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(HWE] BE BT EA M/ IR P& K F 5-BB (thPDGF-BB) X AW M5 1ML 4 P9 J 41 L (hRVECs )
WA R R s R HAE LG . ik RIS ARS8 10% J6 4 13 19 DMEM 3 37 W% 5 57 hRVECs, 43
S 10 .50 F1 200 ng/ml thPDGF-BB i A% 425 K 5] hRVECs 35 35 Wk , K V8 Il rhPDGF-BB 35 4F Jy 1F 5 %I
o R0 M 200 & -8 ( CCKS ) ok A6 ) 4% 20 200 1 1) 3 A= 17 0 5 SR FH 200 I S Y 326 A6 DU 240 e A % 3 % 1o AR (o
% J5 JC 2 i DX T AR/ KRB0 O At it X TR ) 5 R Y % Sk PCR %46l hRVECs ot thPDGF-BB 47 {4 (thPDGF-
BBR) mRNA [ ] 223k 1 ; R 95 i) 2% 5 i PCR LA hRVECs H VEGF mRNA #1443 mRNA A8 Xf £ ik
i, R KM hRVECs A K R IF, A rhPDGF-BBR SR 9 1 th 551 Wit KA W RIL &4 IE
%t B Kz 10 .50 F1 200 ng/ml thPDGF-BB £ 5% 35 40 Ml 5 24 h 41 Ja 34 A= {5 (A) 43 5124 1. 01+0. 05 1. 09+0. 04 |
1.10+0. 02 #1 1. 13+0. 05,10 .50 F1 200 ng/ml thPDGF-BB 4 A {5 & &5 T 1F # 0 B4, Z F A G5 X
(1=2.504.3.430.3. 483, P<0.05) ; 41 jfi %I 1856 5 24 h, 1E % XF BB 41 & 10,50 F1 200 ng/ml thPDGF-BB 41
4 JifL AH X ST % AR 4300 2 0. 42+0. 10,0, 38+0. 09 ,0. 55+0. 06 F1 0. 61=0. 05, R X 55 /5 48 h 4t Jfd A XT 1L 7% 17
AR B 0. 75+0. 06 ,0. 81:£0. 02 ,0. 87x0. 02 £ 0. 98=0. 02, B 1K b4 24 R H G il 8 L (F,, =16.283,P=
0.000; F\,y =209. 129, P=0.000) , i % rhPDGF-BB 5] & 34 fin F1 4 I B 6] 42 <, 20 M AH % A B 10 AR 2 B g 1
N S22 56 5 f PCR A6 I 1 7% 1F % % FR 20 J% 10 .50 F1 200 ng/ml thPDGF-BB 41 hRVECs 13 4 % mRNA
AN Pk B4 B 1.06+0.02.1.30+0. 10 ,1. 20+0. 16 FI 1. 27+0. 08, VEGF mRNA #f%F & ik 54 B K 0. 97 +
0.05.1.06+0. 16 1. 58+0. 18 Fi 1. 66+0. 21 , H 1t 50 ng/ml 1 200 ng/ml thPDGF-BB £H 41 jfy %% 4 2 mRNA [
VEGF mRNA A} ik ¥ B & FIEH XA, 25 WA S %8 L (%45 E mRNA:1=3.900 4. 014, P<
0.05;VEGF mRNA :1=6.940 7. 210, P<0.05), %t rhPDGF-BBR {& i hRVECs () 34 24 FliT 8 , HAE H
2 7] S A (R P, W] AR 5 R VEGTF FIE S R AL 4 i b i 2386 ¢ .
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[ Abstract] Objective This study was to investigate the role of recombinant human platelet derived growth
factor-BB(thPDGF-BB) in the proliferation and migration of human retinal vascular endothelial cells (hRVECs).
Methods hRVECs were cultured in DMEM with 10% fetal bovine serum. The thPDGF-BB at the concentrations of
10,50 and 200 ng/ml were added into the medium of exponential phase-growth cells for 24 and 48 hours,
respectively,and no thPDGF-BB was added in the normal control group. The proliferation of the cells ( absorbancy)
was assayed by cell counting kit 8 (CCK8) method. Cell scratch test was employed to evaluate the relative migration
area of cells ( migrated acellular area/initial acellular area ). The relative expression of rthPDGF-BB recepter

