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MR AT R K EF(FGR-2) 2 — Mt T Al o R A EH XMW ERAEKEF. o

KR, FGF-2 ARy i £ KA A ok P R EZ WA, FGF-215 B0y & ¥ AR KL ERKH
F TPK % (B 28R W B 2 1) Fn il 9 = 4115 4 F (mitogen activted protein kinase) % & & 4 41 % 1 o
e SRR EREINN, ZWNE T TR E T 38 B0 &R A 3R & & A B 2 4 2 20
R ERERE R R ETRY FGF-2F S 5 SR ANERIIE Y & X3t E.

Ye4kid]  FGF-2 MCF-7 EitphE IS

LRI R R WL R 2 — . ARk, FE
HFSEEN, FUMRE T &R 2 8 E T .

WS NG IR, FEZLRRIE A, meiik et 4 2k
KA F (FGF-2) f M3z 8 B AT m /K iy 23k, i
FGF-2 J&— A~ HAG 2 98 20 M 43 24 386 8 M A 1l 48 A= i
YE R R RE A G B 1 o -, BRI, XF FGF-2 531
155 6 S8 45 5 iR 19 56 2R B e FLMR o & 26 v i A
FHOEFRAT oz A 5% 14 () 750

1 FGF-2 S L2 k&t Mk vt ik
1.1 FGF-2

HL7E 1974 4E, Gospodarowicz 25 A\ M 4 Fe {4 rh
Oy B Al —Fh X AT 4E 41 i & Balb/c3T3 HA {243
SUBEFE RN (1) 22 K, FEAr 45 R LT 4 40 i A K 7
(FGF). 1986 4, Abraham % A\ @ il i T A FGF-2
) cDNA. JE3f X-5F 26 5 iR fir 3 5 AR wF o & 3,
FGF-2 & —~ 1 1245 [ A7 B A 2 45 F4 4 ) = £
HETR 25 . ARYE LR T8 30T, H N SR Cui#ER 7 e
FFR L5 A XK, 43301075 T (Asn28, Argl2l, Lysl26
1 Glu13s) Az & 1T (Lys27, Asp102 Fil Lys136) i~ [X.
P& 1), A UK Bk R, FGF-2 Z A4 4 X
FETET B2, Bay Bo FPao 4 1™ 2454 H Phe38-Hist8 J&
Tyr115-Trp123 Wi ikBc . FGF-2 34 18, 22, 22.5,
24 F1 34 kD 5 FfETEIE S, BATT A AN [A] ) 1 i
fii /5. 18 kD 1y FGF-2 % f5 146 P& JEiR, M FGF-2
it r 4 L AUG BAS FEIABIRE, 200 T4niEdK
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W, BEGSAEIEAN MRS . A RFNIEAE . T A R A
CUG % RiaBEIE ) 22, 22.5, 24 1 34 kD
FGF-2 W& TAniAZ, ATaes g KA A o8,
ST R LT - &, Jasodhara 25 APRFSE & PR,
FGF-2 i #2245 4% 41 T (NPC) HLA 1A 43 L1458 34 17
e F—EB 10 MR A S 4. #2758 18 kD 1Y
FGF-2 58 F i (HMW)RY FGF-2 7EX —Bi 741 1
AIREAETEZE 5. SHAAE K EF AR, FGF-2 s3]
FOWEILRT S, ANREUEAT AN, BT LAAEE S5
T HRE L A A3 WA B 55 4 WA Y U7 U A TE T M
e FE . Qi AL, WA T a0 % & 24
ZRAMIRZ TR 0 3 AR o A S A AR IR FGF-2.
WHINN FGF-2 AT st . PRk 4145
B B R A | SR I 0 L R A A A 1T R R
AN, Boriis R, FGF-2 il i —Ffh ATP UK 5
1 22 K2R 5 e 2 1y 1),

1.2 FGF %k

FGF3Z 1A (FGFR) J& T if 2 i Wi 32 R K e b iy
—2K. FGFR-1J2&: 1 Lee 28 A\ B i 5 Al o 33 114 5 1 e
RN R B DY . FGFR 2 /047 BN bt . Hirp
FGFR-1 fil FGFR-2 J& FGF-2 f¥ & 3£ fll J1 321K, FGFR
RG5> T4 A WiZE: 145 1 125 kD. WFsT %M, 145
kD Z£47 K/NEY FGFR AT REA 3 FGF-2 5 A9 4l i Ak
KAmimifE S, 3205 125 kD £ 45 K/ FGFR A REAr
T FGF-2 54l KIEMIEN. id FGFRs 1y
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{152 11 : Lys27, Asp102, Lys136

