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Role of survivin in EGFR inhibitor-induced
apoptosis in non-small cell lung cancers positive
for EGFR mutations
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EGFR #0vr*%+—¥MEHX (EGFR-TKIs) Tha¥71F =71t EGFR RIZFERBIEOMMEEIC
BOTENEEDH RERET LA EWRICBOTHESNTEY, in vitro TIZ¥' 745 =713 EGFR &
EFERBH MBI T R — S 2% | ZRITIEAMESN TS, LAL, 2OTHP—=YZADAH=X
LIz TOREHIFT RSN TORV,. AR TIE EGFR RIZTEREZH T, LA SLVI/IMIR
Bi# (NSCLC) MHapkxHVT, ¥ 74 F =S TAELST K-V AMERAORRAELERFTL 72,

[Hi]

BILFZTHT RV AMERAC S 2 5 B% Westernblot T, 7K A% Annexin $efaiEL7
O—H A MAN) =2 FHOTKRE L7 X512, H7MEVOBRBEYR LT HIETH MEVORREILHY
TAF =T ES>THLBT RV RIS 2 DM BERFS L7,

[# %]

#9745 =7t EGFR RIZTEEBY NSCLC HIZBVTH ALV ORALMFIL-»*, EGFR &5
FERRYE NSCLC MBKTIIZOBLIEL RN o0 SDF T4 FZTIE>THELLY/AEVORR
£ Fi2 EGFR-AKT EBEALTRI-TVWAIEX M AL, EGFR BIZTERBH NSCLC Y/ 4
UV RBRASEABEBILALIA, F MV BRBARICBO T 74 F = 7ORBHEIHRAIEE T
BIE% in vitro & in vivo THEML. F72. B LAY AIEVERREICHLT, 7RV AMERH
D1oTh5 BIM % siRNA 2HVTREAXAH T EILT, ¥ I F 2T IEoTELBIDT RV AZE
SITEIHIL 7z

(%]

EGFR R{ZF2Z 2B NSCLC #Ri28T, EGFR-TKIs i3 EGFR OV LA HIBIL. €O FHRISHFET
5 AKT &% ERK BB ETHIEAHONTVEA, FOFMEAN= XM 2RIIP%( AKT,
ERK OHSIHEDII LR EEF-TVAPRAR L A S Ve SEDHESLY T4 F 2T IEBH /XD
RBUK Fid AKT SE2ALTED, ¥ 74 F =7 EoTEERISNST K=V AIBWTEEREHZFRL
TwBIEER L, Bife. EGFR BIETERBYEMMIH T2 EGFR-TKISRIFEBICHLERETHHIL
PGS TVEH, —HT de novo BHHERHEBRIEABERRICORIREL 25TV 5. EGFR-TKIsO51&EZ
FTHRN= VAN Z X LR FHBHANDIEIL, FORMEAD = XAOBBE R, BT 2R L HHRRE D5
RIZHATHIHEEZOLND,

[&R]

EGFR #1Z FZRBYH/ MAREHEKICBO Ty 74 F =72 RELLBIAELL T ALV ORBETIR

mXEEEZR (£ &) B T Jii il Z
EGFR-AKT #BEALTHY, ¥74F =712 5oTH |3 SNBTHb— Y AL BV TRELBWERLTE),
20 AKT- #7734 € #E8: ERK-BIM #BHZ ELE T L CRIEL TV 5,
(B E4A) ] N t #
(Bl E4) B & #* T i3

