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A i Bk N D2 —RBEH 2SN K
R W ER IR A, HETRAEIE R, B s
ki 53 43 42 R — R 8 52 2% 1 o 3L A BRI s v 7 |
A, BLAE E AN RAE A PEEEE T A
W AL AR e AR B g 4, XS R kA
TEAN[F] A B [B] 65, A B0 S O 28 oot . p
28 TCAR LA 1 I AT 2 BR R T, i N-FH 2 -D-
KA G R A7 AR 2ok BE T, R 1) Ca” I8 ik A
S JfL PR — R 51 Cat ARSI T , 24 JIES PN 1) DNA
AR A R K i B B2 S 80 40T R % ik
FEPE WAL T, AN W = Sl il s Fik 20 2465405, TE
BOENEE IR, 257 AN B, D)2 77 A= O T 3
SR EZR Y 1= 70 N = I 11 O w111 K i Y R N RSO
IT A LA R FITEE R 32, DL EE A P9 LG 26
FE G 15 1 Ji L2 3 S 2 1 1) 24T 32 BR T3¢
2N RN, MELLIR BB k38 ph 28 D e g e
e R H I,

P REENES T, A RERHEY P2
A TR AR FAR 2SRy, TR . A RAF YT Ik
FRTIALC, i R LT3 367 0 Fili 1 45795 9 0 i
FEFE GO OB AR, BRI E AR T
PAIHE A 1 A4 A 2 v 4 A O I A8 20 Ik ok A £
FEFE Oy IRPERE B |/ 1A P ZE PR ST HA B D]
Jir DA A5 B0 FNAS B i st PR B AP B SR PE
2 ELNRETE S Z — , PFZSERTIA(Tanshinone
HA) A BRI bR A B E 2R 2 2R
AT 3 S A ) A AR T AR R 0 B
IR TN/ IN I J5 A48 B 1% A oA 306 2 e ot 2 i 453 405 )
) AL 7 985S I K I ik 5 5 I T R A, 446 /DN i
BUARTR, V804 ki 7K i g 28 1) e e it A e
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FE i R K sk I 220 H TanshinoneIlA BE A7 4%
DAL % TR e A A A v BRI AR AR, 9820 I
RAE RS sRE , A8 SR 8] ) I R A S AR T
S H I AR K [E N 4) Tanshinonell A i 53 A [Fl {3
538 BRI T SR LR A 2 RS R 245 4 R HIL A
eI AR AT T EELRIAR | PSR 245 Wy il 500 1)
ifE— 255 LI PR N AR L e 5%

1 Nrfi2{5SEk

Nrf2 & — i 32 B0 P U V0 48 Ak B 2 3 7o
A, A —Fh A T 36 P 4 (reactive oxygen spe-
cies, ROS) " A= If- Y 47 8 AL 18 I A2 A BT W0 75 B9 7%
SRR IR ERERAETT  Nef2 1T DL HA
PRI~ (K, {01 200 L 1 0 A Ak g 0 Ak TR S Ko
T 7E S Ak N 3B R 5E . T, Nrf2 8 Keapl
(Kelch-likeECH-associatedproteinl) B¢ i J1- 4% iz 3]
YAz e, 5 ARE SR A5 A IF R 3 T iR
R4 J5 DRI T B At B I B8] A N i 21 2R 48040 it F
ikt A Ak A S il ) ) 7 3%, R HT AR R A8 X
Zoni BRI E e fE A S R B,
TE K ik 7 30 ik 4] 2€ (middle cerebral artery occlu-
sion, MCAO ) 15 B i Nirf2 {755 38 % 114 G B £ 11 3R
T B S 14 XS G e i 5 | A 1 il 2 24 5
PRI It Nrf2 £ 5 3 B DA Sy i O R %) 440 i By 0
%, 23 I PRI T A RSO R e PR P A A