1 FGF-2 f fh st gt

FEARZERY P HG: AKX 2 P it X
{2 FGFRs A [R5 42 07 =3k B [R] AR 02 AT E & A AN
FECE (2 56 3 M2 1g 2, WK 2 iR, (fi T 1
AERFNES 2438 2 (8] (1) i 2 8 MR LR AL Y “ TR &7
T FGFRs ¥ A MR FE5H. X — IR P45l
-5 FGFRs LA % B 2 5 R 19

FGFRs JIt P11 2 i S RISk = [B) 2 £l 15 1~
FERRZE ) —/NBORCA HEATE PERY P 4. FRERI, X
—JFHI A AT BERR AL I ER 2 R AL H /R FGFRs
PR 2406 T B G, AT A2 FGFR-4 B 43 2476 P
15 4 A P 2 AR pt™, 3 BALTF FGFR-1 FiY 2
A IR TR H R FGFR-1 BT RE SR AN A /b 3,
1.3 HSPG 4151 FGF-2 fil FGFRsI &5 &

JF R B IREh 5 11 25 (HSPG) & 1 T B 1y —fi

I s o

FGFR O
I} Necr2
OGN\

| —mmes |
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EEREHES |

BRaRAes 1

Kl 2 FGF-2 Z{K(3 ¥) 45+~ =i

PLAL . HAETE ZnT DL X-5 2 0 1) FGFs i 1
HSPG fil FGFRs 4 &4 UM % A8 k1™, B s =z, BA
TEPER) FGF-2 0 DL BER M - A —Fh s A B K15 5 19
HARE [ HSPG kAW WPELS G, XA & A HKGES
AR I REAS Y FGRF-2 MIEAME & X 752 ) 41 i
24K FGFR |, I H.Bj 1l FGF-2 15 % — 1 7% rp 9l
fiff B T (1] 3).

2 Wk FGF-2 {55 S@taEAN Ik
Ay o) tie

FGF-2 544 Tl 12 ¥ R B 11 A TR 2, OF
ELRIA 19 5 TR R B (B ol 3 B — i 7
PRI A AR, BT AFRATTH X P 1
Bk Gk R T BB TR 1 TR

K\ FR21E

(BRRECRR)

Bl 3 HSPG %I FGF-2 (i 45 HL = [ 4 (35 4316 k)
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2.1 Rasp2l

Rasp21 7t FGF-2 i5 31 RassMAPK {5 5% il
R A AR R JEER, B TEOERZ—, Bl
DigE Grb2 #E, W] IFTE MAPKKK, Hf Mias
MAPK, #8355 07 Elk-1 MIE1E. ZEH 53R
PRI FEAA OC, BFEER], IR F Rt Rk
FGF-2 il ZLAR B AR K, B4 S B 4l T
BT
2.2 RhoGTPase

Rho GTPase & Ras M KM iz —, (HHA
5 Ras HHE AR ZE AR, #1958 LB,
VP2 BT B IERE, Wl c-jun-N-7K I 3t
(INK) {5 53 B 5 ST L A0 40AE R A
s T 4 15 40 0 1) e Ak R B SR ) 1) Rho GTPase.
2T FGF-2 W52l 4 (5 5 7% &% Rho
GTPase Fr#y i i 1 &, H HIk AW, #GEXS
INK/SAPK 38 % HAT T AE X 240 1 i) 28 78 4 4 A
AR DL S L Tt — s A
2.3 PLCy (Bl Cy)

PLCy ft FGFR-1 L4 H 22— Tyr766,
AL R LG ARG S S AR kL. B
WK A4 1,4,5- =B NEMENLEE(PIPS) AT L3-8 Ca*
NS FE RSB RRTE H I (DG) Y B R T LAY R
FCEE C(PKC)™. B 4R W W] 4 9 3 48 7T 1L & W]
PLCy Xt FGF-2 i 4r 24 Fnfie 8 5 A5 e HEAE T, {HI%
B S ek T BE A I Y CaP R - R, B
2 =1 it R
2.4 Src BRI

Src KB E—FETER FGFR EY), & —1k
k0 PPAMS). Sre 3 1 60 IR I G R 1) W R AL
A 25l R Ak ST RS AN R s HL B TS . R, Sre 2
FAK i (focal adhesion kinase)f Jii#) = —, T FAK
PGS A IR AT O, $ER Src fE FGF-2 15 T 24
HE R A — 2 E .

