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[ ABSTRACT]

mant role in regulating the function of blood vessel.

Endothelial injury; Endothelial repairment;

Inflammatory reaction; Oxidative

Endothelial cells are considered as important organs for metabolism and secretion, and play an import-

The development of multiple cardio-cerebrovascular diseases, such as

atherosclerosis, hypertension and diabetic vascular complications, is closely related to endothelial injury. The mechanisms
of vascular endothelial cell injury have not yet fully clarified. A large number of studies have shown that mechanisms of
endothelial cell injury are mainly related to inflammatory reaction and oxidative stress. Endothelial progenitor cells play an
important role in repairing endothelial injury. A variety of chemical drugs and traditional Chinese medicine play the role of

endothelial protection by means of reducing induced factors, inhibiting inflammation reaction and oxidative stress, delaying

endothelial cell aging and other ways.
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BB K AL 378 A 5 PN B2 A T 5K D1 BE ( flow-mediated
dilation , FMD ) Fl-IE P B2 HCR T 5K 2 E ( nitroglycerin-
mediated dilation, NMD ) , #; il Ifi. & * — %A 1k &
(nitric oxide, NO ) | Ifil. %& ¥ 1l & % B ¥ ( von
wilebrand factor, vWF)  AEXFFR — FH FEAE &R (asym-
metric dimetylarginine, ADMA ) 4 [8] 4% PF 4y N K2 T
RE S TESh S b 7E R T) S50 3h A A (s il
JE Sk RERE AL BT 55 ) WLEE N e 1 252
A KIS P K2 NO K B 2 B — R AL RS
Jiff ( endothelial nitric oxide synthase, eNOS) i P4 4§
AR Z T PR R QA A B 2 AR 2 1 (oxidized
low density lipoprotein , ox-LDL) . = IfiL4# | [5] 75024 i 2
I2 ( homocysteine , Hey ) K %A | i 48 fb & ( hydrogen
peroxide , H,0, ) i 14 ¥ 55 24 Sy 175 3¢ P e 43 495 1
B X CHAER S 5 55 37 ) H 40 g A0 IR0 H]
XA DR SR AR B3 A B (9 B A ) FITIE S

2 &M A5 R AL E

L4 P B 400 460 403 A L o v R e 4B T, il
N BT 0 I R b 3R i A T K Dl BB AR AL T AR
Wy JSCRY A AT 2 8 e BB AU R LA SO
i, Hoe B A= FRAL ) 32 200 B R0 S i A AR Ak
VA G
2.1 REERMN5 KK MGG

K WIFFEUE R, Bl ok o A Al 1 25 22 O i 1 7
PEIE 1) 9 B2 B 5k R O B RAE N, Ross' 7 AR
RS IKAS FEAE A 2 — PSP R B | B KoK RE
R P Bt R I AR PR AN LA, 5 2 R R
E%,ﬁﬂﬂ‘#@%%% a(tumor necrosis factor o,
TNF-o) . 140 2/ & 6 (interleukin-6, IL-6) | IL-1B
SELE RS 3 M o AR AT AR PR RE SN AR LT HABAR
BN , BB PR 5 5 10 1A AR E RN R
PRREHER T B AR 05 1045 N B2 A, 2185 K A E
7T B 3R 3K 2 7R 2 0 i I A BT IE 5K
BN h bk ok B 1k (ox-LDL 25 ) W8 BRI (75 b b
AL R ) mim k[ RKRI
(angiotensin I , Ang Il ) \Hey %5 11555 S8 AL N 34U N7
PETTE A SAE SN o WE5E K B, 9 AE K2 I R B
N 2 Fb o8 5 R GE IV A 5 ) microRNA (U1 miR-
126 . miR-155, miR-221/222 miR-31, miR-17-3p,
miR-10a, miR-663, miR-125a-5p #1 miR-125b-5p
) R AL (A0 VEAM-1,RGS16  Ets-
1 AT1R , E-selectin , ICAM-1 MAP3K7 fil BTRC %§)

iR AR

BRI R B Ak A5 22 O il I 9 0 R BN B
AN A T PN B 200 3 2 118 e R v T L 0 22 i
RYEH T (40 TNF-o, TL-18, TL-2, TL-6, TL-8,
RANTES . ICAM \VCAM %) , FR oy “ s£ 2 RAE™, #F—
AL A B A0

