[ 5 # 2 ]

WU E O MR oo ¥ g

HEEH R4 AR IEFn

A AY AAREREF (I6F) 13, SHEFEMRICH LT, WMaEE, 78— x
i, S bEEE, BEREHERFR & RERATES A RT I B ML TV 5, I6F EBlED
DL OORME LT, —ARIZC IGF IIBM TOAREMIIT < . thods T L OERT 7
EORBFETFTCLOABEEBHEEMICHBIND Z EBHIF o5, LER->T, IGE D
AHMBRLMATI720100F, ZORAT L EMMORTF & ORISR 2
DD EPBEATHD, KinI, ADWHRIZERITS by 2R ALEL & IGF-T &
DFEFMERRBEBEEBIC OV TR L LD T, i, AR5, BEsht 25,

ET. B—ERR T, AFROERBIVBEELHH L. AP0 BAY L ARBTOMH
AT 2N T, BTN B,

BT, FURBRMIAZIZ IV T IGF-1 $RE R BIE M 2 &4 5 R FIc B B P2 2
ZRLTVWDS, ZRET. FRIBMIA TR, FRBBIEALE S (TSH) 72 & cAMP RI& %
FIET B ARNE BRI ORF & I6F-1 OHRFERICOWVT OIS IV, £
T, T v MERBRBFEIEREMALFRTL-5 2 AV T, IGF-1 & R/ A PSSR EER R A 1T
L L, IGF-1 DHEFEEEEMZEMT 5 L 2 REFOREERL T, TORE. B
AR EREF (FGFs) A3, IGP-1 DO#ySl%EEM 2 TR T 5. BEKERT
(TGF)-B1 1%, IGF-1 A3%E 32 DNA AR Z NI 525, TSH & IGF-1 L 475545 & . TSH
EIGF-TICL 2HRIEMZ S OITWMMT 2 2R R Lz, ZHE Tz, FRIL-5 #iaiL,
FGFs > TGF-B 2 BEA T D Z & M#RE& SN TV B, & Z T.FRTL-5 fEA81Z 3513 3 TSH & IGF-I
DFEFRAEM A, FGF-2 R TCF-B 1. BB WIIMDEFICT L 0 A X TV B 'REME Iz DU
THREF L7 R, TSH & IGF-1 DEREA DD 2L L b—Ehit, FCF-2 R EDF— 2
CHEFBHPA LT A REREM R R T E N TE T,

BZE T, FRIBHIIQICISV T IGF-T SERERE B DS 3R S L A B D T DUV T,
WARTWDE, REERBTHMEI N—TTIE. “NFETORFEIZL > T, FRIL-5 a3
TSH RAFHIALET D &, cAMP BIERDOIFHILE A LT, #IAAS I6F-1 12 & 523t < &+ 5
KO priming 4, #ER L LT, ICGF-1 FHE M DNA A ASERIICHR S WA Z L2 R
HLTWS, BT, 2O priming ABIZ OWTEMICHBIT L2 & 2 A, cAMP B DR
RIS L TF ey v —En@Eban, Z0oFoi v+ —Fick v 125 kDa #Hid
DITFTNERIE (p125) BFuT ) UEME, Ful o) UEME SN pl25 i PT 3-
kinase D p85 I 7=y MEFATIIEERRLTWA, £ 2C, BEE L. ¢
FRTL-5 i D> cAMP #R & %2 HI L. #REFAOIZ PI 3-kinase EMZFBIFE L-, F DR cAMP
BRI ORBERBEIZISE L TPL 3-kinase BMEMIL S, PI 3-kinase RO T 7+
NWVorFTh D Akt BL T pT0 S6 kinase bRERICTEMILEND Z L 2B LMIC Lz, HiZ,
cAMP {KTF4 P1 3-kinase {EMEALDEEBMEREZ A LT T D720IT, cAMP ALFRRFIZ PI 3-
kinase FREAIZEMT 5. & DV iL FRTL-5 HIBIZEMELR Akt TRETHB I Y ZF0
CAKt T T ) DA NANT Z = FANTHBIE IR EDEREIToE A, PR



HE R IG % U PT 3-kinase G (b 1L, HINAJE IMES 712 TE 9572 61 cylein OFFE
L 1GF-1 71V ORICE e p66  She 00 % o238 7 BT i 55 7 48 ARALTW
DI EBDPoT, KVT, cAMP RRFRTATAAERE 0 16P-T OfIaN » }llztf)~f"I£J(:(jL\
CHEAT L 7o, B ORGHR, cAMP BRSO RBFRIBIC X > T A RV 2 b 7 % — BB (IRS)
DOE-D, IRS-2 O IGF-TRFEME T 1 o 2 ) BRI L, IRS-2 17554 L~ u,vs p85 PI
3-kinase BEAMENI, [BIREIZ P1 3-kinase FEMELIMMENLZ L A RH U7, Pl 3-kinase
PHE AR &% IV T BB R A B 2 & | cAMP BEIR OO B BRI & - TR S 4u 7 TOF-T
-GV IRS-2 F v 2 U ki, PL 3-kinase IEPEDRFMEINC KB S, 61 cyelin
DI, p274* 72 & CDK inhibitor O Z BT L, MK 61 1555 S M~ AT
EREEICT D EE R Gz, BBEIT, cAMP BRBEHIIM S 5\ 3 IGF-T RIEHIBIZ L v . £ h
ENEMLEN B PL 3-kinase OWE % lREt Lz, WFENOHIB L. PI 3-kinase
isoform D5 % pl10a ZIEM( LIzA3, I6GF-1 BEITIGZE L= P1 3-kinase FEMEIL. A
SR 45 ik < ﬁ%“—;éi’b [FIBFIZ high density microsome (HDM) 351 TF low density
microsome (LDM) B4 THIEMILLAABD BNz, ZHIZH LT, cAMP BB RIEIC S
& L7=PI 3~ kmasergrﬂm LDM 53 TOHBEE I NIz, TH O ORI, cAMP BRI
FIFRIT IS U7z PI 3-kinase 1&HEALIZ. TGF-1 B DB & B/ 28 X OSHIIBNERAL ¢
SlElEZ &, TNENDPL 3-kinase DABRMERNREBZLER LTINS,

B ELES TR T, ST ORBFERIBIBITINE U TIEMEDREV 225 & B BRI HER X
A% PI 3-kinase &, IGF-1 DEBFRIFIKICISE U T BEMAL I B4, 7 DOIEME(LA
— 7972 P1 3-kinase DAEBRPEFEIZ OV TH LTV S,

TDEIIT, FFHIXTIE, < B 5808 CIEMIEEN D PI 3-kinase BB, ThF
NSO EYETICEE R R 2R LTV A BN L L DT, 2
ML - ICHEEBRT 2L APV, LoT, HEEB—FIL. KB+ (=
F) OFEMELTHEDHZ LD LRI,



