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Abstract ; Ischemic stroke is a common and severe cerebrovascular disease primarily caused by insufficient blood supply to
the brain, resulting in significant damage to brain tissue and severely impacting patients”quality of life. Despite the introduction of
modern medical treatments such as recombinant tissue plasminogen activator(rt — PA) thrombolysis and mechanical thrombecto-
my,issues like time window limitations and bleeding risks remain challenging. In recent years, traditional Chinese medicine
(TCM) has made remarkable progress in the treatment of ischemic stroke. TCM not only overcomes the time window limitations
of traditional thrombolytic therapy but also significantly reduces bleeding risks. Among the potential treatments, Chinese herbal
glycosides have been extensively used for various diseases,including ischemic stroke. This paper focused on the relationship be-
tween Chinese herbal glycosides and ischemic stroke, summarizing their mechanisms of action in antioxidation, anti — inflamma-
tion , maintenance of vascular function, neuroprotection, and regulation of gut microbiota. The study aimed to provide novel per-
spectives and approaches for the clinical treatment of ischemic stroke.
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S PERR 2 Hh (Tschemic stroke, 1S ) J2 i At i AS 42 177 5
KN FE RPN RGP, BA A R B A &
FIEOE ARG A AR B A S R BE T RIA T 7
WA FiArmesr &8, B A O i1k, 5 2030
4E TS R R AT E SN 50% 47 L TS 1 R LR e
Ret QIR AT 20 M A T | JRE SN R Ay M B R B AR T
57 Z AR I IR IS A S B0 20 40 M Bl SR 2K 7, A
M5 5 JAE SN F EANMAE T MU ALS U5 o w5
ZAN R R AR, ANAF I | (5 I H 0 R L e IR O R
AN LA S 2 B R 191 L 2 41 41 0 5 £ DS
T RUBBIBORS: S8 A VA YT T i, LI i) 57 R T i, XU 55 1)
R T,

HBEZGTE IS VRYT T AT T B R, MR TR S
PREEFIRIT Ik, T R 257 ok BA AR R PR 25 A Y
FERAL GEV R 7 1 I [ 18 FIR o, G A DR 8t ik /0 S i XL
Bl RN R R KR A B TR B AR S
PR RTINS X 1S B
BEMZRYVER o 3 B 258 mT LA I G00& 0 , Joli i A e
B 45 05, 3 %Ay PE S AR 5 & 1 X4 Ay e T, IR R
MBS AR B o AR, AR P T 3 5 v/ 4 A 7
FIGAE S, AP B B4 45 ) o AR, B A TR AR
MR IS8 F AT b R 2 18 4k 2 A3 AT IR AT ST, 31 I
KAEA B E Y. Hobh, th iR BA U 5 e i
il PR PR PR PSR ECER A IS DA MRS
LR MR T A S R MG S R A T
TR YTEIR PRI T2 0 385 T 2 M ia T, 4
X5 IS AT
1 BHEHFEUEYSHRDEKES

TR SRR B e ), REBOCE LR H
Tl 45 BN B R RS A ORI o O B R R 125
PR BRI AIE P o AR IR G5 A T A3 O RO I A
SERHNOT L A AR AL 0% B s I A R b g
PRI A 1S M7 L)z . HHLR 28, K
REAR B n] & 25 203 K A 3 ik BH 2E ( Middle cerebral artery
occlusion, MCAO ) 7]z i H IR A5 5 1) T AR i Je JH 760 ot 22 2 B3
5, FERE IR LA 2 AR AR I A 5 — TR SRR S E A% (5 - bro-
modeoxyuridine, BrdU ) F1Ifi. /N — PN B2 40 i %5 [ 43 F ( Platelet
endothelial cell adhesion molecule —1,PECAM —1/CD31 ) X [H 4
ik Ak I 48 N K A2 K R F- ( Vascular endothelial growth fac-
tor, VEGF) Fl— % fL % ( Nitric oxide,NO ) REJH L Be g /b i 22

fit} ( Lactate dehydrogenase, LDH) O3 G I W =V . L
TR VEGEF I NO (R, $m VEGF \VEGFR2 | i il
C - y1( Phospholipase ¢ — gamma 1, PLCy1) 4l ffd &} 5 25 i
fiff ( Extracellular regulated protein kinases, ERK1/2) A2 A B& &
12 1% /it ( Sarcoma receptor coactivator,Src) Fll PN 2 — &L R &
fiff ( endothelial Nitric oxide synthase,eNOS) (1) & 52 #E A i &

