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Research Progress on Traditional Chinese Medicine and Compound Prescription in Improving

Oxidative Stress Injury of Vascular Endothelial Cells

LIU Caixia, DENG Changging*
(School of Medicine, Hunan University of Chinese Medicine, Changsha, Hunan 410208, China)

(Abstract] Pathological vascular remodeling (PVR) is the pathophysiological basis of cardiovascular diseases such as
atherosclerosis and coronary heart disease, The initial link of PVR is vascular endothelial cell (VEC) dysfunction. VEC is monolayer
endothelial cell, which is anchored in the basal layer and direct contact with components and cells from blood, as the targets of
oxidative stress, reactive oxygen species and their related signaling pathways. In recent years, traditional Chinese medicine
(TCM) has made great achievements in the treatment of cardiovascular diseases. Many compound prescriptions and the bioactive
ingredients of TCM can protect VEC by antioxidant effects, and regulate the occurrence and development of cardiovascular diseases.
In this paper, we summarized the researches on the effects of TCM and compound prescriptions on VEC oxidative stress injury and
its related mechanisms in recent years, and provided a reference for promoting its antioxidant research and application.
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2 ik 585 A 1 4L (atherosclerosis, AS) .5 .0 i 55 itk OS Wl gt —2 51 % ROS WA 2 45 | 5 3
O MBI RN FEMIE T N Z — BRI ROS R B2 5 Ak 40 il & 1 B8 BT fil DNA 5§
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JZ VA B 20 AR R Bl Ik | DK R 6 A o A A RE Y B T
JEG5H 5 03 R A L A Y B AR N
PRIERRAS E IR A A B S A A T KA 22
FhIBEY, & ROS B HA SR 5 3 B (9 A B o TN
W A SO IS R e A R T Y DR BREER T, X OS AR
A P9 D) B B A AT T TIUR: BIGE O 1L 0 TS
) — >

71 24 (traditional Chinese medicine, TCM)7E &
B O 7 ILT48 7ER 97O L8 50 7 TP 5L
AL, AR BRI V2 h 2y 5 Bk
2 P2 BRI AT E B A RO A R AR O
5 AS S I R AU I 2R I A 14 i
it o EE AL I IAL A A B K A S VEC BY OS %
ANHT 3 B, AR SCH TCM 76 VEC S8 A6 N 38 45 13
(oxidative stress injury, OSI)J7 I i £ 3775 FH K AH 5
PLHIFEAT £ 0A

1 VEC SR B 1 X 15 S 8 R

20 1 PN R B AR 2R G T A A S A ) BT T
i A AL A (catalase,
CAT) F4 e H Ik 1k P 1 (glutathione peroxidase,
GSH-PX) &, it A 17 2 H Z /N3 TP e L],
B-fAE MR PUINIMAR o—EF W 3 S5 A5 bk H K
(reduced glutathione, GSH)% £ 5% (5 471l % =
540 OSI Ay IR, Hoh a5 R N T KB(nuclear
factor kappa—-B, NF-«B). Ui #k {5 8 895 K ¥ 2
(silent information regulator 2, Sirtuin 2) K% B
JIE WELTT 3 U4 B/ 11 P B (phosphatidylinositide
3—kinases /protein kinase B, PI3K/Akt) #% K ¥ E2
A0 K F—$T S Ak )V TG (nuclear factor erythroid
2 related factor—antioxidant response element, Nrf2—
ARE) | 22 24505 AL 25 U (mitogen—activated pro-
tein kinase, MAPK )i i 5510121 55 41 v2 R AL/E H
fifi{4 2 (ubiquitination/proteasome system, UPS) & [
B A/C/D(protein kinase A/C/D, PKA/PKC/PKD) .
AR B E M 4L (mitochondrial permeability
H /505 8 2 A A