Miao %52k i 5 #R &K Fl Tanshinonell A Bt &
T 15 MCAO R B AY | & B 1 il J& &l i A% v 1Y
Nrf2 i 35 3635, 20 M 5T v i 2 aA s/, 4 LS bt
A1k e 71 (total antioxidant capacity, T-AOC) Fl1 33
A1k 2 (catalase . CAT . SOD I GSH) I 14 3 in
GSSG ¥ £ 1 A5 i 1 48 1k ¥ (malonydialdehyde,
MDA) . TNF-a.IL-6 ,ICAM-1 % COX-2 [ 7K -4 AiK
JFfiE PR i 2 AE B W, I S A I IR, DT 538 K
SR 2T HE

Cai %52/ % PX TanshinonellA fE % [ A 4% £ Bt
Py Nrf2-mRNA Y R IEFINrf2 SR B & i, &
T ALY Nrf2 BE 3G T 4k B %) 75 2 T ek 2D S Ak
T 7/ e SO S € e =T AN L 20 s 2 s
DT YR T SRR . 2, Nrf2 JE R R
A]{H R TanshinonellA 4T A AL R AR 2L 9 VE H o
X 1.7 Tanshinonell A f2& i i< 016 Nrf2 {5 5 18 B%
RAFEUEAACVE T, LS B0 St i P i A s i
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Zhu %5120 % B Tanshinonell fiE 4 15 Keapl-
Nrf2/ARE {553 % , E 18 T 719 NQO1 Fil HO-1
T, S0 20 B ROS 7= A R 2R A A JEE H o7 ek AR fiE
HERR 28 A LIS FE , DTIT G B R Rk 28451403

2 NF-kBISSIEE

NF-kB J&— i 5 2L [ 55 S 4 R 7, 046 NF-
kB1(p50) , NF-kB2(p52) , Rela(p65) , RelB &'/,
NF-kB &A1 5 22 Fh A1 BRI BT h i 4 (5 5
S, EIE R TEOLT , NF-kB AE TR 2595 LA
HAMHI 4 H (inhibitory protein kB) kB ) & &4
) —RIAIE A T A B . ks it 4% )5
20 it 527 1) 9% i AN ST 98 45 PR R )R, 1B 2R
1 Tl 1 AL W A7, B NF-B — SRR IS . W 1k
() NF-xB iE 4% 2 41 M A% I & #E JL3G S 4 E AT,
5 T AH O A AE R T 10 77 S B RN 3R, o 2 i
PIFE R Howard 55 = ELESL, 6 LAY NF-xB 7F
A2 A2 A # y HR E 1L-6 . IL-8 \TNF-a . ICAM-
155 RGN M 73238, T 20U P K2 20 B ) il
P RTRAS Ak, B I A0 57 52, Jon o0 1 28 440 451
PR LUK b

T 5% 2 1 A 7 i B0 of P 3 0340 400 i A A
Ji , NF-xB 25 [ A 32 B, 1 Bt 2 40 i P 240
fitd &1 i 1 % K% A5 1 B1 (high mobility group pro-
tein 1, HMGB1) [ A T @ & 34 . Tang 261 %
Fi TanshinonellA fig & ik HMGB1 19 i %3k , I &
AR 41 A% NF-xB 25 11 LK% 400 it Jo 400 i A3 3
Ferp -6 35 H Y 7K F ., TanshinonellA i j3 BH Wr
HMGB1/RAGE/NF-«B/IL-6 {1 48 i [ , [ A% 28 Pk 40
JHL PRI TNF-a L IL-1B 7K, DT B8R AP i s 7 i 1
I AQPA I R 3K , I 3 5 AL TR 6 I 448 i )
TG AL RGBT, fe
G ittt 11 R 5 S5 L ) A 28 e s o

