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Figure 1. The VEGF and VEGFR system. Abbreviations:
VEGF, vascular endothelial growth factor; VEGFR,
vascular endothelial growth factor receptor.
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Figure 2. A possible response of hypoxia to angiogenesis.
*Abbreviation: hypoxia-inducible factor la.

Table 3. HIVECFIGHEREDIE &SI

(R X~ T)

b MEpiR IgGl

LR E RSy YEH T
T NAF VEGF & HFn - IR REAMETT - EREORE -

B

« i P b B A B < BIBRANAE 7R AT -
FERE DI NI il

- PREE

- AT SOITER O T E S

(F=trx~7)
v MEdiA IgGl
48k 77 7 A 1)

~ IV VEGF-A165 &S oL T RAS ISR A 58 % 4 5
(THT 5 =7) W BB

A
T 4 A VEGF-A LfES - o RS TR 1 7 5

W A
- IR BT L 5 SEHEPME
- RAONEBIC 3513 2 NS 1

« Wl DRIP S DR

TAV—=T
(771~ e 7 1)
"R b A RE A

VEGF-A, B, PIGF &f5&

- WBRHRASEAE 1 % 5 SEBEVEAT
SRR 351 % IR A
BRI

- A IRPAZEE (£ 5 FHBERIE

— 112 —




VEGFR-1IC#5E9 %, VEGF-CIZVEGFR-2 & VEGFR-3
ICHE BT %o VEGE-A L VEGFR-2DFE &M ME FEE -
WEZFET BZRMOY IV EEZENTNEY
2T FIACEDRRER IR L EARRE D RE SN T2 0D
T, O 1#7ZFigure 2lcR L7z,

V. IVEGF&a%&

JES5 M DE R 2 ]9 2 I6805E,  LARTD B il
ENT I NNV TODRALEI NN, Ehoid
[EoENTWDL, ZOMAOERIZHEN
g, EREMEE T, MRICB) M8 /aInE HiEz
EDOXSIHHITZDOHHRETH Tz, Tz,
ME TR IC K 5 AREARBUE DHIVEGEARIC B
LT, B LN LR IENTOHENY
1. K=

VEGF-A & 2R AR IEZ OB RKICE 59 2D
T, VEGFICHT 2 E/ 7 a—FI)LHATH BN
AT IRERNCAROBRICEH TN TV 5,

2. hNEENEY

BRI RIS A E D, RS~ R L
T, &2 WIS MR LR OMICEAT 52
HIOIEHRIC, VEGF-AL65EKEBT AT X =T W
ARG E LTHAEN TV 5,

3. BRREZE

VEGFE#EBT AU AR TRT7T 7 UL/ |
MR TE %, HL, BERIKICE > THIVEGF
BEE, HEEED N D 5, BHOMETAK
HI OB W L U 7s 57500,

VI. BbWIc

1M PN A O VEGFR-27% 119 % HiliE PN 1% s 12
&, MERACRIME OFEKAE R ElIc > T, kb EE
KYATLTHB" , TOVATLIE, fBhkDZHA
PREATTEENS 7O A N— TR ZZT %,
P> T, AMEPVECHREICIE, TOY AT LDIE
/BRI R T %o

W, [KEESEIE & VEGFELE 219 2 (KA E A
¥ (HIF) O¥RE, AFE (2019) O/ —N)VEF
EEZEEONS LR Tz,

EBEDOMGRR @ FIRT NERMERHR IR,

(x<i#k]

D B (2002) AEFEAEZ N ESpp.
372-375

2) Shibuya, M. (2011) Vascular endothelial growth
factor (VEGF) and its receptor (VEGFR)
signaling in angiogenesis. Genes Cancer 2

(12),1097-1105

3) HrH - BJFEEH (2006) MEHERFVEGE,
JJnp Coll Angiol., 46, 289-295

4) Holmes, D.IR & Zachary, I. (2005) The vascular
endothelial growth factor (VEGF) family:
angiogenic factors in health and disease. Genome
Biol., 6 (2),209-226

5) "NNYAXT (FIRARFY) (2016) FASCE

6) Sankar, M., Sankar, J., & Chandra, P. (2018)
Anti-vascular endothelial growth factor (VEGF)
drugs for treatment of retinopathy of prematurity.
Cochrane 8 January

7) Simons, M., Gordon, E., & Welsh, L.C. (2016)
Mechanisms and regulation of endothelial VEGF
receptor signaling. Nature Reviews Molecular Cell
Biology, 17, 611-625

— 113 —



VEGF and anti-VEGF therapy

Koichi SAIDA

School of Life care, Teikyo Junior College

[Abstract]

Vascular endothelial growth factors (VEGF) and their receptors (VEGFR) play important roles in the formation
of vascular system not only in physiological but also pathological conditions. Recent advances have expanded our
understanding of multi-level regulation of VEGFR-2 signaling. A clear understanding of this multifaceted signaling
networks is key to successful anti-angiogenic therapy.
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