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RHAEF T L RE R RENZE
5 CRIEFIP AL PES XFEET 10.2 S H
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T

100 b

n URER FWE R
(N=103) (N=104)
6 n (%) 25 (24.3 %) 58 (55.8 %)
R A (95 % Ci) NR (20.3-NR) 10.2 (8.2-12.0)
P <0.0001
0.34 (0.17-0.71)

HR (99.6826 % CI)

)

80 —

60 (—

40 —

FTHREGTE (%)

20 [—

g

12

15 18 21 24 27

B: J-ALEXH#R: KT PFS (ITT AEf) | URERMBLE MBS

; HR, 0.34; p > 0.0001; WA . iR
WA, JLT P SR
BRBITHMAER T PES K. T
SREB RIS B, T A AL
FIVEAG Y ORR 43518 91.6 %Al
78.9 %. AT RS HE SR B e A
AEAETE 2 (W IR i /) o

ORI Z 1t R 4F, JFHERIH
ARHARRB (AE) Edl. B4
[ R A R (A, B 58 . IR
Baig, SO, RGBSR, BT
HIXLe AE (R A2 A 3R & e i)
BT e eI, A A A
FEARK o X TR, 15 0t 2
. ZARBRE M B, 3/4
AE Y (26.2 %5 519 %) , JfH
AE 3 E 15 25 R0 57) B P TR SR AR A
1R AR F KPR AR TR R . Bk
b ks gh R SR & R T K

=P ALTA R3VE(5 T brigantinib
15 R e Ak AL Re M ALK BHME NSCLC
BE R ER (4], B DABEHLAL 7 50
B2 WM FIE N brigantinib: &K —
W, #% 180 mg (n =110) H{E2
BIBEAT 7RI 90 mg S SiB)T, B
BR—IK, HX9I0mg (n=112) .
#% RECIST #rifl, FZZ 5N ORR.

180 mg 1 90 mg brigantinib £
B E IR EAUE S 54 %A 45 %
ORR. KZHALJT PR. #H1 4
L1 EERELIESER CR. ORR
R PEAGTT LA XA . P2 AR R
2 HURH A RN R RS
S ISEEL T 86 %A1 82 I HIE TR
"F 47 PFS 7F 180 mg =41l 1 4
*1

(129 NMHD , MTE 90 mg 7 E4
92 MH. 14N, BEhal
54 %F1 39 %A7uG B IEEE. 18
PILH AR M AR B AT 0S. 75 1 4
AETE R E A 23 71 80 %A 71 %

FEx BB A AL RO TE

FHBOST B A 2R R 2V B, A
T R 3 AT N R B TE A AT
ME (= 10 mm) FEREL TS, K
FH 180 mg 1 90 mg 7] F 40 £ I 5L
M ORR 73514 67 %A1 36 %. JHlNEK
R HI RS BN 83 %l 88 % (R
1) o TEFEZRBA Al IS0 35 BRI L
CTEBE AR T80T B3 T80T i 8 17 33 8D
(KB4 RIERAE T 73 %A 37 %I A
ORR. J#iP4 PFS 7E 180 mg ¥4 47 H Mok
A3, MAE 90 mg HERPH 156 4
H.

brigantinib 7t 41 5 &R B AT
W27 et BOIMERENAR KR
N s VG SR . ORI %
9. 3/4 Y AE RARAK. EEGHL
WL, W T B e 2t ALK BH
T NSCLC #:%, brigantinib 4% J1 i
NP IR T B . I RO e A
S5 RS FFI TR 180 mg T RITERE—5
W, —IABEHLAG T IRT 52 B AT IEAE
ALK | 7 4) 16 B3 i %t 180 mg
brigantinib 150 M:E J8 IAEH o

ALTA IR, R brigantinib ZERERUERKEREE (210 mm) KBRE
PR R 78 L P ST

H ALK Witk NSCLC EH ¥ 40 |RC WRIFRSK 180 mg OD 90 mg Ob

. (n=18) (n =25)
AESTRIARA ORR, N (%) [95 % CI] [121?877)] [fg(fgg]

Brigantinib ZESEHE B HE BEERAEREL n (%)

4 .

HERERHEM: ALTA - IESERIMIA CR 0 2(8)

brigantinib & Fp4 TR LM LR F O EAR PR 1267 79

—ft ALK TKI, Uit Hfy s ekteg - SFTIESHOA CR 0 0

Mif 25 ALK 978 AT st ik s - BFIESSHOMA PR 0 3(12)

. # ASCO K& LA Il AR Apseisahls, n 06 05%Cl iy (66-08]

JEIR T IX R 245 1 A AT H e v B JE T O yT————

TGk Ja st . BB rEREYLAG T ’ E—
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FE ALK-FA ROS1-MFILE
M. lorlatinib

lorlatinib & —F AEAE 7515 B Hh X ph 28
A4 (CNS) MH B KIF ALK 014
7o B O SR IHERTIE R ALK ]
FIFTL RN Z TR G M, F Bk
A —FER A ROST Fl 5.

Solomon & A1 T — ik AT H
TI0 VA ) Qo =B s 7 R
TTE 54 %MW ALK/ROSI FH T
NSCLC &35 & H — R 8 B X
lorlatinib IF{EHI[5]. X L6 HF B# 2
YR EE, NETEYEEZE D
ALK/ROS1 TKI 2 Ja# @i, T
AT BE A3 A 9T #R A AV o 0 AT AE T )
ERIMANERG . R IEIR CNS 5
(BWBRITRARAIRIT) 5 72 BIEE
HWiFER . £ MRI % lorlatinib £
PG VEEAT T RTRETE VTS .

lorlatinib 7£ ALK FAVEFT ROSI A
P BB 3 R 2 R D AR I PR T
X—697 7= 3 il CR A1 16 {9 PR, M
MS% 46 %N ORR. #5237 —Fh ALK
TKI {5 #RHH 57 %M ORR, M4
E/PiF ALK TKI 2 )5 ) B & RE
42 %% ORR. K7 A& A HAnik:
RSF4R/Ne 18 20 ZEBFEH b, RN
B A R RS X T A
%], W PFS N 11.4 MH. £ 1 £
B, A A%MEFETHIGER. M
ORR 1 &, JGaif#2Zid—f ALK
TKI (26T PES HLEaz it iy el o
Z P TKLIY7 I B R IMAF 4 (PFS
N135ANHF92 M

lorlatinib 7577 5| A2 1 o 3 19 fii
SR AR ATRE VAT VAL, {E 18 4

BE

SBAT AR A A, KA 5
% CR F1 2 FIZAESE PR, AT 39 %
2R SEM N [ B2 . 4 %4 ROSI AT
BHEPA 3 NGPIMEgE N fEEA
G JE 7 1) B R R A T RO

i JIEL ] M 0L 2 A LRV T AH
K AE, HETEGER, IFE5 T AT
FKU Rl fEH—IR. BIK 100
mg FHERE T AR E T, IEMEEE M
AE, GIEAME K wEH i =g e
FEEIRGE. LI 1 A5 4 1
TEAER 57 ANHOFFELIET .

RWERETSE MET METH
NSCLC FH{ER

TE4) 3 %% 4 %GR NSCLC B
HRORAE DRI R MET (5748, %
RAFGE T A K MET B, MET
HAET 14 BERR—HRARE, B
RIXLER AP H T2 233 MET 75
T 14 BREK, (HIEFE S IR sE = A
AT 1) A 40 5 25807 1 AR 3 A 2 7
o fE 15 %2 20 %K% 51 o AL 0% % )
WKk METY 1.

