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Abstract

e The occurrence and development of choroidal
neovascularization (CNV) are related to various growth
factors. Recently, insulin-like growth factor-1 ( IGF-1)
which plays an important role in embryonic development,
repair in trauma and tumor growth is reported to be an
angiogenesis factor in ocular and takes part in the
formation of CNV. Current study on effects of IGF-1 in
CNV is analyzed in this paper.

¢ KEYWORDS: insulin-like growth factor-1; choroidal
neovascularization; vascular endothelial growth factor;
age-related macular degeneration

Zhao FF, Xie BL. Current study on effects of insulin-like growth

factor-1 in choroidal neovascularization. Gugi Yanke Zazhi( Int Eye
Ser) 2012312(2) :274-276

HE
T ik 28 BESET A= 145 ( choroidal neovascularization, CNV) Y &
AR, R A KT RE T —EEM, Ik
F IR E A -1 (insulin-like growth factor-1,IGF-1)
MU HIGRE B0 52 b A S R 8
M HIE 2 —F IR N AE KRS LN+, 257
CNV IJE L, B IGF-1 5 CNV JE M R M oe i Rk
—&RiR
SRR L B B A K R -1 Bk s I 2 I 5 1 A PN B
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TS =R K 1 (insulin-like growth factor-1,1GF-1)
FEIE AL BRIE s PR O B R, 5IRIG a1k A
R BEYIMI, S 508 NRITFEE ST, 46 40 ) 34
B AR AR R R R AR, LA S Ess
Gy T AE T R AL S A i, A5 AR, 1GF-1
B SRR R 00 45 PN B 2 K PR F ( VEGF) fi e KR 32 i
7 AL A A 42 K IGF-1 AR 45 A VEGF
FIFFFE AN RE PR HE A AR
1 BEREFEKETF1 ik
11 RBEFEEKEF WS FEHMEKIE 1957 4,
Salmon SEAEMFFE AL KR AE B # b, B & 3R IGF,
W2 BRI B BT IR A, R S RS R A
FERRFEHIA [FIEIE , f 4 N IGF, IGF Z5A 3 Rk
BB E & IGF-1 F1 IGF2, IGF-1 5% K 5 60% [A]
U8, J2th 70 ASEIERR AL B 2 K, L2 A 5 e 5 2
L, 4> F 2k 7500kD*" . 1978 4, Rinderknecht %5 1iF
SCTIGF-1 A2 E S5 M R 3 A s e, 48 A LB, C Al
D 4 ANGEREES- . AZK IGE-1 SEPA T 12 S fafk &
H6 NN T AT 12 S SRR X (UTR) A
IGF-1 {55 IR w4y 51, /b5 3 19 5° ity ) 51) G
IGF-1 {5 5 IR IL w3 4, S BT 3 F 4 40 AR 4341
BT 4 Gl AR TGF-1 BREEBEY . ARIEIA Y IGF-1
FZ RS0, JR B i L URN 28 B ] LAy A G, 52
AR P IRAY o AT DL 1 R A KR A
B, MEIG R G AR AR S gy b i IGF-1, T Uk 20
JL3E 5 [ A WA 55 43 e A AR A UE AL R ) IGF-1, 50k 4
JRLLL 1 A I X% AT 440 it A B % A U FH B8 DA 55 43 s I
KA TR, 75 E# IR AN IGF-1, IGF-ImRNA Al
AT T AP0 0 22 R e 2 L R B
(retinal pigment epithelium, RPE ) L K Jt 6 ik 26 J¥5 (i 45 I
O TR ) 6 200 LA PN R A, 3 R P R AZ R 11 3 Xk
PR iE BH IE H AL B A 430 TGF-1 Y ThRED |
1.2 BBEHEKET1 WEWFESEE IGF-1 TN S
AR AR R AR, I 07 5 0 N R 22 504 it 1 26 1 52
REs G SR TR IR IR AE K H -, it 270 6 F IGF %42
1 (IGFBPs) il IGFBPs 2K [ 1, SCEUXTLH UM A=)
TPEVE R 3R A IGF-1 M M B RS, e R 250
IGFBPs #:45%, IGF-1 23 shiR N & 4= iy —fh il 1 £
JH, SRR P A A K R AR A A R, AR R A S
