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FEIE BB RS T d B MG RS 3 5 e
AR F TR EEIUERNC & A LREASE
725 7225, 2002 4F Bz R T4k (Epidermal
growth factor receptor ; EGFR » &3 ) F 1 v %
F—EHEA (EGFR-TKI L 05$) (2& D, 77 FiE
VG IR ORECAH R L 720 Lhf% 2009 4F (2 PLImsE
A= ¥ (Vascular endothelial growth factor ;
VEGF & W&4) $uik. 2012 £ K450180) »o3fE )
v EE{LE%Z% (Anaplastic lymphoma kinase ; ALK & B
$) BHERZ ORI EY; L HE IR TH
W 5 LT WA A, EGFR-TKI & ALK BH 2 #1211
EGFR # fx -2 . ALK i fn T8 & v 9 Y,
BIRFUAET2H 0 . TSI X0 AKE 7 Bl {1
BALIE DG £ > 720 812 EGFR #En T2 2T H
TYTANIEHEILALNR, BHRIEI7B Y FT
F—ELLTHDEVWELDIETFT Y A %% L,
EGFR B FEROMEB L UBHEL ) — FLTZ
720

COEHHRZIILOE S DEA P LEESN
72T TV ALY, EGFRE(ET ARGV (mt-

EGFR & %) NSCLC (2%} 9 % EGFR-TKI i&# 1%
THEVR I & L CHESL L 720 — i T EGFR-TKI |2 &
LEFNEMPEEZ I LD & L@t 20 TPHis &
ONGTEE JEAST 1 <2 IR 0 BRI B & sa RS
Az T a L £\, AFHTld mt-EGFR NSCLC
W95 2N E TOFES L UM% EGFR-TKI |23
THIET VA, SHIIEBROIGREIERHE R &
W25 L TR %o

1. EGFREzFZE & EGFR-TKI

REmZEAEMFTY ¥ — ¥ Th b EGFR
(HER1) (248 HHHER 77 3 —D—DOTh V),
EGFED) 7y FEfa3H5E HER 77 3 — [
THRESAY—, AT UFAT—%EKTEH (&
K1) o ZEMITEEIEV—-THOF O Y VRS
HC"V ~BEfb L. Ras # /i L T MEK/ERK, PI3K/
Akt ZEDOMBIIETEC ELEICE T 5 2 7 F NV AMEE S
N5, EGFR-TKI |2 EGFR ®F 103 » ¥ F— ¥ F &
4 VI2H D ATP #EEEIIC ATP & BEARIICHEA L
T. EGFR OEMAL, ¥ 7 F MniErHET L &
THEBS R BET 220N TwaY,

2004 4EKE D 2 7 )V — 7 X ) EGFR #fn 24 5%

SER 28 453 H 23 Hsefh, k28 43 H 28 H= B

F—7—F: JENAEMiRE (non-small cell lung cancer) . EGFR &= T2 (EGFR gene mutation) . EGFR F 1 3 ¥ & J—
YIHZEH#] (EGFR tyrosine kinase inhibitor) . JE##if 7% (acquired resistance) . FEFIPEMIEEE (drug-induced lung injury)
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N EGFR-TKI CTH 57 7 4 F = 7O EF KA T
L) ) BWEDSH S, DiRE N BT L
AHR W72 ()Y, EGFREETEROMBICH
T2o TSI A VLT N =T L Ao 727201
EMNHEHTE R P oD, TORBBIEICER %
et 2 BEEOBRARAHET S 4L, HATIX EGFR
AL 28 BAEFE HYNSCLC @ 30% DL E & ek iz it
L CH <. EGFR-TKI ® B % %) 2 BEN LN
EbroTwaY, EGFR BIZFARIZIZL AL
BFaL R F—Y N AL U aT— N LEMITH
HE A, ZRIC XY EGFR HMEH WG MEIL L T
Who BFI290% ML EiE= 2 v 1912815 15
(73 WS ORKER (Dell9 L W)
EX VY2l ORBFHIA D VBT IF= I
o4 S B L858R FLZEIRZ S (L858 L3 ) T
Major mutation & 5 P, i O KA IR 14 R
(Minor mutation) X V) 3 EGFR-TKI &£ T
ELZENDbhoTWVD, SHIZL8SR L1 b
Dell9 T EGFR-TKI 23 & ) HRI = EE D H ) . 25
HALIZ X ) EGFR-TKI O G SRR R % 2 &
AURIEE N TV BY,