SO JB IR T R /E MET 417
HF, 0 H AR, 2, 1
] PROFILE 1001 WFFTH, IF A£G
MET MNE T 14 SUE ) NSCLC 5+
AT, £ ASCO K& BN
g B IIFIX B L, e
AT POR I PN AR _ETTHERZ I AR
B, X 55 a0 e ALK BA T B
ROSI EHE NSCLC 3 ffiiE — 5
[6].

21 ZEFENE, L HMIR,
IR 250 mg [ 4G BB 2 7o B e

o TR N IR EAHE AT HE R ALK B
ROSI W%, s Je¥h 97 £ PROFILE
1001 574 T 44 % ORR. JL°F
BT B ERRAT T MR 2 4 . WL
YIWUR S B e B, JFHRZHUEH
TERF ST R AR R BRI B, F o KRR
BRI NGE 1 LA . AR AL M
KRS BB, PR
AL PFS A1 OS.

FERRITHE AE KM, &
Loy JETEFIRL RS, X4 AR H K
T HBEEN 1 R 2 B ARIEK
UG PEF I N, A B %R N
of T e JE AHE— B A

I BRAF RE{EA R

BRAF V600E RAZKATE 1 %F 2 %I
Ji e R, R A,
70 %N BRAFV600E %!, FIlH BRAF
V600E 5345 NSCLC H A HIZH 4 20
TEER B O AR 28 1 e, T A T 42
AR AT I R I AN A N 1 4
.

TEIX — A (1 — B v 08 1) ¥
ST FEINH BRAE /N7 Fik s
JEJE (dabrafenib) Bt& &K 4% MEK1
A MEK2 A8 R0 74 F /o7 it
2£# 2 (trametinib) . X L6243 [F
25T T MAPK R IXUE IS 7E
M 78 4 BRAF V600E R7Z IV
NSCLC #HEMWZ NG, AERENLIL. TF
bR 11 ] BRF113928 B 7EHt, 41%f
Mo, EZRi= 1 Masrisk
Wz Ja, bR R ARy T LS 33 %
i) ORR 1 5.5 4~ A iz PFS (BA%

1 Doebele RC et al., Mechanisms of resistance

to crizotinib in patients with ALK gene rear- ranged
non-small cell lung cancer. Clin Cancer Res 2012;
18:1472-1482

2 Zou HY et al., PF-06463922 is a potent and
selective next-generation ROS1/ALK inhibitor
capable of blocking crizotinib-resistant ROS1
mutations. PNAS 2015; 112: 3493-3498

3 Nokihara H et al., Alectinib versus crizotinib in
ALK inhibitor naive ALK-positive non-small cell lung
cancer: primary results from the J- ALEX study. J
Clin Oncol 34, 2016 (suppl; abstr

9008)

4 Kim D-W et al., Brigatinib in patients with cri-
zotinib-refractory ALK+ non-small cell lung can-
cer: first report of efficacy and safety from a piv-
otal randomized phase 2 trial (ALTA). J Clin Oncol
34,2016 (suppl; abstr 9007)

5 Solomon BJ et al., Safety and efficacy of lor-
latinib (PF-06463922) from the dose-escalation
component of a study in patients with advanced
ALK+ or ROS1+ non-small cell lung cancer
(NSCLC). J Clin Oncol 34, 2016 (suppl; abstr
9009)

6 Drilon AE et al., Antitumor activity and safety
of crizotinib in patients with advanced MET exon

14-altered non-small cell lung cancer. J Clin On-
col 34, 2016 (suppl; abstr 108)

7 Planchard D et al., Dabrafenib in patients
with bRAF(V600E)-positive advanced non-small-
cell lung cancer: a single-arm, multicentre,
open-label, phase 2 trial. Dabrafenib plus
trametinib. Lancet Oncol 2016; 17(5): 642-650
8 Planchard D et al., An open-label phase 2
trial of dabrafenib in combination with trametinib
in patients with previously treated bRAF V600E—
mutant advanced non-small cell lung cancer
(BRF113928). J Clin Oncol 34, 2016 (suppl;
ab- str 107)
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*&2

Eﬁ%@+ﬁ%§% ﬁﬁ%@%g%?

n =57) (n

ORR (95 % Cl), % 63 (49-76) 33 (23-45)
BIRIEHIZR (95 % Cl), % 79 (66-87) 58 (46-67)
PFS, #fu# (95 % Cl), A 9.7 (6.9-19.6) 5.5 (3.4-7.3)
RNIFFEERTE), (95 % Cl), B 9.0 (6.9-18.3) 9.6 (5.4-15.2)

A) [7]. fE ASCO K% I, Planchard
e NAE T AATRHZ IR IR A S B
BIRIE b X R e B —
Pl ALY AN =R B — 2R 9T
2 )G, #%AHWIR 150 mg iEHd3E e
A H—& 2 mg 28 e B EiaTT

8] . H FEZHI AWML A ED
ORR.

57 % EE RN AT, HA T
BN B EERA RS . fEi%
AHEd, ORR N 63 %, FHfEhlEN
79 %o S NLRFEE AL A A 9.0 A

, R EAELUESE 1 R B — 2 AE 5
VIR TERES: . fEHR AL PFS J7TH, 4
Frgt 9.7 N . AHEETIA SRR 524
¥6J7 (BRF113928 #HFLMAGI AD
kAR R A A B BRI E KW
IR (R2) .

AE ST, I BRI ai7E
M R R IR T PR W B 4
Ho AE GHERHM. Too . Wk, g
B 2. BECTRE. R, SMEK
JHORD Bz S 4. BURTT S, Rk
FE e 5l sE % JE Ml 45 AN BRAF V600OE
RAF NSCLC HE#FIRML T —MEEMIE
JTIEFE u

% Gustavo Werutsky, MD, Latin American Cooperative Oncology Group, Hospital Sdo Lucas PUCRS University, Porto Alegre, Brazil

pEMXAEER: HABTRES R FEEPS

T 58 b [X = A= VBN 7E B B A R AR
77 Th T e VAR A B A b ke 2
IR B — R ZOA R B T R R
—HIIEYZ 6 L)ERMIZE K. 7
KR, NP 2 DY T A S Y R
W BRGNS R R
SERHT, b AR I A T Y JRE R T
YNIEE ¢ g RERrESl: 0N S S N (&
=

FEHET, FERFEMXAEFEMRE A
£ 85000 TG MAE TG R A AE
PR X AR R 2 ¥, AR
Jeovtnst, BB ATH R K LA
T8 R R AT BT BEARORE
Bt 7 EL AR BT 55 IO IR 5K, o S 3 X
BRI ST Ji AL 0 A 52 B O 1 e
1T A2 Jif 988 S5 A A G Ve - R A it
FEAJGILTHEE, 70 9% IR HT 4 J68 AE T
K 2 AR R B Ko DR B AE A
AR R, NS 127 XA i o 4 e
A R e 2 s 24 M ERORT T T s ) —

AR AR S,
CL R 7 35 b IX e iE BT 35080 T2 1) = 22
SRR B H AN, $ SR B E
3 TP 4% BN s B K 0y 22—
Btz —.

