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) 3 B-F 1 (IGF-1) #9REHA, R, BALK T Hikiph WAy Z2miet Kk, 2t
IGF-1 #94-3k, L8 VEGFR-2 694k, M & mALM BEAY 22t fo 5145 ; #4T % 4469 2 T8 VEGFR-2 #)
Fik (P<0.05). #p#4) IGF-1 8953t (P<0.05) Mkt AGEs #9445 45 A, 200mg/L A04e % #& 69 4% 47 15 A &
3, 400mg/L M)A S4B R 2, BEiL. AT SAERR B B R ALK F e 3 s Ak | R ARAL R B 4m B VEGFR -
2 WA R IGF-1 8955k, SRR ALK 7 3 B 2 4 ARG A R AT SRR

KEBIR MRS, ARBEAYZamie; el -T

Bl NZATE T R, 1B AR Y
PP O B A 2SI 1) B KA St T AE )
R ORI 18 M AL Y R AR R
PR 2z —, 2 BUBH IR S A 22 B IR gt L Sl
i EIAEER R VR T R R 5 R 5 W G
S R AV FAEN R, B R
FRIERRE . BRI . & A ALY — 4l
IREFBAE, 1995 4F- 41t Bt s AWH FR I 2 %
H4.0%, Wit 2030 4F B R EIE 7.7%,
KR E K 2 BORE RO T e,
80 WE PRI B E FEEPENE, hE, 2
TEUBE PRI DL A8 P I R RE 32 202 B T isum
BRI KRR AE, S 800 &
FIFME R% ., WAER%E., MRS, WK
ARG, WERG NI RAE, H Ao E fh
PRIRIR N 2R 3500 J7, I HAEHELL 125 7
FINBGERE BRI B BN 2 N5 RE 22 5F
BT B FH O R L RS A ( diabetic
retinopathy, DR) 1EN FEMWHENE, H
HERAEZBERIN, EEEBCNHTESEMN
5 EEIR N, 2 BUBEIRIR BE T Y 25%
AR PR LI s A Y H AT 9E R
BEPRIHR R 1 &R 5 Z IR R E. InZ oo
B . AGEs, PKC. IM4% W B2 58 K 1|
TAEPR BB, I 5 5 R AR, R
S, OB RO R TR O — B0 R B A DG
. ARG R R AT R B2 W PR
JRNEA 37% BRI 45 R B 4 7™ o A AR X9
PR AE 9% [ BT B A2 DR ATk A P 9 41
KIL, DR W& A 5 05 PR 9 o 72 B S AH O,
86% MBE IR IR A & # Al DR iKW, &
ERIEH 173 T DR AW, FEIR A
M, W12 2 BUBEFRE A, DR RAHH
16. 6% ~63. 5%, EHERIE 10 )5, 29 90%

A f g A HR SIAS [ 752 B2 A S 8 722
BEILAL =) (AGEs) A B FR % 1%
MR FEEFED, £ DR EAEME
Jeg ok v kS E AR L BE DR R
AGEs 1 f 3 A5 250 %] 41 i DA AR il A8 445 44
5y SEREMERLT i — 40 o0 ot i 3
BEEYEIN, M N A K EF (VEGF) F
JRBZFERARKFE F -1 (insulin-like growth
factors, IGF-1) SEM4ribFIZRAHmM ., /EH
R T S5O0 P B 11— R B 4547
ZRREARATEREEENYRZ —,
=24, AR R E R Y
KR, Z¥EniE 2 oaets s s iR, i
RN ar R B 20 S 2R G W xs 2
fEH NRAERERY B, e AL, aE
WERRE . IR, ke, Mg 5%, HRERA B E
AR, PRI Z B R 58 & B BRI SR 1Y
IITHREL, MR (LBP) AYZGEAE AN
80 AR LIRS = E A 7 AR T R AT,
far AL S H e LA JL 5 A B A
XS RERIVE T, UM, BUs o7 1k
HH, B & e, 9w, RITFE
FH, BiE B e i, R 3 I A S ) 5
XA AR E, fEmisedicie Ty, A
MBSO RN, ToW BBk, ATRBE o
LBP Xf AGEs A5 T Hi 37 (4 S thL 0 5 i 22 40 it
AT, S0 LBP X300 I JIEE 4 2 200 e 453 475
AOLRAPE T, A DR 400 19X I 722 114 93 7 A
TBIT PR B IR AN BIF TR, I AT B IR A0 IR
IR AR o Bt e DR i ot ) T R B Al