TEARVIJAE S B AL ], AW 7 X~ 31
JURhIhRE D H A AR . O IH T «B ( nuclear factor-
kappa B, NF-kB) : B2 PN B 45 17 3k 62 v 8 i 2 L 14
HRUC PR AL () 3 i, i 22 SR DR 3R B T TS NF-
kB {5 T I, U5 AREAH A M PR - 1 L PR 2
5 L OB & B, NF-kB 51 22 46 W3tk % 2
P, 2 A i LWL E I NF-«B TS p65
Tk FERNBERIERN . QiR E N 1
(‘high mobility group protein box 1,HMGB1) ; & Jj&—
TR RS AE A J5T , 55 22 O 487 5 (AN 3l ik ok A
WAL SRR B IR ER & A i 30 Ik s R 5 ) 1 A0
AL 2 DA DCE 5 8 Bl bk ok B B AL R A R g
HMGB1 7ESESRIE 1800 46 B Be il 8 B 1w 240 i 1 7% 11
I N B2 A0 A R A o 2 ik, ANt R 41 i R
(TNF-a) , & {6 N (1L-8, MCP-1) | % [t 5>
(ICAM-1 VCAM-1) F1 [ I 241 g 2R 4 26 11 ( MIP-1ac
MIP-1B) 45 ; 41 i 52 56 3E B, HMGB1 3 i Toll ££ 3%
& 4(Toll like receptor 4, TLR4 ) FIF4ZE &7 [HF 3
(interferon regulatory factor 3,IRF3) & 4515 5 RAE
N2 @A AE/IMA (inflammasome ) ;B A2 I AF SR BT
KRR TZEAE G, 70784 100 kDa; &
P/ IMATE S DRIASRERE AL | e 1L -8 1 45 40 .2 B R
TR S Y KA R e v R ELAE T B IL-18
Je— R R RPED 7, HAG A5 40 W32 A /A
PR FERAE S N L AR 5 A Pro-1L-18 &
RAE/IMEA G A A% IR 455 5 RALS ) BiAE 2
& 3 ( nucleotide-binding oligomerization ~domain-
leucine-rich repeats containing pyrin domain 3,
NLRP3) & J 3, i T R 4k /0 1 24 36 91 35 b
Caspase-1, Jo # 57 4] Pro-IL-18 4 s A 1
IL-1B1")
22 |HMHE RN KA

WFFE B, S8 A0 N JOR 22 i il 45 0 (3
ook R AL BE PR | e 1L O LR FE 55 ) N 2 2
N R E AL, BE #R ZFh I Z U ox-LDL
Ang Il (ADMA IR, i Bl | 36 1R 98 45 BE 75 5 0 M 4
(reactive oxygen species, ROS) A= i, U8 4 FH &+
(0,7) \H,0, J2H i JE (OH) KM (HOCL) Fiid
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AT RSERES (ONOOO™ ) | 38 4 B 432 5 ] B2 1 Fi i
Y T 8> O 7 = R AT F A SN LS B
W (E A — 4R A JE eNOS Hl57] ADMA | 38 4% 410 il
NOS, fiff Z AR IR | RN b L-KG 2088 A2 i NO , 1
JEEST 0, AR, fRUE AR R R B

FEAR R B B FE R, ROS R R . D
THBE ROS 1Y B2 anll AL M e AL il | b S Ak U
A I I A B M R AIG ; @A AL ROS ZE A
fit 25 4n NADPH Ak | 5 IS A A0l | o e S A il
Lk AL s 4w, Ho o AR e — 2K
A M LT BB, T AL H,0, (55 & AR ) Bk
HOCI(SR4EF) o DAFTE T3 U Ak 0 il 1 4 1 =
B FHRE A ALY ( myeloperoxidase , MPO) , /7
FE T P PR A0 R B A e b, AR R LT
—F MPO [1[m] T, iZHE H 5 MPO £ 44.5% 1 [F]
— M BR T ARAE T O ME B R AL A P R 2
LRI it AT T AL A v B 25, AR Oy i 4 et A Ak
W)l (vascular peroxidase , VPO) , iM% A2 fb 5 %
oo i XL 95395 ( an 3 ks A s £k 8 PR O WL R
IRV B A5 5 ) P B B A DA O

M55 55 UL T 3l bk ok A B Ak B PR | e o0 e
S5 20 I I 4 9 , IR 4 ox-LDL | R 4 2 i ]
F Al FR R A OCHEE T ps3 F Rk, SN
P Mg 0 Bl AR PR K RS A S i
Py KA VPOT SRk E i ] B 2 B0 P B 4t i
T, ULBR VPO K RE 2 35 U 55 2 A2 1 Bz 40 g
SEIVER, AN T HOCI B8 B35 3 N e 40 i
W XK VPOL/HOCH 42 78 B AL I A S N
P e PR mEAE Y R LB, A AL
P4 DNA 5145 ik PR o 1 24 9 5 22 P R R R 1S S A
o 2, HEHL ] 6 SR 45 N 2 32 2 AH 5C microRNA
HET 4R T W R AR 0 3k, fEdE ROS A2k, T3
M3 &k, B, W i it 28 miR-146a B!
FHH NADPH AL 4 (193235 38/ ROS AR R,
W/ N B EE T miR217 Fl miR-34a EE /0T
A5 BV A F 1 (silent information regulator 1,
SIRT1) mRNA & [ 0 3k, b A 4 L 3% 7E H
55, e A P