21 70 %% 90 % H i & e
I C MR O E %R, AR,
KE) 15 BIIHRGISIT N T i,
MAEE P, XAEBIN 8 %E] 9 %.
XEMWE, UL EH T EGIERR
J7, X T E AT B 2
25 i A BE VR T (T AR TE s e, IF
HAET ANE e s o 3 R o) T i
e [E 5 (1 28 50 3 AR K I PR A

TN R B IEEREHE?

BV DT A E AL, I DB
o fEIEZ 20 FH, WHHE DMK
40 % NREE] 15 %, SR, X7 THINSS
DITEFIFEH X AEH A 75— L H AR
K, WAL IE K .

EWHE LT ?
BT S, CT HFA PET CT B4
FERL B K, XL % 1 AT
TR, FEHS ALY, LA
B B A 2 . SRR X 1
VP2 B8 TR IR SR, 1 IX AR
MM KRR LERTEW. £fie
I, #fildE B 1 ECOG ihahiRA
VAR Rl 2 Hral . X EEN ] Tl
sy, B2 NEA 2 4A
YRR . R AR R R R
JIF i AR oo o o R LA B Atk T 1
AN, AT B il B 3 % BT SR A
Bo [, A0 7 B A
P hIX — i A DA SR ERE 2 W
TR AR YT, R EE RN
FIHAE AT 2 Fie Wi IR IX L
Ao I 7E B 5 b X — N BRI HE AR
EMRZER, EITMRESLBERTMA
PRGN, 303 BB
CRVERAL” BRAE, FERNE NI S
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Lucas PUCRS University, Porto Alegre, brazil

H AT EIT AR . XA RS TR
MR %5 Z AP AEAR K 22 57 Bl anfE
B, ANLRGT EGFR RABR N ZH
M 20 %E] 30 %, M0 FERLE LA U
560 %o XUEHFEA AT DLAMER
HpbE . WK, K TR R
Bokm T Emn Y. B, |
F & &S, A DB =R AT
XA . BT ALK S 1A 2 E FRAT T

B AR HE, B i A Rk,
AL R AEATT AN W B2k ALK K, T
ROS-1 o JL-FAAEE. BT, b3k
o I A 8 A e ) 24 Al 3 fh B
Tt H i G P BB

RFWRITREFERGR?

BT AR A RG22 5 R IT
WREAT. i, EGFR #7) CAEH 3
B ORI HE, (H G L 2598 TE vk 4R
s K LB B . 1R B P IXFE AT
JE A FEE N B L K R 2T 3 (1
E 5K, XEEZWILE LA ATk O 3Rt
e, HREFE N 0 EH A R A
AT, HBIME, fEEVE, ALK )
TR IR IT NG TE A ARk, Hid
REFAUEAFLRFETWEEMLH. X
R BRI D 10 FE A v 3R AR
G, (H 7RI T 24 R X LLRIFE
WEREAE T ER, EARRERZI,
VLR AR T WAAEE ERZERR. Hr
2 ] R U 65 0 03l B T X — 1

o I A LB R i ] S R, i A
TFREGH A « Ak 51/ ) s 31
T B WG TT . DL EER A
IRAG 70 A R 7% R R VR T 45
bk AR RS 4 S0 Uit e ) e R VR T
KRS a0 T Z . u

RITEE EFNEFE EGFR @54

LUX-Lung 7 B EHIRER
ERERE

b # LUX-Lung 7 X% 2 7€ 134
EGFR- 3% [ PEM ) (1IB/IV 1D Jifi
Jipd s, E0PSE X ErbB KM
WA # JE Cafatinib) 58— LA
¥ EGFR TKI #E# )8 (gefitinib)
T —x— 8. WRABVIE 54, A
BB emrm s 52 HEES e
B FEAL, KRG T REN PFS.
ORR MG J7 2% O B [B] 3K 246 [1] . OS
HH T AN B

7t ASCO K%L, H Hirsh ZA
NAETEREHRSER (PRO) , MUK
A B R AR FE X PES. AE %

A0 PRO [RI5AMA 1 5 0 HT (2] AR ¥
TSeAR € MR =R T R, RYRTE
Br e Ebk. WA 40 mg ATIRAKHT
B2 A2 JE R I AE 8 A R
PEHET T3Pl . Bkah, TRUEE 6 4
HW& Db 5y 6 ~HNE
DR 40 mg [EE Z ML T PRO
1 PFS.

HER DB TRIFTH

BeT 925 5 J8 BU 7 Al 5 e B R A T B
. Efiik# e (20 mg. 30 mg. 40
mg. 50 mg) Ak, HIEE gL l—
TR R . ERBTEE e iRYT

T, 39 BIAFIEM 40 mg
W F 30 mg, 13 BHINFEE—5
/0 F 20 mg. AR, TEAAFIA AE
T R 2R DG A 2 2 AL, AT
SR kA R A% T AR T
I S BRI OC AR R AR A E
MR COLED .

B PRO TMi&, M EQ-5D™@ )k
RO VAT 0 45, 72 AT A0 5T
S B AL S . RT3 EQ-
5D 8¢ EQ-VAS 134 F i, B e
5¥H9EE e 4 2 100 W sl Ik B
BXMESR . Bk e &b of
KHIFHX PRO FETT R . th4h, 7F
B 6 A HIEST AN, %< 40 mg
8= 40 mg LW 8 & 2 8] PFS L%
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T

100

L RES0ES]

R =3

100 95.2
81.0
80
635 0.3
60
40
25.4 28.6
20.6
20
7.9
3.2

fEfT g5

BB HRE%

fickiikon

MERbE

100
90.5

u (EREH

80

F5l=z3

61.9
60 52.4
33.0
40
23.8 27.0
20
95
32 32 00

1 5

BERIER [y

fickiikon

B B RSN BB ERIATI R AE RERFTEMERR

Wil o AE S IR A 4 T b 1 B
o, L PFS 4470 12.8 AT 11.0
Ho 52, WR\YILHH, &
B R Hth AL PFS 9 10.9 A[1].

SEENTIN= CIRF S < YRl ol RFR
B RENSHERFIGYT . W0 LUX-Lung 3 Al
LUX-Lung 6 i3 (M%E[3], i %21
51 R BT 5 e 77 B e b e B T EE R
SEMRST RSO V6 9T AHOC AR 1)
— P A

¥t LUX-Lung 8 iR I&RY
VeriStrat 34T

EFFIbRZE 1T ) LUX-Lung 8 i35+
KFiEE e 5)uik#)e Cerlotinib) i
77 . RIS T 795 A%
AR 0 B il S, AT A D 4
A JE A A0 AT 2 5 LT e 1
JE . B E BRITEHE RIS
OS. PES FlI ¥ i 75 ] b 1) & 35 3K 28
[4]. Goss ¥ NJ&7r 1 #IH VeriStrat 3£
SRR (5] VeriStrat & —Fh 1% - &

H PR GI, H R E EGFR #EA
BT IEAE/ N R (NSCLC) iy
5 AT 2 (6] . BFsTE A OS
ERFELST R, W T VeriStrat
7E LUX-Lung 8 "TLMIGEE /1. v,
BETWESRHAKIE 675 4EEN
I3 AL BEAE T OH SO CAF (VS-
G) 7 Bk “2 (VS-P) 7 . AEEEA
FERITE W AH 5%+ VeriStrat IR
BT 1 ImPREE R

