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Action of EGFR-mediated autophagy in tumorgenesis, development and therapeutic resistance
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[ ZE] gifE 4K N T 32 K (epidermal growth factor receptor, EGFR) /2 i 15 411 g A 1 1) < 88 4 7, EGFR RAB L KL 5
Z PRI I R R DI . EGFR MR AMNEAE 5/ S 4 I A (5 5 I8 D6 S B (1) D R 5T H2 £ 11, EGFR A 3 I 4B M T Ui A=
SR 2 S SRR AR TS B . AR SCECE 5< EGFR A5 1 W LR BORT R 2E R B S IR TR R B4R A B BOR i
Uk RAE— 45, LUAA UL EGFR NEE S P UI R 6T 5 R 2 R it 2% .
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RIH BB aRg IR

AMPK adenosine 5’ -monophosphate (AMP)-activated protein kinase JREF S - IR O 1) B 1
ARHI aplysia ras homolog I - ras [FYE4 1

EGF epidermal growth factor RREEKET

EGFR epidermal growth factor receptor TR T2 A5

elF2a eukaryotic initiation factor 2o FAZIEIE R T 20

ERK extracellular regulated kinases A A1 T

FIP200 focal adhesion kinase family interacting protein of 200 kD Sy FJ5iE: 200 kD IREE PR AR B E - A2 A
GPCR G protein-coupled receptor G H A4

JAK Janus kinase Janus WG

INK c-Jun N-terminal kinase c-Jun Z I AR (OLFR SAPK)
LAPTM4B lysosomal associated transmembrane protein 4B WA OGS IR 1 4B

MAPK mitogen-activated protein kinase o3 2L AL B N (PR ERKD
MEK mitogen-activated proteinkinase kinase o3 B R AL B O I O
NSCLC non small-cell lung cancer /Nt it

mTOR mammalian target of rapamycin AL R IR R

PDK1 3- inositol phosphate dependent protein kinase 1 3t TR LA 6 P £ 11 il 1
PI3K phosphatidylinositol 3- kinase ol N Tk JUTL I 3 -5y

PIP3 phosphatidylinositol 3, 4, 5- three phosphate WENREEILE 3, 4, 5- — R

PKB protein kinase B HEWEB (LR AKT)

PKR protein kinase R HHEEER

Rheb Ras homolog enriched in brain W P9 & 2 4 Ras [RIEY)

RSK ribosomal S6 kinase HE R S6 i
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RTK receptor tyrosine kinase AR S R
SLCY9A3RI1 SLC9A3 regulator 1 SLCOA3 AT 1
STAT3 signal transduction and activator of transcription 3 5T RIESOE N E A 3
TKI tyrosine kinase inhibitor % 2 B A g A 1) 579
TTF-1 thyroid transcription factor-1 AR B s Rl -1
Tyk2 tyrosine kinase 2 i S R VR 2
TSC2 tuberous sclerosis complex 2 SEATPERE L) 2
ULK1 Unc-51-like kinase 1 Unc-51 F£ 3B 1

& A K R F 2 4K (epidermal growth factor re-
ceptor, EGFR) J& T~ 52 /R it 2 B2 I g , 1E W Rk )&
F7 4 K A ¥ (epidermal growth factor, EGF) & 5 &4t
P 25 A M B MG 5 AR R . EGFR JERI R
Ak 55 B9 G I AF TSN EGFR 3232 5 AT 5 7 Jie
AR RSN P R A [V N St R S e = e ey}
A HAZ A0 b A7 AE B BRI AR, A
A AR AR 1 5 R 428 1 40 i 2% BE T, B BR D RE 2
0 (0 200 0 2% 5 AT 4 455 20 L A PR 58 R A E e T EG-
FR 57 1 ) I 68 76 A A8t 1 W (1 0 A A A 3 b A7 AR ]
S ZESE . R WY 4 S R TR R R X
K 10 W@ AR R Ao R . AR LRIk
118 EGFR 4> 5 1 H Wi L J2 EGFR () 572 1 4% 55
T8 R R T DA R 245 22 1) R 5% 2% 5 DA i R b g S [
HITIRMETT %

1 EGFRNTFHEBRESHFREBNEINGE

— M & WL EGFR AR 58 % 5| & Bk N
UKB 22 %2 PN R o I A N7 25 0, 5 R 3R K 11 Xt
25 0 2 P A 0 9 KD ) AR 4 i 8 B
JIH3E5EY . EGFR /3 10 32 25 5 18 B AL 75 RAS/
RAF/MEK/ERK-MAPK i # . PI3K/AK T/ mTOR i #
A TAK/STAT i % .