L 7% L EGFR 1R 28 5 W5 %2k L T EGFR-TKI
(ZIERRICHTE 2 415 L R & 2 5 BRI
AHZANELTCIZZ Y V20D 790FH ML+ =
VAT A Z ITEB I N D TTIOM JTZEIRZE 5
(T790M & W53), MET s {x 7141, HGF #5583,
HER?2 ;&= 1. PTEN K¢, PIK3CA # {5 T4 %,
LR EEERAT (EMT L BE5) . /NIlBEIIE~NOTEE
Hff e O STV A DS, D HHEDTE VO
T790M T MEG O P E L L I2fB o 5 597,
T790M & EGFR |2 & § % ATP #H fl % = & .
EGFR-TKI ® EGFR ~O#E & HFTEB Y. 7= b
F— N—FR I I NTVEY, T7T90M 12 H T H
ZIEMER EGFR a2 R L iEmAE L L. 3E
WL BIGHRIEROWEA L &I LT 5 L%
AN TW5h, EFtlAhZ EGFR-TKI i HI & 1
AONDHMPMEE LT, 7V 7 AMIE#N %
BCL2-like 11 (BIM ¢ B&9) #EZTFI2BIFHA >~ b
0> 2 OEBDHIREIZ X BEIET SRS BIM
BB T R &b ME SN T 5,

EGFR-TKI O FMEZ DWW THEDTE W O JE i
ETH LN, BI DOITEAEMEETH L, £
ZEANCLDEETOT 7 AN RR Y, fTE
£ (XF74F=7), TH (myvaF=7, 777

4% E3y

F=T7) L ENHBNALND, ZEREEICE LT
FrvaF=7, 77757 Tl T S
VLA, A ORESEPSIFICTVOF=TIZB
W IB DB R T RE F 12 7% o T 5 1 RENE
DRI ST 2100 SEHIE 2 12D T,
774 F = TR ICEREMES L E 2 5N B
FERY 7R PR AN a3t ) L C e PEICSE M A2 S vtk
SR MEE 2 ) BMIEFAREZES 2 Lok
5 BV T 754 ff %° Performance status (PS & W&7)
AR B, B EICEENS W L b o7,
FO®REY L ovaF=T, 777 F=TICb
FIVER R XS SN TV B A3 FNT X B 5HEIR
3-5% FEEE L . HARDAOFIEME (03-0.7%) &
i L OB Icm <L ANl ABUEMRFEE 508
HEL TV REI RIS, BES T SE 2R
WA TS,

EGFR #{n T2 ST 12 B W TR E B LR
EMRRIZLINA A= —TH ) HEZETD
EGFR # 1 TR IZHD EHEMRE L TV 505,
T PERE 2 12 Lo RZEEITFH SN T2 d
%, BEMEMEEIZOVWTLEEIITFH+AZ L
FBR A TIEATRTH Y. Zhrb b HMROENR
MRLEEEDLNL,

2. F—1#{{ EGFR-TKI

2002 4F |2 45 T #H3ER (IDEAL-1, IDEAL-II) Ok
BA2ZIF, MO EGFR 7103 ¥ FF — PIHEH
ELTTr 74 F =7 HFICEEKIT THARTHERE S
72121 L LSRG 70 SEF I B 2 oo B 7 &
FHEIEEDE T 5 — ) CRIRR RIS A EEIC
DT &, ISEL 5 &% (negative study), INTEREST
kB (negative study) . V15-32 588k (574 F=7
DIELBHIZREN) F2EIZHT L WEE RIS T,
KETLEET AR & 72 1) W LR B L
D TUICE - 7249, F 72 B OB AL
EOBEHICEL TH LELCFHFEERD N L2
f:w)ls)o