25 SHP-2

TR S BRI K SRR Y SH2 [X 35k Y i R
BT S T T U 0 R R S PR R
47U HE FGF-2 i S 4nif et SHP-2 iR i fiE
FRS2 454 Ik, I HH N-A NG SH2 X%} Ras
WG EREEN. 5 FRS2 5461 Rk
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FIAATERIE S MAPK 3646 0 £ A MEF 56, A
FGF-2 i 5 1 Fe & 45 1 A oK.

Shb, Grb2, FAK, p85, pp70S6, P38, PP60>°, INK,
PI3-K, Crk fl FRS2 %8 170+, ¥7E FGF-2 531
B A R R A R E R,

3 FGF-2 iS5 S SE1e

Mo R, %557 Rl a2 E W A K4
TR, 258 E . BkEEM. BHIER
MO mESEEMER. e KRS T
FGF-2 il HSPG 454 31| FGF % 2 BRI 32 /A (FGFR)
b, P EOZZ AR TE I 1 2R BTG PRI 5R, T RE
H5HA Src JRUEFL R KRR X (SH2) B H 45 4
40 NCK, g Cy(PLCy), SHC, Src, Z KK 2
(FRS2), Cyclin D2, #7151 Crk, PP"™GTP fiff %
FI(GAP)FI PI13-3 il i) i 15 W36 5, M BB 7E 41 i 2
FGF-2 Jli# 5 456 8 FGF 324K |, I HAf [ S (1) 1% 2
PR 5% 3 e A R AL, 43 B SRS R R I 15 5 1 8 A2
(& 4). Ak, Krejc % AM3RiHE, 76 B-CLL F1 CML
PIRh M A0 i b R B FGF-2 S HfE S S5k
e 5 AN B8 5 A K
4 FGF-2 58REMR &

Ve —FE A K F, FGF-2 SE X2 —H
PRI 2 —. R . FCRIR LR L I
FUMRSE . Wi . B U . T E IR . DR
S 45 R A R D o e TR A e 2 250 4 v
HARKFR FGF-2 KH 2R Fx a2 %D
A 4 N PR A 38 20 4k 2 A5 WL D 181 1493
AR LI, FGF-2 Fik 5 Mg NS % . PCNA
FRICHE M DNA kSR IEMH L. F Bk A2
F B Z2 A8 FE AR SHG-44 4 fu 35 1% vk . a2
FEEIAE . MR A A A DR 20 R s
FHOC R (2B /K- AT TR0, & B SHG-44 2 i A7
fE FGF-2 ., il 25 11 3R 35 5 0 020 Jf JR) 3 iy 2k 4
Fujimoto % A\ 2] ELISA v Hl iz % % -5 4 Wi 2
J3i-Southern blot (RT-PCR-Southern blot)y: 61 % B,
IO B0 D M 9 B0 | T DN R R S FR T FGF-2
) MRNA kK-8 270, HS54H818MT0E, A
A LGS T A B T P 9RE A A A KRR T e
P&/ FGF-2 Al BE 2 M WP iE = BE b br iz —, 5
i gRE o A K M R O R
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Kl 4 FGF-2 555 Fadien i mE GR & ik)
N E UL L S B, RS N LAUEEE, 40 MAPK 7R AR 4> ZURE i, DAG /R ZEBEH W, jun £ fos R 5 R T,
PLA, /R W5 REES A2, PLD /R RS D, SHC /= Src R IR 5 2 1

HHJZ, Holland 25 A2V % 81 FGF-2 76 /N AR N E
A S i IO A4 1 3 TR RN A, AR IR AN 3 b i
R UL FGF-2 1] fE AN 217 5 40 it Ak A e —
AR H T, Hofth A K DR 7 RN 2R 1 320K T i L3 R
B2 5 FGF-2 5{ % FGFR [I1ER]. SturlaZs A7
Ewing's S AR 40 i ESE FGF-2 15 S 4i it T
MAZ L, B TREAR MR R FGF-2
B AMEIE T R YRR, 1 Ewing's JEMER
Je ¢4 5 Lt 9 40 AR AR BE R TR AN TR) st 100 194 4 4

M, HAARFER A, P B AT i 45 2R

WA WFIE 25 R 20 FGF-2 1] B 1% SRl — f 14
T 2 20 470 98 JiE T —— R JE R () ek, 1A) 4R
FGF-2 A5 M sk f s /6 .