1.1 RAS/RAF/MEK/ERK-MAPK il %

RAS & 7E BP0 M A48 B PRI A S AL K
W J@ T — IR N/ GTP B i 8% A 5, T 4% 40 i A=
K FIATE . RAS R A ] S EURF 477 42 RAS
L, 51 A0 P R 4 A A K R o RS S = A
IO, B T R UM . AR 3N RAS A
(HRAS, KRAS F1 NRAS) & NS il I8 fg 5 L 1) 508 2
A, HoHt KRAS X NI hE 2l i Ko 7F 20%~25% A\
I IgE b R I RAS J: IR JEAL , A H e S AR Jifygg (i
J¥RJE ) RAS K AL AT 13K 90%

RAS/RAF/MEK/ERK-MAPK i # /& i1 /) GTP
T A 1) 52 A i 2 R VB AR )it 2 1 o 2L i
MR Lo 55 PRI A% 0o B A2 3 Pty , RO

2253 55 AL B U (mitogen-activated protein ki-
nase, MAPK, 3 FK ERK).MAPK # /i (mitogen-acti-
vated protein kinase kinase , MEK) Il MAPK ¥ /i ']
filf (PR RAF) ™o 1238 B8 (1) 0E A2 H 52 R T 2 BRI
fif (receptor tyrosine kinase, RTK). G & [ 18 B 52 /&
(G protein-coupled receptor, GPCR) Fl4H iy K] -+ 52 14
fid KB o WEALHI RAS A5 RAF MEK F14H il 7018 1
P4 (extracellular regulated kinases , ERK) #1751t , i
T Tl R 1 A% B 1A S6 B (ribosomal S6 kinase, RSK),
S8 )5 RSK G 7% 2 40 i % N s AL e S B 1 e-fos. ik
) ERK . (8 B2 5% 7% 21 410 Mo A% P9 35 40 3% 5 R
Elk1 1 c-fos'¥'s MAPK REi1E N #41 (= 5 1 3=
B2 —  FEHAE A 5 4 R TSR
FLIEAS IR R AR 0] R AT 5] 4 A A A iR
RAES S TR, PLAS 5@ 42 A B8 A T 8 i A 4
& BRI I7 1) SR 22— , U Antroquinonol Bft A2 &1 Xf
KRAS FAZWILERHEE n) 2454, © B s R 3EJe T
18T RAF R A 1 AH G B[R] BRAF 8742 1) W 19 1 £
T, BE RAS/RAF/MEK/ERK 15 5 1 # {i2 it o33
S L R T BT TR AR S IR VA T R I A R R
SR, B8 A6 97 22 5l S RAS RU N 43 F- 2 18] AH B3
A, L] T B 1A RAS A5 5 I8 B 1 B2 28 18, 2T %00
R HE TR B T AT AR .

