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Abstract

Vascular endothelial growth factor (VEGF) is a kind of cytokines discovered earlier and widely
used. As a cytokine that promotes the growth of vascular endothelial cells, VEGF can increase vas-
cular permeability, promote vascular endothelial cell proliferation and angiogenesis, and is a reg-
ulator of blood vessels and lymphatic vessels. In the past, studies on VEGF mainly focused on the
fields of tumor and ophthalmology. In recent years, with the further research in the field of cardi-
ovascular, more and more studies have found that it is involved in the development of atheroscle-
rosis and other cardiovascular diseases, especially in the occurrence and development of coronary
atherosclerotic heart disease plays an important role. Current studies have found that in humans,
the VEGF family consists of five independent genetic products: VEGF-A, VEGF-B, placental growth
factor regulating vascular growth, and VEGF-C and VEGF-D regulating lymphangiogenesis. They
show their anti-inflammatory and pro-inflammatory effects in the development of coronary heart
disease. This article will review the role and research status of vascular endothelial growth factor
family in the development of coronary heart disease, and provide some reference for future basic
research or clinical practice.
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1. 51§

j& L2993 (coronary heart disease, CHD)JE B N K2 & EE B Wiz —, E—LPEHEE, ' OlmK
i R O 10%.65 % DL 1245 N5 5 SEeb O , A BR i fi AT Hh el O 1 R A R 3 56 19.34% [1].
Hh [ 568 0o A3 U 1100 5, HUR W ZRATITERRS: Tt o ek Cods (14995 B St 2 3 ik 54 A B 4K, (atherosclerosis,
AS), faFACHIZEHEL. M N B2 40 e (vascular endothelial cell, VEC)Hifsi« #iEA4s ThRgfEhs il {2 1 AS
IRAEMERE, HMFBOECKE2]. REHERR AS (L MEEy —, Wik, FEilkRseid fEdmg &
S 52 7o e Ca i 1A TS A Rl 2 8 SR B INVE A o W SEAIESE, VEGF g HAG 1A 980 v (23t I
EAR PUEACNIEE DR, B W B AKAE A R K97 v e o VB EAE T, LI A 7 78 9 VEGF
TEOURRAF AN TR RIE, PR HAE DN G HUE R A 58 ] e th R 155 EE/EH[3]. A SOt
VEGF K2 5 e o K A I e INLI B T R IEAT 53R, D LUJG BRI RAF 78 B335 1 PRSI e 2 it — 1
2%,

2. VEGF RiE#LA

HRIHT 72 & B VEGF F % (Vascular endothelial growth factor, VEGF) 1L F R B 2HAk: VEGF-A.
VEGF-B. VEGF-C. VEGF-D Alfia# 4 KK F(PIGF). XU 1Bt 5524k 4: & K IEFH . VEGF
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Z R (VEGFR)f#5 VEGFR-1. VEGFR-2 Al VEGFR-3. H:41, VEGFR-1 Al VEGFR-2 ¥ % &1k T 15 A
JZYHH(VECS), 1 VEGFR3 TRk T E & N K 41 (LECS) [4].

3. VEGF RIx&RAER LREERRBRZHHERISZGTT IR
3.1. VEGF-A

VEGF-A =2 —MZIkEH, 2 VEGF Kk H Ao f i A A R K 1. @id5 VEGFR-1 Ml
VEGFR-2 456, VEGF-A W] LA ML AE il I8 380335 P RN SRE , DAt SRR A I 38 328 14 X~ (VPF) [5] .
W9 RN VEGF-A i /\/NMMEFRI-EA W& FA L, R VEGF mRNA BI85 S I [H K 1)
WA, 41 VEGF165. VEGF121 il VEGF206 [6]. VEGF-A fE NA KL ¥ ARG h A £k, JoHELE I
ERG . HELAAEMM. NS b RiE . R IES A OEI T, VEGF-A
AT B gH =2, G AR FEAL T UM, PRI AR SR MR TR (4155 . — ToUIlE PR
FEY[TIE ST B = ALLIUESE(STEMI) B, VEGF-A /KT 5L 1 ZE(MVO) 7 IEA %, 15
WA 2 S A 2> BU(LVER) fub o6 . (R, VEGF-A Al 8 STEMI 3% MVO Ak E%, HFaTH+
WGy 2. BB 7L £ m7G LR R METTLL 3B {23 VEGFA mRNA B3¢ ik G 1 5 1
B Y DU S [9] 7 MiR-448-5p/VEGFA i i 75 FAS/FAS-L {5 5 @ B LR 37O LAH M 5 52 B A
ARVLAF[10]VEGR-A 8 38 i 1t S04 B ik A 5 X 380 1) I SR (2 s M O JULBE A8 /5 ) 1L A 2
o XSS VLR 70 & BB 2 JE T a] {0 K RS O WU AL J5 A I8 A8 i3 e O ThRg, % e AR
M4 A4 BAE FH AT BE T VEGFAIVEGF 324Kk 2 {5 5@ 5. 45TTEE[12]7F 58 K IR EL B A(HSYA)IATT it
A O XL/ 57 R AR F I A% 2080 3 5 1T VEGF-A RI(EE R &R R, MMP-9)RIEN T
HSYA KR ERAEH, XE BT HSYA SEiL QIR AN ARy ERH . FURL[13]5: AWF7EiE,
7ECHUEEZE(MINEE R 1, 85 CBIA 7@ F i VEGF-A /KRR mi A e, 8/ 2tk IR ZE oA
SETHAR, MIMEGE QR DIRE . BB [14]15 AW AR IR, 28 E #0228 il (Vagus nerve stimulation, VNS)HJ LA
SRR B KT LA B (VSMCs) AT Jz 4l v VEGF-A Al VEGF-B HI#IE, Bk E #2038 5 2 B B i@
it m/NACh-R/PI3K/AK/Sp1 8 % H i 9 J2 40 B 1 VEGF-A/B R 321k AE D RE L, $K 4022 4138 (Vagus nerve
stimulation, VNS)IEL B LRG| eDIRSI KD e A /0= D). fg. [ER, @i 550 AMG706
FELWT VEGF 5244 Bl %6 % 9% RNA (short hairpin RNA, shRNA)#iF: VEGF-A, 35 [A% 1 2k 2 i 22 ) 3
Xt ZE PR RE A S AE