IOk PN B AR MR AE TG A TR ARG A TR g, AL 2 i
P VEGE/VEGFR2 #E 1 i# 77 Sre/eNOS I PLCyl/ERK1/2
PR M AE MG 1S, —TREALIG RN A 3072 & 1S i
HLORM 6T ZZ b WUE ERFI B T i T, iRE
WL AEMH =LA 1S B b A W RETE 3 4 H NIRE| 2
REIEN R AELRMIE, = LB TH S ZEFHANEAR
FRAERTC R EG I 22 57, RV =L BB EIRYT 1S 1l
JE 5 T RAT 4 A AT AR AR R R o b i s A
MCAO KRR P I i 1) 2 I A0 PN 28 257K, 07 [ i 4 41
HH AR R 51 2 3244 ( Glucocorticoid receptor, GR) /p38 24 %4 J5i
WAk 3 H 4 B ( p38 mitogen — activated protein kinase, p38
MAPK) /#%H+ kB ( Nuclear factor kappa — B,NF - kB) {5518
B At . %G 4 21 P 4 iR 22 8 ( Lipopolysaccharide , LPS ) /Toll £
%4k 4 (Toll - like receptor 4, TLR4)/NF — kB {5518 [ S 98 4%
BRI PERR 2 o AT, 06 I AT 2 0 R B R
3 2R K HP B kR 2/ B 1 (Middle cerebral artery occlu-
sion/reperfusion, MCAO/R) 2K L 1) # 25 T B, - e 1 i 46 15
FAE R 5 S 085 B BR LI 3 — 4/ ( Phosphatidylinositide
3 — kinase , PI3K) /Z& [T B ( Protein kinase B, AKT) fl B =
AN -2 JEDH (B — cell lymphoma — 2, Bel —2) /4bi A2 Pl
P (Bel =2 — Associated X, BAX) {5 5 i, I 75 4 5 5 v
JO03h 2 9 T A 05 14 % ( Reactive oxygen species, ROS) A= i,
XA GG E T AT RE B 1S YR T7 BB HEm, JF B Y
s PRRE TR 2 o Rt oP 2t v i K Ak B i 5t 2 i 12
R IHEXS 1S BTREEAE L G AR B4R PR (RS I8 DI RE
AR T E AR

2 HFEN WA SR MR PR E R LS

2.1 AR IS A B, A N EOER B 14y
MOV o ER T M I 7 L 2 5 e i 30 ke 4, 2377 2 K i ROS )
5, R ST s A A T B R A Y L s
T PR S 5T 5 A0 M A AR AR, S B0 BRI B R
SR SR, IR AR 15 o Han SE0F50 2B, 15
KA REM8 2 46 vl ST B A S A DG H Ik — S — B6 RS Gy
TGP AR S ok 7K P G A, 20557 K 3 3 ok 3 n % T ¥
NF - E2 #3[H T ( Nuclear factor — erythroid 2 - related factor 2,
Nef2) R R A A - 1 A2, R A . Wi
PAEDFITI G MCAO /NERUZ B, i FRIBR 1 B ABAE FE AR 1L
HARICH , 38 S B L BEIS P, JF 1 BB R RS 1 A 1
1 [ Adenosine 5 — monophosphate ( AMP) - activated protein
kinase , AMPK | | 2 [X] % % 19 A28 2 19 /& ( Forkhead box 03,
FOXO03) i iz fb M 7 A P45 K 7 ( Abnormal dauer formation pro-
tein = 16, DAF — 16 ) {3835 7KF- o ik — 20 B9 AMPK $1 i 52 56
UEW], R B AT (2 i AMPK #EER L A1 DAF - 16
92K L S FOXO3 MR AL , 3 48 AL i 3% , 1 Bk ROS™
Tt PR 24 AR 22 AT 114095 M 1 40 = M B RO TUER {5 B
5 AT 3(Silent information regulator of transcription 3, SIRT3) |
TLR4/NF — kB il Nrf2/Kelch £ ECH #2625 11 1 ( Kelch — like
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ECH - associated protein 1, Keapl ) {55 & 42, [7] i I 42 S AL
ot 218 % 9 E4 (Apolipoprotein E4, APOE4) /FR I E A
%54 76 [ ( Cyclophilin A, CypA) /% i 4 J& & 1 fiF 9 ( Matrix
Metalloproteinase 9, MMP9 ) 5 5 i 42 Ik 20> i il 5% s 83 435~
AR IR R R G YR A A B R A Sl 30 2ok
VA3 3% M %% # £L ( mitochondrial Permeability transition pore,
mPTP) , o35 22 D BE 0 15 | K AR 48U DEBORT TNF — o S8E R
BB EIREARRY S g b DR RAT R B DL =t
AL WTEA R SE s B AR T o AL 42 465 41 )
AR TR AL B 1 DL BT N2 (SIRT3 4845 534
A2, NI REA2 SAE SL WL T B ROS , PR it 28 20 21 5 52 Bk i -
TWifi. X EEHTFE N IT RIGIT IS 1B g S 4k T4 45 1)
M

