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SO A IR YT EE N GBI DL AT
AR AR A AE I AR R B R TR 2
G iDL K 22 % 45 5 T i) BropE . DRt B v el a0 e R A
LW IR RS EE, ORI E
MYE P A A 7 A2 Ak o AR L B F50HE it -t 52 i 43X
MV 7RIk a0 SO IURESE T RIGIT IS 72 h,
M4 P A= K R 7 (vascular endothelial growth fac-
tor, VEGF) £ 7k 7K ~F- i B IR 7T B8 Bl 7 45 .0 2 R /Y A
R, s VEGE 46 i v B 78 58 .0 Hh 1 4
BLH A B4 i SO 12 W DR 7 A 8
1 VEGF
1.1 VEGF WA 13§ VEGF f¥)2& i Harold
D. Dvorak 1979 4EFH7E Miles 525 24 v il i >k B £
N ZEFN S W i 5 20 B B0 9% 5 A0 b s O B — b
T AN 29 0 4 1 50 000 175 . A I 4% Al 44 oL
& % N 7 (vascular permeability factor, VPF)™
1989 4F, Ferrara 5 William J. Henzel & ¥t I 4 #& M
A U AR I8 9 200 P 2% A7 3 R Bk b B — A T T R
PN B 20 0 A S R A 22 0 2R O S WA o3 1 FR A R
HELZH A S 1 L 4R X R AT 22 57 2R A 44 8 VEGESY
Ferrara W], % 8 VEGF i} T 28 B8 % M - i 22 14 o 43
BRI I — AR WK 20 W A0 M L X R g3 I AT i 44
BRI BC B I — R 4H M, [R) B, Ferrara .38 B
WA OF T & T B e AT AR 0l A S Rl B S T
FUVRER R L AT DU R R A 1 R T s R b R AR
JPY, 1989 4EBF Connolly 5 Monsanto 2y &) By [7] 25
UEWY T VPF FERSN N A 2253 250, T8 1A A 0 1L A8
AT fE VEGF 8k 3R 3 2845, LR 7 A
AR I A8 A B . I AR O T AR RS B
53 SRR T B R S i B I AR A A RT R AR
Z2 P 10 AR N R S IR Pt A A Ut B R
VEGF ZKELENE P i I8 4= L] & — D+ 8 X
I HAR EZ R

VEGF ZIF R4 G HEAZXK. R T2 51 2
A B LAA TEDT A N T8 B 5T AR N 48 S Y
WA TR R - ERENY . VEGF ik EZ h VEG
F-A., VEGF-B. VEGF-C, VEGF-D. VEGF-E. VEGF-
F. R #E 4 K HF (placental growth factor, PIGF) DA M
PR 06 R R D 1) 1 A8 P R A K TR (endocrine gland-
derived vascular endothelial growth factor, EG-VEG
F)4 W, H o VEGF-A, VEGF-B, PIGF, VEGF-C i
VEGF-D N AR VEGF KGR 5 Fh R EIEH =),
2 kAR, VEGF-A | VEGF-B. PIGF 7 A f& (A Py
F P M4 A K i VEGE-C fl VEGF-D 3 211y
B R 4L L, i VEGF-E, VEGF-F,EG-VEGF 4y
591l Ay BE R VAL L 0 T R R LA B P 43 s R A T T I A Y