(superoxide dismutase, SOD) 1

transition pore, mPTP)  Ca®"ifi 18
55 ROS WA ARG

2 TCM 3 VEC S M # R {GuI1ER

2.1 gy & 5l
ARSCELE T 7 R 25 5 0 iR A 3 A A HE

SO B RAR T (IR 1), FE N 5 Il
KTy FET 7 25 4
2.1.1 #MPHE T #bBHIE 7Y% (Buyang Huan-
wu decoction ) H (BEMBCES Y, HA #MIE IR,
WFFE A, #b B Ti97 3 3 3% 16 Nef2-ARE {5 %5
i R TE SOD 1% 1, BEAK TN . (malondialdehyde,
MDA) & i, 0 40 L 8 ROS 1977 A | 30 5 Lok 4 s
HLSZ 1Y) T e, T80 R A 235 ) AR BEE DR, ) Nief2 |
Il 21 % 5 Tl —1 (heme oxygenase—1, HO-1)3R ik,
T OS 51 20 M 98 T 15 I 20 i A7 305 2207, %h B
I TR 6 75 W] 3E a1 AL Nef2-ARE {5 5 18 §% , A
W] LA 2% fift i S AL & (hydrogen peroxide, H,0,)7]
A B LA N B 2L SOD 3 J1 A GSH 35 ik B A |
MDA & f (T, i 5 e HO-1 Nrf2 . y—GCS
mRNA K 8 11 3R 3K 7K1 59 58, 490 il 240 J o 12091,
2.1.2 GELEEHE EO 2K (Tongxinluo ) HA £
AU I T8 2% 1R 2 DR, T AN R E B SR
AV KSR B IERIAYT AR OIS 5
 VEC TIRE FEARMLAG A7 5K I SR ST e
VEIMASHE B, A AR E IR (oxidized low density
lipoprotein, ox—LDL) ] Juli {1 41 fig 1] 42 finh [X. 55 %% 12 432
#HH Z0-1 .occluding 1 claudin 1 ik, 3 H @3R3
ol £ 17 A0 R R o 2 1 e A, S B A B E T
ST YT 38 o 245 JS 4 ) S Ao VT A LA M o e
1/2 (extracellular signal-regulated kinase 1/2, ERK1/
2)Xf ox—LDL 55 i VEC 52 8 i £ 14 i F 5t e
TN REW IR A AT ARA A 022,
2.1.3 YA M HIAFM % (Danggui Buxue
decoction) A7 i AP ML Z DA, 24 VA #b 1L 7 5% 7T 1
TR Z M S REAR T Ah, if AT A R U4 Cas
pase—8 Fll Bax (KA H| VEC 412121, IH %M L%
e 7E Ak iR Ak T 375 = N B2 B — %1k 05 8 (en-
dothelial nitric oxide synthetase, eNOS) 3 ik , fi¢ i
VEC & B — %284 & (nitric oxide, NO), H AT 7
N B AL AN M A A TR | R BRSNS T fE Ll i Bt
TIL%L%{/EJEHﬁﬁm‘lﬂl”&ﬁ?ﬁﬁ@[%%o é’)ﬂ?l‘lﬂl
PrnliE L PI3K/Akt 5 55 8 B AM ] ox-LDL 5 F B9 A
P RZAL MR T, 3 I 40 A7 5, B Bel -2 ik
FEAE HE A0 NO 1943, 18 eNOS ., &L Akt p—Akt
MIRIA , B AR AP AR IR,
214 #RAEDE AR (Bugi Huatan
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decoction )t FI 2228w J5 , B A AN Wi | 1k % A6 R
Z IR ANTACER il 3L T Bel-2 & A FRIA | L
MLAE P B2 A2 1 Bax B9 2638, A 80HEHT ox—LDL
73 VEC #4727,