Song 4% & PX TanshinonellA HE 1] il NF-«B
15 5 30 5 AH R ) Rk K7, T Bv2 4i il p
p-1kB Fl p-p65 & 1 1 FRIE K-, 982> TNF-a IL-1B
FNIL-6 BRI, T 8 ML /N5 S5 240 it 5L 3 M2 /)N
JE AR, G4, BAY-11-7082 (— Ff NF-«B #11 il
F) A EE kIS A2, [CUE T TanshinonellA fig i
1 NF-xB 15 53 5 15 /N I S5 41 A A M1 1] M2
IR AE , B HEBTRAE T, 35 Ik MCAO K L #h
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ICAM-1 & — b F2 E 3 35 T 1L 48 A B2 400 1 240
LR R 53, G ke 90 7 i A I, ICAMI- 1 F £
g | RO = T O o R =
TGP 18 B €, HEU MR LN 3Z PR o Ye 551k
PH, 28 VK A 16 1 14 TanshinonellA il Jifi 14 (BO-TA-
Lip ) 7 ik 5k 1L 778 3 K B b R 981 455 NF-cB 3 s
i E AR AL L ICAM-1 B35, M LT e i
RS 1 200 T PN R A R RS B e R AR T A
it 2 S S Bl p 2 AR A

Fang &5 X g 420 St 1l 14 387 A= /D BCR H Tan-
shinonellA Tl Ji5 , % ¥ TanshinonellA BE #% 1/ 17
P03 NF-wB {5 5, {87 200 i 9 T 11T 25 1 caspase-3 .
caspase-9 Fll p53 )R IEKFE T I, bel-2 P 1=
FIY IR B, JF REREAR A PR A I I - TNF-o IL-
1B . c-x-c F& J7 ¥4k A 7~ 10 (CxcL10) A1 fb A -+
12 (CXCL12) Fy ™A=, 3k S04 4 4 B g T 42 il R
JEMIAVEH . R, TanshinonellA &I T #1220+
toll #£ 52 {4-4 (tir-4) (3K , i — L] T 20T
AW 200 L BRI 14 7 A AR AR AR IR, 6 /) BRUARE 2 X
WAzt aoo s B E R ER .

3 PI3K/Akt/mTOR = S 1& I&

PI3K/AKT {558 i A2 18 15 4 L35 £k . 2 4E 2
oy R 200 98 T ) G DR i e PR
5 b AR Y, Akt 2 —Fh 2 Z R/ I8 R
PR B PR, & PI3K T i 4 AN 1] A [ 5 5
PR PIBK IS S BT AR I PIP3 TR L, 5
Akt A G A AL I T 56 B B AN I, 22 88 WA~ &
B IR AB AV 15, Thr308 Fll Serd73, 44 1fij PDK1 i
fik ft. Thr308, PDK2 B iR {k Serd73 , 72 Akt 7¢ 34
5% . mTOR & 22 Z 1R/ 75 2 IR £ M A , /2
PI3K/AKT 15 538 [ 1Y) T Ui 53+, mTOR AU A
Bl 400 ) e P 03 0 ) SRE S, B L s
MR 5 PI3K/AKt/mTOR {5 S i |-
VA i 20 40 PI3K | p-Akt . p-mTOR [ FE35 , & 46 /)N
MCAO K F A A5 8 T AR, 9l 40 i 2 2 3L 28 6 F
CUEZE 1L VTR

Wang %520 % Bl , 48 TanshinonellA -7l MCAO
JNERERL IS | PI3K/AKt/mTOR {553 B8 4 LT , b
FRRAR T A BN AH I R A 235 | AL 4E cox-2,
IL-1B, PGE2 FI MCP-1, 341 1 #f Z8 C 0 1% ), K 2
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T/NEURShBETE 8. 3& & ) TanshinonellA BE{{E
A ot 28 T 4 0 W 2 2 B e Rk W R T
SR R B, R R R T A B A 4 oT itk
WA