(thPDGF-BBR) mRNA in the cells was detected by reverse transcription PCR. The relative expression of VEGF
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mRNA and integrin mRNA in the cells was detected using real-time fluorescence quantitative PCR.  Results

hRVECs grew well and a expressing band according with rhPDGF-BBR prime was displayed. The absorbancy values of
the cells were 1.01+£0.05,1.09+0.04,1.10+0.02 and 1.13 £0.05 in the normal control group and 10, 50,
200 ng/ml thPDGF-BB groups at 24 hours after culture, and those in the 10,50 and 200 ng/ml rthPDGF-BB groups
were significantly increased in comparison with the normal control group (t=2.504,3.430,3.483,all at P<0.05).
The relative migrated areas of the cells in the normal control group and 10,50,200 ng/ml thPDGF-BB groups were
0.42+0.10,0. 38+0. 09,0. 55+0. 06 and 0. 61+0. 05 at 24 hours after culture,and those at 48 hours were 0. 75+0. 06,
0. 81+0. 02,0. 87£0. 02 and 0. 98+0. 02, showing significant differences among the groups (F,,,, =16.283,P=0.000;
F,,.=209.129,P=0.000) ,and the relative migrated areas was depended upon the thPDGF-BB dose and time. The
relative expressions of integrin mRNA were 1.06+0.02,1.30+0.10,1.20+0. 16 and 1.27+0. 08, and those of VEGF
mRNA were 0.97+0.05,1.06+0.16,1.58+0. 18 and 1. 66 +0.21 in the normal control group and 10,50 ng/ml,
200 ng/ml rthPDGF-BB groups,respectively,and increased expressions of integrin mRNA and VEGF mRNA were found
in the 50 and 200 ng/ml rhPDGF-BB groups compared with the normal control group (integrin mRNA :¢=3.900,4.014,

<35 .

both at P<0.05; VEGF mRNA.:=6.940,7.210, both at P< 0.05).

Conclusions  rhPDGF-BB/rhPDGF-BBR signal

promotes the proliferation and migration of hRVECs probably by up-regulating the expressions of integrin and VEGF.

[Key words] Endothelium, vascular/cytology; Neovascularization, pathologic/metabolism; Platelet-derived

growth factor; Receptors, platelet-derived growth factor; Recombinant proteins; Humans; Cells, cultured;

Integrin; Vascular endothelial growth factor
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R0 JEEE T A= i A 2 22 b R I SR ) 3 [ i A
TR0 BB 2R 18 AR B AN RE A 2 2k o I AR
Mo SR E RSB EESCE " R
L) B PN i L A A S AL 5 AR i 7 A R R Y R
M FEO A M ) EE RN AR, HA
NN e o o F-BB ( recombinant human
platelet derived growth factor-BB,thPDGF-BB) fEi% S Il
P9 B A MR S A R AR T B A T L
THZL A 40 M0 LA 4 A A R R s Y SR,
rthPDGF-BB 4L 5 5 1M 8 A 52 4 i 2 R 2% 44 52 Wil 1)
B A 15 B — 20 0F 580 A WF S8R T A [m) Joit & ik 2
thPDGF-BB Xf A A W 5 I 45 P B 248 i (human retinal
vascular endothelial cells, hARVECs) 4= %) 2247 b B9 52 )
S AR FABLED, LAE— 2D DA 00 g JRRT 26 1l 48 1) & A=
BLAR, Sy i PR R 0 8T AR i 4 AR 5C 0 2 /Y FE 1) Bl IR
WS R AR 4

1 #M#5EFE

1.1 #E

hRVECs #k ( b i HE 35 £ Y BHECA IR 2 A ) 5
thPDGF-BB ( Z¢ [ ACRO Biosystems 23 ) ) ; Jif 25 F i .
& 4 1M % ( fetal bovine serum, FBS) F1 PBS ( 2 [H
Hyclone 2% 7] ) 5 il RNA il $2 12050 & 300 i sl 43
Dnase 4fi{k 7] (7 [ Qiagen /3 ] ) ; PCR i /] & . DNA
A5y i AR T (DNA marker) (K% Takara 2B 447

ARZSTH]) 3 SYBR Premix Ex Taq™ ( H 4% Takara /3 #] ) ;
rhPDGF-BB % {4k (thPDGF-BB receptor, thPDGF-BBR) |
L& N 2 A= 4 [A F ( vascular endothelial growth factor,
VEGF) s 85 2R 519w 5t S8 i A= W) BB IR )
Bt & s 40 M it B0 R &8 (cell counting kit-8,
CCK8) ik 7 & ( H A4 DOJINDO 22 7]) o

