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PRSI A B R ER 2 PEA L, 2o oW ENMENEMIBCERT2 2 8icky, Mm%
PAEZFET D, MBI AEFEER T EMEHE T & ONT AL > TRET S T 5, ImEH
AxATIEDHITE, EERE TSR 2B TH D MEHAEIFIH ST 720, HE
R34 K OER 2 EE 5 %ENH S 79, ZhE TICHEIR+ & LT Ang, VEGF., FGF.
HGF 72 EDNFI STV D A, M B AEOFRAT DR, & 2 W3 AEBRR I 2 5 2E & i i
BHEL OEFENREIZE > TERE 72 281K 13872 > T D, ARHFZE Tl & #r A e R 1
Tdh% VEGF. Ang-1, FGF 7 7 X U —® FGF-1 - FGF-2 K OML&E #/EMHIR - TH 5 Ang-2
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(1) EBik

a).[\25I)VEGF121 OAZ5k M OFE L5 15

VEGF121(R&D systems;1ng/10pt 20mM Y > R (pH7.2) DA 5 72 F = — 712 20mM U
PEREETR (pHT7.2) & 50pL I 272 .0.5mg/ml D7 15 I T % 50pl M 2 TR A Blh S ¥ 7=,
Z D%, — R L Smg/mb O " #ifEEE T b U U A% Spl Iz TR A5 IR X E 7, 15 VEGE
121 DFFRU T VA2 v~ -7 F 7 ¢ (HiTrap Desalting column, Amersham) % iV 7=, 13
% OWWITAD T A~ R EF LR O o R omiE %A 0.1%NP-40
(polyethyleneglycol-p-iooctylphenyl ether, Calbiochem)% 500 Iz C Z DA D —#5(0.510)
ERLCR——ru~ /T 7 ¢ B THEREZEH L, % O % 0.1%NP-40 T
HLT-H T 2@ L, 20mM U v ERREE(0.8M NaCl, pH7.2) T L=, Z#E 0.5me 954y
WL, X—=RX—rna~ T 7 =B THREHEZEOMELZRE Lz, X—R— <~ 7T 7
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nu/nu, @, 6 WEN L KBEEICBM L, 7~10 H&GE L7-Ke i CEBRAZ1T > 72, [1251]VEGF121 % $¢
54 WR%ICES 2R U M LB RS2 R4 7 A4 A7 b Tl L7e U 2B L,
A A=V 7T —MZar X7 s Lt BAS5000 % AW CHEEN TOHAR & Ml L7z, 7.
Z D53 A% CD34 % AV Tl AE N R M & e e ta U 7= Ml oA & ki L 7=,

(2) FER LB
a).VEGF121 @ 1251 fZ 3k K UV ik 5
FEFRRIX 76.7%., HEHESROMEE 1L 82.6~95.0% CTH > 7=,
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DOEEMPERTE L, o, ZORREERMZ R LIS CD34 1I2 LV YeFk o7 & K<
—H L e, ZVE TOME CHEEDEMIC A NEMRAZ S HFEL TS 9Z Lo T
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(1) B EE & F2B 51k
a).Ang-1 X2 « FGF-1 K OY 2 0 1251 £ M OV Y

Ang-1 + Ang-2(R&D systems), FGF-1 + FGF-2 (Peprotech EC)(1pg/10pt 20mM U > fi#% i
WpHT.2) % TN NTF = — T IZ AL Ang -1, Ang-2 DF = —7|21% 20mM V o FehEE R (pH7.2)
% 50pl MMz 7%, 0.5mg/ml D7 1 F > T % 50l Mz ChUs% BB S w7, —J. FGF-1,
FGF-2 ®F = —7(Z1% 50nt @ 0.1%NP-40 % 50pnL Mz 7=%. 0.5mg/m ® 7 77 I > T % 50nl
MATRISERGE ST, TN —oMBE L7=%. dmg/ml © _#HiEEET VU 7 A% 5pL 0
2 CRG AR IR S W7, ik a2 & 2 72121 FGF-1 KO 2 « [125]]Ang-1 XX 2 (2H T L ~DW A5 %
B < FEmiETEA] 0.1%NP-40 % 5000 1272, Z DK O —E0.5p0) 2L, ~_—/—27 o<
N7T 7 4 =R TE#RRE R L, R0 ORI Z 0.1%NP-40 CTHEFLZh 7A@ L.,
20mM U »EEFEER(2M NaCl, pH7.2) TIaH L7z, [2BIFGF-1 X2 ORI IZ A~ 1
2 (HiTrap Heparin HP Column, Amersham), [1251]Ang-1 & O} 2 DRIz X, FrAi7 v~ b
77 7 4 (HiTrap Desalting column, Amersham)% i\ 7=, &EH#E % 0.5me 325 L, ~2—/%
—/m~v N7 4 —ECTHOHEFRIMEZ RN L, X—=R—2ru< /77 —|21%, §
FOUER(No.51B, Advantec)z HV, EEIFEICIZT & b7 B =T K=8:2 DIRGK =M
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b) ¥~ 7 A DIRNIAR
BAE 121 LS180(t b EMs i) & Fv /-, LS180 #fk 5x106 #/100p 2. ~ 7 A(BALB/c

nu/nu Q6 WERE KRBT L, ERICH W, [12IFGF-1 X1 2 - [125]]JAng-1 X 2 Z &5

L. #5 2 Bl IC = — T VI IS~ 3 U S RLER 3 OS85 C 3000 £/ L 72, & D #%liges %

L BEEEZFER, 4 — b U =L 7 % (Aloka: ARC380) T Ik & OV as D ikt fiE 2 5l

L7z, MRERREEOEEERELZRUCLVEH L, E~ORVY ARZBREF L1,
FHAREERER [%ID/tissue]  =HAMEHSTEE [epm] /5 EE [cpm] X100
HEEMER [%ID/g tissue] =HERZE [%ID/tissue] HfkEE [g]

