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WE CMRYURI VR LI IS (LR A B R AN D 7 AR, BELITRR A T e Sl “HRAE R AL ) —
FGIT 5. W IRAT AR i A e 2 KPR 7 (EG-VEGF) A& £ 2001 EB A BL — AN UL BEVERL AT B L K 7. 4RI

WHFLR W], EG-VEGF WA fedbig T 40 M 204k« RIS s Wi K58 i i 28 R G0 7 56 2 T A B e

EG-VEGF [#) 5

W AR I g Z2 P MR S B E MO O R R A R R IR OGBS RR T FE T RS W b kR ASSORHA 5%

WIFFTIE e b N2 iy 54— ) 22253

KR MRIVRITIE, I IRAT AR A A B A K (EG-VEGE), 2V, M8, s

FRSES Q71, R33

“PpiR YUY 17 (starving tumor therapy) A2
T A N B A2 K R (vascular endothelial growth
factor, VEGF)%5 5 [Ifieg il 5 S5 & 37 A2 AH OC (P 42 1f
EOR A s T, BELIT IR A R AR Y, R
“ORAE” PhIREAN L —MEYT 7. 2003 4F, “fb
SR YUIT V278 CBF22) 227 (Science) VE 0y 2 4F JE
T KB —.

2001 %, Genentech 2 & ff] LeCouter 25" T,
T AN B A 20k R 1 A 1 A B A AT (tissue-
selective angiogenic factor). %K1 VEGF ARAT
SERIARAIYE, R A P R Al sE . AT T
HADIReAIE, ST X 1R R T A o b g
(endocrine gland) K5 1 N 52 41 il J2 O 81 . 52 R4
21, DRI i 4 oA N o W IR AT AR AL P R AR AT 1
(endocrine-gland-derived vascular endothelial growth
factor, EG-VEGF)!". LeCouter 25U b$E i, #Hl
PRI 5 B 2 52 21 L VEGF AR 3% P A2 1
BB A2 1 B EG-VEGF AR (RI4H 2Rk £ LA i
ERVE IR, 5 R E 2 I B
A TR (fine tune)fEH .

T AERT R I, EG-VEGF i 3y i ki i+
Mol RS I IE A SO E RE R E
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S AE B D)RE. EG-VEGF B{L 524K 20 55 g«
% B G SR A IE A5 I A A ORI 15 1) R AR R
YN . AR SCAE MR A % EG-VEGF 14> ¥
fit JERRIE S 2R MG 5l AR Thhe
FH OGP J7 T A SOk eV E— 253k, A — Dot
Y 2y S P I AR IR TR S LB R LAE R LR
Frik” Y A AT SR SR

1 5 F4FE

1.1 A SEHEHE

EG-VEGF 1 SCHR I8 Hp ik 1 FR A i 20 i
F1 1(prokineticin 1, PK1), ;&K% Li ZE4E 2001
SRR R T IX— P77, FFARAE AR [ 2 L
AEThRE My 4. JP AR L85 AR, EG-VEGF
5 PK1 &R —F&EA RS> T M5 H
EG-VEGF).
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B EG-VEGF & — A H1 86 A2 Bk i ik Ak
BRI W B NGy R 5T, o> 1 it 8.6 ku, PR
WAEHL AT 8.46, FLETAREL I 2 ik A 19
IR I BT 5 IR0, AR 25 SRR
EG-VEGF W] g8 2 A 5 3 5 i B (colipase) & wnt 15
S PR AN dickkopf AHZABLI 1 2% £ Ao,

EG-VEGF J iz 73 T AL /D KRS 3L
S RS T B T K S HESh AR O,

Signal peptide

FFhE KV EG-VEGF [f— 245 )15 i 0 45 M v JiE
TR, Sk h AR TR (AVIT) TS, 27N S
PR i SR 4 R NS TN A ST 93
(AVIT protein family)®. EG-VEGF &4 —A i fE[A
W1, Bitnd A REIE A 2(prokineticin 2, PK2),
PIETEST T RN TP A RSN B A5 5 IR 4k 3
HRARRE, k8T AVIT 8 HR SR A F L
FIG(E 1),

