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3MIC] NSCLC z|=A| EGFR-TKI

BIAMZEH(non small cell lung carcinoma, NSCLC) BEZSHA|Ql t0|kE 22|EHOlita®, HEY:
olmutinib)2t OFAEZIAU|Zt EtT12[4A (Tagrisso®, H&d: osimertinib)?t = WoM 20159 5& 2HZ} ‘E|=2
L FILEA MBHA (EGFR-TKNZ 2|=2&2 40| U= T790M #0| g =4 2Ald
2 StRfo| 2| =0l SQILHUCE S2lEls 27HA 4t AOFOIR) A DA I EATAA0|L, EtO2|aE A

=2

A z|zO| EGFR BAHz|2A 2

_L

EE O BlAMZT

~TAGRISSO'

film-coaipd labests

psimaertinit

iy =
o

— —_—

=2|El Olita® 400mg Olmutinib Tagrisso® 80mg film-coated tablets, Osimertinib

—

0

EGFR-TKI= YMES| &, 23 L W20 cfst M2HY Z=29 244510 28t AeS st= HI|MIZ
AR} 84| (epidermal growth factor receptor, EGFR)E Edlf ME U=

kinase)E Atttst= 2FA|0|CY,

MESHEStE &4 (tyrosine

B2 HAMIZI o] AtESte A= 1M EGFR-TKIZ gefitinib, erlotinibZ} U=, T790M T4 =

QOIS =
o

|'O||

EAIZF @43, 2MICH EGFR-TKIZ afatinibe HAMEE A= 22-20| 2FHo0|C
= Alok2 3MIC EGFR-TKIZ 7|29 EGFR-TKIO| 2J3 LAS HOl HAMIH S SRISO|AH AIRE 4 Q)

[l =2

of M =9 M2 &40 2 A22 7|tsta Ut
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NEW DRUG
CRITICISM

St IU Aof S2lEet =2 Aof EBta2aftel ZAF LAMM EGFR-TKIZ 2 =2 40| Us
M

of
SO ¥ = AAY = HOlY BIAMEHY Bte] =0 OffH fA7t o =t QI7to

T790 2l
240l S At

M2 (lung cancer)2 O QtoI7}?

M2 LMZEIL 7| 24AL HIEOM HZ Ydlst dd A, QMEIL CHE 7|20 AL oLt
YOS Bl HZ 0|3l SA5Hs 0ld M2 2 LiECh Eot RSOz AMIES 7|2 HEHO| Tf
2t H|AMEHHNSCLC) 2 AMZEH 2 (small cell lung carcinoma, SCLO)LZ F&EL|=4|, Ol Y4H &
et 2|27t Cr27| ThZO0[Ct,

BIAMEHZ M3 I & 80-90%E AAISHH MZIo| 37|, 2 L ity 40| Tt b SFR=
250, AA| HAMIZEH F 32-40%<= 7| HA|H X (bronchoalveolar carcinoma, BAC)S Igtst Met
(adenocarcinoma), 25-30%+= HHEAIMIZ(squamous cell carcinoma, SCC), 12|22 8-16%+= Al
HZek(large cell carcinoma)O|Ct.

M2 F2 mo| MMEOIM AIZtste mo| Tz 220M & sty Mo RoM YHE=0, 640

—

=
Lt HISHAOAE 2dstH 277t Az|2 A A| 0[0] MO[7t |0 U= B/t B HELTMEYS

mo| 7|2 Hojol RAMEY BHATMES| WAl ofsto WS, T2 I ZARON LD
I Eel0| Gon| YNEME F2 JIBAS Yo LR CIMEYS ol EY 2@ U)o F2
BT, HEH0| 2 J|BAOIM LHECH MEJF HHHOR 377t 301, 1 & UL WA 34 E=

of

r
MO|E= 20| A0 CH2 H|AMZQH0|| H[SI0] Of| &7} Lt T™of £3tct,
Q Q %-15%E 2A|5tH, 5 S0