Zhu 551730 o X B A 2R TC A M HT-22 B R
WA T 4R R 2 W R 2 J P T S S ke o AR A7
P 22 F 15 & PR, TanshinonellA RE i i3 B4 06
PI3K/Akt/mTOR {55 538 [ 41 il e i #0813 A = 1)
HT-22 45T F W, AR ROS 7K, -4 Jin 2
TG 1o

4 MAPKES@EEE

MAPK 2 55 M2 i 2 ThT 4% 5 3 40 M A% A 7
P4 B AL 3 o, S A B A B 2 R G 38 S ] 1) S
P55 A7 o MAPKCHS A 5 DA 40 D J5i 4% 32t 1 40 i
W, FE UG A Tl A= RO, WA 3 5 | Ak U
T2 BRI L SE RS R G e 462 4 Jif A1
WG I [ S B A AR 5 MAPK FFR
MR R\ MM, 5N EAER, L
JE DA Y e TR B T 40 A 5T rh A% T e L Y
YHRETE PR, K SE R W], MAPK 38 % 7 i L
PR P05 19 & A Rk R Ol S EELAE R
MAPK 38 J% 45 S P 4100 o) 5750) 1 12 FH f A 002 i 7
16 MAPK3 1 32 35 , 34 e i, DX 38 1) 4 L £ i, =
S I 5 P 28 o0 B LR AP A i e i PR 3 v A
PR

P44/42 {75 38 % J& MAPK 5 5 3 [ 1 1l 51
Zhao %51 % BH TanshinonelIA 5 1 44 i 1 b Aig 17F
T, 5 T 2R 97 (1) TanshinonellA ffIk
He M 0.1 ~ 10 pm.  HAKR ML J& TanshinonellA
A REHCTE MAPKA2/44 , B fin s U5 1 2278 5%
(brain derived neuotrophic factor , BDNF ) Fll##1 £5 4
KA F (nerve growth factor, NGF) 1Y) £ 315 & J5 11
(95346 o 1] % P BDNF il NGF 52 14 4 45 37t 71
(K252a) AT LA #B 43 14 B TanshinonellA 1) 43 1k 1E
FH o ik sk, Th 9 NGF Fl BDNF 375 HAz 44, 4%
J5 SEAE I IOT MAPKA2/44 FIICREB, A I AT A4, 45
TanshinonellA il J5 , iJ # i MAPKA42/44 IR 45 1
1E RS RI R KN 75 i 28 o0 a4k, R kL 5
ILEZE LTS

p38 5 [ 4 i (p38MAPK) J& MAPK [ 4 /> iIF
JliZ— . p38MAPK T Hili ik Il f& B B0 , IFAE B il
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PEA5 495 300 18] %) 9 i AN T RS EE B . i B
IS5 70N s 5 240 B v s PR A 1 p38MAPK K- 155
PR 1) p38MAPK A1 412 48 14 41 i PR -7 8 i e /)N
JI2 B A A o Liu BT R S5 45 SR K B Tan-
shinonellA A& it 3 41 il p38MAPK i IR 1k S H:
mMRNA 2R 35 , 3/ 5 A vk G £ % 40 Mg DY
TNF-a, IL-1b FT IL-6 4330 , 34 2] 2l 38 K FR A 22 T
FZs /N FEAR TR

5 NLRP3{EESEE

NLRP3 4 i /MA (—Fh Z 8 A E A9 &
NOD #5724 (NLRs ) S H i) — B, HoAth pl 03 46
£ 5 NLRP1, NLRP2, NLRC4, NLRC5 %% . Trx1 Al
TXNIP 22 5 I0T% NLRP3 48 S /M (74 6 ol 15 2%
o IR 5T, TXNIPAE R 8 AL I S5 A E 1Y
EHBREZ AW Txd 454, NLRP3 RJE/MAH T
B nT S5 A B TXNIP T G F5 TEIG MRS . e 4e
A AL B AT L ROS 355 3 Trxd /TXNIP i 25
NLRP3 % JiE /)N 5 i 25 1 TXNIP S35 ), SR 5 il
73 NLRP3 {5 518 [ 4 1 caspase-1, BEil & 1 K7
IL-1B . IL-18, 5 AN ML IR T RN 90 &2, G pl 2t
TGS, R 22 I T RN S 56 BF 5T E 28 UE B NL-
RP3 4 JE /NP 78 it 1t M fii A v op RS 2 O6 SR
FHe