EVS-G 4 (n=412) 1, BTiEF
RAEE BRI OS 48 11.5
HA 89 H (HR,0.79; p=0.03) ; H
£ PFS 43414 3.3 A1 2.0 A (HR,
0.73; p = 0.005) . XT3N VS-P
FEHE (n = 263) , FEERBAEE
BRI 0S 405 4.7 AF 4.8 A
(HR, 0.90; ZRAEE) , HHHM
PES %4 1.9 A (HR, 0.96; ZFAE
) o {EHBTEE e iR IT R E
VS-G ZH1) 0S Al PFS %K vs-P 4
(0S: HR, 0.40; p < 0.0001; PES: HR,
0.56; p<0.0001) . RAEZHEHHT

, VeriStrat Z&R[iEE BRI &1 0S
I PFS WAL T 4R bR, 5 ECOG i
PR W —ERIBIT R R N AR
WS AR TC G . SR T OS F1 PFS,
1F VeriStrat A28 5097 H 2 MR E
IHRATATAR EAR A

BRI S, 78 LUX-Lung 8 3%
W, VeriStrat fE 4% 52 FilvE & JE 197 1)
ST HE R SR I M e R R R A T
RSB I SE A AR o 7RI 25 DLYR
ST, B JRITIVALE VS-G 4
AT RERTILEE K 0S Al
PFS.

XF rociletinib KE ¥R
TIGER-X

it EGFR B[R9 30/ TKI £#
WA EERE: SB4ER EGER ()
i) G B e d M AVIRYS A T
AAEY) 60 %I EE & b T
EGFR T790M ZR1FVE T 24 5% A% 1fif 52 3|
FRH#I. P, rociletinib 4% i3t pedt ot
PG SAR AN T 19 AN T 21 i
L858R £l X AF DL J 3R A5 P it 24 58 A%
T790M (1 il Al . Hoxt
YR EGFR R A e/ MATEE .

Goldman %5 A it %% 7 I/II 3
TIGER-X HFFUIRIF TR &5, 1%t
L% %% rociletinib 7 B A M IELE K
PEEEHHE T790M-FH1E NSCLC 9%
NFEHEA7]. {EZREHFIEY K 1
WIEk oy 2 )5, M —FhelPif EGFR
TKI A7t 305 17 2 et 1) S8 3 ik N 219
BIAA (1 ¥ . fF 548 ZEEH L
PL 3 FsflE (& H P IRERX 500 mg,
£ HW AKX 625 mg, & H P XER
750 mg) X rociletinib #£47 T ik .
ORI 3 ARSI 1 VT A
T N-ZBREA%0F 2 (NAT2) JER A%
&tk
HRIEAT TN 5135, rociletinib J7
T 33.9 BIMAIESE ORR. 1X—
BT BCATHR 5 1 )R N2 (8, 9], TE
SAFIEAS, BAEHRMNEFA, L
35989 A, 9.0 HM 7.1 A . PFS
I 57 H. 5.0 HF43 H.
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EFARIES, SHHEHE W AR
ARG, 5. B, HEHME
BRURGR . EMRHE . QTe (8] WIZE K A
I 55 RS SR R ) 3/4 94 AE. A
FRIM, KB rociletinib 1577
R R L A R, X R A
TR SRAGEREIR . AT NAT2 £
HALER, BEHRFNAEE (n =
196) . H1%% (n = 148) R (n =
38) LWEALRTY. 18 O WAL B R
R MOBEAE . QT 1) 41 28 K Bl Al
IR I . rocilitinib I R
R EIT 24 Clovis Inc.f5 1k .

EIFBE=HK EGFR RT4F
2 TKI: olmutinib

olmutinib J&—#f RS =40 TKI, H
HEE 19 Bede. 1L858R 1 T790M 1
R EGFR RAGFFVETEE. %2
YIAH LR EGFR. {ELL EGFR-
TKI G974 NSCLC (1% E A
R GREAT T bR 2. 2l /1T
WREEF, WA T olmutinib % 4
PEL T2 ZARE R 1

SEH

ES

R T790M REHBEHE olmutinib FRGEIRNZH

R, n (%)

BEMRR (BIESRFAARIESS) 43 (61)

s 63 (90)
2NV Y] 38 (54)

& B TR E IR AU SRER S I AL 20 (29) /5 (7)
f 5t 3(4)
ANATIEAN 4 (6)

o TEULTRBFFEI 1T BAFR A3, 76 &7
H T790M RARREEHELEZ THH—IX
£ 800 mg (1) olmutinib, iX&4HEH
HAE 2> —Fh e T EGFR TKI 1577 FH%
THEHILT R

H 61 BHEHSTIT AHAERNE
WSS HIRIREAR N () o 1 84 %I
RN, MR BAESE 6 R, 1
90 %I N B PSR B S R
N ECH 8.3 H . H32id — R
A BRIT B F IR 8.8 A AL
PFS, 1M £ 52 ik W b sl 58 2 Fh S i v
S E Y, PES N 6.8 H. XT3
T, BEBCFIRE ARG B,

R MLy, BB E R PR
o 4 HEE BT AR (L RR IR FIIX
M TR MERGRT . AN A AR &
BB Mk Wia T . RWLEEE] QT
V) 39 92 K R s TALKAE:

EE B H L8N, olmutinib 7E
HEFE AR H — IR AREIK 800 mg T 177 &t
TRIHA S IR REN, FRA
RIFM At BT P4k 11 3
% ELUXA 1 IE 78 i — 5 iF 14
olmutinib 7£ T790M-[H ¥ NSCLC &%
FR T RO e A ]

1 Park K et al., Afatinib versus gefitinib as first-
line treatment of patients with EGFR mutation-
positive non-small-cell lung cancer (LUX-Lung

7): a phase 2b, open-label, randomised con-
trolled trial. Lancet Oncol 2016; 17(5): 577-589

2 Hirsh V et al., First-line afatinib versus gefi- tinib
for patients with EGFR mutation-positive NSCLC
(LUX-Lung7): patient-reported out- comes and
impact of dose modifications on effi- cacy and
adverse events. J Clin Oncol 34, 2016 (suppl;
abstr 9046)

3 Schuler M et al., First-line afatinib versus
chemotherapy in patients with non-small cell lung
cancer and common epidermal growth fac- tor
receptor gene mutations and brain metasta- ses. J
Thorac Oncol 2016; 11(3): 380-390

4 Soria JC et al., Afatinib versus erlotinib as
second-line treatment of patients with advanced

squamous cell carcinoma of the lung (LUX-Lung
8): an open-label randomised controlled phase 3
trial. Lancet Oncol 2015; 16(8): 897-907

5 Goss GD et al., Evaluation of VeriStrat, a se-
rum proteomic test, in the randomized, open-la-
bel, phase 3 LUX-Lung 8 (LL8) trial of afatinib (A)
versus erlotinib (E) for the second-line treatment
of advanced squamous cell carcinoma (SCC) of
the lung. J Clin Oncol 34, 2016 (suppl; abstr
€20510)

6 Gregorc V, et al., Predictive value of a prot-
eomic signature in patients with non-small-cell
lung cancer treated with second-line erlotinib or
chemotherapy (PROSE): a biomarker-stratified,
randomised phase 3 trial. Lancet Oncol 2014;
15(7): 713-721

7 Goldman JW et al., Updated results from TI-
GER-X, a phase 1/2 open-label study of roci-

letinib in patients with advanced, recurrent
T790M-positive non-small cell lung cancer. J

Clin Oncol 34, 2016 (suppl; abstr 9045)

8 Sequist LV et al., Rociletinib in EGFR-mutated
non-small-cell lung cancer. N Engl J Med 2015;
372: 1700-1709

9 Sequist LV et al., Efficacy of rociletinib (CO-
1686) in plasma-genotyped T790M-positive non-
small cell lung cancer (NSCLC) patients (pts). J
Clin Oncol 33, 2015 (suppl; abstr 8001)

10 Park K et al., Olmutinib (Bl 1482694;
HM61713), an EGFR mutant-specific inhibitor, in
T790M+ NSCLC: efficacy and safety atthe
RP2D. J Clin Oncol 34, 2016 (suppl; abstr 9055)
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KTFEHEBIE EGFR RAWIEE
gk A EGFR TKI, [724%5es
SEPANER?