2.1.5 IR ZE M ZE % (Xuefu  Zhuyu
decoction) tH [ (B MRk g8 ), HA 36 Ak 5s 471k
JRINRL, MR ZER7 A e i VEC B4 4 3 1 A8
Bk T 2 B T AR i VEC B4 58, 3% fin 46 i 15
FRWH VEGF NOS NO F 35 1220, 535, LR 25
Vi B AR L JULAR B ROS MDA | FL 12 I % (lactate
dehydrogenase, LDH) /K-, 155 SOD \GSH /K-,
B JUL A L ) A AR 1Y

2.1.6  HkLriuis  BRLLIUY)Y (Taohong Siwu deco-
ction) i UL (18 7% 4 8 ), BAT F7 LT I AL 26 5
ik, HEL0 DU 38 3 [ IR ROS &5 85 A I SR 5E K]
F—o(tumor necrosis factor—a, TNF—a) . 54% 40 Jifd #4
L& F1-1(monocyte chemotactic protein—1, MCP-1)
1 IL-10 Fak , 2/ A B ik A Bz 41 M (human um-
bilical vein endothelial cells, HUVEC)¥& 771*, 2L
Va4 Al k2 42 i SOD % 7 F#AIK MDA Al LDH 7K
o, —J5 A ] Caspase—3 19 2 35 >k 417 il 40 it
P 1213, 55— Jy T A % 5 5 T (hypoxia in-
ducible factor, HIF)-la i& 72358 VEGF ik, AT
HEHC A M 1

217 KPR PO IR R A 4R
FH 0 AR R 7K 8 26 2 DR, i 25 ] DLl it |
i NO 1 SOD 7KF, i MDA FIN K2 % -1 (endothe-
lin—1, ET-1)B215 0 08 S, e VEC JIfig,
T T o A R 0 T 2 3 R B0 D) B

22 oy ROHA ROE YRy

ARSCREE T 16 MR 21 32 B R0 P A
MY F B AR 53 I, 0 R T AR 2 3 A
BERN AL E,
221 WEIARHEZEZ (1) M HA R VEC
T PO, TS 2R K (butylidenephthalide ) 1 B 2 i
(ferulic acid)#FJ& 4 IH A RIEER S PR KRIN,
T R R 3 S A ) S 1B LS (phosphatidylinositol,
PI) W lIE W Cy(phospholipase Cy, PLCy)#1 ERK1/2
TRerT VEC M8 b0 5, B B R AS AN AT 3 et 40 o
NF-«B {5 5@ 2% VEC % A 3 A 6 26 B4
T3k, HF#(K LDH e 1 \ MDA & & 3% fin, 3%
SOD itk \NO £ eNOS FIHi %% SOD 4 #ik5,
T 55 40 L N B R 1 KT Wk R R AR B LA
i AR M PR fE R NO R AR, s
ROS #1 NO 5 flif , (3% VEC 4 At 4731505

(2))E I # 0% (ligustrazine ) J& )1 25 v 4355
P& 4l i A2 ) BB K L — D7 T, G 0 i) MAPK Al
NF—«B 15 538 AR ox—LDL 7| 2 B4 20 Jfa 17 66 43
F—1 (intercellular adhesion molecule—1, ICAM-1) .
RS 2 (eyclooxygenase 2, COX-2) MCP-1 ik
385, U85 VEC 22 5 A1 B 52 R 90415 55 — 5 T
U E WS A I R B A A R T A AL | AR
2 % SR B WORD A i A1 % MDA & i LDH B
i, BT SOD A1 GSH-PX A 76 P | M 2% % A g A2
(cytoplasmic phospholipase, c¢PLA2) 82 1k A & 1&
A= Tkl B AR AR it R HE BT R AE T AT ek
VEC 1 S04k 17 3t Ao

3= AR EAZ TR O A5

R HHEFHFNEZEAR BRSTFRIEAXESHER

o 25 52 77 i 5 EHA A AT 15 453
HNHIA H W HE RAT Mt I LR Bk SOD .GSH .MDA .HO-1 ,y-GCS Nif2-ARE
T 25 1 NS OKIE Al FRAT BRI LS e MR R 70-1 occluding ., claudin 1 ERK1/2