2RI NSOREBEN S, ik, BIE. JEREE .
HENTT 74 F =T OMENRENZ LRSI,
Rk @ EGFR Iz TARNFZ D L ) R BEEMIC
L2 kb bhol, FOBT VT NOIERRE - i}
BRI H PR & R & L 78 A EER (IPASS) @
I 7ty MEHIZBW T, mt-EGFR JEFI T 7 1
F = 7RO ALY (PFS L05$) ECE
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A% EGFR (wt-EGFR & W5$) JERBI CTla v i F7s
REN. BRMER LD D EGFR #{Z T EH%)
FHERT & %o TV B IREEIVRIE S N2, &
512 mt-EGFR % xf & & L 72 H A o 4 111 A 3 B
(WIJTOG3405, NEJ002) T, 77 4 F =7 HMEHEN
{LIREICH L CPRSIEE 7R L 72 (£ 1),
IS OE M AR TIXERZ O RAF —N=05
EHEFHAR (OS BT ) THEEX DN R Do 7225
JEBIRY 72 PES, ZR)Z D)5 EGFR M{n 488
RFHURT L AR SNz BT 74 F =713
TERRM *lf%%;énfwéo

mt-EGFR NSCLC \2BJ 57 7 1+ F =7 OA &%
i%iéﬂﬂﬁ\ Ak l,totoc T4 F =T

WCEDTHEDSEL L 2 EDbho Twb, £D720H
BB AL =R L OPEH R BB, 612 )
74 F = T W% O DEE (IMPRESS) 28
RASNT2D, HEVIZE > TV ARWEY | Ll
mt-EGFR |25\ T b B AL 78k O B 2R 1
RSN TEBY, HEES ) T 14 —OWELZDN
Bo F 7ok d BT O 1Ib AHEUER (LUX-Lung 7)
WZBWTHE MM EGFR-TKI TH AT 77 F =7
WrI74F =7 LB L TERICPFSZER L
72, L LA LBELRIE TV ARRLTWS
EwE. PSABBNCR L TTY 74 F=7IdEER
EHEIREL L %2 %

INVOF =TT 714 F =TI 2FBO®
EGFR-TKI & LT, HARANZGE L7254 T,
IT #H 54 B% % 52 1F 2007 4F A F T K ER t&ofm7
FI4F=TERR), oS = TIIREEIC D E
IBx B LTW5b, 774 F =73 A& (MTD
EWES) 700 mg/H (2% L C 250 mg/H o 3 5% i &=
(RD LB ) DHEZETHOWLNLTWDDIZH
LT, TvaF=7EMID TH 5 150 mg/H A5 fd

S PEET IE/INHIHAGHE L2 0k 3 & (s g

— 259 —

HE &2 ->THY, Invitro |23B81F 5 I 2250 51
bF—F Lz vaF o7 ES T A3, T h
F TR LET 7 4 F=702xF LT S 2 2 Bt

ERTIZE TV AE WA, WIS LTk s
TA4F 7L CIvaF =7 ORI HERBAT

R AR T 2 H R R R TIRE D D |
INVOF=ZTOIEF LV ANEETH LY, B
IvuaF=7EEEN. Sha) —&EIUS X0
RS B L, BEIC X 2 R (CYPLA2)
DFFERL 7T b ARy THER (PPLERET) &0
BERINC & 0 I EE AR A3 5% il T PPI B
Ao REREESE (ah - a—5 253y 27) |2
ELHENpHIKTIC X A MAEE LA LR SN 5
Rl B, EREE. PRI L ) EYEIRESE
ET 253, T 6 DY BRLHEIEIZG 2 5 2
IZOWT—EDRFITH TV v,