MAE— R oWl EGFR 4%
B, ATH A 3 Pz 20k,
SR, LEAN A 22 [ LA IX 43 2 1R
BEN). EGFR #FWHE RAETINET
18 & 21. KZHOHIE R HIG [ BT
FiH EGFR TKI; #ATM0, #ilansh &7 18
/b WAL B X R E JE (afatinib) 1
AR TR RS e (gefitinib)
B # 8 Cerlotinib) 25 Hifh — 2%
TKI. #2120 ERFE —RSE85T
H T2 = KB a4 w1
20 TR ) A RV T R R T —
AN AR IR, R Ik e £ )
W BT VR R R, T R
FAAT R B2 AT o IX R R
EGFR-TAYE NN 4 %E 9 %, £9/50
FEBIH 17 %, [RIUEARE B A Y
K.

HHF EGFR TKI 72 K YA 75 b R
HARGT Y PFS 45, bR PER N —
ANEFREE. FEBRE. EEE e
Rk Je BA A B R AL, (HAR
WRAE HE S, fEAm%E R
A6 1) 1 5 R AR IR TS AR HOR AR,
XARERAVEZ EF IR K0, &

ATRT DA ) VS R0 e, B4R R i A
R 8 HIA R B sl Fist |k,
T AL FRATT PR AP iR B R R & .
W R R T AR 2, AT LA
A —Fh EGFR TKI. &1, XFFIiEEE
At e R AT B LA LUX-Lung
7RIS K, SRR e, 8 AR
1R B TR 1 I i BT T AU B A
27 %(1]. FH—ATrIH R, AT
VIR, WEMNEF 19 BE R EEN
BTvLE JeiayT R 8] TR FT ) 0S
Fai2], WXt Al EGFR TKI #E47HY
R AT BRI E — S N 51k
JTAHELIY OS B3 . X rlfgk—1%
EEE.

TEH S, WAISHRAIR
A RVRD B S ORGSR
M E Ny 50 kg MZF AL, FRES B
WA R E, MW A N 19
IR AR B H AR T AL 1 75 A B AR N AT
R X IR IT R 3R AR . FRATTAE — L R
HRT EGFR WG R4, A
HER2 54, WY MR, XL R
AT Re BT R B SR IR E HER2
F EGFR PHWifisZ2a5. wtoh, Blike:
JRERTF NI, R ET 18
MRAE . H—HERRELWESE. B
P R T R R I 2] 30 %I
RUF L% . o 2 L8R I % 7% 96
HRHBEE ), MAZHAR EGFR
TKI. HAh TKI 5]k R B, HA
kL e .

TR 2 — BRI S A W ?

BCH UL 245 9828 /2 T790M 3%, K
T4 60 %3 66 %[5 EGFR-TKI
wITEE T, BlHATNIE, HAF
osimertinib FR7EH FiZEH N, X
LY/ S | A Tl Td G Sl E RN
FOZYHLE D RAEASNREN, &
NEZEAE T790M BHE B 4 66 %[3]

o JFHAE— /N IR IR TN S R
[4]. PFS %124 10 ™M H, HLEI 7 —
BITVENE R . KT HABZ Y 05T
IEfEBEAT b, AR, RUWEH
JUAS J& 91 9 A6 97 A I RE 98 9K =7 BT
EGFR 7 i 1 th I3t e #2830
JA EGFR TKI ¥677 FIBUEE. 2%,
M 245 5 E R AL IT P i Bk, 9 ELR e A
PHAIT RN T RE. 88, XIFARE —
PR R 7. mear, [ bR
T 7=
Association for the Study of Lung
Cancer) C&NAR T X Ttk EGFR
FAZPHPE NSCLC & # f1 dil[5]

( International

KT LB E B H pia BpEail ?
oG e # A A K . E AT B Bl e 1
HHREVEZ NE ERERA, RR
e EGFR M ALK 7% (s it
(N R CEDN A S L
Koo BT BATIE 7 2 a8 4 N R
37, BRONEMIEIT A K EIER . o
RAFEZ AL 10 ANEC 12 DML,
BAT & BAT SLARE U BURIT . B
PIAELLTT, FHE R EBRIEDCN 3 4
k. WREAR BOoRE L AL, I
BB N S A 2 TORE AR K, AR
AT RETTF 4G EGFR BY ALK TKI 677
WM . RS B R, R
AT 23 08 3 FRE IR 1D B AN 93 o AT TR
JTo RS EBEXT TKI 773 [N
I EUW 1 B R, A e R A
T

T SR ATV 5% ) A0 kR B
7 [ B S W 358 0 15 0 J R4 ik
R 2 AL 2 57 I 5
B TEXXFREEOLT, A DUAR
(bevacizumab) & —Fik$E, FHIMNE
A DA P B80T . R T R 1T
WIwts s, B EGFR 9% 7% BH £
NSCLC 3 & FIA ] —28 LR
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RSB =T 16 AL
PES[6]. 5T 11 MLk %9,
AR B B EG AL =T
14.4 HHAL PES [7]. iXSesE B H
TAEMIE Ry B — 259 E FH ) EGFR TKI
B mIss®. WHEIRE, XA
EACEE T I AR, ARAEEESE
AAFSE] FDA [t X5 TR Z &
PR B

EFEREIIE A B TR A e S ?