[
N3t 8 HHOI T 4 Y= 2 FYS YT & Ut R (R FUCR

[e]
x

H
rir

N
X

a
Tn?
Ol)l o

Bol= AAE ArESIDH, 22 =20 Eot +20| 542 22 Yyl 2 5 QU W A= A7t
0i® SKottt

TetM, HYS 22st/| flsiMs SA0teH 225H4Ql 70| L2282 o 2F7t RO[Ct. HAME
Hgf2 27|00 TSty +22 RS go=2N ARE 7tie & UL, SMEHYS HFEE U A
T4 ZATL oHE =2 AU™AE0 U= 7t B2 YMEIL 53 gt WA= Hopr #
SR8 & St Yo|L) FARY =0 & gtEs5tr| = sttt

HI M ZH A (NSCLO)O| o SRS ALESt=71?
20074 O[Ol T2 2RO Yoj O BAMIL O SxjoIH G HAHQIO CiFt AN FO| £=

SIRUCE M= R H|AMEHAO|M Bz (platinum)A 2A|Q! cisplatin = carboplating 7222

’

3MICH NSCLC 2|2A| EGFR-TKI, 22|E} vs Ef02|A SHfZ ﬂ
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NEW DRUG
CRITICISM

3MICH NSCLC 2|2A| EGFR-TKI, 22|E} vs Ef02|A SHfZ ﬂ

12} St YoM 2E 20| gl= R0 4-6F7[(cycle) £HE Hst ULy 55| EGFR =AHOIE
(e)

H0l& HIAME HYO|HL 50| 27tst Y, Hold £ ALY BHEHIMEH YO s BHR=

HE AtEStCt

A2 HA|(MEZ=EA)
19784 cisplatinO] O] FDA £Ql=l =, BiZA| 7|8te] Egt FIetY X2t BE H|AMEN QO X|Z0
AFESHA = RAUCH GA0l= THEd] AMZEH AR HIAMZEHARIZ|PHE 2ot 2| =230, H| M
2 S MY, HHMTIMEY & 23S oA l= A/UCH

1990 paclitaxel, docetaxel, gemcitabine, vinorelbine & W0l CHSF 2MICH SAITE FHLZ| AR O,
FAE 2= =aof thst REES Zt2|7] o2 2002\ cisplatindh 2MCH SHA|Q|

40| 25 20t THE|HA, B[AMIHA0A A LA Ol 2M|C A2

o
ﬁ
f
N
HN
E

22 AL8SHH| I
0% W3A| cisplatin®ll pemetrexed} gemcitabineS 212t 27I5t0] 28 =5t AMATOIA, Hurzol
TIQOl CHEt S BILSHACE SHRITH HIBHMEL (MY S)0ME cisplatin+pemetrexede] S8 2|27}

HH0| 2451910, HYMT|MIHA|ME cisplatin+gemcitabine2| 40| o 245t%47| 0], O]

22 AEste gosisie¥oz, NI Z7(0| HIE0|H22 2tZ(cell cycle non-specific, CCNS)3HE A
Ol Y43 cisplatindt carboplatin0] U1, MZEZR7|0| E0]Ho2 Z&(cell cycle specific, CCS)3H= A
2 SHhAMA|(antimetabolites) & pyrimidine ZSHA| gemcitabine, folate Z&A| pemetrexed?t U1, &
0| M A 2HA| (antimicrotubules) 2 taxaceae AR EF paclitaxell} docetaxel, vinca alkaloid vinorelbine

0| 20, topoisomerase AAHH 24 irinotecan, ifosfamide, etoposide S0| UC}.

AHAZ|ZH
EGFR S¢H0|= 2 HYUOM BIET} =2|0F HEHI|MELQO|M s YO EGFR SHHO|E E0|= H|
AMIEHOA, EGFR tyrosine kinase inhibitor(TK)= MZSAH A2 =0 H|s 2

zEs BF YAl BUE THH=2t.
AL

>

£, 201 =7hs® dd, Hold Ee AYY HHBHTMNIEHAOM=  SMIo| Ly

(angiogenesis)S AA|ot= YRUTME MR (vascular endothelial growth factor, VEGF) A tH&
233 (monoclonal antibody, mabA|A|) bevacizumab(OHIAEl Avastin®)E  paclitaxel+carboplatin &

£ gemcitabine+cisplatin2} #8310] At23t Tt

stol B x| 22| (targeted therapy)Z2t £SiQ17}?