Sugimoto 2 NPIRFSE T FGF-2 %} 24 #k A i 2
JLAE K R, %% B0 FGF-2 %t 6 M4 i A= K A
PEIEVER, i HAth i 20 B AR A VE . A ATl oIk
R, R K 22 B0 R A R A K Y N TR PE FGF-2,
A AN FGF-2. Sabine %5 A28 o) 41 20 5 Fi 2
F 5% 25 i i 08 21 e MB (R ¥ 25 % 40 LT ), R R
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FGF-2 X HA K HA W HIVER, (X5 —fir A= 4 i &
HSI Mg A VEF, /8 FGF-2 35 S 10 A4E W24 300 5
BT/ N A3 BT S KN L ORI L B R |
YRR | FGF-2/FGFR A9 I LA K HoAth AE K R
WMERMEE, FLEE S Y00 RS AN FGF-2
) SIZ o e B # A K.
41 FGF-2 585 pk

KEMFFE R, B A = IE 5 40 5
A FIA 4> F A 2 —. FGF-2 2 37F I iz 4 o3 -
SAACRERS, VR RO . fE b 2, FGF-2
VAT RS D B I L DR IO PR AT D R (UPA)
s 4 £ (integrins) (76 PE, 5 0045 58 T 119 [ it
MAS LR AR IR L0, 88 . AR fh,
TE RHT G B A0 A 2% . EARTETTHLE R 7E FGF-2
FIET, uPA 32, uPA W& LA K I F-B(TGF-B)
ROTE M. TGF-BX) FGF-2 iS5 Ay 4 i AE W 5 v B
FATVER, BEEWRE TR, FGF-2 75 00 2 i
HEAS R AL R, TGR-BXt B Bt HA —Fp s A5t
TR, IR0 FGF-2 5 S AT I8 A2 . 3 — 74
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ST AL A IR A i 3 A iR 2R, R ER RS,
{E A A HE 53— 7 B 10 00 ) e A K R R R R X
Al fESE FGF-2 i S WA W2 80 3P JE AR R =2
—. Hajime 25 AV 31 FGF-2 A] LU bk I 1 45 2 3%,
It H AW VEGF 3Z1k-3 {55, AT L6 FGF-2
7E U R a2 A8 A AE . $278 FGF-2 U421l
B AR FH A2 20 N oAt AR K T M5 S 5 0
P, URERE N T AR P S ) S5 4 S Y T fiE
PE.

4.2 FGF-2 554 s 24MbEa

PRI, FGF-2 X A iR J2 Al 2 SNIR 2 B9 41 it
BA RPN 245 M. RSP I R B, — S
P A ML AT R B R T B 3R AL BB JF 38 FGF-2
MRNA, HSFEERE, FGF-2 & XL Al LIS
1 B N YR FGF-2 A& il e AT e A4 K.

Pamela 2 \BURF5E % 1, TPA Tl il 11 p38 MAPK
WAF AT FGF-2 X B 27 4 20 i 34 5 A 55007, 1H.
X} FGF-2 Hii%) PC12 4 ®A1E. J5#& AIEAE
p38 MAPK {KifiiEfe, Mk PC12 ANJEgdifi, 1
PEIR FGF-2 X964 4 i i 12 43 A4 38 FE 4007 W] fig .32 p38
MAPK &bk B AA e 5 & PR, X o] pEt & B
G 245 i R 2 —.