HPE A ARG AL, O A
B2 TR XA IR R AR
AVER) . ARZ I, B L2 FEALIY
JrEt R, Xt et A R A A
RE AL 08 0 S R A R . o5 — T
T A 7S T 245 5% PR A 0 o 3
FAR S o Z AR R R 1L 2
100 %, (HIATN ZIHAEA W GE . 0
REFRGHAL, AW FERRZ —
T AR G R, 0 HAE AT A 8
T, RERRAERYE EGFR AR
TH LT IC N . WA o T AR F
Ho P 35 B RS e T A
DAL RIHER AR, DA, KA
R E R ARG 2. R
ML T L sz prd, BATHeft

SEH

R —4£8 EGFR TKI Y897 J5 H I 1%
R R R I VP . REEINA
RRLZH T R R T 2k, i ik AT
HF—%&. —BELT, RITRAEE
L4 3RS B A B M AR TSR 4 R 2 )
A AT EHIER . WA SR
PET #3i4h Fooke kAT, LAE 4 & i
2P SR AL B

TS TS EILERE T BRI
i N

NG 43 AT A 1 A2 B i R 3R i
LRI B . T 2R
RGPERMB R FR, A Egn] L
IXLEEE T 30 %HREME TKI. R
— R P £ 72T EGFR 1
PSRRI B N B A EEE N 2
IR BB, £ K44 %55 %
s NBE, BRT EGFR. ALK A
ROS-1 5t 2 4b, 0] Ggi2 Wi th i
ALK BEH—FEF LW cMET ¥ R5E
AT 14 BRER) o A TATREREI
f| RET S/ HER2 [k, BRAF 5%
AL RO FI T, T AR R
WARH W T ALK K, FoA 12
2 AT I T R 4228 (FISHD
I3 b,  TATEILAE DU R T 22 O T i R

B P Ao FH S I R B e e et . R —
AR P AR FATTRE % 1) A8 [ 1 36 7 AR
TIERECWE L B, JFHR LR
PARE L7 1 05 sCR 55 T - B ek . ]
BN B [ 2 AT VR T I
PERERIN 5 WA e AR Z T
AR 7S AR S R, T HAE
N RS FE R B AR R T 3RAT
S DI AE P AT AT Z AT IE W 20 A
e o

T4 E 1 2 2 FRETFZE
K SE 0 — IR 2 i £ PCR
BRI A [ B R G EAE
Pt 5 ) 4 43 B EE oA T VR K 2>
I HHA S REUE . w5 Ak
Ao EHET, RA = R A
FW AR . TOAERR, AT RE&
A M 1] AT S AR S, IR H
— E LA [ (0 5 Bt 28T s, (H
AT T T - u

1 Park K et al., Afatinib versus gefitinib as first-
line treatment of patients with EGFR mutation-
positive non-small-cell lung cancer (LUX-Lung
7): a phase 2b, open-label, randomised con-
trolled trial : Lancet Volume 17, No. 5, p577-589,
May 2016

2 Yang JC et al., Afatinib versus cisplatin-based
chemotherapy for EGFR-mutation-positive lung

adenocarcinoma (LUX-Lung 3 and LUX-Lung 6):

analysis of overall survival data from two ran-
domised, phase 3 trials. Lancet Oncol 2015; 16:
141-151

3 Yang J et al., Osimertinib (AZD9291) in pre-
treated pts with T790M-positive advanced

NSCLC: updated phase 1 (P1) and pooled

phase 2 (P2) results. J Thorac Oncol 2016; 11(4
Suppl): S152-3

4 Ricciuti B et al., Osimertinib (AZD9291) and
CNS response in two radiotherapy-naive pa- tients
with EGFR-mutant and T790M-positive advanced
non-small cell lung cancer. Clin Drug Investig 2016
May 13 [Epub ahead of print]

5 Tan DS et al., The International Association for
the Study of Lung Cancer consensus statement on
optimizing management of EGFR mutation
positive non-small cell lung cancer: status in

2016. J Thorac Oncol 2016; 11(7): 946-963

6 Seto T et al., Erlotinib alone or with bevaci-

zumab as first-line therapy in patients with ad-
vanced non-squamous non-small-cell lung can-
cer harboring EGFR mutations (JO25567): an
open-label, randomized, multicenter, phase Il
study. Lancet Oncol 2014; 15(11): 1236-1244
7 Ichihara E et al., Phase Il trial of gefitinib in
combination with bevacizumab as first-line ther-
apy for advanced non-small cell lung cancer
with activating EGFR gene mutations: the Okay-
ama Lung Cancer Study Group Trial 1001. J
Thorac Oncol 2015; 10(3): 486-491
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RESHT: R SEEHFENER LRIT

LCMC I

fitije 23 AR B (LCMC) £ — DB AEWT
U WA R BN Z IR . Z
5 G VRN SR 550 A R A
ANH LRI A e 1 R, T A B
T AT G IRRFAE,  FF 4R 6 77 i
USE AN i

LCMC II fE4% —4% LCMC, M
2012 £FFUR[1]. EE LCMC 1 53+
2009 5, JRUERA T RERZH 5 M AT LATE
Z PSS ) T LR AT, DU R 3R
. 16 MLZ 53 LCMC 11 1, I
X 14 Fhidk AR AT T b
PITE 2R, B LR E S T
T RS N — AR
A, X IER LCMCII i H bRz —

7 LCMC II i 75 i 5 A e 55
AKTI . BRAF . EGFR . HERZ2 .
KRAS. MAP2K1 (MEK). PIK3CA Fl
NRAS T rRiRA, VLK ALK. RET
- ROSI W HIEAE, HAMEE S
METamp. PTENexp Fl METexp Z1E
AR . TV IR B S
TiZIH . BT R iR
LCMC RE#HHE 22 A I EiR R4, Al
AT R 8% ) G 6 2 SR B BT VA AR
bRAEEE Y, B HEAE IR PR 259
PRI BRI IT . B )G, FTakfR
B A IR R R 4s LCMC £dE 2
1E 875 B EFHTHAT T ERE B H
A 242 NSRRI AT AR AR I SR 3
A, WE, 131 4EREBE kT
AL RYRYIT -

R KRR EAN =04
THE

B rFoRH T LCMC I H BT 2 578
ISAi. R PTEN #kAl MET #
ik 6 TIXEEER, A0E 15 %A
59 %R EINEAYE. WRTAR, =S

n =875
IR 7 2B 5

RS

44 %

2% 29629627

AKT1: 0% 19

MAP2K1 0.5%

OoBRAF  0,5%
NRAS

1%
PIK3CA

KRAS

25%

10%
% SEGFR
3%
2% ALKr
METamp
VeBRAF
0EGFR

ERBB2 RETr

WE
ROS1r

SEGFR = 1%, oEGFR = Hf, veBRAF = V600E, 0BRAF = Hfth, r=Ht

BE: LCMC Il 1, 7E 875 ZffifRie BE & MBI RTHE

AR RN ERE Ch 46K
41%) .

1£ LCMC II MR T2 5%
HEERA RO IKEE, Bl A
EGFR- AL NFEH A GFR TKI 597
B 3RaE . shah, W aseL,
WG LR 0, 5 R s 6 DR AR SR 4R ARG O
MR T IR AR, BRI AR
A THEANGE . BRTE, P53 FY/
B PTEN Rl/5{ PIK3CA " ifIFERE A
N AUE S ERRR IR ST <
S Rl A k. TEF TKT I
FIRIT Y EGFR-FAYERE A, TP53
[ A7 6 6§ 1) A 97 14 3K 25 A o T 4
Ao WMFZRBALLIE, WALFHZE
Bim. KRAS F78WIE I £ 75 AN JH
AR I R ZE T TS

fE#F SRR, RS T
S0 A0 AR 2 B #0 A1 96 9T S 3R A E IR
M, HEMERGENRET - EET
Mo FHAS ARG 22 G 3R 45 i 98 A8 58 ]
REZ IR K. Bltn, TP53 FRAFIRIL
FTREMLEEAN R, 13K BR 1) T A 52 52