1.2 ik

1.2.1  4ifg i 5% AL A0 S IRSCHR [ 7 ] 48 At iy =2
Bk, RS R Ry B 10% FBS 19 DMEM 1 37 ¥
T 37 C R B B 5% CO, By 3% 48 b W ML B 57
hRVECs ¥k, AMMIIEFRE 3 ~4 d #8814 [ plE AR,
8] & AH 22 WO T LA B IR A M ) B 2 BBUE TR BR
Ab TR Y hRVECs BEAT J5 22525 .

1.2.2  CCKS 3 K I & 21 40 Mo i) 38 A5 1 00 IOkt %K
A K B9 hRVECs B 45 Bl 1 96 LA, £ L In A 24
Ix10° 20, T 37 °C 5% CO, AHXEEE 90% Hy 1 5%
F b BE R 24 ho DLJCTE RS OWRAE WRBR D B 5RO,
thPDGF-BB & F 4 4 10% FBS [y DMEM 5 32 3t | (i
YRR BE 43 1R 10 .50 F1 200 ng/ml, &R 45 3 N &
flo WH G 24 h B ALEHG &4 10 pl CCK8 1y 37
5L 100 pl, BT I5CAS P A B I 5 4 450 nm TR 1
JERE (A) fH .

1.2.3 @ik 5 PCR % Il hRVECs #7 rhPDGF-BBR
mRNA 3K 43 50% 0,10 .50 F1 200 ng/ml thPDGF-
BB A B IR 15 37 hRVECs 6 ~ 8 h, W H2 40 Jid , A1 ]
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ot RNA il $2 380 & $2 U mRNA, I DNA 3 771
b, W5 B G RNA gk B ) DNA Z2 i, % mRNA 31 4% 5%
B cDNA, F =20 C {174 . thPDGF-BBR 5|4
FE%1:5° -GGTGACACTGCACGAGAAGA-3 " |, FiiE ol ¥
FE %1 .5 -GTCCCCAATGGTGGTTTTGC-3 ", 148 A+ Bt K
JE 118 bp, LA cDNA Sy B Mz 44 H iy 5L A, 10 5% 5%
PCR ¥ 1 4 {4 : 94 °C 48 7% 2 min; 94 °C 78 % 30 s,
58 CHE K 305,72 CHEff 30 s, ¥4 35 MEI; &5
72 CHAEAR 10 min, F 3 PN A 2 wl B A %8R R
(Gel Red) ¥ 6 £ FAEGE v, 5t £ 53 %K 2% 355 W B K
LUK, TR R AL AR
1.2.4 2050 JR 35 K i 45 41 hRVECs 119 £ X 3T % 1
U BEXTEOU ) hRVECs #2280 T 24 fLik, B LM A ZY
1.Ox10° > 41 S, 757 40 M K 2 24 90% J5 I JC # 200 pul
MR T IR AU R 2 J5KF B 4k, FHJCH PBS Uk
V3 UK LA 25 B g BE VRV I A0 L, TR B — A T A X, in
A% 4 10% FBS [ thPDGF-BB % [4 () DMEM % ¥
& ,thPDGF-BB [ 2 it 5t W J& 43 531 > O (1 & % HR4)
2 10,50 #1200 ng/ml, ¥ 24 FLARCE T8 il B 7746 b
iR, ol T YR 5 B Z) .24 h fl 48 h FE4E] B AH 25
T NI IR ] Tmage J #R7F B B2 5 1 H 43 51
058 b SR S 40 R R A ) JE A X TR, Y
(L BP A R 7 BRF v A5 400 B ) ~F- X2 30 A% T B . 400 R A X
& T A = 40 i T 3493 B 1o AR/ X0 3 G 40 e X T AR
1.2.5  SCAFZO% & & PCR kA M A [ ot 6 ik B2
thPDGF-BB i/ hRVECs i VEGF fl# 4 % mRNA
B22is DL 1.2.2 R ¢DNA, L ¢cDNA Sy A,
i VEGF FMi# & K. VEGF LFsl Wiy 5.5 -
TGGTCCCAGGCTGCACCCAT-3" |, F it 8l ¥ ¥ 41 :5 " -
CGCATCGCATCAGGGGCACA-3 | §" 1 B Bt K JiF h
184bp, % H R L WF 51 W )y 5. 5 -
CAGCTACAAGCCCCAGAAGT-3” R s ¥ )5 4.5 -
CTGATTCCTGGGAGCGGTTC-3" , § # B Bf £ JiF H
149 bp, fEF LA :95 C ik 5 min, 95 °C f# jiE 10 s,
60 CiR K IfFAEff 30 s, &34 40 49 56, LL GAPDH fE
NS B ML S YT R & AR A A Cr B %
2N H B S A Kk . GAPDH L5149
J¥ %51 :5 -ACCACAGTCCATGCCATCAC-3 ", F 5| 4
F %1 ;5" -TCCACCACCCTGTTGCTGTA-3 |, § 4 A Bt K
J& ok 452 bp,
1.3 Geib20rik

