T AR 6
FERER FUKOF TR, 4008 T BH 2820, 3878 KR 2 X 455 1)
B B A R R . b S R BRZ X/
BRI o, AR 4 P 5 1 5 2 A MM P 33, 5 TR T BB , >R T
RT - q PCR 5255 \CCK - 8 5255 Western blot 5255 45 J5 1 i 47
WHIE, & B R RR 2 7T LA 20 i Janus i 20 B2 25 1 ¥AG 1
(JAKL) /{555 S sl IR -7 1 (STATL ) {5 53 %, 30 7
NI B A ML G o AE OGRS S, AT I JoT 4 L 4 2 Tk
JHe 5 B ) FRIR REAE B R RR R IR , I H R BRI b BRI
JoT A 5 I, 00 R TR M B A L o T, DA IR R R T e SO A
TIRE i 20 L A BRTE R, TR ZE AT LU i
JOT A R 8 A ST /N BB T 0 U P BT A O 20 B i A
AFALBFRRE AR b 2 2 207 0 DL 1 R 5 288 W T Jo 4 i
FA) 3G A Bt L P M 2 v A ) B B LA , DR RR B L 1
43 P LASE S FH T 62 5 200 M A Y o e L P B 2 v
B T St P A 2 o B AR BRI A 2 RS AR 2, i DA
TR Y T O AR I RO, 107 R BRA RO R A %
22, DRI R JBR B L 1 o 3 e 2 8 o ) T T8 5 ke P 1 iR ot
YHRLIA ST Bl a4 T A B R BT R RT RE, R i — P IR A
3 NG
RIRAE Ry —Fh 2 & IRl PEAR Y , ZE S I M I 25 o 367 oA
BTV HLBIE R o A9 e IR TGI8 A2 15 5 440 i 1 345 £k 3 S
RAESTL STk A R TR A, X2 thfe it i 2 o R A A E
S FREERE , R RRBE A% 3 B A I A AT A /K T B Rl It 4
OO P 0 1 S 3 8 R A VR R M PRI AR P 8O B W R 2
MBI BIRIRRRIA ST B il M i 2 o (9 1 PR i
PR Tz, 2GR AT B T — @ MERST , X F KRR
7R i M A 2 LIRS H R 2 DLl Sy 3 i R
RATIAE AN I HIHEIT B MR R F R AR PR R R,
G IR JRR H AL 24590 80 A0 DR JRR 25 M ] 3 R PR L L R T
SEMBIFFEAE XS AN T, TR R 32 0 8 % SR PR 28 B LA A 083 1Y
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