Triple inhibition of EGFR, Met, and VEGF

suppresses regrowth of
HGFtriggered,erlotinib-resistant lung cancer

harboring an EGFR mutation
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| % Triple inhibition of EGFR, Met, and VEGF suppresses regrowth of
HGF-triggered, erlotinib-resistant lung cancer harboring an EGFR mutation
HER : EGFR/Met/VEGFR2 DILfHEIT EGFR L&A ® HGF (L5
EGFR-TKI Tfith% iR 2%

Fe MRS Journal of Thoracic Oncology i 26 4 2 H 24 Hif3C accept
(&5 - BY]

WA, FE/NIERGAS A BT EERERTF%EE (EGFR) Otz 74 RS EML4-ALK i#{s+
FREED D driver oncogene M3[FIE 4L, FOERKIGAIZ L D GRS R ELTWA, Ll
EGFR 81 A% U EGFR T2 v > & —FESHK (EGFR-TKD) #5435 L., #HILE
UZ OBMEHHIEIC X 2 BRSO RN IR 5 %, WSO TR ITEE R ERAGRE TS B,

EGFR-TKI (=3t A it #52K & L, EGFR T790M #{s £ %, IR HGF) o
ZHEETHD Met OIEFRNEMESL, NFKB R Gas6-AXL OiEME b, FE/NIAEH Ads B/ MR A3
A~DEERRE SN TS, Fix b HGF OERIFEBIC T Met/Gabl/PISK 7 /L A&k X
L EGFR-TKI it iF#S x5 = & . HGF 28 Met/Gabl %41 L EGFR 25 $LiliAs A 0 & P ECHERE
HIERT (VEGF) BEAZFI LI &4 2 (EdEd 5 2 & THENIC EGFR-TKI MtEliHE S5
ZEHERAH LR, 4E, Met/VEGFR2-TKI T 5 TAS-115 & EGFR-TKI ThHo /L uaF =7 Dff
MIZT, Bypass 77/ Thd Met & IIMEHAEEHEE TS VEGF BIL W driver 7L Th D
EGFR % [RIFHDH L HGF (2 & 5 EGFR-TKI fittE % £ 0 $hBAIC AR T A2 RFE LT,

(5 - ER]

VEGFR2 [LEFEDOXEEE L LT Met PLEEMA2H T 508 VEGFR2 LEFEEORWZ ) VF=
7 & HWiz, EGFR AR AR (PC-9, HCC827) % FAV 7= in vitro DRFHNZ T TAS-115 L 7 U/
F=713HIZ Met #FE L HGF 12X 3 VEGF EARMEEMAELE, £/~ HGF FETICT
EGFR-TKI @&zt 2EE ¥, = biZ HGF#EFH A PC-9/HGF % AV 7z in vivo 7 /WZE
WT, TAS-115 BANZY V' F =7 B & e U2 B & HAmEER 2R L, 51
TAS-115 & = e F =7 DOHfMHIE, VEGF filE~ " XwT oo F=7BINV ) /F=7D 3
FIGFA & Lo LA B2 EEmmsshR a2 m Uiz, E£7-, IBRKTH 10 BRIz T=1raF=
TEI VS F=T O 2 FIGRAE LORTERD 3 FIGEHE TIIEE Y XBEEh 4.5 {5, 3.3 {FITHX
L7z, TAS-115 L = F=7 O T 1.7 I8 F 0 G R IEHEEREmGZSR L LicgEl
FEEMAE S ORAE LT R b— A MRREOEMIERD Bz,

[

TAS-115 & =/ F =7 OfFHIZ HGF £ F T EGFR 2 Rt AME 0 EGFR-TKI &% %
Bl &85 & cmEFHE 2R A%E L HGF 12 & 5 EGFR-TKI it a2 miR L= Z Loz A8
PR E RN R A T L=, L & » EGFR/Met/VEGFR2 4L 11 HGF 12 & 5 EGFR-TKI
Mttt D TR LA e ATREMEASRIB S =2, SR OFEHROERICEINT 5 & £ 2 bhERE
BT D &Rl &7z,