(2) FERELBEZ
a).FGF-1 T2 « Ang-1 KON 2 D 125 JE3E K OGS HL oD #t R

(%) T LR (%)
[125]]FGF-1 65.3 90.3~94.7
[125]]FGF-2 60.7 94.3
[125T] Ang-1 89.6 86.7~93.7
[125T] Ang-2 89.2 92.5~98.5

b) 4B~ 7 A DK S R

[125IJFGF-1, [1251]FGF-2 | [1251]Ang-1 . [125I]Ang-2 DKW AR OFE R % Table 1 (277, b

D 7= DI [12I[VEGF121 DFEFR B F BN LT,
Table 1. [125I]Ang-1 U2, [125I]FGF-1 Y 2 O B EEER
[125]]Ang-1  [125]]Ang-2  [125]]FGF-1  [12I]FGF-2  [125]][VEGFi2:
Blood 30.14%3.37 30.10%£2.79 251+ 0.54 2.45%+0.26  32.03%0.59
Tumor 6.43+0.27  4.84*+1.13  1.21%+ 0.30 1.56%+0.48 9.12+0.98
Brain 0.79%+0.05  0.81%£0.10  0.19% 0.08  0.16%0.03 0.70%0.08
Liver 6.07+0.69  5.14+0.48  1.93+ 0.32  2.96%+0.51 5.49+0.44
Uterus 8.73+3.23  8.19+2.29 3.02+ 260 1.78+0.61 13.76*2.19
Ovary 9.44+0.94  9.40%+2.61  1.22+ 0.27 1.39%0.19 9.66+3.97
Heart 7.79+1.04  7.70+1.38  0.87+ 0.20  0.98*+0.15 8.39+0.41
Lung 14.61+0.83 11.61+0.85  1.88% 0.48  2.32+0.11  13.31%+2.05
Thyroid*  0.63%0.07  0.46+0.07 3.23%= 0.62  4.09%+0.69 1.05%+0.11
Stomach  5.49%+0.70  5.36%+0.51 12.82+ 5.68 21.22+3.84 8.81+1.87
Kidney 8.79+0.84  825+0.88 5.98%+ 0.72 5.43%+1.42 11.46+0.78
Pancreas  2.41%+0.19  2.22+0.20 1.51% 0.42  1.95+0.92 2.30+0.73
Spleen 4.46+0.31  4.39*+0.59  1.46%x 0.33  1.94+0.35 5.90+1.36
Muscle 1.39+0.11 1.38+0.18  1.46* 1.67  0.70%+0.24 2.48+0.86
Bone 3.41+0.49  2.63*x0.39 1.15* 0.20  1.08%0.19 4.90+1.05
Intestine  3.36%+0.25  3.32%+0.35 2.44+ 051  2.53%+0.43 3.84+0.36
* Thyroid |28 U CIIAHMEERE R CRME L 7=,
[125]]Ang-1 )SZU\ 2 Tk, MEHIZE < OBFTEOEE RO LN, EHE~OERNRH Y |

S DIZAHMICIEFENEZ D Z ENMONA TS FH - QH%AUD%?*%M&)%MKO EJN
5 A~ DRI wu&) bivignotz, VEGF21 & T 5 LT & A CRIFRE O « 5 - JiEA~
@é%iﬁhm&b%?hto [125I]FGF-1 & O* 2 1%, [125]]Ang R°[125I]VEGF121 & Fofgt U C iR H D Jilt

REITAR o 7228, TRAINESS T b 2 G~ DOERITMR < | AR R ME R EDE Z 5F5 - JIE~
@%’% LR bR oTe, o BHEICHEAAERL TWD Z LE3bnh | BIKE LT—#Iix
i3 v EEDOHETNE Z DT,



Table 2 (Z[1251]Ang-1, 2 & ON[12IIVEGF121 O IEE E & #fk L 2R~ 7, [1251]Ang-1,.2 D X H 5
H 125 VEGF121 &l 45 & JFIECHERIC BV TEITE D5 b A b5 A8, o T2k
T1OU EOEGEFMESIEZ TR L TEY, FEOEEBHFELNLTWND Z ENRbd,

Table 2. Tumor to non-tumor ratio

Ang-1 Ang-2 VEGF12:

Blood 0.21 0.16 0.28
Liver 1.06 0.94 1.66
Uterus 0.74 0.59 0.66
Ovary 0.68 0.51 0.94
Heart 0.83 0.63 1.09
Lung 0.44 0.42 0.69
Stomach 1.17 0.90 1.04
Kidney 0.73 0.59 0.80
Pancreas 2.67 2.18 3.97
Spleen 1.44 1.10 1.55
Muscle 4.61 3.51 3.68
Bone 1.88 1.84 1.86
Intestine 1.91 1.45 2.38

(3) #h7E

AREFHT L v . [125T]Ang-1 ZFIH L7 B 2 MAEB/EA A —2 0 VK & LT o RTRENE
RS LTz, £z, A& BAEMSIE T [1251]Ang-2 b REEOF AN R SN2 LD, M
BHEMAHER T (VEGF121 - Ang-1) 7217 CT2<, AFETHEVERH STV AR - - E B
PHIEFZ2FH L CTmEGEA A —V 0 TIRAZHE TE DL I bR A RN R Sz,
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