BAERKKEF. VEGE A 3 Faz i, 43 il 2 1M 48 W i 2B
KW F 2 & 1-FLT1 3 A (VEGFR1) ., KDR 3
(VEGFR2) .FLT4 % (VEGFR3)., H ', VEGFR1
5 VEGFR2 324K 3 %3R35 T 1l 4 N B2 40 i (vascular
endothelial cell, VECs), 1Ml VEGFR3 EE LA THE
BN K M (lymphatic endothelial cells, LECs)!,
1.2 VEGF-A g5t Bk VEGF-A J&—Ff i
JEAR ST B 43 W5 S B 1 2 VEGF F5 b e sl gy 7
TZz— Wl Wz N VEGF, VEGF-A Al @5
ZAK VEGFR1 Ml VEGFR2 454, M4 5 35 4= 1l % i
A B AE S SRS A LU 8 R — i R B b O i A Y
37 M DA A 3 — 28 R RE SN, b VEGF-A 8 Fk
b VPEY, B4R VEGF-A X} VEGFR1 A %% 1Y 36 F
I AL EEME S E 2T VEGFR2 S28HY . i
R T4 S A B S B R, AR B i
J ¥ K 2 Bl E 5 RN . VEGEF-A J2& 12 1 72 1 #%
O % I A B0 P B2 200 i ) i 11 4 e % O 2L T
P o A5 A AR 2R RE R I M B 1 AR S . GARCIA
R ZS g A 2010 — 2017 4E[EH4ER (572100 %5
84 Y0 B T/ H 147 B, Zad xF B #1 5 & Bl VEGF-A
K5 ST Bt B0 LB SE (ST segment elevation
myocardial infarction, STEMD f# Ifil & 4] 2€ (microvas-
cular occlusion, MVO) DA S i 8] £2 O & &F 1ML 43 %X
(mid-term left ventricular ejection fraction, LVEF )
H—EMMEME, Wik, % F STEMI & # MVO,
VEGE-A 0] 1y 4 ¢ A= Wy b iz 9 - 9 ) 2 3697 1
JG B4 2. BXET VEGE-A 76 30 Jik o £ 1 4k 5 %
FOAE FBL  BF 5% 5 AT A7 A — 8 9 4380, an . A wiF 5t
AR VEGF-A 1) 36 35 36 i Bk 6 £ 2F 1 %5 38 A= DAAR 42
O WL 42, 2B H48 5it . A5 3 37 1k DA R SN, {H
WA W AN RS VEGF ) 3 3k 2 i 5 ik o 5 1k
BB i A5 B4 FEE 0 ol A5 4 40PN A B R I A R RO
T LA P RS S e, DA T T T st o o R A A ) 0 AR L 7E
e U A T TR ARE AT A ke T R A B PR
HIVE T O L2 43 W VEGF-A, S 300 LI 28 i 45 F
O WLAN K 52 52 451, BRAILE M 4800 7 4 S e 22 1R
VEGF-A /Iy B2 56 #5580 rp % 3 AR 235 K F VEGE-
A S0 O PR ) (8] 78 5T A Ak T i 3R A KT
VEGF-A BH WX Ff 4k, iX — {55 7T fig3@ i the calci-
neurin/NFAT pathway (5 J# it 4 8 2 B /55 1k T 20
MR T & 12, the calcineurin/nuclear factor of acti-
vated T cells pathway) H P J 17 A2 9 B i 2o B2 9 15 .
VEGF-A B T 0] 160 WLAH I 7= A2 o0 s fE— 8 S5 R
Fil ™ A T At M T 3 4 L o R i A
L850k MAS G K, VEGF-A Al 2 5 £ R i 1Y
KR IR AN S AR e AL I A A A B Y
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PIRLFAE FAN L J MR B IF 5256 500 )5 & 3
e/ B E WIEST Lewis ilifiE (Lewis lung carci-
noma, LLC) 40 il & 37 i 9% P 5 98 (cancer-induced
bone pain, CIBP) /]y BB v, 8 P 1 5 SR I 1 VEGE-
A FTLLE i VEGFR2 v 509 & H I C iy #dE 51 &
U L . EAh. B B8 VEGF-A 5 VEGFR2
BT LA ] T N -H 36 D - R4 2 M Z & (N-methyl-
D-aspartate receptor, NMDAR ) B #801% A1 F Ui Ca® ™ 4k
WG-S5, AT HEWTE 88 VEGF-A/VEGFR2/
NMDAR {55 3 % 7] g 2 98 Ve B 0 G5k . B0
) i 96 20 L AE — 2 S5 1F R B ” A VEGF-A, WANG
G B4R ELISA 3L 106 4118712 K ¥ (colo-
rectal cancer, CRC) 3 F1 69 4| 1F % XF J& & 4 J& 6 K
LI ' Eph A2 1 VEGF-A /K FJ5 % 8, CRC 8%
3% Eph A2 il VEGF-A /K85, B4 K0 CEA
Eph A2 il VEGF-A 7] I 2 £ /55 45 I 9 18 5012 B 9
i

