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EEARERSAEOIEEE L 502 BHEECTH 5, BAERRVER T OO I LEREFRITS NS, £0
WREIEESNTEY, FLoEHORBFHEFESA VL, KEREBECBIT2BEFRER 7O 7740 ¥ 72T o 728ER
B, WHEMRREEE T (LT FGF) 18DRBANEIRAEICBL CELTWAE I EAHB L, £ THENED
B BIT B FGF vV 7 VDS 2BE L7,

F¥, 22/ FGF BIEZF & 4 D FGF 24/F (LT FGFR) EEZTOHEB %, BIEREARKIE & 1§ B EMA kot
BWTREEEN RT-PCRIETHA/-E 25, FGF?, 8, 9, 11, 18, FGFRI, 2b, 2¢, 3, 4 DEBEIME shiz, BILEEM
RT-PCR * VW CHORETHORB L LB L 72 2%, FGFS, 18, FGFR2b, 3 BRI BV THEICEHELT L7,
i ’r%ﬁﬁﬁﬁi%ﬂiﬁaﬁi%%ﬁ%qm FGFI8EH B & UMIBEMIH O FGFRIBADHFEN Y = A& 70y METHERS

o DLofER,2S, WEABREEEDFGF L 262 ) F Y FET2ZERE LB ICRBL TwA Z LRSIz,

K2, FGF ¥ 7 FVHNBRAEMR OB 2T B8 LT L7z, Mgtk icHR FGFS, 8BEHZHE L, TuET
FXVYY T VR ARREEITo72L A, FGF8IZL D 58, FGF18 12 &) 1 MR T EMRIFIE DAL ER R A TR
Ent, B, U B USRNHE 2 #H L T mitogen-activated protein kinases (MAPK) OEMHALEZME L1z L 2 5,
FGF8, 18 BEH i3V N} extracellular signal-regulated kinase (ERK) 1/2 3 X UF p38 Z{H AL L 7245, c-Jun NH2-ter-
minal kinase (238 % 5.2 25 o 72,

Rz, FGF ¥ 7 F VOMREIBERBICRIZTHREME Lz, RERE Y 225 70y MEICL), WEFRFEET
<% FGFR3 13 YELXNTHBY, V VEboiEE X FGFI8 ZBEKX 512X W i L, FGFR HEH OZEIC X VET Y
BT E AR L7, RICFGFR BHEHNC X 2 MEMRIRIREMFT L L 25, &5 K TRERERICHEIEHE S,
¥ 7z, FACS %\ T FGFR EH OMBEH~5-2 2 B84BT L& 25, FGFR HERIZ Gl iFLEFEL T
Teo VI FVREBIZE LTI, FGFR BHEANL 4 BRTIZITRBAREZ L~V & TERKL/2 @) Y BRILEZ K L TW7z723,
p38 DY VLTI B EA S A kb o7z, E512, ERKI/2 O EFICAIET 2 MAPK/ERK kinase (MEK) 1/2 O FEEH|
#ETAHILICL Y, ERKL/2 DY) YELINEI & L 12, FGFR [HEH & MRICHEBNRHIIRE B2, ThbOER
6, FGF O#EE Y 7+ VIZERKL/2 2 A4 L7720 TH AT LB L,

X—= Ky A% BV ABEREE TS VEHWT, in vivo T FGFR [ER| OXhE 4 #5 L 7z FGFR HEXIOE
ARSIy, BERTEEOEEMBIHZIE LD, ZOMRIE, EHENTO ERKL/20 Y Y E{EOEIF B X U pro-
liferating cell nuclear antigen #BENETICL > THHER Sz,

Pl XY, {BEPREICIE FGF/FGFR/MEK/ERK # A L7 Y 7 FVHHEELTCBY, oV FFLVilEETHI L
PEEREOGEICERTH S LE L bR,
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EIEPRE IR NS AIED 1 SIRE 4 502 BREETH 5, MEHE L L CSABRILEmESTT S D25, 20%)
REREBEINTBY, F2EHNORBEIPEINTVE, SREITIKHBEZORBTAMEI LV — 7L Y, BUEFHE
HAAT (LT FGF) 180 RBAEIEMIEICEE L CHEL TV I L A5 s ShTw b, ARFGE LR IEAIE D1
FEIZBF B FGF ¥ 7 F v OB 52 8M S iz, ‘

9 EER RT-PCRIC X 2 RBMITICL Y, MOBIBAINEIC B L CHEREAEHARS & Ol FGFS & 18, FGF &
FAR(FGFR) 2b & 3 ORBFEMETH S Z LB L, BICFGFI8 3L U FGFR3 I L CTIZEH LNV THEREDS
RSN/, étc:iﬁb%ffﬂﬂad%%m VW FGF y‘ﬁ‘%ivmﬁﬁﬁc:im‘%Eﬁ%’fﬁi‘ﬁiﬁé N7z, BEAME in vitro ¥ %2 FGF8
R OI8EH %NS % &, extracellular signal-regulated kinase (ERK) 1/2 ASEMEAL S 1, BEMKEM CHEIMRE S L
720 I FGFR HER 23 % & ERKL/2 OFEMHIZIZIZHEEL, Gl CHBRERELEL, Blox— Fvy2%H
W/zin vivo DEBRT S FGFR HEA R ARIERABOMBE LM L2, ChoofR LY, EEAMEICIZ FGF/FGFR
JERK %4 L7- WS 7 F VAL TBY, 0OV 7 FVEBETHC L ABEABOBIRCERTHE LEL bR,
Loz, BRABOREREOMIEICERL, FHEREORRCESTLLIADE N,

L7ehio T, R L (B%) o%MHmXe LTUiES5d 0 LR 5,

BB, RERGHEER, PRISFIANHEBORIARL ZICEEL 2R Z2 21, ABLBDLNDTH
%,
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