1.2 PI3K/AKT/mTOR j& #%

T JI5 I VL% 3- 3% B (phosphatidylinositol 3-/ki-
nase , PI3K)/25 [ B (protein kinase B, PKB, X ¥
AKT)/W 3.3 4 B I 5% 2 I 8% [ (mammalian target
of rapamycin, mTOR )1 2% 75 4H it A K B 58 L T i
B BRSSP KR L EEZ WY )
e WOE S 0 PIBK P2 AR B IR IR ILIE 3, 4, 5- =151
(phosphatidylinositol 3, 4, 5-three phosphate, PIP3), 5
AKT i) PH 45 B3 45 5 , {8 AKT MAH I 57 % # 21 41
J e, AE 3-8 R LI 4K 8 25 3 B 1 (3-inositol
phosphate dependent protein kinase 1, PDK1) [ 4 B
NUE AKTY 35401 AKT 38 ik BB A0 (i) 22 9 Fh g
12 0E mTOR, ELFEE R 1L mTOR , B3 18 i 2k 7% 45
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i A AL #) 2 (tuberous sclerosis complex 2, TSC2) M
T 48 FF i 9 & 2 1 Ras [7] J5 9 (Ras homolog en-
riched in brain, Rheb) 1] GTP 45 & 7 , 1 5% mTOR [
POE" . RAZEY ) EGFR R iE mTOR , 3 FUK,
Fi2 J53 441 P98 Al /) 48 B it 96 (non-small cell lung can-
cer, NSCLC)~ %L i % « 09 898 &2 § %8 09 T Al s
mTOR M HAG S IBARAEVF 2 05 T K IE B EAEH , iX
SEAH IR BT IR PR TR R R S . H AT
FH 8T L %) mTOR 471 751 S Bk HeAth 285 77 V2 1K 4
IR T Wt — P AR SRR . Ah, E I iR
AR PR A AR TG 97 ) 28R A ] AR A R
TBIT TR AL £
1.3 JAK/STAT ji#

EWEGFR 3N EE NFESTHNRES
5 R B 5% 3% 1 85 [ 3(signal transduction and activa-
tor of transcription 3, STAT3). Janus ¥ /i (Janus ki-
nase, JAK) 2 F Z A 7 AE K ¥ LTI R E
B 5 AL K88, A Janus B (JAKD JAK 1. JAK2,
JAK3 F1 % 0 B2 I i 2 (tyrosine kinase 2, Tyk2) . JAK
AL &5 & 76 24K L 1) STAT 28 (A i HL i 1k, 35 1L 1)
STAT & I PL = SR AR TR 203tk N 48 i i Py 5 3 B PR &5
G, TR R ) e ™ H AT, 78 Sk F0R0 29050 A S8 IR
2l U N I S ey N =N B I = 211 N
FI) e R 2R L I AR B S e v 3 A A I 2
STAT V&L, JuH A2 STAT3, FI R & — i 2],
HZ5ME 5K SFER R FAEMBIIRRE. T
L HE AR, @ A Y EGFR S B H , 12 128 e
R, R, DLITAK AHE SO ) 7 2o 24
VI S 0 B R il — TR 7 4R H JAK2 01 5
momelotinib 5 P4 % & .47 (cetuximab) Bk FH BE A 24
5% cetuximab HL NSCLC 35 M o 15 4F SR 75 Ji 98 41 A
JAK-STAT3 {5 5 % 3 i S FLAH 538 % 14 1 PR AL )
B FCHAT 7 — i Ik J2 , FHLIT STAT3 AH RIS 5 1@
% ] B2 N MR VR T IR — AT 9T T [

2 58EHXAEGFRIESERE

B W AE A O [ 2 — Fh A7 3 HL A 5 R = 48
MO ToE, BT LS — Bl g0 0 A T
FEFPEAE AT . EGFR) 1235 [ W%,
F 2 18 I BE R AL : (1) EGFR 15 5/ 535 1 PI3K-
AKT-mTOR# 2%, AT 4 s (2)35 6 EGFR H
IR AL I3 #] Beclinl /- S 1) B WAL 4R 5 (3)Ras [
490 s (4)STAT3 15 5 #% T 5 (5) 23 1) EGFR 1£ H Wi
ECUh ) s