o IGF-1 J3% RPE A 0 55 8 20 145 PN 52 200 it i R 47 A
B P AR I A5 40 B A TGF-1 S2RAE A T HL 24 0
o JESARAC I 4 L A2 TGF-1 BT, 4 B PN DNA 19 & s 3
s A%, RPN SCER R T, B AN IGF-1 AH A S i
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A, 100% Al & A RS AE A . Rl—BgE b FE S B B A
A 600wg B4 IGF-1, 1A 7d AL Bl T A9 1 4%
SISl FEIRR I RS A A R R g A5
TUREFE R, S AL 0 5 i £ i A7 B -5 40 IR JBE TG -1
mRNA Bl /A7 5, HL LT 87 A i 48 A2 i, AL B VEGE
mRNA T 5 R T AHT - 1M A8 7R ] — IR ) G, 38
75 5 R AR T A L X R A ALY ik BRI ST RUE S T
IGF-1 FE A2 i A8 A= B R —F 6 00 o9 JE8T A i 7 4 rh ke %
WEMEM, 598, 76 1GF-1 Bk 5 5L /MR, BI A
VEGF {775, MR J=y 8RN il ¥ 0 B vh 15 22 AR 7K P 1GF-1 ¢
BEL L T 10 O 58 1 487 ) 2 G, 48 s IGF-1 FE LA & 2k K
JErh i EEAEH . FERl—WF g & T 31 L L
T IGF-1 By7KF, JFHEAT 1 3 240 0 1 X R A A |, R
AR L P LA R 95 22 ( retinopathy of prematuriy , ROP) A
R 5 A0 I RS = A1 1 48 AR B A DG, O B S S R
L0 IGF-1 AP G, SR S5 R, 2B IS an i e
4 B IGF-1 /KF- 2 1%, D00 A X BB (% it %5 B AT G 8 2
Ko ikt G & A ROP, IGF-1 400 o0 JCifi 45 14 1E 6 2 B
SCHEM'® | IGF-1 (Ao iF/E I VEGE REIR KRR Hhifs 3
AL S A A5 B9 AR K IGF-1 AN B, RS VEGF BIAT
FEALASREARHE I8 A= K, 7€ ROP {5l VEGF Hl IGF-1 Z
A28 FR 5 I8 ROP (1 57 LR A 1Y, A R ik i 722
LIS AT D] ROP FL] MR/ 1GF-1 $74k
I PR BT A I A R /D | S50l 00 o i e A R B ™
#1530 VEGF 55 1 S5 R /K P, B >4 1GF-1
G202 b I BNV A ST B AT | BT 5 RS A8 9 1 s ™
., Hellstrom 451 Fil Smith 451 & B ™ 5 ROP [ 7~
JLIIE o IGF-1 A 7K 7B @A H B K 8 ROP Y L 7
L. TEIER ROP (84 F1 ROP A Rt 5 vh 46 0 . 75 1M
BN AT P IGF-1 IIAFLE S VEGF 77 A die R 1
B &AE = L AR R IGF-1 Si/b i AR BE ™= A= R 8 1Y
IGF-1, 520 A 0 B 1M 46 1) 2 &, R I Bt 480, 17T /3 1GF-1
e (i 1 B A SO 2 4 A I B AR S TGF-1
KB T AT RS 3 VEGF 16 MRt Ao £,
4B IGF-1 7K P B B AR n] LA B 1k # 0 J158 37 A= i 48 98
AP A E IGF-1 KT i, 7 5 a4 199 58 5 i
BN, A REURER P IGF-1 KRN, A
A e | 250 42 5 1GF-1 ZKF AT LAREARHR Bk A
IGF-1 /K" FEHR A IGF-1 7K - (4 T 25 2 5 8k -1 Y
PR B IR B R 22 A e RS, B IS AR 55 IGF-1,2
CINiz87 0 o (1= QN B =810 I N TRE I =]
TR
2 BR4& BEFT A4 M B 14 B TR

Jik 25 BEET A 145 ( choroidal neovascularization, CNV) L)
FEZAHR R AR BT 587 4 1L (subretinal neovascularization
SRN) , 2R BT A S M BB R IE A — 8k s |
RRAEFNREGL Jiigd | A3 55 22 gt PR 1B R] S 3 CNV 19 &
Ao H CNV A —> Bl 05 T 2 1/ 22 00 ) R fk 2%
PP A ) —FAAE | J2 Z A IR R A2 B 0 o 3
SR, SHAHSCH BN 20 40 &8, &R BHIG K&
UL — K2 OE PR, 40 AF % AH G M B8 BE 28 P (age
related macular degeneration, AMD ) | H 2H 23 it 3¢ B 06 27 &
fif ( ocular histoplasosis syndrome, OHS ) | J% Bt 4 i1 #i
( pathological myopia) BBEAEME FE&M: CNV DL AMASE
Horr ) AMD J& & ik B 2 AFE AN 1k i s 2R