K SPSS 15. 0 Geit 2 84 AT e 3t 40 o AS BF
FER DU 48 b 1) B4 BERE 28 Shapiro-Wilk #5 35 1F 52 2 1F
BOyAi LA wxs Foon o R 4y 41 Z K- FGE 1T,

1F % % BB 2H ) 10,50 .200 ng/ml thPDGF-BB £ [a] 41 ity
BOA(E 00 VEGF mRNA FI% 4 % mRNA i Xf %
IR SR 25 S LR SR T B R O 22 o B, Ll 2
T 35 5R% B Dunnett ¢ K556 ; AS [6) %) 5 thPDGF-BB {E
A T s T10) 5 200 AR RS 47 T AR 8 G R 22 S FE R )
SRR R J7 22 00 B, 4RI 2 L BCR T LSD- £
K. P<0.05 AEFAGITERE L.

2 FR

2.1 BEFEAAMIAYIE S M thPDGF-BBR mRNA i 3234

X RO A KR hRVECs 2 RIE , RN 5], 40 i o
oG ML s BIEMW T W R 2 ~3 d A A
K EIEE 90% LA b, A HEZ B 5% (I 1) . i 5
PCR 1 i 7~ , hRVECs 1t thPDGF-BBR mRNA % ik
KW ERHEMECE2) .,

M rhPDGF-BBR

S r SR RESTe 100
E1 EIEREE FEERMONE(x200)

& i\
S

B SR A SR T
M R/ANIE) HEPN S B2 B PCREKNARF

rhPDGF-BBR mRNA #J % i& w UL 8E % B 48 Y b thPDGF-BBR
mRNA %3k 2575, MGH4r T 5y 110 Mo A ofE 26 13 40 6 20 1 B
thPDGF-BBR : 55 41 A ffil /M U8 1 2E K P F-BB 32 44

2.2 &40 hRVECs [/ 34 A1 i b %

1E %) B 2H &% 10,50 200 ng/ml rthPDGF-BB % 5
S 24 h IS A (A) 43 5] 1. 01+0. 05 (1. 09+
0.04 .1.10+0. 02 A1 1. 13+0. 05, £ 2 [f] A {1 4K He
NESHG B X (F=6.267,P=0.008),10.50,
200 ng/ml thPDGF-BB 21 A {4 & & F 15 % % B4,
S Gt 5 X (1=2.504 3,430 .3.483, 1 P<
0.05) (& 3),

1.5
2 B3 EHMMEERR
= a a d =
@, WEHLIEE F=6.267,
o P=0.008. 5 IiF & X f 4
Ho
"2 L#e, " P<0. 05 (K J7
EO.S B 2387, Dunnett ¢ K356 ,n =
jun) 3) L:IEHXTEg 2.
0.0 10 ng/ml rhPDGF-BB £
1 2 3 4

3.50 ng/ml rhPDGF-BB
2 4:200 ng/ml thPDGF-BB 41 hRVECs: A0 I’ 5 1l & 1 Kz 41 i
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2.3 &4 hRVECs By AH X i 5% i

{88 Gl BE T 0] L IE X BE 2 B G R B )
R IR T AR E B W AR Ak, 55 SRS 24 h, 10,50 I
200 ng/ml thPDGF-BB 24 4 i )R T AR i 4 /s o B 5%
J& 48 h,10 ng/ml .50 ng/ml thPDGF-BB £H 41 Jits %] JiE [ FR
B /N F 1 32 J5 24 h,200 ng/ml thPDGF-BB 41 4 il
KR HE R K& (B 4A) o 20 DR 5 Bos, B 3R )G
24 hiF 3 % BEZH B 10 .50 200 ng/ml thPDGF-BB £H 4] fif
A AT B T8 455 A 0. 4220. 10 0. 38 £0. 09 0. 55+0. 06
F10.61 £0.05; ¥ 2 J5 48 h 1E % % B 41 &% 10,50,
200 ng/ml rhPDGF-BB 41 4fi il A % i #% 11 F2 43 5l 4