2.1 EGFR-PI3K-AKT-mTOR il %

mTOR &% B VE 77 AEKE 755 1 it
WG I H R . EE TR RN, miE T
) mTOR B4 R AY, 22/ 75 2 IR £ 1 ¥R Unc-51 A£ 3508 1
(Unc-51-like kinase 1, ULK1) Ser757, M\ T BH i ULK 1
WAL BER ULK 1 508 5 - R 0% 1) 28 1 3 [ad -
enosine 5 ‘-monophosphate (AMP)-activated protein ki-
nase, AMPK ]2 [A] I AH HLAE A, AT LT ULK 1 43+
Jii £ 200 kD i #& BE G 5 e AH LA H 5 H (focal ad-
hesion kinase family interacting protein of 200 kD,
FIP200)f1 ATG13 & & A& — & i B g . E7L
I, mTOR M ULK1 & AR I B, ULK 1 ASRER
FE AL, THG N T ULK 1 SlgE £, 485k, ULK L X}
1R 2 240 PR T A P A9 BRI S0 . 38 I E R
W 25 T I 87 2 A2 B R BT mTOR Rf 5 M 40 il
A, FATAE YA 4 5 R B 3 58 EGFR % 2 B IR 400 ol
77| (tyrosine kinase inhibitor, TKI) 75 4E & J& i/ 5 1) fii
o 20 P 15 W AT A AR A WO I, 1 g
Jitl & 7, Ras A 9% 25 (4 Rap1b ) 55 Rk g 2 3% i
A5 T EE , PO Rap1b A8 B 15 5 5 R 41 i 5 W Al
T 5 DT 184 558 %o e 240 i P 4 G A ) R R A VR
2.2 EGFR-Beclinl

Beclinl A& [ B} Atg6 Xf M. [¥] 1§ L 2h 4 [F] 5 &
R, 2 5 LR B YA B e i 4%, 2 PBK B &
W B 2H R 0 B, A5 N 2R 75% Y B | 50% FL IR HE |
40% Hi 51| JIg 98 AN 25 g 988 B Beclinl ¥ — %5 v 3 [X] 5k
I, HFRIA P (A0 AR B H B v PR R B X
WA G K & i, Beclind FE R 52 — AN b 75 HE R 29,
Beclin1/VPS34 & H Wi i 4% [ 7075 55, 5 % Fh 4l i
AP 75 1) B W B sh s ) 2 A AR L XM
AR PRI RS S S A B KT RS B il &
Rz HEKKETFE 54 SR RR T Z AR E 2
) B Wk, (RS A B AL AR IE TR
WF 5292 B, 3546 1 EGFR 5 Beclinl #H H.AF FH , {2 ik
HBERR ARG R iE o X PR RN A AR R B AR Y
EGFR (5 EGF 25 & MG 4b) 4 i, th R 4 7F EG-
FRZEAZ I NSCLC Al g i, BT LA, 76 1E 5 1 224y
ZUE 5L TR E 4 RS T, EGFR #2215
Beclinl A B /E I #0HI B W . /E AP0 T2 8 H Bel-2
(&R , Beclinl 7] AHE i 40 il A7 7% Z°. Bel-2 5
Beclinl 454, #0445t Beclinl 4 i F W3 AT 0
FETP, AW E IR, EGFR 1 EGF i1k J5 76 3 4
I3 58 Y229, Y233 A Y352 [ AS [ ik 2 BR A% B ) B
WERR X Beclinl , 1% 2 BR % % 11 S FF Beclinl — ZEALH)
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B, (R JEVE A A1 B Wk i B VPS34, S 2 H Wi
PERI R . 7EJRTE R, EGER [ SR IA AN Bk
Beclinl REIE, LA 7 K, LRI,
SLC9A3 53 1(SLC9A3 regulator 1,SLC9A3RI fig
F2 7€ Beclinl 3R IA"", {H7E EGFR 5 = & 1A (1 [F)
i, Beclinl AR A £ 5| ke i 2F e A0 70l i 220, i
UL EGFR A Beclinl 7] LAAE A4 b5 &40 T i
Jed 1A) Wi PR 30 A A3 J5 R L, DA SE 3 EGFR/Beclinl #
AT -

