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Abstract: Ischemic stroke (IS) is a severe cerebrovascular disease in which vascular occlusion disrupts local
cerebral blood flow and is associated with high morbidity, disability, and mortality. Current clinical treatments are
limited. Although recombinant tissue plasminogen activator (rt-PA) is effective, it has a narrow therapeutic window
and multiple contraindications. New therapeutic agents are therefore urgently needed. In recent years, active
ingredients from traditional Chinese medicine have shown considerable potential for anti-IS drug development
because of their multiple targets, low toxicity, and wide availability. This article systematically reviews current
research on active ingredients from traditional Chinese medicine with potential activity against IS, focusing on
mechanisms such as neuroprotection and discussing challenges and future directions in drug development, to provide
a theoretical reference for the development of related new drugs.
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fo, SeHEPUEAA . PUR . PO T 2 PG
FEBR PR A B R 2 R T H g 2 B E A
I, ARCRGELIE T BAHUIS 1 1 89 25 15 1 AL
gy, DM AROCH 250 & SR I e 2%

1 ISHIZE R

IS fm E 5 M & iwm R £ Al
IS #) — A~ 22 2 0 AL ] 2 3l Jbk ok A it Ak S 2
P L6 P 7 s TR R v, T ) R BR 2 e SR R i
gk, R R W, BT | ™ E A A A
RFEEA 2 D RE AT . L Ab, Sl Dok e R AL ™ E
B 75 1 251 2l Ik S AE ) bk mT BE 51 RS ik i 3 8l ) o
AL, nT i e B ooy i A L i A 1 A
HRIE N PR A ZE AR AR RO I PR R DL HL™ EAY 1S
Y, G L R A U PN AR i A K O B
MRS B, e 28 3 2 iR 00 0 o ML, SBOMG I
HIZER

TEIS AR, 325 T B4 ik 4 20 R] AR 4 H: 32 45
T HE AR RO 1 0 AR K Forp, B0 AL

=
=i

1.1

X HT 2 & A A ] 3P DR AE B A0 M A R s i G A
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TRESZ 0L, (H A0 ML S5 0 1% A7, A A S IRk 52 1M O
D0 B e R Tt e i 2 T ) i 3z 5 [R]85 )
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(187 248 6L 7 dfe 1L 453 0 S A [m) £ T8 25 A el
B s, IMwiGEFE  (blood=brain barrier, BBB) i i%
PESEAN, N B A0 MR, S BRI i
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SRR /N EH-1 (CAV-1) 5 AMHIMn

PN A0 6 e e A3 4 DD AH OGO D PR AR
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154 368 3 {ER MMIP=9 14 22 2% 334 i 28 21 46 s 4 14
R F -1 (tissue inhibitor of metalloproteinases—1,
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T 58 S T JAK2/STAT3/PI3K/Akt/mTOR {5 5 i
B, BT TE A BMRE AR -2 E 1 (B—cell
lymphoma-2, Bel-2) ik, T {2 i 124 11 Bel-2
M FKXHEH (Bel-2-associated X protein, Bax) Fl5Y
) #Y Caspase-3 [ 15, MHIFHZL 0@, M
T A2 5 Al 22 D REVR A2, HC ik ] 38 o 33 6 PIBKY
Akt {5 S B, 3 IL-6. IL-18 /K™, 3 264
FHRL R D2 7 i ol i 6 S RE P05 0 TR e — M
A ZAMEENRAZHILEY . T
Je — i p S /INVA A T 1 A2 5 AR T Ik R M A T
X, X TAERAEFEVE A ML T2 Ran S5
WoR, FHEAEW T M cleaved Caspase—1, NOD Ff
S AP 1 S5 A B G B 3 (NOD-like receptor
family pyrin domain—containing protein 3, NLRP3) , IL-
1B S TOAR AT T aRIk, IR/ B T 4 i AR T
ZRN 5 H W % N 7 —kB  (nuclear factor— kB, NF-
kB) /NLRP3 {5 51 % 3006 B UT A G o iedh, 2%
BRI TR A5 N R 5T A R R ML SR AL S B
LB I M2 R, JF T I TNF-a . 1L-6 54
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