SRBRAE R B, BV2 4 A Mg St i P 3
15 )5 , 20 9 PN NLRP3 F1 Caspase-1 L) Az T i 4 e [
T IL-1B 1 IL-18 1Y 2 35 vy T X0 BRZH , U ] 76 ik sl
I I8 VR 3 3k B b, NLRP3 48 5iE 140155 3 B
WO, 3X 5 ZHT NLRP3 25 /)N UG e 1 -8 33 45
P FE R HRGE AT . 1ZWF5E & B, TanshinonellA
FIE 108 A7 25000 1 P R 4000 3 h S BV2 4H A P NL-
RP3 [y 3k, [Al I R IL-1B 2 IL-18 FyR 3k, I
IR/ AN BV2 B4 0 BRI ZAb i S e &
IR 2 7 HLA I R B B TanshinonellA ¥ & 1) T
R TG

6 Nogo-A/NgR1/RhoA/ROCKII/MLC 5 &
18 %

s s PR 2 RS A RIBE LA IR,
SRR BRI H T Rt A 5 I el 5 A A i 5D Y
FIRHN, B S ME L PR A MR S AR K
#-A(Nogo-A) J&— Rl A KA & 11, 5%

rp [ I R 24 B2 535 97 2% 2023 Jun; 28(6)

& Nogo 32 1A 1 (NgR1) 45 4, filt & T i RhoA/
ROCKII/MLC {553 i , BRI 2 48 2 AR

Wang %' % # TanshinonellA #] A i I 55
Nogo-A, NgR1,RhoA, ROCKII Fl p-mlc A3k , 411
VA5 5 S A TS, I R NF200 Il GAP-43 i &
BPAY LB 31731 I SRS S e S HA O T =y N e €2
TG R A 2 u i O, BN P L DR .
1, NF200 & —Fh 2 e e S5 i A 1, 2
e b 28 05 2% 1T 25 A8 4k DL BBl 28 1 A K s B
SR, © AR VTR R b 28 0l 28 AR 1A
B GAP-43 & —FIEAHOC BRI R 1, A
B A1) , GAP-43 == B AR e AR AR A N A 58
ik T AR oy, 7 it 5 2B R M kst A8 v v KR
Feik o T DI EY b R AR R T DA i b 28 T K
G

7 Caspases {5 5if &

4 B PN R 1R b 2 IR AR 1 R A R
] 2 111 it (caspases ) R T B fiff o DR 2 11 = 41
JHL A T ) v S R AR YRR S R BRI 1
) 24 B 5 M PR DGR T R I R A Bl I
IIRE 734 51 50 2 Ik K A< il (41 caspase-8) FlIAK
7 77 24 e K A& il (40 caspase-3) ., Caspase-3 AJ L)
i 2 PSS [F) i 12 9k LT caspase-8 i , HIAE
T-Z AR T B HME caspase-8 14 14 B, 2R b 444K it
P 20 9 {2, 2% c/caspase-9 N 7E &R 42'%', Caspase-3
FEBR Ik ZH 2P B I R AT I H caspase-3
1) 35 A ke 2R B 24 LA 400 o) 2 SR B O 7 il 2 21
PZTCHET I /D

Zhou ZEV R L B R AL, 7E K R EE
2 i LS FEE 1 B A 20 e K ARl (cas-
pase) ) 7K - I 35 34 il , 1fi TanshinonellA RE B &
I T X e T P A, DR e TP S )
ZMMI T X A O VE R AL & Tanshi-
nonellA i 3 1]l ] caspase-3 Fil caspase-8 i 14 , PR
i A R A 2 52 o A4 e a3 A T S B AY o