BHR=2AHE LMHEIL SEYH2=Z JIX|1D = BAE &

2
o)

2 510, e MZQ &5 z[L8lstHA
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NEW DRUG
CRITICISM

ooz LMER SAHSI= AAOICL SHAIT 7|29 MESFA= ME LHO| SAHSH= DNALE DA S

of 2&st7| o LMEED OofL2t o MEOE FAES 2Tl Tetd BHR(=A= 7|29 e

HEC FA4ES zast g

2288 U BYLS YD ARETE HBHY 4 UCH

U
HAHz2A0 E214d HHS AMES ASHYAR(signal transduction pathway), A
(angiogenesis), MZE 7t (matrix), MZEF7|ZAZHcell cycle regulator), MZA}IE (apoptosis) 50| =
Ct.
I BAYAA = Iy SOME 2 HIAMEH A0 ARSSICt HAMZEHY MES2 U2 =

Qla EGFRO| &4d3t=[0| U= 0| §40|7| WZO0|Ct EGFRO| £A st &MsizH Z2&E &+ gl M
ZEHO| YojL=d|, Ol 2MZES dYHQl £ & StLIO|C}.
HIAMZHY BA2ZA|= EGFRO| 43S 2tHsto] S SAS AAS= A2, MZE WolM EGFR
tyrosine kinase @< (domain)| QIAHSH THHOA ATPR} BHHo=Z ghafist= AEZHsmall molecule)A|A|
Ol EGFR-TKIC-nibAA)Qt M oA ligand?] EGFR Z§S Willse AMESH2{A|A|(biologic)Ql
EGFR-mAB(HZ2E&4|, monoclonal antibody)?t QUCt Ol& 2AHE2 EGFRO| E4aHEl 2Hzte| 3/40| gt

S5 E2QUCE 2Lt LKA 1/49] &2 BS54 b=t 2AldS 711 UL

Inhibition Strategies:

mAb

i « EGFR-TK inhibitors
' Anti-EGFR mAb inhibitors

EGFRvill
mutant

N

Invasion Metastasis

Angiogenesis

Inhibition
of Apoptosis

EGFR Inhibitors(Z*{: wwww.cancergrace.org)

MSHEAR (signal transduction pathway)2t £21917}?

3MICH NSCLC 2|2A| EGFR-TKI, 22|E} vs Ef02|A SHfZ ﬂ
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r\l

nO o
E
rr
=
HH
ﬁ
qr
Hu
=i
m
=
=
X
N
=2
i
St
>
fol
nj
|'>~|
0
ng
k=)
o
il
ns|
0=
M
|J
o
=
inl
il
RN
N
=
0
N

=
2 HMO|Z 5t ok ol2fst ME 2f MSHYESAHS &R growth factor)at St=Cl, 2F Q2=
MZot BOHO| U= o2l RO G £#EAH|(growth factor receptor)2t S0|XHez Zgst =
tyrosine kinase receptorg &oll MEUZ SO2CL S0 MES= CHA| ME W o 7HR] =& Z
HZZ2E Sl SIH2Z AME ol A= MES SAl0| RS DNA &4 S0| O|R0Z|HA 2|ZH

o2 AMEL SAHS REEICL =, AMEQ Y2 MEY S8 240 ofah AlRf=0] MO

OIN

72, Ols 52 ME W AMSHEEH A (signal transduction)of| 2fs =AEIC

FMIZES| B2EE AT 4 QIEE e SAHRHO|(mutation)2t 2t E|=0|, Ofw HEHsd

oo
X
H
|0
o[
ke
ro
oo

St HHAS AAHMSHH e ASFLS(signaling cascade)O| RS0 FMEO| FHO| AA|Z|1, M

ot

metM MG E2HH BH2BA = 9 AR growth factor)?t +&20f Z&ste AE YalistAL +&
o
=

Aol 2EetE ATYL 2N LM ¥ UAHS Aot A&

o

Ct.