BRI 22 A o 76 R A0 i rp, — S0 B U BB O
VEGF-A 88 777 A, I 4k & — 28055 3% 50, 0. 7
i F A& Fl T AR (fine needle diathermy, FND ) % 35 il
T4 16 g L o i 5 RO LA B L AT B 4 LS AR B
AN, LE VN H & YEMidE BALB/c /MR
rh o FH A RS A% 2k A M o ST A I A5 AE R O 5 5 I VK
FIHR EV 45 A RS S2 56 & L, FND B Ky B AR AR BA 253G
I S0 B T B GO ) A5 AR B EL S L X R IR T
Fdk & 1) A R I A R B A A R, IR A AR GO il 4
N T VEGF-A . VEGF-C,VEGF-D () i % -4 1
LI 440 D 1) 952 90 L 6 & VEGF TrapR (1D R(2)IAYT
AR T FND FA M AT,
2 BibE

P Scmk fi L A E O I 48 R Ccardiovascular
disease, CVD) i R Ak FH5 22 L T+ By B, H v i o0 9
BE A 34.5% 2012 — 2020 4F, 560006 JE T % 2 W
T AR X T 2016 AR, 4R R RO FE TS
RE MK, AR S Z OO T 0w G
xR 25 A I 9 o DA B 8 et 0 0 B TR 5 9697 s KATTA
N S5 RIR M E LB RES CVD 114 58 5808 0 15 16
PRI 2 A AE AH OGPk L FF 2 7R AIK 0 fili 3 8 (cardiorespirato-
ry fitness, CRF) fig o 8 7 5} HE Ji (%) 5 .0 o BB 3 A 9K
T-, R B CRF 53& YK J 3 2l . nJ B A 8 = A ik XoF
5k 0o 5 BRI 5 e (R R AR AT DL CVD, X —
S5IR I IG R 48 5 SR 1R . SHAYA G E % ROR
8 2 1 24 P 28 I8 25 EH-B (apolipoprotein-B, apo-B) 7K
RGP R S B S PR A R A ) R fE R N E
B, FE43 BEAK apo-B 7K F B9 A B AT SR A7 7 1 35 1 ok A&
58U RS o 0 456 5 8 B i 2 P R T = R I E B
— 430 —

By ZHCHT WE IR 4. MUSCELLA A 207 3¢ J5 6
W ,apo B / apo Al A[ )&t LDL/HDL T 4 9 % .0
95 KU T30 A - .5 apo B / apo Al 5 VEGF 4 5 0>
o A O I 37 R 2 5 A A AR O M TR B — DR E
J3F LIU H G &1 Whot # , 2% 1 38 B8 AF 5% )5 &
B, B 3 R R 5 AT R OB R LR SR R I A RS
I 14 FE I PR 3 AR DG R A 8 T BF 5 VEGE 85560 Al
ST PR -2 15 A AR A DGR, T B — A SRR T