CNV 82 T8 BE X, H 5 PR AT 68 A 8 BE DX A0 ) HL A
AR T R, Hm A A O A TF e,

CNV B & A= HLH I A B, 38 % A CNV 2B 85
RPE-Bruch f5-Jik 2% B 6 40 1l & & S 1R 2 B s A
XK. MMPEANZ ASECIR SR ATRES 5 T CNV A9 A it
T2, oK A k4 B 28 40 1 A5 A0 3 A= 1 5 38 A= 91 55 Bruch
i A #EA Bruch 5 RPE )22 Alsi & 0 F B 5
R ) o 22 R J 2 22 ]

CNV A P55 52 W AL DD RE , PR R 8 2 M35 9 N Bz 4l
i 2 (1A S 3% B, BT LA B = B B Th g, I8 PP TR
AT LIB TS RPE 4HA0 2 (8] 40 R0 5T a5 0 R B oy (75
PR B o] TR PE s 8 A PEB AR, BRI A
Sy i I 7 AT AURAE RPE 2R sl 00 MR s 18
JRIATT LA AP 65 P sl B3 B A Y 400 PR T 98 A s I
AR I N i N i P R e A S B 1
B AT 5 R R P 0 R R (pigment
epithelial detachment,PED) , H Ifil T %3 RPE 2 ffd (4 4
£7F RPE T sl 5T s 1) v % 26 27 4R Ak, Fe 2T B
212 1 A HEIRR S SR A SRR IR U U398 T fiE
FHETR L A O RN 2T 4R AR i B A B, R IR
B, KB CNV R M 0O AZ 28 4B AE T FN A A P AR T
IRBEHERKET1 ShEEE ME &R

IGF-1 & B AR SR 1 I 7, Ho S 500 A A T8 ik
AT BENLIA - (1)IGF-1 XA VEGF JEH iy Fak , I8 14K
i VEGF 408 R0 BESHT A 1l B, 1 HLAE sh 4y e i 14 400 199
JIBEp HP A Ay T 22 A A S 35k R A2V D, AL T 68 by e
fIRFR/KF IGF-1 J& VEGF {6V Br b5 B9, 06 16 Pk 22 24
B B ( MAPK) A1 Ake (T4 P9 B2 40 B A7 06 1Y) S B i
TRl ) A 6%, AR f6 400 D) I 65 P9 Bz 4 B384 5 0 A7 305 5 (1K IGF-1
W BE 1 VEGF % 5 MAPK Al Akt 7% ¥ (9 & 217,
Hellstrom 251 TA 4 IGF-1 1 VEGF 38 i 5200 2 (1 i i B
BTG P 6T IS P B A0 B P A R g A AME R B =
IGF-1 B} KAt VEGF [P B 20 it i 3% A4 8 A2 24 i, B
ffifEA VEGF e RGBT A GBS &5 AL 1A B9 T8 A,
IGF-1R i 1 4% # VEGF {if fL () MAPK 2 3% B & 15
VEGF W/EH , 7F IGF-1R #1 VEGFR [8] &7 i H % &
(2) IGF-1 v LA i) 40 1O 5 A Rz 200 %) 9 1, A1 2 200 i 34
A oAk, ARG F I ISR N B AN IGF-1 A2 ARk Al
R G B ( PKB/ Akt ) Kk 2>, PI3K/ Akt i 42 1915
5V T I0 PN B AR B PR T, DT TR R 1A A i A ik
I (3)IGF-1 5 R4 IGF-1R AH 4% 4 52 i J& 20
BTG, P ITE A 20 %) 605 3 25 M Al o 48 v B 8 -3l T
(NSC) T i85 88 7 K5 N L, 40 N A5 5 TR, T 5
R YAMLBET S, N B AR 3G A= s D B A A S £