FLF () R A (D) UK A
VRN 1R77] W A Caspase—8 \Bax ,eNOS \NO ,Bcl-2 PI3K/Akt
AR T EVCNCTIRTE I IS 30 N RS =R T Bel-2 Bax .VEGF
[ ip23/ 3771 BRAT L0AE M A B AR R R R AT VEGF NOS.NO MDA LDH,

HE S SOD .GSH
[Nty 6] MIH A E I AT B Ak TNF-o \MCP -1 IL-18 .S0D ,

MDA LDH ,Caspase-3 \HIF-1a

P i 0 i AN I SR I NG S AN i 0 1) A N SOD MDA \NO \ET-1

BN Y 4
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M —Fh 2y, BRI, PFS BA 6 K S 1 2h
5, 38 A D U LA B AT VEC T35 8 4028 Bz, 310 i) 448
LA T, DR O JE 5 52 B il P T A, PE SR
(Danshensu ) J& I} 2 ) K ¥ M 8 5, P2 R il i
Akt—ERK1/2-Nrf2 {55 18 i [ A% LI 34 B (creatine
kinase, CK) Ml LDH /K-, 5/ ROS #4315
PEHTE LR (W SOD .CAT MDA GSH-PX #1 HO-1)
G M, 205% VEC BUEL BT R e, 112 i
(salvianolic acid) F1 F}Z: i (tanshinone ) 42 35 /K V£ A1l
IS Y, Hoh P2 Wi o T I 0S Mt
TR AR R PR 2 W 0V -5 40 PN 85 1 A D 2
B OGN, 5340 P2 1A B R Sk AT LA 4 A i
HeA i, T M Caspase—3 il Caspase—9 H ik, M
D PMys 175 510 VEC PR 1299, P2 1T A 5 52 B4
il Rho/Rho (& 4t 114 SOD NO NOS % 4, Uik
fiX MDA, 847" HUVEC 3 sl Pk B 512 f) OST*,

(4)=+t =L L% H (total saponins of panax not-
oginseng ) & — & A R PE B4, B A 1 A2 10
A, A i B R AR (4 i i, 3 R A2 2
AR, R B R LDH Jw il R 32
JEL A SOD T P , B AR 2 R 453 1 3%, $i s 52 452 40 i
1% 71, H 5|2 Caspase-3 . ICAM-1 Fil MCP-1 7£ VEC
HIR IR T B, 10 Bel-2 26k Hi IR B i /Al
TEALIR T (platelet activating factor, PAF) Fll NO 7 &
R, & 3 FEAR HUVEC 5 50 8% 40 J ) 266 B 52,
Fe W] =L R T I I A2 A0 A M T SR A A AR N
K25 AS MCA N 73k, 3% VEC AL
507, T B AR T ASP,

(5) EAEAT EAET IATRHEY & iR
TR AR T AR B 4 RS BL R K (Vaccarin )
g2 — Tl R AR B, B AT B 0 A R PR .
B¢ A B, BU R ARG 1 AKT-ERK 38 2% #0051 2F 4
41 ff A= K A 2 (fibroblast growth factor 2, FGF2)/
JET A 20 A K A7 32 4K -1 (fibroblast growth fac-
tor receptor—1, FGFR-1)f£# VEC %8 it , 15 3
MR S ] Noteh 55 &9 VEC 1 OSIP,
38 R MGE A6 ROS & HE 1 L OBtk
fif} 1 (histone deacetylase 1, HDAC1) Bax.Caspase—
3 .Bel-2 ik M| ox-LDL 55 VEC JA T, FLR AR
i# 1 MAPK 38 9 IL-6 MCP—-1 i % 20 i 5 Fff
4rF—1(vascular cell adhesion molecule—1, VCAM-