Mature protein

Human  EG-VEGF  MRG—ATRVSIMLLLV—— TVSDC|AVITGACERDVQCGAGTCCATSLWLRGLRMCTPLGREGEECHPGSHKVPFFRKRKHHTCPCLPNLLCSRFPDGRYRCSMDLKNINF + ——— 105
Rat EG-VEGF  MRG—AVQVFIMLLLA—— TVSDC|AVITGACERDVQCGAGTCCATSLWLRGLRLCTPLGREGEECHPGSHKIPFFRKRQHHTCPCSPSLLCSRFPDGRYRCSQDLKNVNF + ——— 105
Mouse EG-VEGF  MRG—AVHIFIMLLLA—— TASDC|AVITGACERDIQCGAGTCCATSLWLRGLRLCTPLGREGEECHPGSHKIPFLRKRQHHTCPCSPSLLCSRFPDGRYRCFRDLKNANF +~ ——— 105
Swine EG-VEGF  MRG—GAQVSVMLLLV—— TVSDC|AVITGACERDVQCGPGTCCAVSLWLRGLRLCTPLGQEGEQCHPGSHKVPFSRKRQHHTCPCLPNLLCSRALGGGYRCSADLKNINF + ——— 105
Bull EG-VEGF  MRG—ATQVSVILLLV— TVSDC|AVITGACERDVQCRAGTCCAVSLWLRGLRVCTPLGRAGEECHPGSHKVPFFRKRQHHACPCLPNLLCSRGLDGRYRCSTNLKNINF + ——— 105
Zebrafish EG-VEGF ~ MSR—VLILCLLLLSM—— SCCRG {AVITGACDRDVQCGVGLCCAVSLWLRGLRMCTPQGLEGDECHPYSHKVPFPGKRQHHTCPCLPHLVCTRYADNRYRCTSDFKNIDF ~ ——— 105
Human PK2  MRSLCCAPLLLLLLLPPLLLTPRAGDA [AVITGACDKDSQCGGGMCCAVSIWVKSIRICTPMGKLGDSCHPLTRKVPFFGRRVMHHTCPCLPGLACLRTSFNRFICLAQK  ————— 108
Rat PK2  MEDPRCAPLLLLLLLP-LLLTPPAGDA [AVITGACDKDSQCGGGMCCAVSIWVKSIRICTPMGQVGDSCHPLTRKVPFWGRRVMHHTCPCLPGLACLRTSFNRFICLARK ~ —————— 107
Mouse PK2  MGDPRCAPLLLLLLLP-LLFTPPAGDA [AVITGACDKDSQCGGGMCCAVSIWVKSIRICTPMGQVGDSCHPLTRKVPFWGRRMHHTCPCLPGLACLRTSFNRFICLARK ~ —————— 107
* Dok sefclotolelok 1 ok sk ok slelek s koskr sk kelelok kodkekk poskoskek sk skekoselk kosk ok ok Lok

Fig. 1 Alignments of amino acid sequences of EG-VEGF and PK2 from different species
El1 #94# EG-VEGF & PK2 HEBRFVILLRER

1.2 EEEMERIEIFE

A EG-VEGF mRNA A5 T8, S,
(=N TR e N il s S g D R4 A (TR BB | SN
REBR G A A S B, RIS AR =
PE, DRI, AR A B A 1 A T R 4L 2
PP, EG-VEGF & —Fh/p b BU B 1 5T, Al
o m] DAEE N HoAth 21 20 5 AR B A A

N EG-VEGF 3K A7 T 4 4k 1p13.1 X EL,
/N EG-VEGF ZERINIAT T 3 S 4t fk, P&
3IMNETE 2 ANNE TR AN TG0
15 S I R BGAEE FT I ET 5 AN, 5 AT
gutdrfla] 42 AR, BFE 6 M PEER,
NI TGS AR v 39 NEIERE, BFEEIR 44
2R,

N EG-VEGF 3NV A 31 S A IS 2 1 -1
(hypoxia-inducible factor 1, HIF-1)%54 7 i 528
Mt 2B i K ¥ -1(steroidogenic factor 1, SF-1)&% 447
038 SR SR TR 52 AR A B B 2 [ I R R
P A R DR S G 45 SR K W] HIF-1 45 & 47 s ] BA
A 5 't 2% i 3K AP AEAR VIR T T 3~ 4
AR AR AR W ) R A G A8 98% 7% 2 4 i R ik
EG-VEGFP. b4k, R B e 8 5 A i JLl)i
B AR B A 2 RS m DA ASE N 1 P B 2 4