Wi JB 3 RT AR IT IEFEIIRE T . B
Ko 57 ik S ek, T AT %
5t

EER b BT 40 Ffa R RR B 52

fE¥F B DNA (ctDNA) F—fCI
(NGS) S REX S 4498 1 68 43 7
FIH AT L, AR AR R T
Fp AR RIS A S R P 5T . — T
FRIE DR 20 43 A B W e, B TR TS
o 00 21 (1% e R A% A 458 =X R % V)
W 3T i A G5 R R 4 A T AR 4L
[2]. M 15000 £ 4 B 50 FiAS A0
W 3 e o R N & B 3RAR T IR .
37 %IV N EAT I . DL 70 Pk
DAl 8 bR 0 o R B R L R B R
ctDNA NGS K HEAT T A4t i 22 PR 41
IIHT e IXREIEA N AT S R AR
FERESE N = T2 —

¥ EGFR T790M Z5iiif 25 RAF 2.
Gb, ERBIKFE R Clid ctDNA I
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il H e RE 28 TR S PR AT 8 R I R
PR ATEAR KR R T4 R
1. 4 ctDNA X T EGFR. BRAF.
KRAS. ALK. RET F ROSI1 ™5
SR R PHPER,  7E 42U R A R 5
AR AE 94% B 100% . K £ %
CtDNA 78 5 e A I 21 b Tl AR 7K
S0 IR L AR g — 2 I R AR ARG
FEHA T4 DNA 1 0.4 %. Bifgise
XFE AT R, WA T3 e 1) 8 2
TR o SRS, ctDNA A
R TR TR =4 2 I R
TEBR A RIT IR

7E NSCLC T4+, BT iR
5 BR] 4 A B (R 49 2 A, s fd
ctDNA NGS il 3 7 51 5K 3) 5
o BRIk, TR AR B A
ik 42 %, ST S, 1WA
7 I 2 5 A A W ok 1 ik kb 7 21
L HTIIRE T

L ctDNA fE AT RiREY

Lin 25 \B 3 ctDNA H 7 g Stk

A SR R S AT E AL, JF R
R 70 21 F DA W P AR v PR S A g7 iR
ITIABETF R YIBRY T ] NSCLC &
I TS MR B AR RN T B
(3] J S5 )i v 5 R T P RS E A
RAESC. BFRNRVAGT 156 282
HEPEBRT (XRT) =ifby7 XRT HIA
AEF AR NSCLC B3 H1# ctDNA.
TEVRIT 20 2R M2 G R4ET
o i EREF A NGS e kA 70
AR AR R 16 PEK
PR, DL I B A AR N
%K.

FR A B 23 AT, 5 B 1) SR
PLUUFP =B ctDNA DU R fE%
A XRT HAMFFE: R ST (n =
9) . 7 XRT JGH R BSE (n =
14) « MHELACE S (n=10) , B
R AR AT AR B M 2 (n =
11) . f£ PFS/OS HiX#& ctDNA 421k
A8 2 ) A L 5% B0 AT A 8 25 FH O o
IXIRIE AT PFS/0OS 5 XRT A% XRT
JE ) ctDNA K- PIZEMLE . 2
&, XSS SRR R R .

FUEILE, ReE RARMAFIES K

AR MK 697683 F RN
WH BB TR PES. 54T % i
AN W AR 5, AT
XRT JilAEF ) APC/ARIDIA 5375 5
A PES AHOG. [RIREH, ZEAF S
SR LR WA 2 J5, 78 XRT
JERER S NFT 9838 R0 T4
R OS. AT RETR E6 KB HE T Bt
28 43 M LA 3R AF 6 F A T3S 45 0
o ]

BE

1 Aisner DL et al., Expanded genomic testing in
lung adenocarcinomas expands the survival
benefit. J Clin Oncol 34, 2016 (suppl; abstr
11510)

2 Zill OA et al., Somatic genomic landscape of
over 15,000 patients with advanced-stage can- cer
from clinical next-generation sequencing analysis
of circulating tumor DNA. J Clin Oncol

34, 2016 (suppl; abstr LbA11501)

3 Lin SH et al., Circulating tumor DNA as a non-

invasive tool to identify patients at risk for recur-
rence after chemoradiotherapy in stage Ill non-
small cell lung cancer. J Clin Oncol 34, 2016
(suppl; abstr 8553)

Wiafr AR AN E R E T RAE

/NN (SCLC) 7 e 51 v oy
Eb=iik 10 %% 15 %, {H7ER 2= 30 Z
40 A7 HURHXOPOBR 106 T 7 T A
Ko SCLC Xfs sk, HKZ 70 %
9 N AT JE AL A5 7 — AN TUOT B
BRI A o KR 43 B 6 — 2l
TR, BRI, IX 8N L T 2
B PR, WA 2R A T A R
W2 . (E) AR, W2
[ T AR A IR AN 10 S H .
B3 TZ 3] SCLC IS ETIATT
TR RIS T CHI-KRHE I
T, SR R /s R
I B (topotecan) . HHIrE

B ( irinotecan ) . %

( paclitaxel ) . £ 7§ flh 3%
(docetaxel) DL J % Fh HAth 2547 1%
FEHATIT . TR X259 R g~
AR N . BIH RN IE, b
B EME—3R1S FDA HUEME K
PRI IEIT 299 - BB IO R At
0, BEAESZSCRRIRIT . BFXTIX
— BB N M AR B A AE hr E
PYIRBNIT V%

TE I R & v 7 3 5% U7 T
FELE MR L RR R, ol 2R
AL T3 T B LI it . SR
5 bFR, X} SCLC A2 1 i3k —

\9

w B

B EE I T RO A S BRI
A HEZGEE AR LR, KA
AT BER 538 1 25 W) KT 4 e AR X
IR AR o

CheckMate 032

AR TT A LR E, SCLC A2
— PR M, RO MEIRIE T 4
B E A . X R A B ) T an
N AT (nivolumab) % PD-1 #1
PRI TR, AR X — () AT L) jd i A
A G R Wik $T CTLA-4 $iT
R ILEAHL Cipilimumab) 1 0 fif
IR S NVE T A, AT 3 5
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MBI FHLE - wr R b Rt MB
. | K& if OS, 152 Jizp ke sLivA
3 #H CheckMate 032 R0 HH%E A A % % e A
T 216 & HA SCLC JHEMFE—% 80 | L'-‘wiiﬁ 60198 44 33 11'1)
. . N IR B - D 2 4 - 36/61 7.7 43 16.5
ST RAE 0 E DR 2k e T T a— e

IT 25 RA R m AN, &
FHAGERT PD-L1 LW .
AT BB AL S B 2 B ER KT 3
mg/kg P EBUE N LIEIT (n=
98) , T 3 HEIKES 1 mg/kg A
AN 3 mg/kg PHUCHAHTIET 4
ANJEM (n = 61) , SR 3 JHEE
ik 5 3 mg/kg g BTN 1
mg/kg FHILHPUEM 4 MEW (n=
54) . M5, & 2 it 3 mg/kg
PG R E N R IR T -

KANRBHUMEF TR
HRERR

e v S P VWS S5 2 e A I
{EF NPT E R D)8 SR H$
i EE LY ORR N 10 %, 1%
v N B [ VA= R 5,
(23 %) FIGNEEAT-3 NG IE Bt
-1 (19 %) [ ORR M| 2 i — 1 o
X AR/ 4H i i Js (NSCLC)O i
F, RN RERGE M FEA, Jf HRpAE
TEH A KA Er) B & B
BT RN o S BEAS Y e T 4 ek
M, WA RF PD-L1 RiL. 1
0S JiTim, ZNusHdi-1/47 UL -3
AR EHRAROER, A7
0Sik 7.7 A (ML F, gyt
S3/HRUL -1 N 6.0 H, B
HEEPTN 44 H: B 1 o RE
T HREERKABE Y, HoEg
F W] — 2 b Apl 1) B o R R K
HAAEAF, X A2 G VA 97 75 ) 200
R