0.75+0. 06 .0. 81 +0. 02 0. 87 +0. 02 F1 0.98+0. 02, i {£
WS A G5 E L (F ., =16.283,P=0.000;
Fyp =209.129,P=0.000) , i % thPDGF-BB i £ i
JEEBE T, 0 Jf AR X G A E RR G K 5 IE R X B L
2,135 )5 24 h 50 ng/ml 200 ng/ml thPDGF-BB £H 4
JiLAR X 3T A 1B X W B, Ky 5% 5 48 h 10,50,
200 ng/ml rhPDGF-BB 41 2 Jid #H X iE #8 1 FR ¥ B
B, Z5¥AES I E X (3 P<0.05) K 5 )5
48 hiF # X B4 K 10 .50 ,200 ng/ml 4 4i i #H X 3T #8
AU S K TR RG24 h, ZREASEITFEX
(¥ P<0.05) (& 4B),

rhPDGF-BB 4

0 ng/ml 10 ng/ml

Oh

24 h

48 h

1.5

200 ng/ml

E324h B4 & hRVECs (X EBEAR A F% 0 ME T & 490 RITRZA(x100)  IEHF X4

Wt 5 3R I i) S 4 240 R i AR TS W) AR AL 15 3R S5 24 b BT chPDGF-BB ik vk 2 49 39 Jon , 248 i
902 18 B 7 40 /DN s 35 95 05 48 1, 10,50 ng/ml thPDGF-BB 2H 40 Jifg %) 758 1 FUE W) 88 /N T 55 92 5 24 h,
200 ng/ml thPDGF-BB 4 4 RIJR i A & B & 4 hRVECs A X TR AR AL LLEL Fyyy =
16.283,P=0.000; F ypy =209. 129, P =0.000. 55 35 )5 24 h 1E % 6 B4 4%, P<0. 055 5 8 35

0.0

20 BARXT A 47 T AR (mm?)
=3
+
~ (T TR

2.4 %41 hRVECs &4 2§l VEGF mRNA [ ik
1E 8 % REZH & 10,50 200 ng/ml thPDGF-BB 41 4 Jfd
HiE &R mRNA M X R IR 5300 1.06£0.02 1. 30+
0.10.1.20+0. 16 fl 1.27+0. 08, VEGF mRNA #i %} % ik
MR 0.97+0.05,1.06+0. 16 1. 58 +0. 18 il 1. 66 +
0.21, MR L EZ S WA RIT¥E X (F=3.077,P=

48 hiEF X AR b4, " P<0. 05 (B 90 5t 9 P 3% O 22 40, 1LSD-1 KB, n=3) 1 IE % %) B4R
2.10 ng/ml thPDGF-BB 2  3.50 ng/ml thPDGF-BB 4{ 4.200 ng/ml thPDGF-BB 4| rhPDGF-BB: &

0.091;F=122.915,P =0.000) , 55 iF % %I #& 20 4 It
10 ng/ml 200 ng/ml thPDGF-BB £ £ ffd 1 3% & 2 mRNA
AR ek B W) I 0 5, 25 S 3 gt A L (0=3.900
4.014,#] P<0.05),50 ng/ml F1200 ng/ml rthPDGF-BB
A4 VEGF mRNA FHXT Rk & B W3 &, 22 39
il X (1=6.940 7.210, ¥ P<0.05) ([ 5) .
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o

%O{%?i mRNA ANk &

1 2 3 4

B 5 SLBWHEER PCR E&KNFZH hRVECs FE & EF VEGF
mRNA RIZWELLLE A S0P %A F mRNA M FE KK
TR F=3.077,P=0.091. 51E % X B4 L%, P<0. 05
(A E T 2245 M, Dunnett ¢ #535 ,n=3) B & 4418 h VEGF
mRNA FXF FXAKFE R L E F=22.915,P=0.000. 5 IiE # %
MR E," P <0.05 (3 K # J5 22 43 7, Dunnett ¢ #2535, n=3)
VEGF: M4 W AEKEF 1 IEH X4 2:10 ng/ml thPDGF-BB
40 3:.50 ng/ml rh PDGF-BB 4] 4.200 ng/ml rh PDGF-BB 4