rir

BOMZ MHARIR £~84|(epithermal growth factor receptor, EGFR)2t
A

HEUAE MESl 2 O, AdEa Md 5 MEEYo TRt B2 2452 st} o2t 2+
of &=l MAUQIZEZ+= epidermal growth factor(EGF), vascular endothelial growth factor (VEGF),
platelet derived growth factor(PDGF), fibroblast growth factor(FGF), keratinocyte growth
factor(KGF), transforming growth factor-3(TGF-B), granulocyte colony stimulating factor (GCSF) &
O] UL},

EGF(EIIME E£&= SOME &)= 1962 Fo| MM XS YAZJLD Al EGF(human

EGF, hEGF)& 197530 2|zt FMES| 4, &t & &0 tiet MUY F=29| &850 S

EGFRE EGF7} Z&& + Qe MZEL LTl 2242 FAMT|oM L= M W tyrosine kinase

o

Aot HA(EGFR tyrosine kinase)E|0f tyrosine kinasel| EAMEZ 742|111 QICh EGFR 2350 2

tyrosine kinase®| g2 MZEF7(9| 2, MIELDASl AR, 414 dadd & ME MO|E S5t0] &

10

gt Moo ANM FS25t Adgs TiC

[y —

-

EGFR tyrosine kinase inhibitor(EGFR-TKI)= Ot 23|QI7}?

YMES 9, 23 2 =2 MUY 29| st SR8t g

rlr

ol

t=dl, tyrosine kinase= O Al
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CRITICISM

SHYHRE SHSAI7Ie S2% 017 E40ICH EGFR-TKIE EGFRE E43HAI7|= tyrosine kinaseE A
SHHOZ Aol MO Y=, S4, HOIE U= AAHOIC

Olaf EGFRO| ligand®?} Z&stHM MEU tyrosine kinase @O M3 112|(activation loop)Zt AF7FQIA
t(autophosphrylation)=|0{ mitogen activated protein kinase(MAPK)2t Akt S2| AMSHZE Saslf M

m
A, HEYE, gatild 2 H0] SO RruAe] AYHQl USHIAHASE 2ESHA7 1A ECt

., O, 2L /0 e

l2tAM EFGRE ZfCtot= gHHo2 MIE LJOA| EGFR tyrosine kinase @<io| 2

fol

oy

Jtel4tel 2HYoM ATPE

<

BYHo2 Woliste 24 EGFR-TKIZE A3, MZE SH0A EFGRO| Z&& Ydliske EGFR HEE|7t

TKls

Inhibits EGFR
kinase activity

Phosphorylation

PI3K & x:

BCcL2T J BAX{ N signaling

b g Apoptosis G, arrest

Tumor cell Tumor cell
survival proliferation

EGFR Targeted TKI(Z%|: www.cancergrace.org)

EGFR-TKIO| O 9FA|S0] ALEE[1 U=71?
EGFRZ} 25101, tyrosine kinase2ts AIZ Ui M4 2ichsiet oiMZol IS T 4 U= Al

M GRS EGFR-TKIZE ZHEE7] AIZSIACE S [0l EGFR =¢HO[Of H|AM|ELH|Qf

40l gsfz|H ot
SZOAH EAHE 2 A LAHl= gefitinib, erlotinib, afatinib S0| UCt £35| EGFR SO0 2|5 mt
72 HANZELY & MY0| 10-40%S AAISH=C, MYl Blsi S0 & =H EANECH HolM

EGFR-TKIE= R2|Li2t 2x0AH 2235 ASS SiCt £35], EGFR-TKI= O1f 22 2X2 0|R20AH U &

|2t THErECE

-4
4m
2
N
N
or
_O,ﬂ
[n]
Hu
riol
Rl
10
Jo
19
>
00
H
H
oy
mjo
o

(@]

