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Abstract

Vascular calcification is one of the most common vascular diseases in cardiovascular system,
which has been proven to be an active, controllable and preventable process. The pathological
process of vascular calcification is similar to the process of bone development and cartilage for-
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mation, the core of which is the differentiation of vascular smooth muscle cell (VSMC) into osteob-
lasts or chondrocytes, which leads to abnormal deposition of calcium salts. Vascular endothelial
growth factor (VEGF) is a highly specific angiogenic factor of endothelial cells. VEGF can promote
the proliferation and migration of vascular endothelial cells, improve vascular permeability and
accelerate the formation of blood vessels. In the process of vascular calcification, the expression of
VEGF and its receptor increased significantly. In order to clarify the regulatory mechanism of VEGF
in the process of vascular calcification and provide new ideas for clinical treatment of vascular
calcification, this article will focus on the relationship between VEGF and vascular calcification.
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1. 5|

M4 Greenland P %5 NIIRIESE, 7E 40 % LA BN, (i 8540 B9 AT L) BE A7 e HE KT 1S &, TD4EAR N
AR 0 10076 A5 1 R 2 ARG B[] o AE M PR A IS5 40 R 70 9 PS4 AR A AL AT AT 4L,
I £ 40 5 2 Ao USROGk, BN, BN AL S ah KO FERE AL (AS) 3 UIAH R [2] . IS 1k
SH5AE E B IR (CAVD) & DAL [3] .

1989 4, Ferrara (% 5 UL FF AR ORI T MUE W R4 K IR 7 (VEGF) AR AE, FFIE I ELAER A 5 5
M AE A B PR AR (4], IR, VEGF XML E5 AL 142 11 F th# 32 i [5]. SRR AF L T /K
QEPEARTE & 9F SR B 105 (AKD) I8 IRGEA T KSR e a4l Tl Al VEGF Rk Kk BL: £5
WAL MLiF VEGF /KT HEARES (LA B35 8 & Ty, R W] VEGF RIK /KT 5125009 88 (2l kst 2w
RIEHERER R, W T VEGF 58l Ik F5 A 1 5 A K J TR) 477 1RV FEIEC 32 [6]

2. VEGF #5iA
2.1. VEGF Fj&

VEGF =& — e eI N S 4ifl A7 22 73 R, R A%, B4 VEGF-A. VEGF-B. VEGF-C.
VEGF-D FIa#LAE K F T (PIGF). Hr, VEGF-A TEA P 1E 5 150 3 I/ A= sl = ok F e S B
Rit, HArEEMHCH A ES T VEGF-A. A VEGF-A /&4 T 45 kD {) AR A, H74ANW
ETH 8 MR TRRITMEM, 4K 28kb, 7T 6p21.1 S4ik L. VEGF-A (42T 6. 7. 8 &itik
PSR, WRIEFTEEERETT A NSFER, A3 VEGF121. VEGF145. VEGF165. VEGF183.
VEGF189 #Il VEGF206. VEGF121 & —FiAS5HERE S H By 8 H, 1l VEGF189 1 VEGF206 5 it
FHAREM S, VEGF145 il VEGF183 H N/ L. VEGF RJHRE S 1 MR i35 18 P Rz 40 it 384 26 i 1fn
ARG, BN FEEYE. VEGF MRS IR B SR Z BB AEA G, HEMESL SR HR
FERBRPRER, AR CHL ] 32 B RNk 1L 38 35 14 A0 I A PR s el [ 7]

2.2. VEGF Z{&
VEGF 32425 VEGF HHTHRE RS A M moe 115248k, O IE W B AE K IH 2R (VEGFR), &+
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%938 VEGFR1, VEGFR2. VEGFR3, J& %Al MR MI(PTK)REH . VEGFR 25 & M & 14
B R i S PR i . R, VEGFR1 Al VEGFR2 L AGAEME N R ETH, = 5ImEE
Bs VEGFR3 2 B 40 A AR bk T PN R SR THT, 1 19 9k B 48 1 2 18]