3 ifig

PR JIEHT 2 I A5 A T 1R 38 A= 1 W DR s PR T
75 St A AR O e Jk BEL 2 B LR I B AE | Eales
S5 22 R IO I g ) S ) B AL o o B BT A i
TG AS &5 SOU P FEE S I 1 5 | SRR g 4 3, PR ok
TG A5 AT A9 DX S At T B H R I g B

PDGF 2 —Fp ik 25 4 K N 1, rhPDGF-BB 2 H.
—ANEEWT R, P F5EE S, thPDGF-BB i i fif
PRI AE TR AR R A K 2 R IR S e B H A R
AR ML TR R P R I RS
i R A I P & B, A 1% A DG 1 8 B A M R L A R
105 PR 28 JOE N 3K H thPDGF-BB & 55 ] I
T, 358 A= SR DR A0 I HRE S 8 A o A0 1
B 2E #.4% B3 7Kk f thPDGF-BB & &1 @3 ' . LU
W5 $E R thPDGEF-BB 1] G 2 5 WL W) 58 A= 1L 4
(9 % 4= hRVECs &3 4= I 45 % al i s dm g, A
5% LA hRVECs 4 B 58 X %, F A [6] it & v % 19
rthPDGF-BB # 47 + i, % it A [A] 7| 3¢ thPDGF-BB X}
hRVECs Iy i 1) 5 M K HoAf FHBL I

AWFE % I hRVECs 221f %35 thPDGF-BBR, K J5
Z:908 ) thPDGF-BB & [ T # hRVECs 285 1 3 fit
200 R 95 3 Ko CCK8 3 K % BAL, rhPDGF-BB J L) 1
W AZHE hRVECs (1L 5 F¥g A= fig J7, H rhPDGF-BB 11y
X R 5 00 A, 5 DA AR 4R B 9 thPDGF-BB fg
5 IS DY B A0 M 1 3 2E IR RS I IR R S5 A TR 1Y
SRS LR A B A0 A 3T B G A RE g B
LR AE R 7 Bk, 0 AR IS AT S0ERA A PRLO a A
PN R 44 it 7 A B N G AR R 0 R E S DR R AR I AR TE B
A1 AR R o
DAFE®F 5% % BL, PDGF w] L2 #F 40 g h VEGF #iI
KRB O A o i B A BT

e
G i 9 66 it PCR 35K T thPDGF-BB F i

N

T hRVECs 14 4 2 il VEGF mRNA [ 3 3548 1k, 4%
i % thPDGF-BB F i J§, hRVECs ' #& & £
VEGF %35 [, VEGF J& 5 2 f 4 M 45 A= i I8 7, H
F3KKTV-5 hRVECs 19 1T B FH A B 0 A 620 8%
A FAE AR 5 2 i A T Bt 2 R R R
Z— B RN AR T T S 0 4 i A FE R S N A 18
20 0 P A% o A, R T P A B M R L shan
JL X A F 20 B A 35 A A KA A B K RN . AE AR
W RS 05 v, AT F 5% & B0 A 2% 0 R0 T ) AR o A
Az B PR 75 S 0 I PN R 0 B R A T A
AP AR DX R B T A 0L 7 1 TR i, TG X OE ML A TG
S P R, A KA VEGE 33k K F 1Y i 2 ]
AEJE hRVECs I 68 & A= o028 10 4 T4 K ¥ o &5 LT
iR ,PDGF-BB # 4 5 hRVECs 3 1fi i) thPDGF-BBR %%
EJEW EHE A EM VEGE 133k, #E i 5% hRVECs
4 3T % LA A 1 RE

LTI, I PR b 0 R Do) BT 2 1l 4 R 7 32 R i
P VEGF 259, %3697 1 N AR B LB T R IF M3
RAA R RIS A . T MR a7 i I R FT
5 & B, 1 PDGF 5410 VEGF B4 fif 45 Bt b8 8 2 il
RO T 5 T VEGF 254, I Rgii b A R R
BEfg KA o ARBRSE 45 0T il BR b B F Bt PDGF 24
P67 A I RS A o A 2 9 1 B o R A 4
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