2.3 EGFR-RAS{E 5@ %

RASBUR RN B (12 /N G B A F G 1 — Ak
T, 5 5 0 A7 TS R AR K R 35, 78 PR 20 P mh o
WA, H LI AW K B A S IR RAS VS
PEVE A, Q80 1 RAS He 4k )5 i)y B> AT
YERF R AT 2R, 72X e 40 A o0 75 1S 0 3 R S B 2
a0 2R ki B AR, ek /b FE A &, BELE AR R
FEOU. FEEFRFIFMITE LR, RAS Fo A0 4H M 1) B w1
1) S SO I A FE TS, IO I PR ¥R 97 Ras F 46 fib
AL T B I SR, 17 HL RAS 7E U 15 41 i S 1L I8 TR
KPS B AR A T MR I S R TP S RAS
753 B M % A0 B, [R] B I8 TS AL c-Jun 2R iy
1 Cc-Jun N-terminal kinase, INKO 1 5 i H W
FHICER 1 ATGS F1 ATG7 SR 17 B W5 55 4 ETit
FEL 2 46 #1) KRAS/BRAF/PI3Kp110a 3 i 5t H W
AR R T, [ I 28 3 VR H 1T BRI TR
#U 5] 4% EGFR/RAS/RAF/MEK/ERK 15 5 3 i 7] 5
T B R A H RO T H AT RAS WA
I A e SR B R [, B R AE RAS 55 10 48 o
A A AR SR 7 L — P AL
2.4 EGFR-STAT 5 5@ %

STAT3 J& T /b & BN s R 1 B K05 2 5
AT LR <F (98 J2E [R] Sre [7] 5 45 #4350 F1 DNA 25 4 X .
STAT3 JEAF1E T 45T o V8 A2 i s R al i v AL
EGFR [ 5 B 52 AR/ 3 i 2 B ik 2k Y 705 [ B R AL
TE % 35 AT TAK B 1 53068 7 0 1) s B0 Hh =2 4
LB R AL 5| R4k, #%E , DNA 254 AL [A]
WAL, UT AR S B 4N W] STAT3 3 I H Wt 1
#EEE B 2 B R (protein kinase R, PKR)
RKIFEAER . FEIEF GO, 45T STAT3 454 3|
PKR, #l#i| 2 5 Tl & A ¢ 5 B 2 55 3B F1 ATGS %)
(1) SE RN 45 15 5 AL I PKR EAZ R 46 K1 eu-
karyotic initiation factor 20, eIF20)3 4 1 Jik 2> H Wit 7K
S, BRI, STAT3 i R Ak 5 [A) IF — SR AL, 7 25 (1)
PKR 5 STAT3 H#%4H HAF H B f2 1k elF20*. STAT3

LA 5 B WA DG 8 iR IA , /4 Bel-2.Bel-
XL.MCL-1, e 13 i B 1F Beclin1 A1 11T # PI3K [¥) 44
B R S
2.5 EGFR Y5 LAPTM4B

EGFR £ A\ 2 /Mg 4 g v /2 B i), #0 EGFR
G5 TE S IR A B R VA R AR OGS T A
1 4B (lysosomal associated transmembrane protein
4B, LAPTMA4B) A& 3= %2 58 A7 T W BH P 368 44 F0 375 Bl A
(R DY R 25 M ) e WA 4 s 2 B e
ik FRAK, B 5 R IAE LR T O S A 25 i
2 ML R RIE LAY, LAPTM4B 75 R ik
51 S T A PR Ak I 0 e A R 3 A L T B AR
JHE, LAPTMA4B i@ i | i PI3K/AKT 15 5 # S
HE 98 20 B 38 5, JF H LAPTM4B BH 7 EGF #1 ¥ i)
EGFR ¥ lif {4 [% fi# , 5 3 EGFR 15 5 §% 5 1 9 1 4E
K, LAPTMA4B ] {12 it sl 4| 5 W44 (1) T2 B, 4%
J& K R L U S E B L6 R AR 9 1) EGFR.
LAPTM4B Flifd #b Sec5 & & %1, LAPTMA4B Al
Sec5 {i2 #f EGFR 5 H W 41 il 7] Rubicon 45 4 , ffi Be-
clinl 5 Rubicon it & , 51 & H Wk . ik A — Wit
FUOE AR AN IR 40 I ) AN OB T EGFR
W, M 2 EGFR 5 5 — Pl 85 1 LAPTM4B 145
Ao BT 2R LAPTMA4B {2 3k 2 3 1) EGFR
1 B W R FEER -