3MICH NSCLC 2|2A| EGFR-TKI, 22|E} vs Ef02|A SHfZ @
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A1 M|CH
TMIEH A= EGFRE ErbB12tE ZtEhst?| W20 0|2t B0|Z Qlst &5 WMol 2 &+ U= BAHES
7tA| 2 Tt

*Gefitinib (O|2|A}, Iressa®)
Gefitinib2 2003d 0| FDAOIM z[z2 I H|AMEY X|&2| EGFR-TKIZ SQL[U2D, 0|7t ZX|
el

o
42 HEH LEZQl mLoMe LSS Y

Ot tZ0l =85 A HYyY BHz|2A2t & 4 QUCt
2 oMAl= EGFR RAI SHRO|7t U= HARROM =7 BFSSHCHE H0| Y§{X|1, EGFR SHA &
exon 19 deletion}t exon 212| L858Re| KA} SAHHHO|7} EGFR-TKIO| CIZ3ICH= S A QL

£9| 028t SAHRHO|= MYQO|A 10-15%, OFA|OIRIOIA 30-40%<2| ¥I=E HEQICtn E1gd o E
.

5| Ojd, BISHA, M QY StRjof|A O] ®HO|Q| BI=TE =0t LA QT

2 QA= IPASS HFOIM TF MZ7|2t 21.670Y, FRI MEZ7|2H(progression-free survival, PFS : A
£ A8SI 9| HJA0| HE HENRE ZUO0| CrA| G wi7tR|e] 2|2t 9.57HE2 7|= ofste¥A| of
B 29 2 L= AMAfEES ARV ZaAZ2D LS ES 71%0IUC

2 oFA|= EI|MIZO| EGFR-tyrosine kinase2 AATO 24 AMEQ| MZS o= 7|MS 7121 QUR|CH

EGFRO| HfFMZECH OfL{2} CHE MIE, 2|2 HHMEO = ZASIEZ2 FYMEL AHUTIR| = &slst
1 E5| o U EGFE 7dte &
*Erlotinib(EtM|B}, Tarceva®)

Erlotinib2 2004% 0| FDAOIAM “12 Al 2|=0f Hujst AY S2 H0old BAMEY 2=9

EGFR-TKIZ &0QIZ|20, gefitinibl} CHAIZZO| C2X|0F 2tg

N

o A Yol Y= D|zICH= 0| THYo|Ct

— =

i
>
o
my!
kl
o
o
Qﬂ
-
N
i
N
N
k=l
$0
2
2

Hl=st 251 2482 LIElH=s A= YA ULt

2 U= EURTAC AFOIM B d27|7F 22 971E, SHEZ7(12E 104708 L SLEESE 65%E &
5t

A2MTY

*Afatinib(RA|2EZ, Giotrif®)

Afatinib& 20134 0| FDAOA 'EGFR &4B0|7t Q= =4 RISHY L= XH0|H HIAMZEHQ 229 12t

A|='9] EGFR-TKIZ &Ql=[U2H, 12} 2|=0f Cish z|z2| B|7IF2 ErbB family AHAZ2= A B HA

2|2 A|0|Ct.

OfA|l= 7t9A EGFR-TKIQI TMICHQ! gefitinib, erlotiniblt= E2|, EGFRS| ATP 2% 220 =& 2%

t= HI7IYA TKIO|ICt = EGFR7t 2440| |2 ATP2t= Of|HZ|7F LS|, TKi= ATPLS| E4Q1At7t
QIZL7E EGFRO| &= AE2 YA[Stct. ofof 1Mtie 7194 ez Ut

r

ol

g 4+ == Y 2O0IM ATPY 2
o} WOI|SE, £ Al S 2OB OfEI} AW LA WOIAA Y HOR o0 &0 T 4
olct.