LB s hRE, VEGFRL A EE M 454 VEGFE-A, Tt M40 i (3T 4% M I A s E R L, {5
FE@EL T VEGF-A 5 VEGFR2 456 1 mT F 11 5 /E H[9]. VEGFR2 /& N B 4 i A & AL 4775 (1)
DhELFAY, VEGFR2 G0 18715 P4 K 40 I S BE AT 7% AN RS 5 7 Rk K¥E/E M, W VEGF 5 VEGFR2
ghify, BSOS TR T AN A . A A AR R 4R B 5 [10]. VEGFR3 A&k ELAE K K7 VEGF-C
A VEGF-D 15244, S50 M Ak L ) e 4 I /E . VEGFR3 5 VEGF—C [fE Rt 4h &
AR L I T, AT R 2 A R RS [ 1], T TE R R AR I, VEGFRS (R IA A I 2 R [12].

FEHLHIJT 1, VEGF Ml VEGFR T VEGFR [ N- K4l & 5, VEGFR KA — R I3 i ity
%, BN ATP G54 00 A[13], ARSI Tk AL Ae i imid [ B b B BER AL B s, LAG Sre 3
fiff , 117 Src HE KBS P13K-AKL (5 53842 14] . P13K-AKYPKB i 42 78 I 45 4k rh % 14 55 B X i 3R
FEW R RIS AN T S S B AR S T S AL . 0E P13K-AKYPKB &R H
BT PR A P LA B A e iy, 00 o LIS T e S U A3 . BN R 2 ANME S TR
AR, ARSI T G T 00 A A0 B B % S [15]

2.3. VEGF BY5IB5 That

2.3.1. {RHM R ApEE TR

VEGF & —F il N R A0 i Rs e G 22 7 205, v SIS ) R A IR ARG, AT (i i Ifn 7 38 A
[16]. FiH, VEGF-A B iAo B M A 3G A 0 i 368 3 1 34 in i) 32 BRI R 7 [17]. FEIREABE T,
VEGF 54 41 i I VEGF 2k (FE & VEGFRL fl VEGFR2)45 4, Gl SZIR M H SR, M
TEA 225y ZF0E M E B (MAPK), SEIL VEGF [ 223 22 R, @ik 5900 i B 4 14 A= i o ke afn 557
WrAE[18]. VEGF K L 52 U A B R BE 4 15 A P i 5 B C B OVE R . AU R, VEGF wid@id
12 v I T 50 A TR (PA) L4 g 5 A R - 6 BT -1 (PAL-1) ) mRNA 383, SR A2y I 3% I 5L vt A
R B0, (R E g KA, BRI AN A BT, il 45 4 AH AU AR BT T A, B AR R AR
B M TR R[19]

2.3.2. MM E@EY

VEGF A 4 & i i8%E 1% . VEGF W 5'F c-Src KIRMBERIL, 4kiMi5| K Vav2, Rac GTP Eg#l
p21 WE IR (PAK)EA, F3 VE-F5 R T A BERR A6 I 4T T N B At e 422, A i 5 2 (1 AN i BN 1 R s 5
FER AL, BN i @S R [20) e HE A Bk . R PASK-AKL 5 SRS, WS
P R 2 — A B S B (eNOS) B R AL FF | R IB K, A —S AL (NO)Y D, i F BN K Be F )
WEE N, 2k ca® iR, SR mESIk[21].

233 WHRERN

VEGF Z 5iff 5 AL S, € BRI 51 AL S e Ay, (et S8R0 4 N I 78 A1 SRE R T ORI
X TR AR R A SUEs & % 5 32 [22] - Mariantonia Braile 28 78 & B, VEGF ] il i 5 — AL & (NO)
(165 BT R AR BE G 3 1 (LDL) 4L, DTRRTESDIKEE, I35 8 I W08 2 r i) 19 006 51 RS 30 fok ol A AR A
FETE 23]

234, {RifHELEMES
TR R IVE, VEGF IBAEMA RGP RIFREE . MARGHEAREEN LR,
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M VEGF BEMSIEBEMA ST AR, LA AR [24], X0 T4 R B M4 5 B2 1
A B EE R S WHFOREL, ] VEGF w45 3 it 77 40 M A T A A Dy “Bhade” JLRERE, BASI S A
oD R A B BT R, IR ER R R R R, S B B A2 R [25].