Jg3kik BG-VEGF !, {HJE, fRAENHEAERK
S A AS 52 ) B AR AL RO 48 i P Y EG-VEGF %
ik, R ARAFURITEA b v] e A AN A [ R 1A
PEEHLERI2 R, Ak, N EG-VEGF 3 A 1 JH 3
TRIA A SF-1 45646750, H mRNA F 2504
T B, RUILRIL BARE 2550, 2
BRSBTS R A 2RI R,
1.3 ERZAKRSESER

EG-VEGF 17 2 524k, 434 fim 44 0 IR 3l i
15244 1(prokineticin receptor 1, PKR1)5 5z
2 A& 2(prokineticin receptor 2, PKR2), AHMN 3K
CHCHE™. N PKR1 5 PKR2 RN 73305 A T %
gk 2p14 XBL Y 20p13 X B, &% HAgnfidi 393 5
384 NRAIEIRFRIEAL ) 7 SR G R E R
1£(G protein-coupled receptors, GPCRs), ¥ #H [A]
J7 H R ) S IA 85%, R ST ANA T & Sk
gglae, ep s L KEREEZ AR PKR1 5
PKR2 J7 4143 BT I 45 SRR WY, A 2 A4 e BE[RDIE
oA T PSR, 55 3 ANEE I XS A PR 5
] DRY (Asp-Arg-Tyr) 3t J7, 24 ko ik SE 4 H b F
100, [ b #6JE T GPCR H 14 £ ik (neuropeptide
Y, NPY)SZARIE K.

PKR1 5 PKR2 7Efii /CoE JEE. W50
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£ <5 TN/ E: A Y77/ Nl 11V N 797 SN = gl o0 SN
JHR MR AR A 22 A SR B Pz Ak,
JBUR ICHE 58 45 25 5 9290 45 2 K W) EG-VEGF 5 2 4
SEARI S B BCREAAH 2, AR A b S5 TR AN
STAREFEE. ARSI, PK2 ALY 2 AN 32 4k
ghity, it S BEG-VEGF JEA4H Y. PK2 &0
AR SIS N L, ] BL AR AN RN AR
P4, B PK2B, PK2B MEFEIEHL S PKRI1 454,
MANE PKR2 45407, BRI, AR A 52 Br A B 5 v
f) PK2 5 PK2B W LASZ M EG-VEGF 1 PKRI1 5
PKR2 R4S FERE,  HEIMT S HAE BRI fg.

PKR1 5 PKR2 7] 5 G, G, 5 G; & 1R A=
156, DA EG-VEGF 454 5 TS pdd/pd2 223 i
TE A HE B (p44/p42 mitogen-activated protein
kinase, p44/p42 MAPK). WENRIENLEE -3(F255) B
(phosphoinositide 3-kinase, PI3K). %5 il fifl 28 W% IR
fitF / w54k T 40 B A% X1 7 (calcineurin-nuclear factor of
activated T cell, CaN/NFAT). &1k JIf # ¥ 6 IR
(cyclic adenosine 3’, 5'-monophosphate, cAMP)%5%
S As ik (K 2), X EG-VEGF HAT £ Fh B #%
A BRI REI 4 T HEAL0 520, A7 AN K, EG-VEGF
FARF S8 A M ) e £ O eh 41 B | PKR1 J PKR2
M S, KA G EAMEE SFREL
PR Z AL e, B, Gail H1Y Gai2 HA
A ) (RS SARALL IR A=A T, IS AT A 1
HIRALEEEE, HERIRRSER =R RO, I
i ERK 5 Akt FBERRALER E=2. T A6 8
ML N B2 40 B (human placental endothelial cell,
HPEC)H' Gaui2 7KF- 4 A e ok I 45 A A2 K I

J% 41 g (human umbilical vein-derived macrovascular

PKR1/2.”
cAMP Gs) Gq) Gi)
‘-D“P I_Plzy \\P‘\I_(Q
@.\ / PIS)K \

% Akt ) -

Fig. 2 Main signaling pathways of EG-VEGF
on PKR1 and PKR2
E 2 EG-VEGF HEEESEE

endothelial cell, HUVEC)[¥] 3 fi%, 1M Gail X A5
11 1/3, K1t EG-VEGF % HPEC H 15 it 34 4
BAT MAETEMER, %) HUVEC AU (4705 VR F R,

VEGF &8 B M okt s, FE/EH T
VEGFR-1. VEGFR-2 & VEGFR-3 — ™4k ¥ A 3¢
1) 1% %2 R W 52 44, B0 PI3K-PKB/Akt-eNOS.
PLC-PKC-Ca*. FAK-Paxillin. CDC42-p38 MAPK-
HSP27 26 2 4% N5 5B EEE . bl W, B4R
EG-VEGF 5 VEGF W15 5% S 28] vl fe = 448
ST, AR Y R FH A [ 5 LR 7 i
B .