Yamazaki %5 N\ BU3H 1o 458 4 Ak 2 vk R s A 2%
ST T 20 BN R ALLY, LB FGF-2 78 g
A 4 A5 509%F1 60% (15 FH M ik %K. FGF-2 i
Sk 1% iR 240 2 B KT W T B MR R AL IF
H &I FGF-2 mRNA BHPEH AN FGF-2 (1) 40 A H—2X.
4.3 FGF-2 HdniaiE mar:

George % NP2 B0, 7845 958 S s 1o A b
2 FGF-2/K P iy s b B S A M i i B . TR
B, 18 kD 11 FGF-2 X 4t Jifi 3 A 1) 5 23000 R 15 59
4 Jfd () iF # (migration) 5% 3 7 - (apoptosis). H AL HE
AT RE S — 1T A 0 B A B A, 55— T
SN Bz AR 122 ik VEGF Fil FGF-2 324K, 43 W85 14 %5 fit
il LTV A 2 RN 4T V5 i DT R 4, SR R SR A
Y i 2 11 1 K2 4 2% (thrombospondin, Ts)2k 1%, ffisd
=W BR 1K R G0 2 M, S 300 5 R L A it 4/ 3 Jo
ECM Fiff, SN B2 4t 2F L B JFIE, o s o
WA T 4. Cavallaro 2 A\ & B0, 7kt
Z A ST N-CAM By 4 i, FGF-2
A DL G AL pA2/4AMAPK 175 512 i Jgs 240 it J5t J
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HIRsh IR, HHANREIHE LM ERK. 7
/N FGF-2 TEM 4284 b T Rk = {2 i AE K i p38
MAPK 15 55 S& 4%, i pA2/44MAPK 1] fig 5 FGF-2
510 IR A0 T RS AT K

WFFE R B, TR FGF-2 X 40 i i 1 i %
SO A Ry 0 SR A0 B A A, e AN R 1 AT RS )
ST VE R TR AE IR T T 5 A B L 9 40
ERS, Tl HECAS R FR2E FGF-2 Xt A [ 3 40 it 11
TERZS, MBI RATER A T %L FGF-2 15
L Gl BN HRR B IR TR YT B
5  FLIvEh FGF-2 S iE S St

FGF-2 78 7L B v J i 45 A iR 7 Fn i A 22 4y
SR RSN IR SRR, IR E AR A& KE R
FGF-2 K HZ A, AMNEYER) FGF-2 u] DLAE 3 554 10 il
FUREAMIE A K, A FGF-2 nf LI i A 43 W el
5543 WA BIL T 5 M 2L 8 AN B P A 2 F A TR
51 FGF-2 57U

FGF-2 75 B g 4 i v £ 2 56 o8 0y it i
N, {HiA AT IR W] FGF-2 15 A\ FL M8 40 it v 2
FEIE . RE L, Gy 4 41k | Western E[J i
%K RT-PCR %577k, K& BUFLAREANE b i 7k A
FGF Z ik Zik, HEeHE:Z FGF-2 i Hl#. Moleskey
4 NSR HIREH: S PERH T FGF 20 05155 43 W
() 25 W) —— 48 1M 2 R ek, A s A il 43 50
YL FGF-1, FGF-4 5L K ) MCF-7 ZLJ& 20 bR 72 DI BR
B 55 A R BRI PN BT R I I RE 1 A K, FE 4 TE B Y
PEEFANEME R FGE Xy m] 2 ik 3L I8 40 i 10 A K
A LAREI FGF-2 78 A\ 7L AR 41 B A A vl RE 2 )
JEIL. Hsiung 2 A% B0, AL Y FGF-2
T ELIE S LR 0 R A A O, Rh AN A B T AY
PR 2 A B X — B