XH, A AT AR A
93 H 48 FH 4909 X B TR A DG ST I
SRR . R BCE 1R IT I A 5
EAREM (AE) RAEZE, A
WA 3 BIEITARSET: (k. &
JENLIE A7 BB o KA BE
SE I A TR A A OC AR AT
TSl SR, A 10 %R A
FEPETIE IRVRIT

40 [—

20 —

. .
15 18 21 24 27

wE (B)

* B MER B 2] DBLERTIR, B F7E DBL ZRISET RO RE RS
1 SPEBH-3MFLER-1 AR ERBAATHEL, NKBH-UFLEH-3EERM SCLC &

EREFEFTENES

1 mg/kg BTN 3 mg/kg
IR prye £ T 11 A .
IR T S AR T O L R
. B T B AT IE fE 3 AT 0
CheckMate 032 ¥ JE#f75%, Check-
Mate 331 Kt fER Kt SCLC ¥
S S A 7S e WS N 7 ST £ AR 1]
CheckMate 451 ¥ {EEAa) 2k
93 2 1) 953 N A X Bl K B 4 FE 4
TRV 7 N FTE V71 o A S 73
BT, VR RImE—&IRIT 25 IR
[E]/ e ¥ T

Rova-T: SCLC HgE—fih4
YIRS Y% 5 SRR

& BEZEE 3 (DLL3) CHfhsr o
S5 3 WA IR TR TR . IR
B HH OO B R 2R N o WA R R R T
ASCL1 53 AE S AL HIHI P Notch
fiif&. £ SCLC ™, DLL3 &% L
P ARk T T 4H i A
SN IR R R IE (H
TE IR AR H AR B RIL) , X
TE S THUR-Zi I (ADC)
Ji¥%. DLL3 AZWijEtsEd, H
FLS 68 70000 % 44 i 2 1 A T 1R
o
rovalpituzumab
(Rova-T™, SC16LD6.5) #¥%i% it
N—#f DLL3 #[[7 ADC. {Ei%% T
W, ¥i DLL3 .58 BEdu iz 3t

tesirine

IR I 4400 (PBD) R AK
HE, &S DNA kR A
LS5 2 B 3T e iy SR i
MEETE. BT PuUEmIR IS,
B 2 AR g 4 YRR T

EIRENK G LTI T 5
i SCRX16-001 X515 74 4
SCLC H#[2]. WA KEAFI#H3Z
3 J& 0.2 mg/kg & 6 & 0.3
mg/kg 1HIT. W&, RIEHIE T
6 J& it FH 9 vk 0.3 mg/kg 1E JHEdF 11
A & o SR o 2H 44k 25 v 0t
DLL3 FKi&HEAT WAL, JE¥ H AP
K (= 1 %R 4niE, 88 %I
HFE) BiE (= 50 %KIRLH N,
67 BHIEF) .

EXTFERiafr& BB R

SCRX16-001 & # ] T Rova-T 1Y
G RVEME, 1 DLL3 ik nl ¥l
MR BF—WFFE ) RECIST Ik
ST BLEETE A ARE Y 18 %, 1M
TELE AR BRI 39 % o
FH DLL3 Ri& = 50 %I EH .
IRk E F 55N 68 %A1 89 %.
E—EETESY, AT 7R
BTN T BT A E R T
R T R T JeniiaIT B E
BR A, Hoh OB AE AR =2
WIS AT (B 2D o WRAEEA
B, FrE W R K AESEEREE S
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100%

[ BN
90% 4{ AEVRREIEEA

=%

100%

[ BN
90% 4[ AR IE IR A

92 %

80%

70%

60%

50%

40%

30%
29 %

20%

PO - |

86 % 80%

70%

60%

64 %

50%

50 %

40%

30%

0%
QLI 32 14
DLL3 £E 250 %
ORR
ORR: BEW RN (4R K+5E4 R L)
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1 Antonia SJ et al., CheckMate 032: nivolumab
alone or in combination with ipilimumab for the
treatment of recurrent small cell lung cancer. J Clin
Oncol 34, 2016 (suppl; abstr 100)

2 Rudin CM et al., Safety and efficacy of single
agent rovalpituzumab tesirine (SC16LD6.5), a
delta-like protein 3 (DLL3)-targeted antibody- drug
conjugate (ADC) in recurrent or refractory small
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3 Pietanza MC et al., A multi-center, rand-
omized, double-blind phase Il study comparing
temozolomide plus veliparib, a PARP-inhibitor, or
placebo as 2nd or 3rd-line therapy for pa- tients
with relapsed small cell lung cancers. J Clin Oncol
34,2016 (suppl; abstr 8512)

4 Tiseo M et al., Italian multicentre phase IlI
randomised study of cisplatin-etoposide with or
without bevacizumab as first-line treatment in
extensive small cell lung cancer (SCLC): GOIRC-
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5 Kotsakis A et al., Salvage treatment of re-
lapsed!/ refractory small cell lung cancer with pa-
zopanib: a Hellenic Oncology Research Group's
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Versus twice-daily RadioTherapy: a 2-arm ran-
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BeAIBIT 325, OS LR LI AR B
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phase Ill study IFCT-1103 ULTIMATE. J Clin
Oncol 34, 2016 (suppl; abstr 9005)
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Provencio M et al., Randomized phase |l trial
(RENO): efficacy results of oral vinorelbine or
etoposide combined with cisplatin in chemo-ra-
diotherapy treatment of locally advanced NSCLC
(LA-NSCLC). SLCG 10/02. J Clin Oncol

34, 2016 (suppl; abstr 8538)
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Gomez D et al., Local consolidative therapy (LCT)
improves progression-free survival (PFS) in
patients with oligometastatic non-small cell lung
cancer (NSCLC) who do not progress after front
line systemic therapy (FLST): results of a multi-
institutional phase Il randomized study. J Clin
Oncol 34, 2016 (suppl; abstr 9004)
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Wakelee HA et al., Adjuvant chemotherapy
bevacizumab for early stage NSCLC: Outcomes
based on chemotherapy subsets. J Clin Oncol 34,
2016 (suppl; abstr 8507)
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Forthcoming Special Issue

This special issue will be offering a synopsis from the ESMO 2016 that
will be held in Copenhagen, in October of this year. The report promises to
make for stimulating reading, as the ESMO Congress itself draws on the
input from a number of partner organizations, representing@omggngisscgglinary

q . S
approach to cancer treatment and care. Again, lung caggggggfgiwdllmbga AT e
heart of this special issue. e

ESMO 2016

Annual Meeting

COPENHAGEN, 7-11 OCTOBER 2016

For additional expert information on oncology topics,
why not explore memo inoncology
(www.springermedizin.at/memo_inoncology),

an educational webpage sponsored by Boehringer
Ingelheim. Not only will you always find the latest issue
of the memo — inoncology Special Issue series

here, you will in future also be able to look up previous
issues by congress and year. In addition, this

webpage aims to offer a number of further educational
materials specifically chosen to complement each issue as
it is published.
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