INOF TR 74 F = TEBE 20081
BRI BV TILFIREBE O BRI RIT 2 Ao
72%% (TALENT, TRIBUTE). BE{GHEGIZ 5 7
7R L O S I AHHER (BR.21) THEIZ PFS
(2247 Hvs18 4 H), OS (6.7 Hvsd7 5 H) %
MR L7235, 2oz v a T = 73BN CHE
— wt-EGFR (2%} L TG0 & 5 EGFR-TKI T 5,
X5IZBR2IAEBEOT Ty MR TV OF =
TR FELRR O — R 0.67) (2D AGFREE
HLTWSZEDIREN., wt-EGFR R - L Rz i
WHEHENDF—AbALNTWE, T75 74 F

Z7RERIC, —URGE & L TR LR &
L7225 M A3k (OPTIMAL, EURTAC) (Z

BWTIZWVUF = TIIFELPFSIEEL /R L7 (B
D¥, F7 g FoTERR) IS 0ORBOLE
BEATIZEBT TRy MENT, ZVOF =T
13 L858 i X ) & Dell9 5] THE > PES 27 L., il

=1 B I MHRABRICBI 55— EGFR-TKI o 342 A= f7 3 1t
498 T A A NF—FRI 95% 1S HEX [ P 1H

74 F=T EGFR-TKI [#s2i-3eR

IPASS (EGFR #1n 128 S 0514%) 9.6 7 H 637 H 0.48 0.36-0.64 <0.001

WITOG3405 92 7 J 63 7 A 0.489 0.336-0.710 <0.0001

NEJ002 108 7 A 5471 0.3 0.22-0.41 <0.001
)uaF=7

OPTIMAL 131 7 A 46 A 0.16 0.10-0.26 <0.0001

EURTAC 97 7 H 527 H 0.37 0.25-0.54 <0.0001

EGFR-TKI, bR ERFZEEKFOL v F 5 — Y IHEH
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—260 — o E OB K % M G %745 HE3G
2 N MRS BI 28— EGFR-TKI O T 7 v > Bl e 58 A7 A
7V 19 721
luF=7 MR NP R 95% A MERSEALAHM N — NI 95% EIEX
OPTIMAL 153+ H 0.13 0.07-0.24 125 # A 0.26 0.14-0.48
EURTAC 117 H 0.27 0.17-0.43 8.4 4 H 0.53 0.29-0.97
TI4F=T
IPASS NA 0.38 0.26-0.56 NA 0.55 0.35-0.87
WITOG3405 9.0 7 H 0.42 0.26-0.66 9.6 7 H 0.69 0.44-1.07
NEJ002 115 % H 0.24 0.15-0.38 108 7 H 0.33 0.20-0.54

EGFR-TKI. bR ERTZ8M46F 0 v %+ —FHEH ; NA, not analyzed

OB ORI BV TH REEOMENAH A S L
724 (£2),

TV F = TN BT B HEGRN I 5 SR 4 L3R
R 74 F =7 LEBELEZLNTVED, K
FEERL NRIOBEED S <. SCRHRIEIZ X B0 E037
TAF2TURICEREE LA EEbNS, FF
FEE R L ClEfiesl, SAHA 7 a1 FRloM, 3
A7) YEOTREADHC SN TWZDS, KT
D& 1 #H:Ex (Pan Canadian Rash Trial) 2T 3B
B E 72 IRBFIER O I /A4 7)) VIR CTRZ
EEROFIEIZFA LA, TR (FL—F3) K
BOSIEIEEIZHAT 5 LAvRE N,

BB E IR EDEZDS, BEE I oW TR
TAFZTRBICZET VAR EETTH )., wt-
EGFR D {GHHEIL R BRI 72 (G SUGEIZ IO W72
HRHRE SRR RS 0§ A AR 28 A 2 &, v
F =7 % NSCLC {GHIIAM R A L2 b, &
72HAROE N AHREE (JO25567) ([T )vaF =7
HAN L T THENSETH 5 Ny A= THRA
PFS DIEE % /R L7z (NNY A< 7HEF#E 16.0
Hvs TvaF = 7HKIE 9.7 » H)?, ZOREKT
b HEIC Dell9 TN Y X< 7 6f B PFS L 78