PKR1 5 PKR2 it 0] 5 & B A4 K K 7 52 &
(epidermal growth factor receptor, EGFR). RET %z
PRI IR P B (RET receptor tyrosine kinase, Ret)/}
T 15 5 38 i & AEAS HLNY 2 (cross-talk) 27, g 1E
VEGF. ¥ % & B -2 (cyclooxygenase 2, COX-2).
11 1195 $1 151 5] ¥~ (leukemia inhibiting factor, LIF). [
f~ % 6(interleukin 6, IL-6). [/ 2 8(interleukin 8,
IL-8). A4 % 1l(interleukin 11, IL-11). —%AL%
(nitric oxide, NO)%EZ Fl ] 1~ [ e ik 1020.27.3030,
It EG-VEGF i BA7 vz [ 424EH .

2 Y IBIhEE

2.1 IR EANE L

Lo AR TR R I AR B R G B A i 4 kA A
WA KRR, BF9UR B, EG-VEGF 1] 41 215F
SRR O R AR, (RN BRI A A A
YLEAR I A B A2, B 2P sE g0 45 I R, BY L
1 EG-VEGF 5 VEGF #Jf53ik, FfHI 23 B AME,
o [R] U 42 O S5 A B AR S E R B . EG-VEGF
Y5 VEGF 7E 00 th 5 B 4% 1k, EG-VEGF %Kik
ACPAEIR AR YN 402 U R Y 2 R 1A ks 4
HOZE YR, T VEGF W& UG8, 3[R 45 50
VRS PR Of A R 2R R R e SRR R B L HEEN )R,
EG-VEGF 71 UF Vi 5 fA 40 Mo b ek & 8 19 i,
VEGF RSB FRAG, FA AT T 40 A G 4
J A e P B R VEL A 5T K B, EG-VEGF 145
B BRI A AT B AR IA, T VEGF Rk HLA,
Ak, EG-VEGF/VEGF ik B ARl g & 3
SR AT AR A (1 T R 34,

HARWIE A EG-VEGF J VEGF £ik, W& %)
FRIA TR HAAFMER. VEGF M 1]
R P AR, o A L A e 2R T A
Fl, EG-VEGF (WL b 8 A e g 2 I s, &
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A U3 ) g U, T A G Bl A A AR
(1) T 1 J 2 A4 Ty i 1) 78 4 45 32 AR T 09,
EG-VEGF i DL 5] 12 4 g 77 200 12 35 44 N 1z 41 g
(luteal endothelial cell, LEC)#4%H L Hii 1>, Lk
ARSI B2 A2 A0 Y (luteal steroidogenic cell, LSC)
F1& VEGF™,

EG-VEGF 71 5 W 2 R . I AP
ik, HLRIEMITE I U1 0, 2340 b S HH I B
g, SN YERF — e RIS, R LA
Ml BEBTAnM. A R b oAt EG-VEGF
SRl / 2t N PE I AT B AR, Rk IA
I QU EZY AR ALl Y e v G A T X AW S
A H 4 W PKR1 5 PKR2 (1) % ik /K FL A 1H
JE, XU EG-VEGF IE /&l it B & R IEKF 17284k
ok R R T A R AR 0oL g Ah, W
EG-VEGF [#) 321K 30 w] 4 /& 1~ 57 P JIE Ifi. A 3 52 1k
AT E IR, T 5 UZE V00t 2%k
EG-VEGF, 205 P L et
22 HIMEIREAMEHHE . RMERMES GEF

EG-VEGF 7E 80% LAt 1F & [l A N 1 55 41 4
gp 5 &= N 48 B B2 PE R ¥ % (human chorionic
gonadotropin, hCG) R W11~ P4 A A A m] W ey
KPR, RS PSR 5
PRE ZAR 0, Kl EG-VEGF 78 “FMINE” 1 71
BN BRI, 5 IE S AR A RN
2, Haouzi I AT AMAE Ay il 1 0 IR 52
PERIBTFR bR 1.