AR, Liu 28 AR HAb /N 3 % B, FGF-2
A LA 38 e LR A B 1 43 243 B, (R 5 Ah—
SO LM AN M 1 oy S . Y R B, FGF-2
X} MCF-7-ras ZL 9 4 i (45 MCF-7 4 fBfAH b H B8
SRIMIZ28 71, Ras 8 AT i B 1 2R38) i 43 240
PEBE L AT R RN . A BFSE, Liu 28 A2 0,
Nck il Rac-1 4541 i 1) L e 1 25 1 ) 2% & FGF-2 15 5
i) MCF-7 FLAR 400 DNA &R, 2R
FGF-2 1] figJ& 18 1 Rac-1/Nck {355 0 25 ¥ 5 L i 98 41
JL 8 A R R R
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il R B —Fh 4> T 30 kD 1Y Cyclin D, &M
B TS5 T X — i #2P8, FEATfE i — AN E
P45 . Anne-Sophie 25 A% o 3 1 R 412 B
2, P @A PER i ik H R S5 A1 5L 2D A 3)
JECHT 23 A BT 3% 23 (MALDI-TOF, MS-MS)% 4% R
F-Bx % B HSP90, HSP70, PCNA F1 TCTP 4 Fi & 114y
T FGF-2 i SMFLIREAIE MCF-7 Wha m %k,
PR PX 4 PR S FGF-2 755 1 3L 15 20 i 1
s k. MifE, FHFEAER ik &3, 14-3-3cXf FLIRE
il Jifi 2 MCF-7 F1 MDA-MB-231 2.4 #1143 22 i B 11y
fEF, #2/R 14-3-3c71 B85 FGF-2 i S 115 51817
FE—AAHE A B 6 R0 SRR, FGF-2 fitdf A
FLI AN MCF-7 1 T-47 4 d: K242 Sk A
FLAREE MDA-MB-134 Zifiil. Fenig % N"IWF5 k31,
FGF-2 i 12 5 75 3 M2 AR 4545 S A 0k 70 15 98 40 it
FMEIE R, I Bz BRI Ras 558 1. 28
1E NFLIRE MDA-MB-134 41 il H (1) Ras {5518 % Al
fEAZYH FGF-2 B MAES 5% iR, Liv %
BRI A WAk 2 K 4y F- A W24 F B R, FGF-2 Xt
NFLIRFEE A MCF-7 #1 MCF-7-ras 41 il A5 48 52 1Y A=
o3 VA o e B T O SN R (s e Rl = B
it (MAPK) i 48 116 A6 7K SF- A [l 1 B, S 34T &
fift e B RO JE PR AL T — AR )L (B, X R
BRAFAEAR KRR PR, e, SCma Rt A fe
(U e TR VA Tt el = N O ]
MCF-7-ras J& A\ WA EERY, 5 0 1 9 200 Jf 1F 6 2E Bk
B2 5 8EAFTE;, K, MAPK I 1L K& A
JE SRR — P & RO ME—F8 bR, X S ) LA A R ik —
A5
5.2 FGF-2 5ZLIRHI A3 5E

FGF-2 K HZ K5 FUMEAAAEE T 0%k
Z, FLNRREIE R IR 3 S R A b A 4 U 4, B Al
1 G i 4 i PN 1 R A 2o A R T T 0 A A
LRy, BRIFRANTTAERN S FGF-2 4 LI
e L HA c-fos, c-myc, c-jun Al c-myb %5, H:H c-fos
Al c-jun ZEIE & A0 s BAR D, R A
N7 38 S 4T DA e M R IR A TR B Rk, T
AR A 7 BRI 3L R (1EG). FGF-2 78 i 41 1 i 5L
JiR I A0 M LA S, 3 ek A7 A i 2 IR T b DA B
HAlE S8 1, W GRB,, SHC, PLCy 1 INK 43511
1% PLCY/PIP,/PKC, Ras’MAPK #&12H1 INK/SAPK %
7, BTN c-fos, c-myc, c-jun Fl c-myb &5

www.scichina.com

BESEINTR0TE 1L, 400 DNA A RiBahn, 1 i s
21 fifa 3 5 A 53k

A MW 5T ¥k K B, cfos, c-myc, c-jun Al
c-myb XLLFLIN A RE A S FGF-2 mRNA m9£ ik, i
P53 3 i % s G Kl FGF-2 %35, FGF-2 mRNA
BIIRAE ) 5 NI YE p53 Feak B AR, Hih Fos Al
Jun ] PLZES R E O SR T RIRE IR T E -1
(AP-1), iR%] FGF-2 JLHFHH(H) TRE i, iRsh
FGF-2 JL R 5% . AP-1 1] RE & FGF-2 7E4% N A #5543
T, FGF-2 1] LUiE S AP-1 Uik, P L5 R N 78
WP FGF-2 3 [H ¥ X sh 1 A9 36 1 1 S B A
FERE M c-jun J& IR L ITE R AFEAE, 24
ARG R AR I LA PKC & s, T4k hy
PKC il i B RE PR AL BT Raf-1, i 22 5 B2 Al 75 4 R
WRILHERRME, ik MAPK BEBRIL % — &5 B9 %
FE, i c-jun Hf 5 X IRUE A= iR 1k, AP-1 1 DNA 45
BHEYER R, TS FGF-2 M3 B 31 X Y
TRE {57 5454, Jo sl 580G Ho skl f2.

