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[ Abstract | Salvia miltiorrhiza Bge was first published in Shennong Bencaojing. Salviae Miltiorrhizae Radix
et Rhizoma has the effect of promoting blood circulation, cooling blood and eliminating phlegm. Modern
pharmacological studies have found that Salviae Miltiorrhizae Radix et Rhizoma has strong heart, improve
microcirculation and antithrombotic effects. The decoction of Salviae Miltiorrhizae Radix et Rhizoma is commonly
used in clinical practice. The dissolved component of Salviae Miltiorrhizae Radix et Rhizoma is mainly salvianolic

acid. Among them, salvianolic acid B is one of the water-soluble components of Salviae Miltiorrhizae Radix et
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Rhizoma. It has strong physiology. Activity, salvianolic acid B is the strongest antioxidant activity of salvianolic
acids. Salvianolic acid B regulates nicotinamide adenine dinucleotide phosphate ( NADPH) oxidase, decoupled
endothelial nitric oxide synthase (eNOS) in vivo, and regulates Janus protein tyrosine kinase 2/signal transducer
and transcriptional activation 3/vascular endothelial growth factor ( JAK2/STAT3/VEGF ) and tumor suppressor
(p53), B cell lymphoma-2 ( Bel-2), Bel-2-related X protein ( Bax ), Caspase-3 anti-apoptotic pathway,
inhibition of extracellular signal-regulated kinase/mitogen-activated protein kinase ( ERK/MAPK), c-Jun N-
( INK/MAPK ),
(p38MAPK ) and estrogen receptor alpha/phosphatidylinositol 3-kinase/serine-threonine protein kinase/nuclear

terminal kinase/mitogen-activated protein kinase mitogen-activated protein kinase p38
transcription factor kappa B ( ERa/PI3K/Akt/NF-kB) anti-inflammatory pathway, silencing information regulator
2 related enzyme 1/nuclear factor E2 related factor 2/Kelch-like ECH combined protein 1-antioxidant response
element ( SIRT1/Nrf2/Keapl-ARE ) and NAD-dependent deacetylase sirtuin Forkhead transcription factor 1/
superoxide dismutase on-3/8 cells ( NAD-dependent deace tylase sirtuin-3, SIRT3/FOXO01/SOD2) antioxidant
pathway and autophagy pathway inhibit oxidative stress and protect tissues and organs from oxidative damage. Based
on the study of the pathway of salvianolic acid B against oxidative stress injury, this paper reviews the related

research published in domestic and foreign journals in the past five years, and provides new ideas for expanding the