hCG il i e 8k F. 2443 EG-VEGF £ikii& 51t
X, RS LIF RIA, (ERbgR 2 ghis =
FIEEASEREE AT, Kk, EG-VEGF 5
L 2o B A 609, EG-VEGF nJ {2 #F COX-2. LIF.
IL-6. IL-8. IL-11 &AM AAH G T IRIL, A
Wy TR RN IR G LR IR IR N, IR 4ERF 4T
gz, EG-VEGF {2 IL-8 5 IL-11 £k 5
CaN/NFAT {55518 B s 0%, 52 2185 ph s
T IR I 4 15 [ 1~ 1~ 4(regulators of calcineurin 1~ 4,
RCANI1~ )[4 it 1 42300020,

BEAE MILIEIR, 15 IR AR, BF
RO, WUBROMR B TS N R TR AR
% 495 40 M0 (uterine natural killer, uNK) 4 aJ 43 Wb
EG-VEGF, M ifij i 5 A8 N ol i mp 30 57 40 P (142 N
NG P, BEG-VEGF 1] LU 3k 5. 42 3] s o
g 4 e 23 2 K [ ¥ (connective tissue growth factor,
CTGF) 335, CTGF I 11 5% Wi % 77 41 M i i A B

PRI e 3 ik %557, EG-VEGF Y5 VEGF 7£ 524 1]
et I ANRIL, M4 6 JHilE, EG-VEGF 7
WEOGWETZMM P I ERIE, 47 AR
UiFRIZWNEWA R, BLERBINE TR )= M b %
H KIS, VEGF WIIE T 40 M 77 2 20 e 5 9% E 5
VEFRIZANML,  $EoR PN D N 7 2 N AT o
(AR B EAR N B B AE P PKRI1 75347 )2 40
Hh FRIE KL T PKR2, BOAA 25 EG-VEGF
PERRARL A B ) 3252 4K1). EG-VEGF 1L 9%
B W) 78 5T 1) Hofbauer 4H il Hh th A7 Kk, Kt ] fig
2 5 EEIR ) U IE K BERR S PR 5.

EG-VEGF 7] LM HUVEC {744, {3k HPEC
WhE . AT AR, MR AR 25K AR R O
HnT A4 HPEC [FEE T 5 5540 iz ke 71, iF
AR A B AR, WFSUIEER W, EG-VEGF
10 I 58 7 28 5 (2 1M 45 38 3 A FH 43 il B PKR1 5
PKR2 /i3, KWW BAREAT S RIS, HAE
AT RE LA AE—E 4> T,

EG-VEGF 7 /& H A8 & 3% )2 40 ik
FelA ML A R e B o rp s e ek, SR
) i 7 ek COX-2 5 IL-8 ik, Pt rl fgid
PR R NP b, COX-2 SHiFIIRE A
BAHOG, IL-8 SEMy sk, FElditae, BHikic
AIHEL 70 0 I R B SRR A 5,

2.3 {RIEM TR (haematopoietic stem cell, HSC)
s REEIER

HSC 172 EG-VEGF HJ RN 40 )11, {4 4h L5
F1, EG-VEGF DA HUT Lt HSC 738
BEEVR RN, P e84 R K Wiy LLg) 0L
fiith HSC BE NSRRI, 734 oA b Pk 40 i 22 A%
a0, AT 5- 56K W BE (5-fluorouracil, 5-FU)5|
AR SR AT RS R £ I Be 0,

EG-VEGF HATHWAER],  SRE AL Hh 1t 41
Jo wl L3 L B S EG-VEGF K 5% 45 B % 41 a9,
EG-VEGF /3 1) 9 0E J i 5 42 3% 1A - (colony
stimulating factor-1, CSF-1)/™SHIANA, AT LLGI %
RN R TE A2 12(interleukin 12, TL-12)5
JRE R HEIR ¥~ ao(tumor necrosis factor o, TNF-ar), I
#9425 10(interleukin 10, IL-10)[)%ik, KU1
v T#t % (interferon-y, IFN-y)5[E RN, FE5EKR
FARAFE G5 Js I Hh A T LA P,