2.2 FURMEA  BREALNIEAL, SAE SN AE 1S Wi HE A
61 1S SEIE SRE R, 4 ik 9 SR AE I T - o ( Tumor
necrosis factor — o, TNF — o) . FH 40 il 41 - 1B ( Interleukin - 1
beta,IL - 1) FMH 40/ 2 - 6 (Interleukin —6,IL —6) , F-IE
G AT JEAE S, IR T IR o G SN T IR 4
AR 0L 57 I, AR L BT T, DT A AP 5 40 ) 8 R 19 3 s X T
WA IR YT OGS, WP R B, i A T RE S (IR A A 4 i
P IL = 1B BRI, 0 SR AT 52 I AT 8 25 dofe I #5398 T 458 473
Fir PR 2 REBRG K b AR AR Heah R
IR LS 3 A1 0 A J5 O 7 SR ¢, BRI DG 1 3k R
MR VER . o) — BT 946 i, % F 78 1 i ok A i) NF -
kB A A P R S P G 52 8 o (Perixisome proliferator —
activated receptor alpha, PPARa) il PPARy 45 i) & 5iE K2 7 ikl
B o SRR T RUGESE R A TLR/NF - kB {55
M 772, AR IL - 18 A1 TNF — o K, i 5 IL -4 Al 1L -
10 K-, MTH A4 il e ot 988 4650 b, =B R AF iE
a] DU TNF — o IL — 18 0 20 it [7] 25 Bt 43 F — 1 (Intercellular
cell adhesion molecule — 1, ICAM — 1) (3235 . WF5E KM, FE
LIAETTIE S BEAIR TL - 1 RAE B F 3Rk , ot 25 b g AR R B
FOIAIIRAS ) . Hao SEfiF 53 2 BA, 25 257 T A 38 sk 400 7 i fok 1.
FHRREVES M5 h TLR2/TLRA 52 14 K R il 5 19 77 2, i 3R 4
AL 2 ( Cyclooxygenase, COX2) \TNF IL6 | IL - 18 i 5 71 — 44
R A (inducible Nitric Oxide Synthase,iNOS) ZE4¢ 4 K F 1)
FRU DA, T R B AR SR MR P2
T B EAYREA NS 1S M HAE ST, R 2 58 K 711
FEIR AN AR T KT IS [ B T A TE A, A
TR 453 3