clinical application range of salvianolic acid B.
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2 (LOX-1) Fl NOX4 [y 3 ik /K F , % A 4
IO KT R4 N R A
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SRV L 3 (STAT3 ) B R fk K #FsE R M, &
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JHTo AT B N R D g, 1S R AR (VEGE)
[ T AR 2E P Rz 20 M 3G FE A1, 8 T DL 20 e Y 0
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PRI R SR A2 A5 04 I 2 2R 0T AR DL S R M
PRI, 33 PR S 9 M TR 7 3 o I (] A2 A0 2 1 0T
STAT3, Bt 48 STAT3 i W 1k K 7', S Bk e 1k
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TR A>T, WANG %85 e 55 45 w5 s B
FF S 000 ) s /1 i 45 96 o A5 750 K BRL A% T 1 (MDA )
R S ) AL (SOD) | 1 & Ak &Ll (CAT) fI 4%
JBEH K (GSH) 7K F-, #2755 p-STAT3 #1 VEGF 7KF, [%
I B-Jbk B4 448 B 98 -2-AH 5¢ X 2R [ (Bax ) H12f Bt &2
1)K 4 24 IR & M K fif -3 ( Caspase-3) K ik &,
Dhapare 257" #F 5% J} i) B2 B ¥ i Janus ¥4 FE 2
(JAK2) 3% fk STAT3 F4H VEGEF 21k &, fl 34 i
4 3 58 AN IE A%, I Bl Ak il AR B AE T . IFUE B PR R
2 B i Janus 8 [ B8 2 2 14 5 2 (JAK2) /STAT3/
VEGF i #6541 sl s it 8 . R AEKNFZ
K (EGFR) & #i fF J &= 2 {5 5 14 F 2 K, JAK2/
STAT3 i #25¢br I /& EGFR {55 203 (9 F e, {H )
M2 B 5 EGFR J& & A 8K & DL SLZE B FHH IR B &
1 36 AL R SHOIR A5 S B0 STAT3 4 W 155 1k 7K - 2l
AR T B — R
3.2 JREYAER B A R BN EE A (p53) , B 40 A ik
B 98 2 (Bel-2) ,Bax, Caspase-3 B T-AH 2 & A £ ik
p53 JE L FhEE S F 2 —  IE HEA nT i 45 DNA,DNA
B3 J5 TG pS3, 8K 5 I B pS3 A 1 4 i U T
TEAR AT i e, Bel-2 J&—Fh £ B A7 AE T Lkt
PRAMIE 1B 58 AR 11, Bel-2 B9 ad 6 25 T LA i 4i
ML TS Bax J& g 7 T 40 M A B AR T e,
A 1R SR RS S A R T, pS3 R
b 0 AR T DX F 9 2 3k, 4 i b /Y pS3 Rl S 4k pS3
- 40 98 T 98 15 R ( PUMA ), PUMB. AJ G i A
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ik PN Bz 240 L ( HUVEC ) 453 49 0 40 i 9 T A3 300 i 4
FHEAER B 3/ T Bel-2 193R35, BEAE T p53, Bax Al
Bak ik
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ML T T B (ALR) (9 8k, © B0k Sk J2 P 5 1
BT RN R, TAO % RIS B e B T
WEE INS-1 40 M, 2 3 B& Ik Caspase-9, Caspase-3 i
£, D) HIAY 2R ADP-E 0 3R & g ( PARP) DL N A &80
% MMP LAk . Caspase-3 J& %Ak 10 84 firh & 4H i
TR AR 9 WFSEIE e B 0 P R B il
iF VY Caspase-3 [ F AN 4 M i - . A
Jif 8,35 -C (eyto-C ) J& — F ml 7 M 28 1, 76 48 i 0 1
o R 153 /R, Bel-2 Al Bax 53 B ] 94 45 4%
B BEXT eyto-C %5 T B, K IF £
TP AT 15 Bel-2 SR 13K 35 T, Bax AR IA I
P8, Bel-2/Bax L4 2% IR, S50 S A% 538 37 4 1
20 Mt 28 o DA ZIOR A T ik B 40 f I, O 25 G UE T 1
Wi I 1 (Apaf-1) , 8l Caspase 9%k 5 I, 5 5 40 Ml
T K. QIAO % FERF IS PEE R B 3057 O L
SR P O LA A R 2 B, PR R B S 0 I T
AE , I 0 LA BE T B, B AIG Bax il Caspase-3 , 4 &y
Bel-2 il Bel-2/Bax, REN 25 B 5% b % 9 FF ) e
I 8% 00 1) 100 M v 75 S 1) NI 8 Ik P9 B 40 )
PR T, Y Bel-2/Bax 8 H Y K A5 DL M B IS Y
Wil Caspase-3 (3% ¥E
4 PENEE B BEBE, BOEMUEH