3 BREERPESMERA ER

LA 5T Beclin FE PR g ORI E Wi AE 4 i 9eg #10
FhEERER . SIEE AMRALRMEL, N BN
B Beclinl 315 % , Beclinl 257 3 Rk 2% /)N KR,
H R R (B FE B 41 B bk e P e A0 i e ) ) 2B
AL, U B B R R B AR T R gk MR T . HE
Sk R AFE FERE 1 W 00 ) b e B4 R A2 L T B L A R
FUNE N, H W % 2 A Beclin #0) FL RE 1 R AE
55 J5UE R BK] Wned f35 A0 SR HK , Beclinl 78 LR A&
B A ] e B A HE B R AHOSAE F L 3X N Beclinl £
b JeE A i o JE AR IR R T WL AR . EGFR £E
NSCLC "t 58 B IR N, Beclinl 2537 fig 3 58 EG-
FR 5 14 5848 ) NSCLC 40 i AR K90 B 1 hnask 48 A
A KRN B AL, #6325 Beclin % 22 2 o R AL 1) Ji 83 L
A B R 25 o A I A 2 B 22 KRR AL HE R 440 L i
Jea I BN LA S FOIR e 5 R -1~ 1 (thyroid transcrip-
tion factor-1, TTF-1) & 6k [E. NSCLC 41 iy o i
AL ) EGFR AR A4 5| 2 45 14 1 1¥) Beclin1 % 28 FR T 1R
1k, 1 HEDN P PP Beclind 8 22 B2 R 1L S5 300 2%
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T AT REANE R R RN AR, B R
JNHINSCLC 40 i o 40 B A T30 R %, 76 R R R
NSCLC 2 i 7 41 S S8 T 038 0, 3X 5 W 78 AR R
BMTEAMBARP IS —8. HE, 1
NSCLC i 8 3 Ji w41 i 58 T2 250 I A A2 v e v A
o H B ME T RERY gl AR T A B, (H R &
3 3o BEL 7 LAt P AR S SR AR AR A R 3 o Cian-
fanelli 55745 H , {2 H W JE K Beclinl [ A2 i3t ERK
e B TR - Mye IR R AL , 51 76 il e 441 e 20 1 3194
B o P W] T RE TR B I 5 A4 A TKI N 25 A
RPN A5 F i 55 AT e 6 42 52 EGFR-TKIR YT i
H PRI FEAF] o

4 BEFSSHEIHR

TE LR 50, 3850 H W KCE A B 2t s
T PR 3 N RNAENE B o DR A Pl yRe 4 it skt 7 977 A
AR TR SR R R I LN W SR, TRt
JIev 23 210 L Lt 32 5% 240 A 2 v KT IR R S DLOR 3 e
AR S TR T AIIRBES, 5 4h, B W AR AT 15 R
] DAHE 3 IR I B Rk g, dndr SO , 1X O
SE R AET I B FE R . b R A0 2 A R 5 )
5T AW, BT DURIAH R S T AR T, AR R
BTV, MR T R 0 7R SRR S T,
1M HL , 75 5L IR 9 40 i A S ras [F)JE 4 T(Aplysia ras
homolog I, ARHD 1 2 5] _F- 1 B W3t , $& s il I8 7t 24
53 R IRR A 41 M (1) A7 2R

4R EGFR 1 F LT 2= B2 | W), {52 , 41
Ji o RF B2 (1) EGFR 15 5 76 1E 5 15 000 6 B Wi 3G 14 1)
P I AN 2 3, T AR AR RO B A RS
P B, e B AL S IR R TR A i AR AN Rk
EGFR VI (1) Hi 1) Ji e 20 B, 76 D11k 0™ B Bl 4 0 5
N, AT H B R R R R R X B 5 1 H
Wk IV 25 5 IX L A i 4 AE v AR KA . A ALY
7K, EGFR A5 5 & i ERK1.ERK2 fil STAT3 {5 &
18 P % 5 1, 1 EGFR VIS RF 1915 5 /2 @ i PI3K
STAT3 i % % S 1) . EGFR Xt [ W 3 14 f 470 o A1 |
WSk N EGFR VIR 3k 5 W i M A FH AT e 2 AN A
EReplilszas s PR