24 RMHERFLE

12 7 22 2 ¢ (enteric nervous system, ENS) /&

H S RGN A5y, G B 20
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41 o (neural crest cells, NCCs)#igHEREAT 2 4LIM
TR BRI, iR RiNE & W 78 51 EG-VEGF
Fik, FATEHE NCC 3455 5 73 4B 152 o 4 B i 1
i 28 78 J7 A 1 (glial cell line-derived neurotrophic
factor, GDNF)/ Ret {5 ‘518 I J& NCC 455 55 734011
F B, WL R LY, EG-VEGF X Ret 2K
R ) NCC b BLAT (e 858 5 0 A /E T, DRtk 4]
EG-VEGF/PKR1 5 GDNEF/ Ret 15 5 i g 3t 5356 43
RUFAE A5, AT A GDNF/Ret [ NCC #9515
I AR S,
2.5 1EBMEFBYLE

EG-VEGF AJ'R¢ 5 b |62 15 1l a1 e
B 5 R A 20 2R 1R~ L4, PKR1 2/
S AE R A E B AR, ] K E 2 (tetrodotoxin,
TTX) &4 PE AR5 ) Na' S@ & BH Wi, EG-VEGF

AT R B AR g R A AW A S s R TTX
BUSAL, 5 A TTX ANUEALE, EG-VEGF 16 1]
PEREN L - LR AR N R 2 e B — A AL R AT
(neuronal nitric oxide synthase, nNOS)ZE i FF B il
NO, I RN B RAT s iz 3R,

EG-VEGF Al id /E HI T/ iz i 1) PKR1 A
B 22 52 A SR AR 1 /N 53 W e /N i 38 iy Dy e
COX-2 ik AL 2 E B (piroxicam)-5 1 41) [l 25 EP4
SARFE P AH23848 ] HIhIIx — 4 F#,

Zi Lk, EG-VEGF EA £ Fh & 2 ) 4= BL )
RE(£ 1). PK2 E4R 5 EG-VEGF 1R & it [ s,
HBR T A FH 2 A2 i 4a DhResh, PK2 %
RIAL L E WP B BTG 5 BT A2 o i 22
JCITFE I D figls 38 4274,

Table 1 Main physiologic functions of EG-VEGF
%1 EG-VEGF MEELEINEE

YEFIZH2R / 40 e T AR b 2% R
Y &L M H A IR E [1,12,32-34]
T MAEBAE . EHRRIN . B2, FRatE [9-11, 19-20, 27, 35-36]
A M4 # 4 LEC 895 i [13,30]
fifi ik JREERG BHIGI RS BEIR S S [9,27]
3 1M 40 e HSC #h . 404k [38-39]
s 24 NCC 448 431k [28, 40]
8 i SIS AN N s (5, 14, 31,41]

3 HXER
3.1 B

R I A 2 BT 7 3R 08 S A A e I
PRSI, i, VEGE /K& 5 e gi
MR RUEGr AR BESUILIAR . SR 2 TR
22 2V 5 375 W A0 P88 1140 100 75 AR P e ST A o g i
FUIEAH G,

1 R 20 2R S PR I35 9 A2 IR+, EG-VEGF
S A IA 5 I A (Leydig) 40 9% . &5 o
AN AR REAN MR BRARNE . R IRFL SR
P SRR A A2 1 IR S LA T AR A OGBS, i —
HAPRE PRI, B EG-VEGF 7 5
Leydig 4R AHC, (H5 [RS8 AL 10 AR i 41 M A
AR ORS R 4 R AN A G, EG-VEGF R ik K

P ARIE 5T A I AR R B IEAH G, 5 Gleason
PR IR —2, REE ] FHAE VPO I AR R 11
FAR o> U BFFUE RN, AN T EG-VEGF
RIS FL, X AT HEDE bR 41 i 2 A A e R
JECRE BRI T .

EG-VEGF Ab# i i Mia PaCa 4 fokk 2 % &
PE B BE R A0 P, mT DA HEBE 40 i 1 B
(myeloid cell leukemia 1, Mecl-1)[FJFik, 40145
TV, B EG-VEGF E A 42 1 4 5 A4k i e
N BB AR 2 S B v b8 4 B B 08 T e ) IR
,ﬁ;}}ﬁ [53*54]'