1 MRS
1.1 FE#RE5EF
MifdFr= AT RS THE, LBP R X
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AGEs H A S5 3 ] 45 5

DMEM 1% 3% 3. Hycolen; Jiy 4 1ML 75 :
Boyetime; [ 25 [ i: Boyetime; 2 2 i &
iz . Biosharp; EEEZ-HFZE. Boyetime ;
RPN VEGFR-2 Mg BEHiiR. 118,
LN IGF-1 Hsipedifk. M4, Fhih—
ikl &, MHE, AEC BOidH 4. Wt
i, s TAES . NGl (R .
BAREHT; REEOHL. KDL, COo, K
. EH Thermo % 7 UE 78 . Nalgene ;
AG204 BURE B AT R RIgMERER); A
TR A = o pr gl A AR
1.2 7%

1201 P 2 i i A R 8 77

MREE 1.5-2. Okg 458 P4 22 K P fe R B
Ja, H-Z ke A 2 KA FE, S RDECH IR
Bk, HEHHERMEEE RN PBS W b e 5L
s, B PULILEE DMEM £3589 #
NS TAES . PBS M i Jo 1 1 Ik 2% 59
FRERER, FRBRARIARIBIES (AR, H PBS f4%
WYL R F 2, /N RIES R E bR
2. FH IR B Al 28 b 2 85 B mm® K
AN HE R, BN 0.125% Y R R (R,
37°C AL 30min, I EERE 10min #2385 —IK,
AL SE 5 T B & 10% I35 Al 3% 97 L 2 1R T
tb, #EABELE T, 800rpm B L Smin, FF
F L, INAREFRIL, RO B R T
YA, KGRI A0 o T (3
~5) x10° A, M T2 RBARBEN 6
fLtR ., 48h JE 4k, FEBRAMGEERIANM, AT
JE B = R, KigR 7 RIGIFRICE

1.2.2 SEER5reH

ARSEHG LI S AN (1) 25 [0 R
HAVE B3R 3 (2) AGEs 41: AGEs (20%,
v/v) +15FR I (3) MR Z M 1 41 (LBP1) ;%
200mg/ L HIFT Z M+ AGEs + 55 32 35 (4) #f
ZHE 2 41 (LBP2) : & 400mg/L Hi4c £ #E +
AGEs+¥5 5555 (5) Mifd Z 4% 3 41 (LBP3) ;
T 800mg/ L MIFC Z 4+ AGEs+35 77 4

1.2.3 44 525

THALIBE BP0 R A 28 0 B, T 10% Jif
A MYE W R SR T B S H R T 96 fLk,
WRYE A BAUMAANF AR R, Bl
R 200ul, W6 NEFL, HiFE 48h Ja, &
LN Smg/ml () MTT 20pl, 5 4h J5 3%
ERE G AL DMSO 100ul, FE4r¥R
i) 10min J5, BEFR{X 490nm bl E OD
H, THESEY oD [EAHSIR,

MR = (1-525364H oD {H/ X i 4H oD
) x100%
1.2.4 VEGR-2 Ml IGF-1 EHEIEM

iRl

e J5, PBS Wik, TE
AP E 10min, % FH 3%H,0, Kif
POVRPERE, IR v B A, = IRAE
20min, JEI0GE YRR —PT, FIEFRE Lh,
PBS WEJaiE i —4t, 37°CHUE 1h, PBS ¥t)5
AEC W, B Wige, R A aBin g
FFEPEANNE, FEHLITEL 200 4-40AE,

THE MR = (FHME4IML/200) *x100%

1.3 FUE4hIE

K] SPSS 17. 0 Ge i+ #1447 54 b 22
3K

TR vxs £n, HHRH
SPSS 17. 0 Ff it 47 1 52 I 1 B RH Y Iy 22 53
B, AlAIgE— A Dunnett” s ¢ K250

[Fi) b 5 X LBP 452 S PRt BE(H e
BB AT RIE. (AL 2T
TEH FWOGEEERPEGIE) '

Arge = Argem— (Appso—Axcee)
5P _FIAGEso)
0 %nAGE.s_(T-
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0] fist o1 222 240 i %) 346 A A T
B’JTfﬂﬂ%'H"EFﬁ 5 AGEs 414, 200 mg/L 1Y
LBP M1 =A%, &8 LBP GB35 AGEs Xf
PR e 22 M A 5 4, 25 R a3k 1 s,

%1 AGEs 1 LBP X% 4 [ f& 40 A1 2 4

#5524 52 0
il OD f& =R
=84 0. 497:0. 065
AGEs 4 0.353x0.054 " 29.0%
LBP 200 mg/L 48 0.389+0.066" "  21.7%
LBP 400 mg/L 44 0.268+0.085" "  46.1%
LBP 800 mg/L 4 0.183+0.077" " 73.2%