IRENTZ (NN XA THEH#E 180 # Hvs )L 1
F = T HAEIRE 103 7 H) o BUTESS I AHGUER CHEE
M2ZHE T R & 2 AT RERH Y . Z0
FERDER N B 727208y X 7 O HIBE C Rz
£ EBHR. BIEFHEOHEDE . SN X
~ 7S & B B TR O T RRIE IS O W TITEE D
VETH 5,

3. BT EGFR-TKI

BUET I S LT 5 4 i EGFR-TKI X 7 7 7
F=T1HTH %, 3 #IHDFEH#HMA EGFR-TKI &
L C2014 4 ICHARTRRBEEINZT 7 7 F =713,
EGFR (HER1) ®A%SFTHER 773 —Thb
HER2, HER4 (2%} L T& ATP #E &I IA R &
LCARMEIZF Oy v 3 F—¥n) Vb HE
%o ENG THFEE (LUX-Lung4), & 52—
WA CREMEMAL At vk & e L 72 28 T AH B BR
(LUX-Lung 3 & LUX-Lung 6) (2 CT7 7 7 F=7A

FIZPFS #IER L (£ 3)%%, S5 1cHbo
MARATIC BT B4 7+ v MMENT T, Major muta-
tion BL U Dell9 I2BVWCTT 7 7F =708 DA
ERIEERR L, Y7ty MEN %A S EGFR-TKI

=3 5 M ARER L AENTIZ B 28 A EGFR-TKI (77 7 F=7) OELFHIH
AT NF— R 95% EHHIX P fii
TI7rFoT AL
LUX-Lung 3
(e S AR AT 1.1 7 H 6.9 7 H 0.58 0.43-0.78 <0.001
LUX-Lung 6
(v A= AP R ) 11.0 7 H 5647 H 0.28 0.20-0.39 <0.0001
LUX-Lung 3 - LUX-Lung 6 & ANT
(Major mutation |2 331F % 4= £ ) 273 4 H 243 4 H 0.81 0.66-0.99 0.037

EGFR-TKI, bR ERTZEMEF Y v %5 —BHEH]
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R4 MR EREMITICBIT 58 M EGFR-TKI (77 7 F=7) O ¥ JI4 LA

T2V 19 T 21
777 vy, V= K 959% {SH 777 sy V=N 95% S

PR [l6s=2-3R It X P fif F25 o= 3s It X ] P fiti
LUX-Lung 3 3337H 2117 H 0.54 0.36-0.79 0.0015 27.6 v J 403 7 H 13 0.80-2.11 029
LUX-Lung 6 3147 H 18471 0.64 0.44-094 0.023 1967 H 2437 H 1.22 0.81-1.83  0.34

LUX-Lung 3 - LUX-Lung 6 B B
T 31.77H 207 5 H 0.59 0.45-0.77 0.0001 221 % H 269+ A 1.25 091-1.71  0.16

EGFR-TKI, FRERERTFZEZMEF O v F - — EHEH]
DAL L THDTOS DIEELZ R L7 (2 HBEZLNS,

4)¥, —JTL8SRIZDOWVTIZHEENO AT,
L AL C R 2T 72572 (K4),
Major mutation ¢ % Dell9 & L858R T %) F 2% &
o TBY), BRY 4 712X 5 EYFNER. HE
FOSHEDHEIIREE N T WA, EE 2 DO#EaT
Z2 5T d EGFR O H#E s, (1% 1L % EGFR-TKI 0 ]
FERERL D 2L ZRETHHMEDVH ). 4RI
Dell9 & L858R TIHH IR R4 2 W HEMESE 2 &
NAEY, BT 77 F = 71344 In vitro HF 727> &
T790M P PEBIIC b &h R % BIfF S UYL FEBE it
A EGFR-TKI M 5112 5%k 3 % B R 5Bk T d 2 A2 R
DORPIIR L7z BRRICHE TE 5 O Tldsk
o 7»:44)O