32 Hittksm

EG-VEGF H 17 {1 . & 8 28 4 F A o % 1
WIEPERIVE, A 2 B 1 DR 2 iR 9T 7 %
WEFERME TAMMEMIZLR. Flln, ZROPELEAE
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(polycystic ovary syndrome, PCOS) &4 1 51 £ &) Jit
YRR AT AE M R AR M Ay, AR ik
i PL4FAE 5 EG-VEGF I 7% R MK, W5
VEGF TG GBY. B8P 3 BEIR AT 10 7% (age-related
macular degeneration, AMD) [¥] A& i 55 ik 4% JI5% 1l
1 7k (choroidal neovascularization, CNV)f &, #
FED/N RS 6 45 R B, EG-VEGF 7640 M 5 1 11
HERIEFECNY, JFE%T| K AMDS. 4K
¥-JiFi (preeclampsia, PE) [k A2 54 5% )2 40 4= A\
A EPTER T BRI K EEA R K, AR
] EG-VEGF/VEGF #3A 2K 1 5% Wi -1 5 5 i 3 ik
o I B DR R e o B R 2R A R
(OHSS) A ML AMS R BRI A AR ™
IR R A, RIS AW,
EG-VEGF X il 38 57 M 16 5% wi i 1 2 L R
IsF it 3% T 9E ¥ 9 P (9 EG-VEGF ¥ /] Fi -
OHSS [l AR Sz )™ B BB, EG-VEGF )5+
W R IS T T A N R 2 2 A R AR ) 2 B
B, [N B AT BT A BAE AL W i EG-VEGF # ik
KPR ZRRAG, DO IEHEFEATR) 1/10, KW 5 T
B IRSRARE IR R AR R R AH DK tson,

JHE B AR 0 & B S EG-VEGF [ 539 %=
A, AW 7 B AT W EG-VEGF
AR R IL, ML R B AR, R
A I TOE R IN EG-VEGF 5K B 2 AR HE R 5
W2 A MEeS, o8 A7 R 5 EG-VEGF 5
PK2, L5k pAE-r-H WLl J#15%. EG-VEGF &
PK2 IFHRE nRIUEIEH G - SN Eisi, Kiks
AR AR TIANE TR A RS R A
a3/l

4 BHEE5RE

EG-VEGF ¥ A IR A 56 35 1 %) 1l 45 38 A= 1
FEHLEEIAT,  HES) T 0 ILAD 20 25 M i A
TS 54K . EG-VEGF HAT BB Th e 2 kE
MU 2L, RIS S Rk 5 2 PP s
S ML MO IR R AR R ARG, DRI AZ 3]
IR 22 119G, A 0 BT o 22 BEIR N I 9T LA
kA ] B AR O (10 A5 B 5505 B 3 LR

H 1989 4 Ferrara 55\ 2 52 A48 0 A2 4R 41 i
AN FEWC R 4y 85453 81 VEGF LU, DAJE I % 5B
AL DR A P R AH DT VAL IR VR T 52 214
Z oy, WHEHI]. 2004 4, %% VEGF [
H NV R PTED DU BT (Avastin, B SLBTVT) 24

PAAE TIRRVGST . 1A AU S PR I 5 AR
K¥, EG-VEGF RIA “ Mg yLksris” et
TR bR, POV SRR T X —AE
(FIRJATPERS,  %T- VEGF R38Nk &b 2oy )
T2 RN R 2 18 B b9 57 3 A= LA K R A ek
FL—EE %) VEGF B85 #1022 1 ifi 8 5 A2 AN Al
AR, 1 EL AT eSS M R AR BRI AR A D
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A Novel Target for Starving Tumor Therapy: Endocrine-gland-derived
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Abstract Starving tumor therapy is a new approach to treat cancers by blocking the function of angiogenic
factors and inhibiting angiogenesis of tumor tissues. Endocrine-gland-derived vascular endothelial growth factor
(EG-VEGF) was firstly identified as a novel tissue-selective angiogenic factor in 2001. During the past ten years, it
has been demonstrated that EG-VEGF could play a wide range of other biological functions, including inducing
differentiation of haematopoiteic stem cells, stimulating contraction of gastrointestinal smooth muscle and
regulating development of enteric nervous system (ENS). In addition, the abnormal expression of EG-VEGF is
involved in the occurrence and development of several kinds of angiogenesis-dependent diseases, such as tumors
and polycystic ovary syndrome. EG-VEGF has been considered as a potential target for the development of
diagnostic and therapeutic agents. Herein, the recent progress on biological function, related diseases and potential
application of EG-VEGF is reviewed.
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