3. MEEHREFBEE
3.1. ME4EHEHR

MR — MR L, SRR MBS REL S 2, 3B BEAR A R BOL AL 48 BE o = W It
BUIBLR o e B TGO P 5 0 A5 (A o A 0k ) I A AR G 2 2R, T 5 7™ B A 4 B S RO o R
[26]. WETCARHL, BEEER MG, M BEZRMR K500, IR 5 kA A 8540 . 5 Vi & b ok
B RIEMESA, THRAE EFRE. SEUMESUNERARE, HPARAER T aom. &
B millE. mERE . shZizsh, JERESE, i SR AR . i 2 S BULLE B2, (85
GRS . IR B, R A R R 8 A (LD L) IR [T, 2 5 SSOMA [F BEAE 20 kB R i AR, R 45 4k
RAE[27]0 BT R DABR S L A R 2R, DS R PR S8 BE A 5 Rk A I A5 46 [28] . Bk, PRI
KPR RS MUE A5 A K, JCHGRAE S KUEE T [29]. MPEJORE, WIRGRIEIRTS RECE & e, W]
RE 219 I e 895 A 0 XUE [30] - SRR S Fh A IILAE P57 FR Nt T B 8 2 A e L 5 4

A5 — N B LT R, B2 TR, R Aok A ) e 5E1R T B AL
W FA BT EUR LA BE SORE SOME L A0 IR T SR TR IR B B B UTAR I BT, DAL B A A ) 7 AN
PAVARBIE[31] . M A AL o B (K R 2R R AN T 23, RIS A AL AR 13 R S A 1, 3K
TG E e - O T g HALRIAE SRR, A R A AR — B &

3.2. MESSHHFAMETRE

MAE S0 BT O R — A B R AL R, P RERR BACE B4, BRSO FEREL I — R
SELLRRIR 73, 50 MBS A RS B DDAH G

M FG 2 — R R 2RI AR, ORI K2 AP, BdE. MEEES)E, LDL AHHEE
SN R FOT AR AL 3245 XN AR S, JFAE ILE BE BT IR, ROV REBEIR[32]; Bl A S R SE 4
Wil JORE AR e JORE R T SR B BEER XIS, 51 R SRR B2 [28] s Ak -1 LA O T4n g 2k, k&l
LAV KEE,  [F th EER A B IR B TR B R 48, S BB — 259K SO AR A 2 51
EPEH N ESER T, SRR A, BT R R 85 AR B AR v, ROAE SR
AR R R R EEMEA, T VEGF U B8 142 405 5 il B SR S5 A, SBn I
AL .

4. VEGF 5m&E4$5{k

VEGF 2 5 MUE P LT R, (RIS SCRESM I M /E 4540, 33 8 19 SORE S BE A Mo, A5 WAl
AR TSN S R A A R B R . T KRB AR, LI R, VEGF X ILE S 1k
LRI 10, HL RIS 5 fhe s AN ] 00 17 35 4

4.1. VEGF B3 T RER MM =S

FEIE AT B RE AR, A BN SOAE A o S5 I 5| 80 e 4 00 DX, 51 SO0 S B BLE R I
{ELGOE S B3 RT DA SRS 1R B ORS8RI 54
PAE S N 5 HAR M E A5 LRI R, MR 22 OB RN TR, O S B2 T B
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SRR, FF RSORS00 P-4, DT - 0L A B B S S [33] o RE S N3 FT 5 Y B 4 B2 VSMIC
LRIV M HERE . AR, VEGF. HIF-1a Ml Ets-1 fEBEIRZHLAE, FE H AT ATERTAE
PN BRI < O A AN~ 1 UL B o Bk i, S RIS M AR 341, T M I A A AL