2.3 FMAEh HERRMAE SHREXS THARYY IS B E A
BREE . MERIN 25 BRI SRR AN FE T, JE 1M 45
L PI B2 0L 5%  Blood brain barrier, BBB) 7' . {3
FP 0 Y S R AR LA P B A ) T D RE LA B (i
WA A B TR ™ o BFSE R BUALSETE A Wl I
YN M5B 4> F - 1 (Vascular cell adhesion molecule — 1,
VCAM - 1) /7B K 2 i 3 (Early growth response 3, EGR3)/
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cAMP Jij & T 454 3 M (cAMP response element binding pro-
tein, CREB) /VEGF I Wnt % % 51 5A ( Wnt family member
5A,WntSA)/B - IR H (B - catenin) 2 450551l {2 7E 1L
A, G R N RTR I P B 0 R T UL R Y 1 5,
BN REGSHIIZ IR o BUAh  AZEEE A T8 AT DL k36 i dke
A543 7 R BRUFR LA 3 s o 22 T B . Chen BIF5E 2 81, =
LR REWE T PIBK/AKT/ I 3|3 ¥ & 1A %5 R #L 4 H (mam-
malian target of rapamycin, mTOR) {558 & 5 VEGF 3Rk,
SR PAY B2 1M 94 N A s A R L AN, B
JIAE A JSOCHE R 7 VEGFR2 (933K, 5137 iy I8 3 B 1 A=
i, FE I =4S RGO TR S TR AR g
ML ZGHAE SIS, RS R LA A 10% T35 5 0 I 1 A0 24 1L 75
n] g EE N B2 A4 i ( Endothelial progenitor cells, EPCs) f{)iF
B I AR 1o & 24 3% P i VEGF 6 i 48 435 2E
F —1(Stromal cellderived factor — 1,SDF — 1) ki 4 ifd £ 7% i 3%
K F ( Granulocyte colony stimulating factor, G — CSF) i 4 fit] —
[ 5 20 it 4 9% 3] i IRl 7 ( Granulocyte — macrophage colony stimu-
lating factor, GM — CSF) F & £L 41 il 4= /i & ( Erythropoietin,
EPO) 1) i 8 4G 0, iX 269 BT AE WS EPCs 32 5 ik ifi.
o I PR AT v BLAT SR RS R B, 4R T
A WA AT 50 385, /0 i o 460 ) 55 7
AL W) REAE I i 5 T 43 8 A B O IR B I R R
F M B3 2 45 0 LB B 0 A, 205 O A o ok
T SEREFNIA T, $ v A B — AL A B R0k, IR I S A
JSEUE AP P9 B AT A 0, ik — A0 A A AR S
2R PP B, R Y A R I T3 DR R 2 D RE A
XF IS VRS RSCRINE T, AR HIBLE 7 S 24~ #2500 AKT 225
&/ 7 2R 14 1 ( AKT serine/threonine kinase 1, AKT1) [F &
(Renin gene,REN) & iz 4= & [ 7 3% 14 ( Epidermal growth factor
receptor, EGFR) , VEGFA 13 5% 14 [§ % & ¥ ff ( non — receptor
tyrosine kinase Gene,SRC) %%, ] LA 1ML 38 A= B4 i 1l /MR
TEE . Shi SERGBETE K B, 4 2 W 1T 3 i = W R LI (Tn-
ositol triphosphate, 1P3) /%5 [ C ( Protein Kinase C,PKC) {5
5 B U R I SR SZ A4 P S A B IR SZ A 4 (‘Transient Receptor
Potential Vanilloid 4, TRPV4 ) jifi 18 & & fisidtii 475 , A AE 2k 1f. 55
PH 2 200 L 1 80 1 o A% Ak O 4T IF SKea Fil TKea 38 53
HbHEF 1 B8 i FE IR B BN 2 K 3 (K (Endothelin receptor
type B,EDNRB) (133 , i 2 A5 4 Bl i 4 453 495 A £ 10 485 P9 2 4
MRS o 2ROk, T2 25 Ah A W e 4 45 1 45 T B A
YBIT IS Jr R HEE T o XL G W) BRI A R 14 T
A TS LA PN B AN B DR DR I B A A5 AT T S E S
AR NS Z2 R g AR R R AP A 22 L8 BT, IR I 473 , I
e 1S J5Y7 ik 2 BURAE T .

2.4 mAFRFEA PGSR B BRI R B /0 ik 2H
UGG AR 2 AN AE TS A RE L VF & 25 B
ZARAPVERT 38 3 22 g A U0 4 30 0 MO A9 S5 R A
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PGSR I K BB 51 8 0 35 2035 MCAO KR A 1)
e, I AR FE , IE AN IL - 33/ST2L il # 5 IL - 6 \TNF - «
AV AR/ R AR H Y RS & LS R A B
B0 4% PC12 4 i 500 31 35 142 S 1 2 v 455 780 v (4 240 it
A5 , B A 3, AR AN B P 45 s 7 (LI A R 1 4K
S, D AR T T A R AR o T 2R S
FERI, AAETT WE TR = MCAO KR AE A7, fR 1A T = 4
I, D M 2 2O AR AT, TR AP i b 2 TR S R & R LY RE
FESZBUAS IS A PP B LR o ST AR WS R
S PRLT B R AT L3 2 TALL/Nrdal/mir — 19a - 3p % & 34 %F
et/ PR T A IR AR AV T o e A B S A T LA 5
T IL - 18 & &  H i 2 5 4 % KBS 9 (Matrix metallopeptid-
ase 9, MMP —9) 25 [ ) & 1 & #4 X6F fii e 1t 75788 3 5 AL A ot o
AP LR ) S R & B, A5 2 v i A 2
AT LAREAR IR B w3 ik A SEAS TR f R B AR FH, 03 1 2 )
A, P i 0 il COX2.5 - Jig % A [ (5 - lipoxygenase, 5 —
LOX) 3% 1 A B 1 b MAPK 3 8% 5 % 4% di 28 4 9 4R >
X R SFT ST R I, R HNF Bl s PI3K/ AKT {553 %
KR RAAHE T 4T, B R E KR E e
TGITE T, AR5 40 08 T %% U0 A OC 9 B 11 K AR AR 1 i 3R
B R A M ] TLR4/NF - «B/PARPI {5553 [
K8 210 M PN R s IO T TROWH 430 5 R T A R, AR A
TLR -4 MyD88 NF — kB p65 Fl DNA {& % fifi 1 (poly ADP - ri-
bose polymerase 1,PARP1) [ 32 3Kk 7K -, i 32 5 i 2H 44 i 3] £
PR o BAh, BB 5 HE T A B AT LA R AR i 4
rh BRI 2t 1 =0 7K D A fke 1. 5 |2 1) o 22 T BB
Fo R, BT DU 5 - LOX 2 BBk =2 A 1
TR I 1 =0 32 1K 2 IR IR R M 2 ™ o 25
GEWFRY, h 25 R U B T2 BN T
WET SREFH B AT A RKT L RA 2 H 5% h ibAs
25 RO BRI S 1 S 2 Ay A 1S SR 2R
TR R E AR EN . X LERF SR 48 R T 2 1 A 2R
FHLH LI BRI A 2R 2y AR I T 2R AR R .