3 VEGF 58:1%

3.1 HIF-la 5 VEGF i HIFs & — 8 15 4
JiL ARG 4 S B A A% 0 SRR 2 TR F, 32 R R ) BB T A
(HIF-1a, HIF-200) A1 8 45 3 3 (HIF-R) 3 [ 2 5 KA
N . ARG, 1A P9 il 2 Bk % K 1§ (proline hydrox-
ylase domain, PHD) i #£ 52 #l , HIF-o i A 4 M #% 5
HIF-8 JE it — % 1k, 5 K % )2 1 76 fF ( Hypoxia-re-
sponse element, HRE) %5 & i 75 # & [H A8 & k097,
HIF-la 5 HIF-2a A & #5336 09 8 5L P, B AR AR
SUT X I S PR B R A A SOA B SL . AR M
a0l p gk 1= 2 W], VEGF 3 % % HIF-1o ¥ #5, 1M
VEGFR1.,VEGFR2 0| ¥ % 3 HIF-2« ¥4 #%, HIF-1a
TE AR 480 5 30 D R ™ B 4 N 35 P R v o e g R A
VEGF .EPO %% 5% M 56 X 38k 25 & e 3 fe 400 B9 A9 480 5 v
MTE 12 M Gk 40 2% 18 F & i HIF-2« 81 T UiF 3 A
EPO.VEGFR1,VEGFR2 %3k, Il VEGF BAH
PR 3E 1M 45 PN Bz 4 B 5 S A S AR L o0 LI I o5 S B
A S A P B 40 M 4 W VEGE, 1fif VEGF o] i — 4
PR L4 PN B 40 B A 38 A R AT RS . 8 g e SR
INR IS VEGF B 3RE K5 838 & A0 LSk &
A EB A BV OCR . BRSO
MELH L, VEGF HA3 8 22 0 47 5 S0, (R[] sf o A5 o
o ik o R A Al B HE AR, R EE T VEGE B9 R ik,
oA B e I %) % B 8, BCHE 21 2L P O AR il A Y
I [0 LA P E R, 2 B T UE B sl ks R 1 b
BEH P A AEAR A B 0 AR SEURT DA i O A SR AR L il
Ao 91 38 I LA KB A I AE A T A, DT AR 2l A5 B Bk
O E R . 2400 LA AR & A= fike il Sk 420, HIF-1o 0] D) 3B
LT VEGE 45 58 35 X 38T i 45 ) 7= 28 DL K fie 3k
ZT A0 B A A B R L 2T HITF-1o B0 8 0K, 23
WY g 1Ak B DL BGR BT, W HIF-1a A1
VEGF By 27K 5 56 .0 55 ™ H 72 %5 VI AH oG, AT LA
LRI HIF-1a A1 VEGE 7K 3k 5 Bl 56 006 B 5 1Y
W 5PN . BRI 2 Ah A SRR R E AR O
L LAE J& (cardiac hypertrophy, CH) 42 B ifiL £ .0 i
I R R 3 e I, Ak 0 e T S B A D R R
(left ventricular hypertrophy, LVH)., & ]+ 2k 19
CH 24 F W, v 38 & O Y REA 4 F ) 30,
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A B 5T R R B e AR A 4 58— UK (metform-
in, Met) Z& fit CH WML, & B0 JC 6 2 76 14 P 3 2 {4
Ab s Met ¥4 i 35 FEARC O LA I 789 /0N i /0 2L 1 o & il
(lactate dehydrogenase , LDH) FRE AL, 3£ T W AC KR
MW ANP (.0 B3 84 JR K. atrialnatriureticpeptide) .
VEGF-A F1 GLUTI (4 % i %% i2 %2 11 1., Glucose
transporter type 1) IRk, AL, Met 4k )5
HIF-1a 1 PPAR-v 2 K HIBEAR, 45 T H i sh 7l &
B4 (deferoxamine, DFO) 8 & #% 5l i (rosiglitazone,
Ros) J5, Met % CH By £ 47 1E J W] W 9 55 . I &b,
DFO L PPAR-v 3Rk, 1M Ros AN HIF-1 o [
Fik. BULAT A, Met W] LL3E i HIF-1a/PPAR-Y 1§
53 R CH,