JE: " P<0.05, ** P<0.01, 5XtHB4AELL

a3 RE ( 200X)

200mg/L LBP ( 200X )

400mg/L LBPE ( 200X )

2.2 LBP Xt AGEs &4 T #FM RN
B2 AR VEGFR-2 1 IGF-1 %
N :epAl
w1 MmE 2 Bis, VEGFR-2, IGF-1
BHPAE 20 M T D 2R 21 6 i 20 R AR B i . 5
25 X IRZA LS, AGEs 4 IGF-1 Al VEGFR
2 WMERRER, BINHEEMERAE £,
YUY 3R . LBP 1% 800 mg/L 4b, 200
mg/L. 400 mg/L ZHAY IGF-1 F1 VEGFR-2 &
MBI T AGEs 40, W] LBP fEfBl%
AL EEZH 2 b IGF -1 A9 43 W F VEGFR -2
T S7

AGEs# ( 200X )

800mg/L LBP4 ( 200X )

1 AGEs 70 LBP 3t % {1 W ELH A IGF-1 i B350

=AXAAE (200X)

200mg/L LBP4 ( 200X )

400mg/L LBP4 ( 200X )

AGEs ( 200X )

800mg/L LBPL ( 200X )

2 AGEs #0 LBP X &Ml W R4 i VEGFR2 FRix#I#20



Fi# 2 W1, AGEs 411 LBP 44 VEG-
FR-2 Hl IGF -1 BH M40 i R 35 155 F %F FR 4,
ERAGIEE X (P<0.01), {H LBP %41
5 AGEs M It, VEGFR-2 Hl IGF-1 FHYE4H
JZIME T AGEs #H, 200mg/L LBP 41 [H{E
i 5 AGEs i =5 A B EMH (P<
0.05)

Fz 2 LBP 3% M EMHEZ4AE VEGFR-2
M IGF-1 REHEMm

- VEGFR-2 [t  IGF-1 A
MR (%) MIEEE (%)
EEXHRA 21.5 15.5
AGEs 4 39.5%" 46.5% "
LBP 200mg/L 48 29# 26" <
LBP 400mg/L 48 31.5%* 33.5%*#
LBP 800mg/L A 43"~ 45.5%*
. " P<0.05, ** P<0.01, 5EFXBAMLL; * P<

0.05, # P<0.01, 5 AGEs A#8Lt

3 i #

T DRI 5 AL ) L 265 2 4 15 | A A0 o 5
WS, WFSERIT, R IEPE  ob R G 3
M2, RS LA Z Fh i R w
HALTE R AGEs HYHER,

VEGF & 445 ML 45 1F A= B T R (1) 22
ARET, EANREFEHLNTZ 000, 1
IR, VEGF EZH N 400, RPE FIR
YA, AR VEGF s#%, H
K] & i B 2 5 20 VEGE 1Y 43 W 38 i,
Kakehashi 25" % UM IR HR 3 Bk L MBS
Yersik . W EE RS, VEGF Fl AGEs &
Y ETFAERE R A, VEGF X DR &4
R BRI i VEGF-VEGF 21k R 48
SCE, VEGF B ZZAR) 32 53 A A0 R PN B2
SR . 55 A0 AR AT Muller 21 ff 45 b 25 20 fif L1 ,
Hr VEGFR-2 J2 H EZ I REZ 4k, AR5
LZER R, AGEs fi i 35 10 5 A0 190 Ji 4ah 25 40
i VEGFR-2 133k, T LBP BE6% U] 45t
AGEs ' VEGFR-2 Fik1EH , KIERY
OR8] o 22 240 45500

IGF-1 J&2—Fh BA ik & RFEAVE 2 1K

KT, EdS5HZEESGE A2
B, W5 &M, IGF-1 5 VEGF EA7 WA
YERR, AT 100 0 8 2% 1 Bz 4 i Y VEGE
mRNA 1Kk, P4 R B R, AGEs et
B S B84 0L PR B 25 i TGF -1 ARk, 1
LBP il i N IGF-1 f IR & 45 A P 4L ) it
T2 A A FH

4 % it

MIFC 22 WH BB S 45 P ik A0 27 4 1) 344
B REICOLN B4 I VEGFR -2 iRk |
WD IGF—1 B 43I, XPRESEAL 27 1 000 )
Erh AN A R AR EH . (HH A
TRBL A T 1 — 25 AR .
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