— 115 —



— 116 —

#
Xt

2 B H B 0 E FE

B#

EGFR F 1 o > ¥+ — Y EHAI (EGFR-TKIs) TH B4 7 4 F =71L EGFR BicF
EREBHOMBRE LSO TENHREBEDRLBET D 2 LABRIIB
THRENTEY, in vitro TS 7 4 F =713 ECFR BRI T 7 BBt HE
FABRIZ 7T R b — VA% ERBITILEBRHREIN TV S, Inhibitor of
apotosis protein(IAP)IZ7 R h—L ZADEITERF THDH B A/ —F &4
BEICEV TR AEMETOMELZF>TWVDA, 20 IAP L
EGFR-TKIs MBI I+ 7 H b= 2OMEBEIZ SOV TIIINE TICHREN 2 &
NTELT, FEDTRE—VADA A= X LDV TORFIITFICRINT
Wil AREFFETIE EGFR BIEFEREHT D, F/3H &2V 3R/ i
(NSCLC) fifatk 2 FAVWT, Y7 4 F=TIZ Lo THELBTR =A% AP ©
BEL(LEPOE LTRI LK,

Hik

7 4F=TBTHR - AEEBEBICE 2 2% % Westernblot 5T, 7R

h—3 2% Westernblot #%, Annexin YefaiEd 7o —H A FA RV —Z2HNT

BE L=, &5IZ, small interfering RNA #£ (siRNA) 2BV TH AV %
s £ % H H HEYOHBE RV &K

BMEAICREISEAI L L, UAANRRI A —EBANTHAL B U OBEREK
20104 12 A 15 H 2XEFE R %

ERST A ETHAA EVORBARMNTY 7 4 F=TILLoTELD TR

WMNEDOGHHH
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. . W0% 12 R 158 RFEFE BRTELLONERIL, BCLEAD 1 >THBBIMEHF AL ELDFT 4

F=TWEBT R = Z~DEEEBRM L1,




R

77 4 F =71 EGFR BIEFEEBME NSCLC BHRIZB W TH AL B DB EZM
#ll L7243, EGFR {57 RIEM NSCLC MRS TIX Z OB LIZE L ds o7, =
DT 74 F=TIZLE>THELBH /31 £ OFBEIETIIEGFR-PISK-AKT K %
MLTEISTWDZ EARR L, siRNAEZAVTY S BV ORBREN
FLizeZAh, MIRICT R b= A5 &8 FZ L 2MRB L, 7=, EGFR
BETREEBMENSCLCHRICY NS B2 @mERSETEREMIULLIZL A,
NAEUERERRIIBW TR 7 4 F =T OREEDREN/BB TSI L% in
vitro & in vivo TEERAL 72, F7o, BILL7z¥ A CUEBEBRBKICXHL T,
TR AEEEAD 1 2THDBIME siRNAEZ AV TERNHE T/ &
T, V74 F =TI ETELDIDOT AR =2 F S OITHEI LT,

E8

EGFR {525 RIS NSCLC BRiZ3\ T, EGFR-TKIs (X EGFR O U > BE{L % #0#i
L. ZOTFICHFIET D PI3K-AKT ##& & MEK-ERK R APHET D Z Laisb
NTWBH, EOFEMR A N =X LIZET HREHEIA 72 <. AKT, ERK O#EIH3
ED LX) REEEF S TV BNIFAREAREZ, SERIOHENLY 7 4 F=
T L DY AL B OREBIET L PISK-AKT BEEN L TR, ¥ 74 F=7
WKLo T ERBIENBTR =V ACBVWTEHERREZE- LTS D
ExRR LT, ZO PIK-AKT-# /34 £ > O & MEK-ERK-BIM 0 #& 8 1%
EGFR-TKIs D7 K b —L AT ENENMII L THELTWAZ L &RL, B
7E. EGFR B5-F A& ZIBMEIE -0t 3 5 EGFR-TKIs II3EE ICH R IBRIETH B

ZEMNIEBHENRTWAA, —5H T de novo MHECHEMIMEA ERKEZ b A L
725> TW5, EGFR-TKIs DB ERI T TR b=V A AN = XL FHEMIZTHND
ZLiX, TOMMEA T = X LOBAR, MR 2 H iz 2R RERER ORRIC
ERATHDIEEZOND, Lo THRIFRIT. FURIE L UBEDHD LD L
Z25,
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