AT LA SE S TR N R A Y Ak B85 TR 1Kok
PRI A AR A . A S R 2 R AR AR
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R TR T BEAE, T 5 2 A (e B 1 46
KA LLB 1k 35 1 480 5E (ROS) A 32 43 1 6 R 1 v B
Bk LIN 252058 % B Sal B i i 4 w5 4 AR 56 2K
ME4E 310 (LC3B I ), HL&E Al D(CTSD),
Beclinl 3t [H ( Beclinl ) A1 I %Y % fig Mt AL 5 3%
(VPS34) 8K p62, 3 hin [ w58 =, oF 1 ek A Ak
I 3%, A2 2 i i A 8 e 1Y B BE VK &2, Beclinl , VPS34
FILC3 T A WA R 4R 59, CTSD S % i 4
AR, p62 E S Wk B B R T R
FI WA ] 550 3-H L R R (3MA) g 35 B AR T P 9
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5 FEER B SHAEE
5.1 PR B #ifil p38 22 &5 I 16 28 11 3w 1 %
[ S & AR & X 4 0E ) VA= R A A
W, kT M AR S R I A PN B A0 B i A A
P30 B AL A A 3 P, X B 2 R LT S AN
L. e BB BEERNEARS
VRO e A7 22 4y 2505 A6 2 (O (MAPK) {5 5
T %) 35 40 B A 5 0 Y O ( ERK) /MAPK  ¢-Jun
S HL K w4 B (JNK) /MAPK , p38 MAPK Fil# fk A=
KN F B/Smad %K 4 (TGF-B/Smad) ™' 2 55 4 fk Jif
e S A PN B A0 M 3 R RO o BT Sk PR o
2 B 1Ak BN BT i ik 40 i fil 5 40 i EA. hy926 41 iy
35 AR AL A (H, 0, ) 5 5 1 Wl R Ak 4t i A1 M5
5T W (p-ERK) FI8E R 1L 41 B M 55 98 37 3k i
(p-JNK) () L, (B2 A 52 0 p38 Fl Smad3 & 1 Y
Wik /K °F & ERK, JNK, p38 il Smad3 ()3 ik &
B H YANG %R LIU %5 BT PR R B oAl
DA p38 MAPK 1) i 2 Ak , 310 i 4% #% 5% A 1 -« B
(NF-kB) (305 , BEAR R 1 B 2K S8 DL K 30 i 5% 1k
A K F (TGF-B, ) 1 & 35 14 Jin AL F iz $8 Smad3
RIS E 25 ) 7 BIF 508 IR K BB 4 ek
kB, P R B AT R R DR R K B AT 4
b, FHLHLH 5 Bl 38 A AL B BOIRAS (A # TGF-B,/Smad
G A G UL, SRR B @ i 40 il MAPK iE
5, Bl 1k 48U Ak R 3T B0 Y R A e M s L T
SE AL R ORI Y EAL hy 926 4, R AR5 423
MAPK Fl NF-«B {5 538 I 2 W77 76 p 400 0 78 A
I #5 Ik P Bz 400 e e 7 s 6 B 9 S F T NF-«B Y
6 AT REAE o O MAPK & 48, 78 A T 40 i
o NF-«B il % 0] Lo MAPK AW R TLR g 44 45
£ IMAPK 1 NF-«B 5 518 B £ FF B R B i B0 A
PR AR v 4% T AR D TR B AT — 2 9% AR i
FHES R B 2 FAY EA. hy 926 4t fi - MAPK F1 NF-«B
fHo M2 R LR,
5.2 FFEYER B E Y M K Z K o (ERa)/PI3K/
Akt/NF-xB {5 53 §% , g LN FH MR B mJ
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AT ER R Z AR (ERs) /v 3 1Y PI3K/ Akt 3% 42 8 5
AR ORI S8 A7 S m s MA S0 BE 5 T i
fiz B XTEWELR AP VR, & 30 PI3K & 11 3% 3k Al 12
b 22 2 1R - 95 24 FR 75 B (p-Ake) /Akt B35 B
Hi 49 BF 5% PI3K/Akt i 42 7] DLl 5 2 Fh dt A 1k
B, PI3K J& PI3K/Akt i 42 i o6 L N, 55 4b
PI3K/Akt 342t 7] U4 ] NF-xB 315, NF-«B i&
RRERYEMMIN T R — D EERE . W
LR NF-xB 545 5 T «B 04 8 1 (1B) 45 &
) TC TG MBS T A M 0T o 24 32 2035 P AU
J& kB ¥ o B TeB-o B FR 1k AR by B R AL A% % SR
K F-kB M#H1HE M o(p-IkB-a) o p-IkB-a 21K [ i
W A J5 U1 ) NF-B % 32 2235 3% (pS0 Fl p65 ) , %
% NF-xB'™' . J# 85 NF-«xB pS0 Fll p65 5 fii % 41 ifs
1% 315 4 % 4 i Tt e 1 PR 7 A 48 40 i DA 7 0 5 )
1 )5 s 1 X3 45 A, e sh LR T AR R i i R Y
Ko XIA 2558 B PH AR B 3G 7 28 K 56
KK, B EFEAR plkB-a Fl NF-kBp65 & |4 £ ik 7K
- HIGI T 1eB-o (BT PHIER B 38 i ok
5 H,0, i S 1) NF-xBp65 #afk ™ 40l H,0, %
11 P B 20 R 8 i DR A R ke e A Bk 40
FORBPTR R B AT 3 10 OB R S K R 3 8h Ik
NF-xkB p65 . 5 #% &% i, D17 B A% 28 1 I+ 1Y 36
Ko LA EAFSESHERR B i s 4 NF-xB B AR 4 68
K- NF-kB 32 5 PI3K/ Akt 38 5 B 15, 132 5]
kSR A E C, RU)AY BF 9T & BT R R BT LAk
3 BB MDA F1 SOD, CAT FI GSH /K 3, JF i iz
B & B4 5k PI3K/Akt 3 §& 8 35 NF-kB 7K 3, iR
S ) T o A RS T NF-«B, H i — B
Ry