fE AMD FEPEA CNV B B 83 IR 9 & B IGF-1R
HEEIAT RPE )2 #4009 RPE 40 FIET 4 4 | IGF
FIIGF-1R mRNA W A7 76 F I 45 ) B2 40 i . — se ik {1
RPE 4 fUFN B%2F 4 4 AR AL, 1GF-1 25 R 32 A i AL
AR TGF 76 15 % W0 M AT — A~ H 0 b I g, 7 AMD
) CNV 4= Jiead B v A — % FOFE T, MR A1 5256 b 1% 352 10
3T3-j2 YBfRY 25145 37 3L N 5 PDGF-AB, VEGF Fil IGF-1,
AT LA CNV H RPE 4tk K, IGF-1 78 1E % AR A &
P ¥ AT DL 3 0 A A B PN R 4 ( CEC) Ry 38 A
IGF-1 AJ LUV RPE 4 ffd 533 VEGF F1 IGFBP-3, [a] i} i
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FHIF-la FEH B, fH5, A A VEGF ¥ IGFBP-3
(53, 3 Z A EAE— Rl H o3 W B . FARDIER 1Y
CNV S IGF-1 Z A& B 1 5, N CNV HZU L i
RPE 4l 35 1GF-1 324K, IGF-1 Al LURI# RPE 41 g
N Ca’" e JEE 52 B ) T [R] IS TGER-1 R RPE 46 i 73
VEGF [ A 8h TS 2 4%, 5 IGF-1 7f LU RPE
HIMEE A5 Ca® 4T VEGF 400, F — 447 T Ak il
B IGF-1 2577 CNV IR A A& T A, PR 4i
Jl RPE 20l | £F 24 J5 L 40 i vh IGF-1 5 IGF-1R &5 575
AMD JR Ak R4 T AR,

A5 [ B il R X 4 R s 4L I 115 9 722 ( diabetic
retinopathy , DR ) Pt P R 0 2%, B % DR ( proliferative
DR, PDR)) 2 Hofie /™ i )l RS B, T PDR fi B A A
S A A HEAE . R b O IR AR 1A R s
HE AN W9 & BRA A A 3 P s AR s o
JEFR IGF-1 JKP-A Tk, N IBE LIS IGF-1 /K-8 e
DR HEARGBI G £ 2 AR E 22— & PDR ™ FE M
— AN SEAERR P Ruberte 251 fF 55 %W, 24 IGF-1
aok FE IR AT S BUMMHE 1 R S35 100 2 B DR A0 1Y) s
1A KA B RAE . King %5 & S0 100 JIEE 40 1M 45 P4 B2
A IGF-1 (Y3244, £ IGF-1 IR, P9 R 408 ) DNA
BTN, Mames %5 SCEGIEW]  TIGF-1 7] 5| 6 40 159 JiE o A7 1
B, BOHTE AR, 38R HAE RS BRI 8 10 & A K T
AT RE R AR
4 RE

4 CNV PRSI A6 S 7 AT MR 2 AT 5 40 ) 4
SAMER Z —. BIR CNV 5 i [ 22U BiEE A 5%, X
TENGER I ARGIE A5 W O T ARG Tl gt (2
HACRA IR, Ve diE S pse . Bl R b HIm 2ot
B 157 ( photodynamic therapy, PDT') 2R FLIR T
5 (transpupillary thermal therapy , TTT) , {H H B8 4E 2% 55 25 A9
HERE , HoaT BB 45 1E LM I 2L, S Bop o
CNV B 7 12 MG ST 58 T ik b TR R B B, —
Bedt VEGF 25920 : BT FLH T (avastin) | 78 2RS40 TE 51K
(lucentis) , %40 P00 55357 A= 1M A8 A7 — 5 97 &%, H HUOAR &
e RN H ET M AT, BT VEGE Y77 357/
A LA IR AT BETCAL, B 1 T VEGF 270 22 7 AN 2
[R5 2 (A, B I A8 A ORI R T AR 32450 VEGF 259
AISEN , CNV [ & A KOk T B A Z2 R0 20 i Y - A
SR S S WS CNV AR PEE FIRAA
R A5 A= A PR~ R o IS8 1 9 s b A 1 R R
FORAT RS, e M P B 7t )RR Bt S7 i
VEGF AHEMERIVEH], B — R30I i 2l 9 0 H KA
A REARRIX — [R]85 7 7 15 ) e e 1 A5 A= R4 o 5]
PR A5 P TR Ao o LM I A7 A PR 1
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