2 WS (IR DR Sl RS T VA) R N
(9155538 5 AR 22 |, 1] TanshinonellA fE i 2 £
b A5 55 30 B 970 S 200 JH 0 T /N U A4 9 Ak L R
i 248 JH 3 R Ak PR - 2R 3K D i 43 ) A 4
PRI, 4 /NI AR ZE AR AR D i oK i A8 52
ZIHeE I (£ 1),
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F1  FSER A XTER IR A KA Z 575 BRI L
Tab.1 Protective mechanism of tanshinone IIA on nerve injury in ischemic stroke
s SIS A K X
/flil —7@% iﬁ%&ﬁ@ f/ﬁfﬁmﬁrﬁﬂ %%iﬁk
(1) 3% )il CAT . SOD Fl GSH 45 3% 35 I P I B Ak cox-2 /K °F, L8 T~ i
NQO1.HO-1 AT, i A b N S 5
Nrf2 BOSERSY ()RR TNF-a L6 S5 5 MR R Tk, 3] ek B 5 [20-22]
(3) FAR ICAM-1 &3k 7K, i D Bt 1 393 1 20060 P9 B 40 6 4l o ok
& BTG 2l K H Bl 245140 5
(1)K TNF-a IL-1B . 1L-6 S CXCL10 ,CXCL12 . TLR-4 33k 7K F- , B 48 i
SN
o (2)FRMIEAQPA IR AR TV I8 U 200 G (%) 306 AL RN B4 G 0
NFB IVRETAE 3 )i e it e (26:27.29-30]
(4) AR ICAM-1 () ZR35 , BELUT SR if 530 1 40 LR 1 Bz A RS B 2, e
A ) SR Bl 2454 5
(1) FEAIR T S AE SR AH DG HE R 363k , 24& COX-2, IL-1B, PGE2 AT MCP-1,
PI3K/Akt/ oo IWIRYER 5
mTOR W) i ana rRos kP55 HT-22 A e kR A sE - o 3037
HA R 20 MG T 5
(1) 8 T 5 Ao 25785 3% PR 1 (BDNF) ATl 284 K R 7 (NGF) [ 634
MAPK PR ST [41,43]
(2) P58 PR~ TNF-ou IL-1b T IL-6 TR, F0 ) 98 P S I 5
NLRP3 POBIPERY AR T 118 A IL-18 By b R S P S [47]
Nogo-A/NgR1/
RhoA/ROCKII/  HIFEEY 19 NF200 il GAP-43 B335 , 5 S B L PE A TS Sl S FAE [50]
ML
Caspase PRIPERTT ] caspase-3 Fil caspase-8 1 Pk , BRI R B 28 e Joe 2 A Ay ot B A5 [54]
g itie nonellA X i I ik 2 v J5 #2845 49 B9 P 4 VE

e AL A G A R T A R R T BRI
LM HEZRTL , 5 R SR 0 2H 2Lk i 4R,
KMz — RN 52 A= s BILA: BRSO, FL 4 5
SIS AR IO 3R R RE A R 0 A 5 B 22 2
RESATS =0 o R BE A AR 8 i B 7 Sk P i
Hh 1 H T A PR 2 G B R L 1 B
Blo sRAFSEIADN  “IhAf I , 224 B4 L, i
DU R VAR o T P RIS PR O I
P, AR R I8, B2 ANH IS )
R TR XGRS R, rh PRAETE e
FLAT T A D 4 r 2 SRR BRI AL 5L 3 ik
2% o WFI R WG ML AL 2Y AT 47 5 i A, 6 R i
TR, AR LT BEL 7, o3 AL R AT 20, 8 o 30 35
VB BEIR ZS R AM i i AR TE . JT4F K, Tanshi-