777 F =T OREIECYP 2N E v EE T
07 7 A VidEE— At EGFR-TKI L B L TH Y,
Pz e GRS SEAIERGRE S, TR 5
T 5o FIZTHIZOWTIZHARANTIZIZIE 100% H
BL, IMAFNCX 20 b a— L BEE b2 &
MWW, ZD0T 77 F = 7TiREIC L B PFS,
OS X BIUF72H5, HHEANOEZB ST+ 57%E
FRELEZTo TV LEDSH L,

W2 2007 77 F =TT AHEIVER S
T, 1 D3RP ERECHT L2 vaFr=7L
O HeE s M AHEER (LUX-Lung 8) C, IO+ =
TR LTT 7 7 F=7HHEHEIZPFS, 0S # it &
L7z Q45 Hvs195H ;795 H vs69 # )%,
b 9 —21Z mt-EGFR NSCLC |24} § % —RiAEE L
T777F =7, 7 4F =7 % Head-to-head T
Il L7245 TIb A3k (LUX-Lung 7) 2BV, &
U & CEGFR-TKI ] CHBEZD D (AERDVIR SN
o (BThEAR hde Ml 137 » Hvs 115 » H,
p=0.0073 : PFS; 11.0 vs 10.9 # H. p=0.0165)*", #
b 7Ta7 7 A IVIEETRLZ L S OOMEILRIRE
TRAEMED BIF T, S 5RFERERIC S L5 T aelE

4. BE=1H{{ EGFR-TKI

#—. {4 EGFR-TKI T EARETH b |
FORPERIZTIOOM 12X 5 EEbNTW5, Hilz
7% 5 = fifX EGFR-TKI (& {if 141t EGFR i# {x T- %4 £
DI 53 T790M B EBI b 55 e G HE S R % 7R
T ENHRESN TS, 5= EGFR-TKI &
PR EGFR GB{n T2 5 & T790M [ ZE R H oA
WK A L CER T 5 — 75, ¥ AT EGFR |2
BIEH L ve 2 E TORETIEE—, AL
EGFR-TKI & #7007 7 £ WIZEEB T 528, 20D
BB EIE X T 2 A AHANTH L, ZNET
IZF T ANF =T (AZD9291), 0 A F =7 (CO-
1686) %3 Lo & L 72 Ed 5 = it {{ EGFR-TKI
RS SN T VB AS, 20154 11 HRETH Y AL
F = 7KL E L, mt-NSCLC NSCLC ~® EGFR-
TKI G IEH -2 B E2 82 5,

— 7Tk T 5 X 9 124 = #4L EGFR-TKI 03
AN B RBAA RIS X 2 T790M #8072 ® Re-
biopsy (FFAM) 2SLEENZ 7 ) . AT O BT
L 70 5o HOLIEBRIMAE T OES; DNA (Circulating
tumor DNA ; ctDNA & Wg3) X Ifil 7 /6 B fidt 57 i
(Circulating tumor cell ; CTC & W) % Mt ¥ 5
Liquid biopsy 7%7E H & 41, EGFR & fn 252k L
TOHEANKHB ARSI TV S, FE ctDNA 2
5D TT9M KA E ¥ XV F = 7 OIRERF &M
BALCTWwWa Z EDUREI, ctDNA 12X % T790M 1%
HHZEED W2 ER OREB L T Tw 55,
B CIEB R IC BT A BIn TAR L O—FKR
ERFEL 2R R 6 2 WERE D H 5, IHREED
A e LCHfEEND, 20 L) 128 =R
EGFR-TKI | BL7E 1 10 3 % 3 7 EGFR-TKI i 4 %
Wk T & DU REED D B A%, § TITEE = AR
EGFR-TKI O it #5125 (=27 v ¥ 20 D 797

(6)
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FTHY AT A Uh) VA IS CT97S 1%
SRAEFE CT797S EWET) SiE ST 5,