2.5 EFHEEE IS SFEGER DR, A miE
b R A0 5 R A, B T i T, DA 5 | A R R RS A R 2k
) 1S BB RO B AW R, %) i 1 AL 4 AR 005 , R
SRS S I BRRE T RE S o DRI, T M A
5 A B BE B A2 AR DA RO AR R E SR R IS IR T IR 8
7O, SRS E R IS Z A EMEER. =t
AT LA st 0L P R A 5 | R R I T R I
iR SD KB D IX y &3 T BRI FE, P 7= A= i 4 fR 3P %
I o BRI, 7E TG B, 33 R /R U T sk ! o WS R 168
MFPHAR KB, E AT IV g4 5 20bk 1S 51 & MM iE A
PIUEAT R RIGH E A9 48 IR R B 12 R s F
P DR R ) = o, 0 el 3k 20 [ 78 4 Je 2 R H o = R P 7
o ZYSEE T, Sk IS REREAR SR T A KEIE PR IR A

AN RN S RE 7, B BE L IV (1 AL P RE 5 30 5 X S6 AR 4k, IF

HA#WMizz)hie. RUIKEEHNEGIRT M S 1

S RRA S 2R AR REA Rk 3% MCAO KR

T REA S , /D KA ST R . 7 T8 TR 43 A 3R ], Sk R ok

AERW LS A s, T EMAES, MR MA Yk

PSS THAN T LA R S R Y R — IR A O

FIK 5 I R RS AL, R A4 B ST ST, AT £ 47 i

M FEFS S . X5 R AT 1S X A7 e e A 24 9 10

H LAY T Bk, =L H MR KT G 2Rk

VYT AT ECE IR A, VRS M D RE , (RIS AR A B A A, 4

[ — BB B RS R IV AR A v g | R A TR 2R LR 9T

BARITIE ). Xk PR I 18 5l i) % VI &R, o IS 3R

TR

3 REERE
PSS TE 1SRy P BB R ETR . i 2

FhVE AL, AR AL PR hdr A DI RE & LR 3P FA

W HE E R R, XA Y I B E A 2R T

SR, EE YN RE RIS T2 R, (EAT T I — 6 i 15 fige

PRI BRI SR, TG, R AR RN 3 ) R B RS T R AL

R EP LRSI IR R AL T 25T, I RER 1

TEREAER BT R B O R B IRG YT AR

RSB MER TR . U, Th 25 52 2R A N Z2 R E VR AL

B TR R At . IR AR ST T 2 A S W AR AL

T B RN [ A3 (4 A LA I 590 SR A 2 AR it A, LA

PR 1S e =, A, 259500 = AR Rk AR

A2 SCHE IR R, ANTR] ) Hh 2 T 2 A5 W aT BE XS 5 5 R 12

AARIFER 5 20 22 T o8 B AR VA YT T 28, AR DRI R L

AWML LM RMAE RN Ji5h, B TR G WAL AR

R I 2 AR AEH B R AE FIAL R AR L6 R AT 0 —

I ARG F A0 A )2 # B 58 AT 48 7R X 24k

AP 52 R [RME 5 0 A s AR, S e S I R o

S 3K
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