3MICH NSCLC 2|2 EGFR-TKI, 22|E} vs Et02|A SfchZ ﬂ
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t4l= ErbB family 25E 2}Hst0] A2HMES H7IFH2=2 b5 AAF22H WY IEES U4
ot 7|2 XZAHe e FEotA= ZSHATt
ACrizotinib(Z=22], Xalkori®)

Crizotinib2 20119 O] FDAOIAM 'I3M 2= OlAtE A (anaplastic lymphoma kinase, ALK) ¥&E L

—_

Ettie =4 2lY E= Hold BIAMIEHY 220 SQl=Y=H], o 22 M| Hetat & 3-5%

i

2 ol o dhlint M| £2%t A2 St= echinoderm microtubule-associated protein-like 4
anaplastic lymphoma kinase(EML4-ALK) 8&/AA0| 2fsff F&E ML4-ALK LTHHHA = ALK kinase
FHS AASt0] TURUS LIEFHCE BIAMEHQ SR[Q| 2-7%0M O EFHA0| 25 2S0{2l Chl
AS 7R AN O SAS2 Y2 22 Al 50-61%2 =2 PHEE0| BaEACt

2 A= 20159 0O FDAOIM 222 ‘ROS-1 SHHOIE e JIfH(M0|4Hd) HIAMEH QY 2 2=
7t 27t Q== Of 28 Lot HA| HYeat F 1%E 2tA[Sh= 5|7 A20|Ct

EGFR-TKIO|| Cifgt Lid2 F310| EA[U7}?

o
EGFR-TKIO| Cfist B-S2 W= Off SH2=2 LIEHLR|2 THREES| BRAMME 1d = AHE &5t

[

OfA| LH-FO| H7ITM CHAl HO| ofot|A =Tt TetM Lgel 7|ds d=ts| §is{0F 018 35 & Us
geto] ordE AOo[Lt.

pu

o
X
=2
ol
2
m
)
M
pe)

|20f OrA|Ot HIAMIEHYY 2R} F EGFR SHO| Ay HIAMEHY A= 30~4
0] FJOIHAM EGFR-TKI LHdS 20l SAt2| 2/30|M T790M SAHHO| L{H0

2005 322 exon 200 T790M HO|7} Ydst= 3%
A
=

Stote 2

fol

[

_|O
i
ox
9
0z
N
rr
o
njo
for
ro
0
:Q
rr
jinl
o
rr

methionineO| ti42=2 37| W20 Ot 0|7} <0l flol =S HMA BES Ydllst=
Ae2 2EEAC
Of Wg2[d2 T790MO| 7|Z2| EGFR =QH0|2] ATP ZY¥AS STHAIH2EMN UWdsS 7t 20= B2

£ A0 F O A7 TR FE0IRT L gRte| 2o ZEoA O O|2HHO|7} YL 7ty 2% U

—

-

‘gof Iz SQIZ|ALCH
2007¥  EGFR-TKIO| 2|&f EGFR AISHEO| zittzle= AL MET  factor(mesenchymal-epithelial
transition factor)e| S SZ=(amplification)0l| 2|5t MET A&7t &MH3tE|HA 5+l (downstream) Akt

FAISHO] LMELl WES 7tsot Stthte A 2t & oF 20%2| LHGSAOA MET

HOof SA7tA| FEL U= g7

o
L7140 chet A+ AL 2l S JEHOICE

—
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NEW DRUG
CRITICISM

3MICH NSCLC 2|2A| EGFR-TKI, 22|E} vs Ef02|A SHfZ ﬂ

MAlEl ¢ ADOl= £ CHE bypass signal2 IGFR(insulin-like growth factor 1 receptor)0| &

212
Ofst= Zi3}, epithelial-to-mesenchymal transition0] LIS 7|2 MZEF(cell line)dlA YAHE|UC= B
=

2ta LY =2 @otez 2 AFE Q1 EGFR-TKIE 7t AXAHO|22 HI7IHZ AHHE AtEotH

T790MOf| ofet WMol I5ECte AIF QUCH St EGFR2 StLSH Q= 0| OfL2t EGFR family2
EGFR, HER(human epithelial receptor)2, HER3, HER4 S 4ZF7} A&, 1Mdse F=2
EGFR(erythroblastosis oncogene B1, ErbB1)8F Xfttst= Z0j| H|5H EGFR, HER2(ErbB2), HER4((ErbB4)

£2 2% AHBH= pan-HER inhibitor2 QMIEL| M 0| U CHAIE S Al ARE BT HJIHZO

hu

2tCt5HE multiple kinase inhibitor?t Cioto|2t & 4 QUCt.