6 FEER B S5HANER

6.1 JFRENER B A HE TR A5 B R T 2 MG EE 1
(SIRT1) @25, B3 A% N T E2 A6 7 2 (Nef2)
({26 1K MG S M Nief2/Keleh £ ECH B4 &
-4 Ak S G 1 (Keapl -ARE ) 3 # /& H 5 € 511
T T 014 A TR P T A A I RSP A 4R Ak i iR
B Nef2 e — Bl % A A 17 9 AR R G 5 R
-, AT 5 | A A0 A X I R Y RO AR AL 95 TR B
MR AR RN ERY, EWHLT,
Keapl 45 & fE7E T 4 JfL BT 9, fiff Nef2 JC 3k iF A 20 B
B, T4 Nef2 A DR ZS R B0 AR 4% s i 1k, 3 &
BTG PE & B R T 5 S Nief2 5 Keapl K& 4 f# 55,
Nef2 #0728 k%', 5/ Maf 2 (I8 65 08— 5
9 H 5P R e (ARE) 45 & 16—l . bl
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J& ,ARE Ji3h Fiir 2R Pt b R m Rk . A
Mok M Z B BE S R W, P B R B AT LR M
Keapl ' 55 Nef2 % A B, B Nef2 25 1
Ji A mRNA K Rt A £ ik, Bk
PLSIRTL 7T LLHE 3 Nrf2 (14 36 16 I 5 0 L i R 4t
AR B3, SIRTL 4 22 b 240 i A 0 1k 2 J
1) S AL 8 T L B AR Y ZHANG 4N BE g
KIS ER B A2 ik SIRTL () 15 22 3k [R w40 ) B 40 g
B S F 1(FOXOL) il p53 9 2 e fk . fH
B E B A MR SIRTI 25 2 Wt 4k BT i B Bl
(LKBL) , 7] L) 4k % § W MAPK, #if 391 € 4 2 38 7+
R B AT LLELHE 00 MAPK 1 PI3K'™ o PR AR B A
54378 1+ MAPK FI PI3K 38 BRI80H Nef2 {845 ik —
WFoE . WA HETE % W FHE IR B 7E 367 A B2 R O h
I T 7 4 HK-2 3 2 i 3 PI3K/Akt/Nif2 &
P W i A A7 T 00 AL Ok