ROS BEFEIE N R 40 I IE 25 2 450407 , 30 A R i
ST IERETE T (R R R PEIRAE )
LR R A — R A FE T 20, W0 B Al
2 T A o S S I P S e B R, HL R
B> TNF-o 55 240 1 3% 180 0 i gg IR 28 IR 5 32 44 1
FHEAE M, i 3 RIPL/RIP3/MLKL ¥R %E & & 1K 4
S OB T &R, Z2 0 MR A A (o AR 9 20

Mtk AS49 A2 BRI AN SH-SYSY 4F) 557y
He MR TR BRI 5 I B A0 DR GO 12

3 ZMMEANRHES R

PR R A L EL A Y4B 1B R e O IS Y R B R
ASCRE T 1L 7 57 B T R | I T K B g A TS DI g
SRILTIRESE [ AU S T B & RE T, e kB 1k
P B A0 B ) 40 0 3 R T A 4 A B A LY S, B
B 228 B i e 5
3.1 HREEAMSHEES

N K #1400 Y ( endothelial progenitor cell, EPC) &
VA8 0t 78 9 2 A 20 BB 4310 1 5 o S N B 4
JL G T4, 7 N B 18 R LA R A B A v B
YEFR ., W98 R B, 22 Flos A5 950 (CAnoa bR | 5 1
JE Bk RERE AL s ik & R ) B R ALET S EPC
HEA KT EPC EEJG, LT BT ag A
MY RE 1 BIRRAI, S 2m 45 9 B A8 52 RE 105

HHT EPC JRY7 N R0 7 vk 24 3 Fh. OF
HE EPC FI| P K 3455 5847, 12 32F P Bz 20 40 B A R
5,00 EPC i A/ BURE B S 5038 I S8R 9 B 41 e
FURTFAR 32458, [A) B o 20 TL-6 , TNF-o 1953305, 310 )
/IR BCE FERE ™ @S A B3 ] G
BEZR F A A1 ¢ K ( calcitonin gene-related peptide,
CGRP) T EPC, fins® EPC XF P K 40 o i £ 3 7 1
UNTE S S50 v il sl ik s e K BB A % 44 CGRP
(1) EPC, 5E W 5k e 35 fili 2 ik & i R0 386 il afn 7
P TR AL 5 K 2 8 B EPC 4 g2 ' I
R REZ A, REM] ok 3 EPC X LA PN 2 i 16 4 g
F1P0 (DFLE 2 Wy Gt /NG e B R DT | B
2 K& 5 ] LR A | S 2 B R T RE SR EPC 3,
T P P LA AT AR 4 BTM-0512 41 509 Jd g K Bl
EPC % %, H AL | ¥ & SIRTI-DDAH2/ADMA &
7175 CGRP A 5 5 28 30 B A ] Ang 1T 5 511
EPC 2%, HHL# 5 98 Klotho J KA 3B ik
&I 2R AESE ox-LDL 55 EPC %5 L} SIRTI
F K, HHLHIM & PI3K/Ak/ERK %421
3.2 HYMERERP

Il RATF 5T 5 Bl 4 S 565 F BH 128 22 25 W) L 35 Ak 2%
2y RN rf 26T B A A LA DR A 1 (R AL ) R
RIEW T, HJR A, — 5 LA P R 45 4 1 s
BUHIAE 2% o5 — AN Jr I, AS TR B 0T 5% 38 835 24 9 £
P P LRI AN TR] PR LA N R Y 24
Y14 - OB K P9 Bz 20 L 463 405 R 26 1 A B
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LDL ROS , % 4E I F 19 4= i s MR RE I ] Hey A2 A%,
Ay v ) U J 2 1 7R v L P % B R T 245, A B
TP AT PR, W A A A LK R
fETEGHPERH 1 ADMA X} eNOS #4R] ; 1 % % ok K 4%
AL BRI ) e /D Ang T A4 24 i, @30 i &4k 1
BN 2 % 4EA R B PHSE DA SRR D
ROS {772 A= 0  Qi 9 A B N 4 By =) DA
DURRZEIRARZY | AR I F R AT A ) 46 S0 ) 98 P
TR @REZE N R AN EPC . i
FEHIMR | 5 2 B8 U, Al At 7T 55 B 4 ) o4 B %
L P20 B] BT EPC S RS2 R AL I, A0l
Zif% RNA ( microRNA F1 IncRNA) . DNA H 34k 20
wEHBM(HER PR Bk L miL) B
ek B0 (AN 2 IR A DA il 7 5-2 2% i 45 )
I AT 38 3ok 5 e O WLIE AL 2E G i EPC YRGB T FS
WS BB E RS,

4 45 iE

A5 PR R A8 A 4 2 22 o i I A5 9% 0 1
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P 1453 AL, 17 52 Wil I 4 7 D) g L K A i
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6t JAE R A AR I IO PR 640 1) i 3
ABEHLH, O 0 R RV 4 AR BAE AR A B4
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