c-myc FI c-myb & R 3 ik PR o 1) — 28 e X1
T, HEEXPY N DNA 65 MA, BAKER
Tih M, PR 5 L0 MR A0 i s Al A S LR IR, il
0 SR s AT, Sl FLNR IR A M1 A B O B
FGF-2 J& T3 sh IR, a] LA #EAE B 69 5 3 35 18] 4n
c-myc YRk, AL I FLAR R A0 M A . AT i
TR FGF-2 59 L A hst, int-2 Fl hst/k-fof 254 263k 7
Y HAEERPETE. 28 0L g5, RRTE IE R K
F FGF-2 25T 3L E A Kl e
5.3 FUYETN FGF-2 i SRgNRlE 54 Skt

Hel kAR FGF-2 S s 5% 5
BWEIAH LT 3 4:

(i) Ras’MAPK i f#%. 7F HSPG /& F, FGF-2
M FGFR W% kA8, B M 2 4~ FGF-2, 2 4~
FGFRs il 14~ HSPG 21 Al () LK. T FGFR J&—
2 Bz IR DI RE 19 1% 24 R 2R 1T A, L SR AR T 1 3k
2 32 AR 1 Tk S R P S W R0 . 0 I FGFR BB
AN EA SH2 45 14 F GRB2 F1 She
&, 4kmigh A 7E FGFR L) GRB2 nf L5 SOS-1 #
FJE BCHA BB S M SR AR, I/ G & 11 Ras
FITEAL. WAL Ras 76 GTP BTS2 11 GAPS(U
Raf)fitfb T, MK f#E GTP, % Raf i T i
I (MAPKKK), #F—230E MEK &1 (MAPKK)
DL MAPK, I Zesg it 5t H 1 c-fos 45 )a i 5L A
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B #ik. Ras & [ 1)1 B 42 35 4 it i 2L M g i Al Xt
FGF-2 Y B3R, & A el A

(ii) INK/SAPK HEf%. INK/SAPK @iz fe 540
ORI QNI N 0 o S e ) 5 N - = D e 5, ! Kl
B B RS 55 AR R, INK/SAPK s i
PERRFLL S X A M &k B4 R A EEE W, 1
SR 20 b i BE AT INK e R R84 iE T,
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ras 4 & i S MMP-9 Fik& KETFE, mxt
MMP-2 ({8 g HB A M, #F—Hiadk HiziES
SRR AT BRI SR RasIMAPK (5555 S5 & 14
P C(PKC)/ 3. W UL AT LAHEI FGF-2 353 MCF-7-
ras 21 it il e 245 S v] RE AN I AT BB im0 iR At T
Faridi 2 A7 % 30U P FGF-2 283k 2 5 LM o8 40 i 17
TR B BRI R, 3Rk 58 R TR 2% 7L IR

1390

FEAME AP HOCTAL R R . {H Randolph %5
N8R B 22~24 kD 1Y FGF-2 414 ¥4 ] 70% MCF-7
YRS, [ A & BHX — oo A M 98 2R A2 1K (estrogen
receptor) il 5. Lan %5 A% 31, 24 kD 1% FGF-2 ¥ N
A vt 51 HLAT A 1 240 3 GE AR ] MCF-7 4 it 7%
FAE A2 LR, 5] 18 KD FGF-2 84 i 2 BH
W 24 kD 1) FGF-2 (38 FEAE FH, AEG A0 i 93 20 Jfd i
BB R0, FH 24 kD FGF-2 1Y N AR 354 4t
A 1 2y BEL T 1 SEL A1 o 40 B ST RS AR T, (EAS RE BHLIT L
PRI G AR T, Haon FGE-2 %o S5 9 200 o %) il 8
BN S FR IR FGE-2 [ DL K 40 if o JEL A 4y
Tt B 45 AT 6. Znt SE it AT DLk B s o
JEMZE R AT REE TR FGF-2 15> 454
AT B, Liu 28 AU Iy 18 kD FGF-2,
Randolph % A\ B 1 & 22~24 kD FGF-2 4144,
AT PR AR I B TR A B CUG B s 3 A0 K
4y i FGF-2 it 45 1Y 18 kD FGF-2 £ i IR — /N
FIHIRIT Y, ATRETE FGF-2 il 18 3L M 98 40 i 3 7% 5
A IR AR T PR A IR EEAERH. A
LI — BTSN FGF-2 R4 il B2 i vE B %
SR A R EY MMP-9, kAT Bt 75 W&
o0 M B R R S K4S 2, (ELBE A 1A PN O 9 3R 32 AR
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