55 = EGFR-TKI 0 9 & BHE &5 THf— 2015 4
11 H |2 EGFR-TKI BE{f3 9 T790M [ 14 NSCLC |2 &}
LTRETREITEINZONRNF Y ANVF =T
(AZD9291) TdH b, HIkRRFER TIL LS8R AT L
T7 7 7F =7 L%, TT90M [t L858R |2k L
TRT7T 77 F=7 X0 bEEIIR SN2, mt-
EGFR ¥ 7- 1% EGFR-TKI Z& ) Jif 73 & % 253 f5l
EGFR-TKI P 5 % NSCLC |2 /9 % % —F 3Lk 2
A — il (AURA) TZER)FE 51%. PFS 82 » H
T, T790M Bk 127 B2 B 1T 5 E5HHEAHT61% T
PFS 89.6 + A & BUf72 5 72— J. T790M [& 14 61
BICIERRNHE 21%, PFS H32.8 » H72 o720 Z D1k,
HE G T790M B P #E 4T NSCLC [2%F 3 % 45 A&t
B (AURA ZEEHER & AURA2 3ER) TRIE. 3k
& B MHABRERE BRI 2 458 278 L 72 (AURA
IEEERER , 2505 61%. PFS 3% . AURA2 3Bk ;
ZERHE 71%, PFS 8.6 4 H)™59 L A L S5V e
EDH 3% ICHBILTH Y, T E TOEGFR-TKI
ik, FICHAATRERDNLETH 5, BFE
EGFR-TKI %)% T790M Bz B2k L T4 > 2L
F =7 LB AL A T 5 5 AR
(AURA3), mt-EGFRIEFIZAT§ 5 —KiGH L L T
TV ANFZTETT 4 F =T R T S
B% (FLAURA). EGFR-TKI BEiG3E T790M [ 45 12
XL TH Y ANVF =712 MEDI4736 ($53EF « v 7
KAV NHER) GEHOEEE A D5 =M R Bk
(CAURAL). IB-IIA ] mt-EGFR JE 5 |2 &} 3~ % fi
BHBEEE LTOF Y ANTF T ETTERDI
A =M (ADAURA) 7 & 05 =M R A
1THTH 5,

ZFoMizd oy LF =7 (CO-1686), ASP8273
%#1Z U, HM61713, EGF816, PF-06747775, 7))
HF=T, TEF = TE EHOE =M EGFR-
TKI (29 5 BEIRBBRAHEATH T, FRIZHT 2 FI2o

V25 T AHGRBRASHE T T 5

5. SROABREE & RE

5.1 EGFR-TKI 3| DAEEES

HHETr 74527, TVvaF=7, 777F=7
WEBRTHEHTRETH )., S HIZH5HEZMA
EGFR-TKI & L CH I A NVF =7, us LF=7,
ASP8273 7p D EM A E N, I b DIEH] %

4% E3y

W) R KB Y) 2 BEANEA S 5 L DSERIREE LS
VEELDL, SNTTORBHEEI»SL L LD
Dell9 (2 DWW TIEHEH . PS HAF 2 EFIIA LT
T 7T T EREOECEIR L b, B
MR CTRIFZ2 PFS Z/R Lz )V O F = 7/~UN Y
A= 7B LS . BUEELT 055 AR RGR
2 XD EETRE BRI L 22D S,
¥ 72 L858R {22 C & LUX-Lung 7 & LUX-Lung 3,
Iﬂxmwékiv%wﬁﬁ%ﬁf%%# Xl IN

— X EGFR-TKI 22 7 7 7 F = 7 O E PR 1%
Qﬁ DO EH A H A, Minor mutation 12 D v T I,
EGFR-TKI O F®EICHT 2 T A2 L <.
777 FTIEREN D) D D AERO B
LIRS T B IR L % 50 ElE. PSR
BHZOWTIE, M E I NTFTOIEF Y A0 5

— i A, EGFR-TKI 2SBLi: 5 CT# — IR L % 5,
EHWHEEY -7 AIZOWT—RBEIX
EGFR-TKI 28\ 515 & & 93\ as, % < DR

RER TR LSRR L O 0 At —/N—T 0S
WZED T W—H WA 2T 5 2 & TAFEMAIE
ET52ENRENTBY, WEIA VLD D
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5.2 EGFR-TKI fif4%
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5.3 Re-biopsy & ctDNA
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