=o|Et= A o{FA SU=U=71?

StO|oFE 22|EHOlita®, HMEY: olitinib)= ZU0A 2016E 52 ‘E|2A1 Z|LtAH| MM (EGFR-TKNZ 2|2
Ue T790M HO| XY =4 23N E£= HO|d HIAMEHQE S2to| 2| =2'0f 5|FeAZTe=

of>

=

r
r
r
r
r

2 oAl 2791 B4 AlOtO|2t HGMTO| A U ME B ASHL| oGS SAHOY EGFRIIS
a5

=
MM 2 AASHH 7|2 MY A=A Fof & UELs WY 2 2288 =S58 MU WIEHSA0|

k=3
=
A

1, 20159 12€ O] FDAZREE 22U 71gh Aok 2|22 HAIR|ZH|(breakthrough therapy)2 Z|ZE b}

%l
B2 Oofz|l= AlQER| AlSAIALOf w2t QUAF 2AHELUXA 1) 7[Bte2 F{7iHot=r|, O|= Aigo| Qe =
h

A
LE A 2| =47 QlAM QMO A OFM D} 2E2A E50| &olE Alokol| HH THOjZ §L5t1

=/ =

o
>

Y 3¢ ARE AT = HSSHEF 58S U= A=0IC

Eta2|as HA| o2 SAEIRA=71?

OIAEZ2IA| U7t EFO2|A(Tagrisso®, ‘d&@&: osimertinib)= 0| FDAOIAM 20153 12¥ 'EGFR T790M =
IOl e MOl H|AMIEM R (metastatic EGFR T790 mutation-positive NSCLC) X|=0f, =U=
2016 5& "EI2A LA AMSHAI(EGFR-TKNZ X222 20| A= T790M H0| 24 =4 2y =
MOl BIAMEHQ SHRte| 2|20 SQITAUACt
2 %A= 2015 11 0O FDAOIM 4Al&4AH(accelerated approval), &A1& 2|24 24 HES S5lf 2
I AM(AURA extension2t AURA2) ZItE 7|Hle = Z0lEofon, 2016E 28 R% EMASZEH, 3¢

2 SUHORSE M4 FIIZ we bt At

rir

o>

ne
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Et2|29| 7|2 FAUIR

EtO2|AE EGFR-TKIZ OFMA(wild-type) ECF 2F 9Hi Y2 sZO0M BI7I9Ho= HO| HEH(T790M,

L858R, 12|11 exon 19 delation)2| EGFRO| Z&HC.

2okl HIQ ANES S2 ZQ 0|Al DEOjA, EGFR B0|(T790M/L858R, L858R, T790M/exon 19

deletion, 12|12 exon 19 deletion)7t ZH25tD QU= HIAMZETA MEZ(line)ol CHs S=ZL2ga Lt

2 HEfOA Ol EGFRE SES LIEIL

= FHo| B FOl = SS0M =l & 7O oot 2 THARAI(AZ75502F AZ5104)= & ofA|et
=

o
FARS QA Z2IAS JHRD QACE AZ75502 2 At RAGt 23E 2R, AZ5104= exon 19

IIOI'

S 2oFUCL

deletion2t T790M =HO[(Sf gHl) 12|10 OFYR(Sf 1581) EGFRO| Cfs =&t 2

O

ESH AHTY AEOAM AAZHoZ Q9|5 5Z0|A HER2, HER3, HER4, ACK1, and BLKS| &M= x|

—

Tagrisso MOA(Z3*{: www .astrazeneca-us.com)
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NEW DRUG
CRITICISM

3MICH NSCLC X|Z2H| EGFR-TKI, 22|E} vs E}O2|A
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