3.2. VEGF-B

VEGF-B 72 VEGF-A [[EEY), 5 VEGF BHA & ERFSIEENE, VEGF-B EZEKIAT L. ik
SINK-FIENIAN . E A ARR, CLRE . B IHEERIEDI[14]. VEGF-B R Agilid 5 VEGFR-1 454
RV DIRe. AT R CEKIL T Z M5 T 520 VEGF-B 1)3R1k . Zhong S 55 AW 7T R BL[14], &
TE L 36 R 2 EAEAR AT I8 m/nACh-R/PISK/AKY/SpL I8 4% i P & 41 i) VEGF-B 131k, #£5 VEGF-A
(P EVE N, VEGF-B 7 5 1L & 7 1 L 4T g (vascular smooth muscle cell, VSMC) 3 4 Al Py 5z 41 Jifg
(endothelial cell, EC)iT#%, ZARREME F R SlkA R LMEERSLR O Z[14]. VEGF-B 7] H T2
SR I P O S R TR RSB L R E g, oo O WA, B O ThRE[15]. 22 « A LA FLAE
N[L16]F7E KB VEGF-B j 77 21 F-Co AR AT [T AR BH S /N T A 3 K e R AL . ML m] R /2 VEGF-B @il
PRI M A, AR B LR R AT O LA B S T30 T, TR $EH AL G 2R B ORI EH . b
18RI VEGF-B w3t — Bk & 230 0L R AR O LA, 5538 G O ST R L, TR et C i BB
H[15]%, VEGF-B [FRIEFEAK. AATRATE 7 T LLCWIAE AL AL ) 58 7 A1 AR 3878 pVEGF-B & [K s %
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2 DUV E I8 £E TR A2 V877 - Henna Korpela 25 N [17]/HF 72 KB, 0% 75 (AD)VEGF-B186 K44 ]
S R LI A AR i, B8 s a0 I 1O ULVE VE i 4% - ADVEGF-B186 i& ge i Co Lt i v, /50
WA, BRI VLG ML [18] [19] /T TE 254

3.3. VEGF-C

VEGF-C & —F4r i A, AT, VEGF-C WL Eifi#ik, AFONE. . M. 5. %
A EL 4512010 — TR ATHEPERT 72 R B, KK P8 VEGF-C R DML T30 A% AU A 2 1) 7t 4R 3l ik < 9% (CAD)
[21]HE 4 KBET %, VEGF-C /K54 KBET- AL M LT 28 3 U 5%, ek V) VEGF-C 1] %
MO AUVEE G I AORE SN, AR5 DB E . EEOUESE) S, VEGF-C Al S0 IF itk B () 1
B, I bk e A BFE WIS R 52 AR 1 (LY VE-1) R S e 4 i iz a2 A BR bk R 45 (MLNs), AT {2 it St %
iSSP BR AL O IEAE A o 72O LB L FREEE (VR) B A AL o, ] VEGRF-C TRALEEL.Co LS O A FETH AR
B, CK-MB. N, WUASEAAETE A Bax EEMK. HHLHIET VEGFC @it 5 VEGFR-2 &5 4
WOE ARt (5 5@, BB Bax RIAFLRARIE S 67, Mmadnsl AR UR 55 G IET, KT
FAEF[22]. B FLR B [23] -0 WIEESE f5 O E W4 = A2 ) VEGFC B3 R 28 BG4 M v A0k sk
BRRERSL, DI O NUESE 5 O RE . A2 KB CUREZERE AL, OB SERS R4l Al VEGF-C
IngEk B 2025 IR (SAP) K BRI S5 4 JE, (Co Ik bk B A7 Jh A 386, o JUk 7K e F1 B 8 k2>, o JIE D REAS B 2 A 58
MREN BAHAN AR VEGF-C SRS H 25 1K (SAP) L A3 16 15 RO AR HE 1O Ik L 1) e A A A
OIS . YUE Y %8RI OB IR R R [24], M2b EWE4RAE AT LL_EH VEGFC ik, fEitkitk
EE AR, B OUAF 4L, BB OIEThRE, XRI M2b B4 i e] 58 A T 0 ULRTEYT