6.2 JFHERR B ¥ NAD #6215 6 ( sirtuin ) -
3(SIRT3) , #& & b S AL i SOD2 (¥ ik SIRT3 &
THELB Y sirtuin 8 505 09 B 5L, 2 — B 7 T 2 ki
AR 5 v B T S 2, T e T 2 R R R
2 TEAR K ST 3845 48 A A 38 484k 17 3, Bl 9 &
B, PHE R B AT LAY sirtuins 52 A 51 STRT3 Y Al
SIRT1 iy F 3k . FOXO1/S0D2 1% 5 i I 1 6 38 41
A 07 YT A2 0 0 A8 Ak 7 A b ke E AR L

®1 ABEBREALNBIERNH

FOXO1 5 DNA #2554 8 J1 52 O WA/ 2 S WAk A
AR AR R ET 420 i b SIRT3 75 FOXO1 #Y &
WAL K-, FOXO1 i £ Wt Ak, 3 i FOXO1 {if 1,
I il st 4 Ak S0 R SOD2 45 it 48 Ak i K 1y K3k L
WANG 4 RN 45 058 2 BB R B 7T 3
175 SIRT3/FOXO1 {5538 % , H 4 b Zniik i
PEPEDTAALEE SOD2 1y K3k FIIE M, 2 #E ROS myfR
W, WA I KB SIRT3 7] B #: 3 SOD2 JIiE £ &
PO 11 35 Ak , AT o fHE FOXO1 R [A, L4 Y 19 iR
B X SOD2 iff 7,
6.3 PR B R T F R, 2 A AL N
W ZHANG &V BE 5T PHEYER B KR K ST R 1
90 (Hsp90) [ 7K ¥, Hsp90 E g Uk W B A 2 /Y 41
AL T RE , U 45 S AL O 3 BUIR e B S A2
(HsfA2 ) & ik, Mortalin ( mtHsp70/Hsp75/Grp75/
PBP74) J& — R A T 5 2 1, PR s 2 11 7 (heat
shock protein70,Hsp70) 5 % i 51 . Mortalin 3= B Ay T
5y DR NG RS P R Y AN SR I E R AR R AR
i LIU 7 8 50 % BB M B W% 1A
Mortalin £ [ B2 35 , 18 1 14 57 SR04 25 70 2 e R
W7 H,0, ¥ 0 A0 N, X 7T BE S Lok IR Rl & 2R
FLE 7 Minl 35RO 1A 2% K1~ hFisT A5G
i LRk, PEEy R B A A N PR AL A
1,

Table 1 Article topic of mechanism of anti-oxidative stress of salvianolic acid B

1753 5 Ve B EEB N
B T % 2018 i it STAT3/VEGF 15515 5 3% A2 0K & I\ J 5t b 1 485 A 1 [15]
2018 STAT3 % #1 VEGF F 7 [17]
2017 T &AL BT, p53 # Caspase-3 3 i [18]
2017 Y Bel-2 T 1AL AR R [19]
1 3 2018 HABT [ W 6, Beclinl ,1.C3 11 I VPS34 ik [24]

2019 o AMP 0 (AMPK) #9BERR 16 LA % Ko AR 2L 3 1 T8 I 2 R LR 11 (mTOR) AW R 1k [28]

B 46 i 2018 A5 Nrf2/Nox4 S8 AL i J5L 75 fl TGF-B, /Smad3 {5 515 [12,32]
2017 i ad PI3K/ Akt f5 538 8% 400 i) S fh 107 390F 98 E [35]
2018 I8 R 9E NF-«B i i 5 5 A B K P [38-39]

o AL 2018 [ 9 Nrf2 I SIRT1 [48-49]
2018 i it PI3K/Akt/Nef2 I MAPK i& £ [51-52]
2017 JH A5 SIRT3/FOXO1 {3 =il [54-56]
2017 M3 18 mortalin 30 ik 22 47 14 3 B % [58]
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