3.2 VEGF 53hfikiremif 3¢ F VEGF 7£8h ko
BERE AL H 4V FH AL . S0 L AR A7 76 R A G 4 8038 5 B
T B, A2 N VEGFE B9 3 35 5 i al R ek
KR AL R AL By HE R, I ZHOU Y 2790 Ky, VEGF
18 2% 15 1 B R 02 E 1 1 A= DL AR LB 4, R
St 0 A5 3 A 1 DA AR RE B DT I R s ik S
Ak E AR R SERR S [ ANl VEGE 1Y 5 &
TR 23 (0 BRE B A A 1 R R R 5 A A Y I
A5 PN S AEE e, DT o o S ik ok A R Ak ) E R L A A
HINN VEGF 1) 2 35 36 in vT DL 28 sh Wk ot #F 5 1k 11
HERR L I KAT H 465 B 58 R W, K4 F 4 % RNA
NORAD i 48 55 4 85 1 £ £ Btk i HDAC6 {2 it
H3K9 £ Z AL 104 VEGF 3 [R5 5% . W1 389 58 1y 4
P B2 40 95340 B Bk ks BERE AL L B VEGE % [H % 5% 2
F10T T R U802 1A PN B 4 B A 0 R Bl ks e R AL .
AR Y 3 A, T R R R R Y A
FIENUAS AR E S — 2 RE T X VEGF ik
s, CAL L X 8 0F 58 5 26 B L 2 B A AN iR 15 5
KB /I B JIE T 0 IR Bl bk O 4 BT 4= N VEGE &
k. WA LA P B4 YRR BE R [E] L AT ORE YT
VEGF 2355 Wi A [a] 5 k21 i 225 3 5 iF 5% Jm % 1,
TS 2 AT BE AT LAGE S 4 ] B4R 5 S - 1a (Hypoxia-
inducible factor-las HIF-1a)/VEGF 3@ B i 25 X%
ST B A BRI S I RN B 0t 4 A G P AT
VEGF 5 & W LL K s B 1fi % A 5l AT B 77 78 A1
%, B BRATEEE RN VEGF & T 4 2635, fin
T RAE BN, 7oA — 260 5 4 it /) % 6 (interleukin-6,
11-6) %5 [ 4 E 7 i 45 VEGE 2 k88 i, M i 4l 57
Az LGS T8 BT 1] 00 P A A, o T 2l Jok ok A e A 1Y
HERE .

3.3 VEGF 5#¥ityy X T VEGF Rik 500
TRYT UG, FIREAEAE AN TR 1 S B0 . AT 75 5 &%
X PR 5T J5 26 W, 2Pk ST BLdA v 0.0 JULAE B8 28 Jiz

ﬁ’lj(fﬁ] H7]<f|\/\$7k (percutaneous coronary interven-
tion, PCDARJF 72 h, LI EE R 441 VEGF /K5 T0
Digei 2241, W) VEGF 3k K-8, B8 097 s
55 DG o AR K B A 5 IS 2 B, 0 LG I R
HL RN HIF-1a, VEGF Rk K& . 55k, 253t
SELTRE Y R R R BT, VEGE /K 5t v 3k 1l B 53K
0 R PCTAR G BB 28 1 &

BEXE R A i, R A Y IR AT R R R
KSR % A F- Cearly growth response,Egr3) 28K 7
RS DL I B AT IR 2 35 1 (single nucleotide poly-
morphisms , SNPs) 5% i, LING X C 255 ff 5%
Ja W, Boh, #EAE T 47K WA VEGE
rs3025035 A] GBI = LA Y 5% 4% (retinopathy of
prematurity, ROP) ™ & & B, #; 47 C % i L W 1Y
VEGF rs3025010 o] fig X} /& ROP i R 1EMH. 5
AHKOE &P @ H— WG o0 ERW,
VEGF+1725AA 5 H R 5 Z A4~ 1 R N 2 Can 44 & 45
AR £L A AR R R A IE [ A Y B A PR
FHEE TN T 5600 5 1 & 9 KRS . SR A F 5 R B
VEGF ZKik/K k&, 500 B & IRy s #2251
SNPs W50, 7] fEffi VEGF 78 568 .0 05 05 15 & J i Fi
HORBIAF T EA 2R ME . Bl VEGF #
i S FE RS TR 1 = AR [ B AR s VEGE #5745 R
IFi) 1) 45 57 R AL 7 30 i 17 8 v S B R A 4 L 38
S 1 B 0 O 1 AE L SF S A R AR B T £
B4 I R S 30 AF 5% 1 — A IE
3.4 ZWNAIY S VEGF AW £, VEGF 7]
DA S B4 X8 I A8 P Rz 7 A A R A5 B B O R
A A TR AR o A A A 4 RE 2 2B K i L AT
TN S R REfL . A PF AT IR O e R &t
Fi &P AT 267 5 . E8h Ik VEGF %1k 28] — &
T 14 5% i, HCAH 56 B 1 2838 9 BE 1k 3R I, DA 384
T B Ik ok AR B A B M 1 T ol ok AE RE B Y 1 RR A D
AL X BT 2l ik s B B Ak i P L 3 &5 £t 7T e 5 i
et P B X B 2O TR f 4