1), ICAM-1 ik, #4] ox-LDL %53 1) HUVEC %
SiE TP — 1) S5 2 A5

(6)Z ¥ ZFZ8i & (curcumin) & N ZEF K &2

FHE Y AR 2L PSR L —Fp e &9, HA
O VRS REAR BT PR B A A AR 1A
TRAPAVEHIN, BFFERB 22 Rl DL T VEC 1)
Notch1 ,Hes1 ,Caspase-3 Fll Bax #ik7KF-, -7 Bal-
2 FRIK I VEC %52 0SI,
222 WHRMEERLY (1) BT 2T H (Genipo-
side ) /2 M 96 FERHE Y AT F 19 T M4 B2 R 52 rhORS il
B, & I Tk 25 G . DR R, sh ik N
BE 1 B HARE = W BA BT R BrEALVER], REM
F2 R BT Y B BT i AR Ak T A B s 3R
FE K (glucagon-like peptide, GLP—1), {44 41l Jitd )
OSI™!, #g ¥ fE . & &/ VEC N SOD .GSH-Px .
NOS i 4 , 34 m NO & & | Bk ROS /K1, 1y i
VEC 1458 32 FIAE 15 26 9/ 4 i 08 72238109t A Y
IR 7 H RSN U AR N 1 Bt S AL BOR 255, 7T
BB HE 1 15 40 0 JIE A2 R AR B AR A 5

(2)HEPF R E 2 BB T 4P B a0 il
B ER S R B 53 P B2 B (Paeonol ) 3T 412k A7
PNz ORTE, FHE BE A PR ROS MDA & i 23
H,0, 51 i A BT ik S Ak, 3 2 B AR TNF-a IL-1B
IL—6 (14335 W52 AR AE S N7, 38 28 i 755 Bel-2/Bax il
Caspase—3 11 4 i 9 7151 PF Bz M — 75 1o ] e 3 i
1% AMP 340 25 1 a(AMP activated protein ki-
nase a, AMPKa)/id % £k 9y i A 18 5 990 006 2 4K d
(peroxisome proliferator activated receptor, PPARd)
G306 BEL U P J5T 1) 30 450 I, 5 ROS R
W 55— 5 T n] A2 1F NOX 938 7, NOX S fk ROS
Az BT, 0] ROS 1A Bieon,

(3) E R R E (Puerarin) 2 M\ 55 42 23 B 1
HAY EEHE R &MWL AY, Ead kIR MDA
JKF-FI T SOD T PR i H A A E ] 4l Caspase—
3 RIBFAEFRFLRAR B AL T TR, R4
HUVEC ) OSI*®, 53 4h AR R i 8L E I SNO |
W RS & R (asymmetric  dimethylarginine, AD-
MA ) (14 53 05 F11 240 JEL oA 85 5 5 7K1 2 A 619701
223 AhEEZH (1) X ELRE Mgk
25, ) T OISR B R . 243 D(ophio-
pogonin D) AJ il 55 4 ki & ROS 977 4= il i NF-«B
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A ERK {5 5 38 #& #0 #il 1L-6 TNF-a 9 B \CAT,
HO-1 HI Caspases f9 1 14, 2 3 0 # H,0, %5 511
VEC g Jot i 40 Ak F1 R 1100 B B Ak | 1 52 40 i £ 4 4
LR D) AW A0 B T, B VEC Ak R i £,

() EEH T (Astragaloside TV) & B il 28
G, 2 E A RN, A BUR AT R
YER . BF5E & B, B W 38 5 0 il Wnt/B—catenin
155 18 B ¥ /> LDH (9 B (ROS Hil NOX 77 4=,
P15 HUVEC (7735 AT B 232, 70 240 i 9% 7= 5 3
if 3 A6 Nef2 35 5 HO-1 1y 3R3k | BE I HUVEC £ ik
A3 TNF—a Fil IL—6 B3 77