S I R A B B A B . BRI A TS
B2 25 5 £ R FES R R PSS SR
T S S i TIA B8 R v SR S R
VR 2N INCIER e 3 b RO N il
S 5 o o PRET T SRR P S 1A R R £
T SR C IR S8 HLAT S ] S BN AR AL
IR I A T, B B A R4 T R ik J) B T
W Rt gl e IR 2 R Tan-
shinonellA J& 47 B 1L o 4 HH I #h 28461453 i v 1
(1) 22 Bl 5 538 TR Bl R FEAE i E it 2
AR R, 222 UK IR A M ) 0 <) A
153 J5 1A 9 RE S I AR AR IO 38K, B3 i i 57 e 2y
fie &2 M2 47, 1 mTOR A PI3K/Akt J2 AMPK
S PR R R T, PI3K/AKE K2 AMPK GE i LR
mTOR A& A il i 495 9 VE FH L 15 Akt R 0T 5
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o 7 MAPK B2 NF-wB 45 A A5 538 8% & #4E17) 55
B 3 AR R Z WA R, 5 AR
AR EIET- WSS T Sl M ik A v g & 2R &
JEITRE ) AT 5T HIE 5K TanshinonelIA X fix
A A B 2R 58 T HA M AR R, BARBLH
TanshinonellA 3 32 ¥ 15 82k 2 2, W /0 20 Jfd o 1Y
ROS. Lipid peroxidation A i P8k & &= , 1M & %
AP VEF™ . He %' & P TanshinonellA 1]
I S O NRF2 248 R PR AP A e IR 3 bk 9 B2 248 it
(human coronary artery endothelial cells, HCAECs )
G2 HET , X N TanshinonellA 347 G 1fi M v 45
Dife it T — A IEEN S H I m . BT, RkAT
7 Lk — 2 B 5T TanshinonellA X oAb 3 # (4 1
FHUL R #5255 5l B 2 [ S A W AH AR o

SRS T TR TLA G I i 4 5 1) ot 224 4
A BN RV BT 1 22 MR T 2 5 R o
Ik PR AIF 5 P ke I A4 i 2 o 1) 52 e PR 3R 4 s A
RUTE SR 52 2%, ] B 23 B TLA (9 4 FHE A, 19
HHT IR PRI 5 SEL B, BiF & v 24 245 45 AR 22 [R) R
R4 EHEE NS, AL, 3h P S ik
AN A 25 X PSS ER A F F 367 B 24 i 25
AR 2R AT R At T S AR R,
A G PSR IA (0 2 A4V T AR TP A T
AWFFEBLE 1Al
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Research progress on signaling pathway of tanshinonellA in treat-

ment of nerve injury after ischemic stroke
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ABSTRACT Tanshinone IIA is one of the main ac-
tive components of traditional Chinese medicine
Salvia miltiorrhiza, which plays a pharmacological
role, and has been proved by modern research to
have the effect of anti ischemic stroke nerve dam-
age. This article reviews the signal pathway and
mechanism of tanshinone IIA on nerve damage af-
ter ischemic stroke in recent years through litera-
ture search, and finds that tanshinone IIA can regu-
late the activity and release of PI3K/Akt/mTOR,
Nrf2, NF-«B. NLRP3, MAPK and other signal path-
ways, inhibit IL-6, IL-8 and TNF-a, up regulate the

expression of neuron specific structural proteins, in-

hibit the activation and proliferation of astrocytes,
play the role of anti neuroinflammation, oxidative
stress, neuronal apoptosis, etc., thus reducing the
damage of neurons after ischemic stroke, showing
the mechanism characteristics of multi target,
multi-channel and multi-level interaction. Based on
this, this article briefly reviewed the neuroprotec-
tive mechanism of tanshinone IIA intervention on
the above signal pathways after ischemic stroke, in
order to provide reference for the clinical applica-
tion and drug development of tanshinone IIA.
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