Wk B 7 (AT Z A0 I IR B R A VF 2 259 ] L E
LT VEGE , 78 5600 1 IR 97 24 v i 20 B 4 7
A WSR3 W, 36 4RI R R AR AR T T DL B
A7 3 i 4 8 B A EE D A A -1 (matrix metalloprotein-
ase inhibitor-1, TIMP-1) 5 VEGF ) 2 ik 7K 5 31 il 7
OV Y 2 R, it L A TR S A O R N I A S
5, HRIR YT RCR R UL SR FB IS IR B AR AT BB iR T
FERIN o/ e 1 L LS RT3 N S i o 4 B Y
Hh AW E RATY T 0 B BOE O R PCTF
R EBE 2T UG B8 003% BR300 I P9 R T g
RAEJLI o A1 AN 1L 17 Bk A PCT A J5 O I BRE & %t
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STEMI {3 PCI AR JG AT 1 RIT R0 3 T A 8500
B2 WL el st S 3 0 T BE S 55 9 R D, B e R
BT B A R BGE B U
4 EF CiteSpace I 3t CNKI ##E E L 10 £
VEGF 5 580 % 18 5% 3Ok 3t 47 AT 4K & #7

W H A I T CiteSpace XT3 15 4F 1 253/
Y7 6L 00 95 O 2R B WIF 5 0 R 2o T IR L R AT T AT A
A3 B S B o 1 oA b % 2 o S o0 0 0 80 A T e
CUOR T W L TN HLJE T AS i AR SE R A R DL i
BT B R 6 28 3 b S IS | TEBE 08 Il LA A 5 B

SF0 ) CiteSpaceV. 5. 6. RS B4 Xt SCHik i 1 # L ©F
FENLHG AR AT A3 AT » 4 il 13 459t 2598 98k O s
PRI 1) A e e 4 sl oy v VG B 485 5 9 6 o N B T
HRWE, BT MR, £ B CiteSpace 3R 4 Xt it
10 4F CNKI 48 2 VEGF 5 5.0 05 603 55 Sk #E 47
AR 4y Hr G & B, 38 10 4 VEGF 55005 #1561
5T FR 5 O B 1) 32 B h AE RO K O LT I TR 2% L rh 2y
WFGE P R ORI L g A0 I S8l R B A
% T 0 J7 DA KA 538 6 45 CHEAR Ay B 25 2R sl 2)

i - (2)data 24 "
szimgr\u space - (2] Fat

ice Length=1)
-index (k=25), LRF=3.0, LIN=10, LBY=5, e=1.0
)

Ly
e

i 8

O

FRH o ~
B RS 5 EE -
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= AN e i B REET -
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B2 #10%4F VEGF 5K RARERBERRE KHE

5 ETF VOSviewer ER{EXT Web of Science £ #E E ik
3 £ VEGF 5& % 18 5 a3t 17 AT 4L & 47

A5 i 2070 B T CiteSpace 1 VOSviewer 43 #
B2 44 7 40 B I8 F 7 16 97 568 0 95 4O B0 1Y AH GBI 5L 1R
FHAFFE PR AR T e 15 S50 Y A 58 PR AR
HRAE I R B ST L v 74 B2 45 5 7 155 L (H X T 245 BRAL D 1)
PRV A R ik — 2D 124 . 2k e gl 5500 [ B ) SCik
HHE 2B 58 05 1 VOSviewer X 560 % & I 2 B AR
KT AR WML L O 5 Tn) A5 32E 47 $2 B 43 By, AT A1
B8R I 5 AR RS IR AN & S I 1] L A5t 2598 e O
B IF MR T A% O AR 2 AT B R TP B A & TB) B 4
ZEAT FEINGR 5O BT VL AP T B, AR T BT AR Y
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