(3) KRR KK (gastrodiaelata ) (1) H i £ HL 4 Fi
VA3 e S N NS S U I DO
FR LI I A AT A0 COX I PE R ROS AE ik, 11
Jig 5 3t LA 2R 2 TR R O (O ¥ R R R R
X R R HVE | X B OR BT B 4,47 - R Bk TR
HE \4,4" - 52 5k Wk ) ] A 2R R VEC [ ET 5k
Ay, H W3RN VEC N NO (198 &, 7] i 5 7 41
A0 LA N A DR

(4) HKF H T £ B (schisandra polysac-
charide ) /& A = BHEY) H K A BOEHE R, B
PUAALAE T, LR 7 2 W 3E 5 s/ LDH LR 54 i
K7 38 VEC (977 1% 3 F0 W BE 32 8 NO FI
MDA &, {4 VEC (1) OSI",
224 HA (1) WM E Hit FE (Quercetin) /& —
Fh 2 W A WAL & W) AEAE T H i A RO P
LU VE AR AR B DL S A L P BT
B 30 fe A R EE RN AR R FH B AR L B i kA
B B — 2 T A AR A 003 o 0 i A 3R I
(R LA T P T B O R P | R B R | 9 L
it R L 5 95 S5 1) B 3 EL A E AR S, AN
P S B BRI B HRBUAR i AL, T EL AR i
PE A A 40 LDH M B ET 1 MDA B AE L,
Aeds VEC WSS M -9 VEC 1 OST#,

(2)i 2 #t B8 & (Farrerol ) 2 3 1 2T 1) 3= %2
T M T, A RS RN (GE 1 3 Ak ERK1/2 38 5 T 5
Occludin #Y 2 3k 30 H,0, 35 5 09 240 g 38 3% 7 1
K, i L 3 B p38 MAPK 8 2 £k i fik ROS |
MDA % it , 4l il Bax,Caspase—3 HJ ik , 84/l SOD
F1 GSH-Px 1936 1 S Bel-2 13235 , AT 3 i 41 it
CDARE EE Y R R K o (S a0 N €]
W% K B B 25 0 5 0 % 5 0 A O Ol 38

(glycogen synthetase kinase-3B, GSK-3B)# iz 1t ,
T 5% e 38 38 /K7 R Nef2—-ARE 38 #% 2 g
WAL EL R HO-1 Rl NADPH Jif 4 fbid L i -1 (NADPH
quinone oxidoreductase—1, NQO1)7E EA.hy926 4l i
Hy Ik VEC 19 0SIP,

(3) Kk K2 (Garlicin) 7 = B AR J P9 ik 2
G AT A FHEY) R M 25 b R 3Rl
T H | Caspase—3 1 NOX AH 5 () 8 1215 5 1% i
B 035 4R R HUVEC B4 B3 J , 3 40 M o -, 7
#' ox-LDL 53 1Y VEC it 45557,

3 REERE

SEALIE JETE VEC (14944 BRI B Ft b R 5 6
SEVER, Mo 32 2 T4 o BE LR ROS B 4 i
W2 %558 %2 54 N5 2 VEC 2 fig B
15, 5 o R I E A, T S 0 A B 1Y R
A e, H R 25 0 I B (3R T B AN T R
AR F AL AT LAAG R0 il dos N AR 4 9 A
0 2B I EL R R AN ROV T2
WRAFPE 2V 25 J0T5 H LY A SO T B A E N4 E
RFWIBFFEEA G5 T 7 R J7H 16 b 25X VEC
S A IO WA 403 1 PR AP PR T L T K 45 - i
& Nrf2-ARE MAPK NF-kB ERK1/2 PI3K/Akt%%: |
B2 MM 9587 BRELD Wi AR 7 55 52 05 Fil
B ZEE P (E Tl A T EIRAR G, W
I, h 2y X H A #E VEC /9 OSTRI AR /R B A T
W] B B9F 9 i S, 1 — 25 i s ot v 25 &2 05 R AN 25 4
A RO BT A A 806 00 1 06 14 B A HLAT
HREX,

&% Lk
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