4.2. VEGF Bid FT S MM =S

IR PN 7 200 B RT3 LA P 7 A ik 22 R SR A A 5 i R SR (ROS) I, Wl SR Ak, I+ T4zt
T2 MR S SR AL, S EUES B PR A BE R IR, TR U A5 4K o

VEGF A 50 S A0 RN I A 232 i 510 H . Bk, VEGF @i B0 P B 41 id + () NADPH
FALER R ROS I/~ [35]; VEGF & 1] LLsZma S A0 R0 3 e s 1 ik, dEmiif it 24
IThEE[36]. ARSI AR, Runx2 J& 8 AR S 1 VSMC £5 40 4R 43 o 7EB K FERE AL BE SR
AR H0,, 0E Msx2-Wnt 5 518 2%, (& 3EE5 10 MU 40 B 1) i 734 [37]. thAbh, Ho0, %t I
LDL AH [& B 1) AL AR AL [ B2, i85 hedgehog 38 % fil & Runx2 35 4 S8 VSMC F5 4k & [38]

4.3. VEGF B FTT4ERaiE. SHATRmmESSE

4.3.1. VEGF 1833 V3¥5 P 5 4R A 2 0 I B 45 46

VEGF W] DL i 4l fiL 8 P 5 40 M (0 R T2, (g P Rl 4 389 R 42 2%, A EL B 3 n EL 779 S 3 o
T 52 00 LA A5 A R 3R s T VEGF 5 H 52 AR o/ I 75 3 1A 2 40 B T2 [39]

VEGF S5HAZKEE &G, AT A7 15 15 5 8 B s 4 3 745 5 4% S % DAY /D 18 9 Bz 4
M. bl VEGF mf LR RPESs & N R4 FIK-1/KDR (VEGFR2 3244K), 0% PIBK/AKT @i, it
M4 BAD F1 caspase-9 FZRIA L /DA T-[40]. X R BLH#HE—LE R VEGF 5EZENENES
WSS TR TR R, SR P R AR B T RS B R A U A, TR s A R R S T
RS SEF M RAR M4k, 00 TGS A fE— P 7.

4.3.2. VEGF 833 1315 /8 L 40 A %2 0m I B 45 4L

A A0 R o i A2 I LA L A% A O BB B A A, 51 RS Eh e AR, P UL B Y B 4
PR R o AAE IV S A T R R b o 90 53 2 S P LA B i sE T R i i S B i = 5 W
FEHTAE[4L], RIS AT REY R M SRS, Rk M 454k . VEGF Re% 18T 52 /4 % 20 IR I (RTK ) I 4t
N ERK/IMAPK %55 ‘5@, M5 S Mg VA MR K m osr 4 4k, et g 854k [42] .

4.4. VEGF #E M E$SLISARIATT a9~ AN E

FHE R, B VEGF B 55 7K S s ke oot O JIE I 88 1) P85 A6 A0 B P R AL R [43] . Ralf G.
Seipelt HFFEFR B, AN M N Rz AR K H 7 BE 08 38 I AR ML A0 p, 0 15 77 52 v 1 15 e 200 s i
Mri FRIB A B B 1R a, TR S MBS, 8D S I8 49 ) 1) L B R RN A [44] 0 X 2
#E VEGF Al i35 M 85100 JiEdE, 38 VEGF F FIRIRIG Tt 7 B AR &% .

5. RESRE

VEGF {9 M B> T, GRS M85 (A XU EEE M, X aTags VEGF 177
PEBEARSE . OB AR M SORE . AN S AR TSR IR R A k. SR, VEGF 7 ML £5 4k
MINLEIA R 2%, HLAS L S o 1 B 201 BB s 2 [l A AE A LR . H AT 5% VEGF R % L 45
WHITTI 7> T L] A5 S IEER BT M AT 583 . BRI, IRABIEFEIF I W] VEGF {2 i 45 (b BE 2 1Y
55BN T LR 2 — 0 e B B P50 BB EAE, IRl R b I8 45 40 R B U6 B2 B0 1) K8 8
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