5 BlESHhEmZ

TE 2 N 28 g 4 j v 4512 % I EGFR {5 5 i
%S5, BT DAR 22 V6 97 98 06 1) 26 W 8 A 32k 3 1k )
il EGFR B RE . TKI | yZ M T EGFR 58738 J&# it i)
YEIT, LS E T 25 5 B ok R IE &, ff gl

F B, 75 F EGFR-TKI VG 7 I F2 7, B Wi 3k il Ji e
IR R N SRAF P 245 . 7E HCCR27 #E e R, S5
& & JEAH L, JE i B JE A e I Y B S 400 1)
JE K S RE e IR i AR S A EH VR ST NSCLC
ik A% ) I AR, £ T JE B JE i 25 NSCLC 48 il
ZH, A0 M I RE 1Y 5 AR & B 1 g i B v AE
Y. & EGFR R 7% /4 ) NSCLC 41 g 1 , EG-
FR-TKI L& % Je vl 5 S an s T A | g . $0i] H
IWG: fit 5 38 35 EGFR 987% NSCLC 41 iU it JE % % JE 114
JEME , Ui B E X EGEFR 22748 1) NSCLC 41 g e - 9
PEVE R, @ 0 B &k Rk B AE R EGFR
Y NSCLC 4H J 56 Jo. s B J& 1) i 24 P17, 76 7 i 1R 24
JH 38 B S R ik e £ M R A RIS R It
A, B [ I PR A AR K BR324 CEGFR A1 5L
B DK RET 10 i 20 I S [X 1/ 2~ g 40 o) 7] FL A
Aty JE 15 5 50 S5 R A A U T, U W T 58 0%
IEFET ., IXEEHIF TR I T — AN BRI G A G
JITIERRIT L. SR, AFTE 15 S EGFR-TKI 5
T 245 14 24 L 1 W 2 D ) T e e AL Y I 5 5 )
B IHEF F AR S A H AR 4 P 6 EGFR-TKI (1)
BT, FHEFTIR B, TP RNA A 3 1 H R AH
K H ATGT Bk 2%, fe 1 — LA 24 1 40 f x5 EG-
FR-TKI RIS o 78 f 53 88 40 B A 1 W e ot o AR 3%
Je 17 5 (R A M A KA T FEIX YRR, MR
B3 AT BE 2 EGFR-TKI HTH 24 ML , Ji5 4 1 6 ] B 2 34
5% EGFR-TKI 4 il 5 V4 A 20 % HF B, A [F EG-
FR RAF A 520 EGFR-TKI 1997 %4

6 4 B

R FE L4 B, EGFR & N BU R A TT
AR v B OV E BT AR bR . AT T 1 2 BN
M e FLPUXFE ) EGFR #E[a Bria M JE 8 e L e & &
JE RN B JE X RE B TKI HIRE K o« 7514 22 b5 40 i
tf EGFR-TKI I i H M. EGFR #ERET7 itk E H
Wi o X FhE W T IR R AR RAEE T JE , W
& B WL K] Beclind 1) 6l 2 A1 i3k Jie 76 20 PR 3dF Jee AU
LA T B W R A AR S . oS R
FH 7 JE 45 S R B T B W AE MR R 7 R I 2 A
SEE . X TAEERE ML B R 2 ik B )
Jea 130 DA % AV a3t i R Tt 24 12 B SRR MR I AN 3 4 i
WLE i o JE A i, B R AR R e 5 5 1 4
A KA, T TE R JEF e 24 1 NSCLC 4 &, i
ST BELIBT B WA R 5 7 RS B BB IR v
& ZIHFREIR IGIT 45 RIWAF 5 EGFR =75
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AR RA %, [ I EGFR 24 1 o 1 A 7T e 52 fie
Jed 4 6 ) H R . EGFR A8 B A 1) e fIK 42 4l
Ar S Ff T 240 M6 P 9 WA P L 24 DA K R 5
B2 29 4% 240 B 4 A PR 3 2 200 s 245 0 ) I
SRR A LR B B R A 1] B . EGFR A5 E W 15
TSI TR DR S R AR R
B, AT O SR OO 7 TR T AR O NI
PRIGIT SR BEIELE IR SR

(&3 30Hk]
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