3.4. VEGF-D

VEGF-D fil VEGF-C —#¥, & —fmilteiis . et Ba gk, it 5 VEGFR-2
Al VEGFR-3 45 &2 ik itk B8 A AN 4 A2 i« VEGF-D bt VEGF-C EL A5 58 v R I 45 AL i e . — TR s
PETF A EE L, mKF VEGF-D SRS S50 T 58 A 12 ek O B 3 I A BB TS 3R [25] IV A Jli o0
WL G OB %L o AR FAR Y, (O IE M B 5K 3 7 3l (ACE) 2 7= A i 5K 3 (Ang) 1-7, i
I RIECC I VEGFD FIE 7 48 & IR (MMP-9) 30k, (BRI A, Mimfedb O E, g n=
Dhfe[26]o — It R [ BRI 56 [27] s B 28 O UL VEGF-DANAC i RIFE A 38 I HE v 14 0o S0 S 8 1Y)
OV VE A 2%
3.5. PIGF

fifi % A2 K [A ¥ (placental growth factor, PIGF)th /2 I % Py Bz 4l A A K I F R — 54, PIGF SedIE A
JaAE R, TERRRLAI A Bl K&k, HATIREINARE . DMk, =& fms FERR R
fif-1 (fms-like tyrosine kinase-1, FIt-1) {45 S AL A [28]. BEAERT 7N, PIGF it Flt-1 15 5388 [29]7F
0 B B RE R AL AE P IR 9 B TR R AR 2 FIE A o TR W -PAE[3018F Fi R, AATTHE SEBR NI R T — A
AR HIBEZEIX S 1R 5 IR /N AR LL, 252 PIGF JR97 1R/ R SE T AR B 55/ . PIGF FI RIS I/R
Ja ONUEESE, SGE IR, ZMEME PLGF @i S8 O F D e AR IS A2 5, 72O WIESE f5 @A il fE
RAIFBEEAEH . F PIGF ¥677 B/ B IFAE TR 5 R JORE IR SRR . IX AT A6 HH T PIGF .0 IE AR
V8 S B i o LR I B E 45455 - Takeda Y Z5[31)WF F0IESE, HAFAAE KK 1 (PIGF) Gy nl 455 I
EAERABIIKAER, JHEE OIS AR . KA E e AT e PIGF & VEGF KR — 51, 1E(K
WA E SIS A, 8% -S4 R32]. Hk, PIGF 83 51 A Bz #H.40 il (endothelial progenitor cells,
EPCs) W H #E41ETEIA[33], o, FATRITWEES] PIGFMRNA FKik B35 e e RBNK A Bz 40 H Ao
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YEIX (AR 4HAE, KB PIGF 25 AMI [FIREE[34]. A, 2K PIGF 5K sFIt-1 7K~ B2 ff i el R 30 ik
PRI AR ) RIFAREY), PIGF 5 sFIt-1 B HAB IR T 5 05000 )™ SRR E S IEAHSR, WA 2 Ol
TS [35]0 RUFbrE . FAWGERR, 75/ RAVERA b 4 PIGF 697 9b T RIBEIAR, o3% 7 72
DEIIRE, W7 M A BN B K AR R [36]
4. BGE5RE

L LRTid, VEGF FMgElid s A A pe. WhELE ARG 2O AME T, EAEE ., R4k Bofn
RERAR S, TEIRT 6 O 7 T o L — @ (038 1. BN — R B e IR 7, 75 e O b A
5230 T T2 BR0E, #4050 0L A B © 45 20 PRI ST IIESS, AHEA — 8% 03 14 FA B A I PR
N FH M ATE AR . TR, BT VEGF $E[R¥GT7 RIS B TREREIR YT, KO & 7 MR B 1
oI AEAFEAFL S A AF T, T2 B ARG TT F B 15 0T DU T O VR YT e 2 Ris, o] Lhdid 444t VEGF
F R HARAIR 2% 40 i PR () 4 P B Bk A A& A2 48 i ifn 48 P Rz 28 K R SR8 B 28 20 R TR - 1R KT BRI
T Lo R AU 2R R ORE, AN e Lo R 3R, ASRATI R it — Pt .
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