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u URER wWER
(N=103) (N=104)
F4, n (%) 25 (24.3 %) 58 (55.8 %)
%, B (©5 % Cl) NR (20.3-NR) 102 (8.2-12.0)
Pt < 0.0001
0.34 (0.17-0.71)

100

HR (99.6826 % CI

60 [—

40

FTHRETE (%)

(

|

12

15 18 21 24 27

B J-ALEXH#R: xF PFS (ITT AE) | IURBRIALL M E BRILHIE

; HR, 0.34; p > 0.0001; WA . R
WA, TUFRTA S E IR
BRRIIr A3 T PES K. HT X
IR AT MR B, i ST A AL
P73 ) ORR 2051y 91.6 %Al
78.9 %. WA EITRARHTESURE BA
FELETE 2 (R 4 /)N o

LIRB R sk RAF, JEHARIH
HRARKN (AB) 5. P4l
(R At A B 28 IR
Bafg. Wl R JEVE AR, BT
HIXLE AE [ KL AEAE SR B Je i
PR T sk B e i, A 2 A
ZEAR K X T HFEG -, 15 Ol 2
Mo RBRS WM B, 3/4 %
AE ZJh¥ (26.2 %5 51.9 %) , JfH.
AE T80 15 2 A7 B R WA S0 4 R
) R A 2K B AT X B Rk
b, XS RR I UR S e AR T

P ALTA 5Pl T brigantinib
TE R B el &6 o v ALK FH M NSCLC
BHEPER4]. B UBEHLAL T
B Wi R E M brigantinib: B K —
W, H 180 mg (n =110 e
RIREAT 7 RIY 90 mg S 3iB)T, B
R, R 90mg (n=112) . 1
i RECIST #5ifE, %54 ORR.

180 mg F1 90 mg brigantinib 1+
B2 4 MRS AR SE ) 54 %F1 45 %
ORR. KZHAZT PR. 71 0lH 4
L1 GG RAEZIESEN CR. ORR
KA SEMIAEAE X . PR K
2 BRSO H IR RS
I RISEHL T 86 %A 82 S IRIPE
f {7 PFS {E 180 mg FI R4 Flid 1 4
B

(12.9 M HD , T7E 90 mg FijEH
92 MNH. 75 14N, B bl
H 54 %1 39 BAEVE BT . 1
P R AL B R A7 0S. E 1 4FR)
AETE IR LA 23 ) 9 80 %A 71 %

S RRAB RS ALY 1

S B AT 2 A VP R, TERA
F R BN SR, AT
WE (= 10 mm) FFHERFEEF, K
F 180 mg 1 90 mg (171 8 2 48 11F S
M ORR 73518 67 %M1 36 %. FillN#
IR E 5N 83 %l 88 % (R
1) o FERZREA R & 1 5 BRI A%
(TG BR AT T80T 8 T80T a5 o 1 2 Je D
(B WIS T 73 %A1 37 %I
ORR. /4 PFS £ 180 mg iA77 T HA
345, MPE 90 mg HERTHN 156 I
He

brigantinib £ 41 7 ¥ & B H 1)
2z etk BOMERSE AR R
N s TS SO . W% KR
9. 3/4 % AE RAERMK. EHFHE
Wikly, XFrmE et Zit: ALK B
£ NSCLC %, brigantinib A7 /15
N BB IR IT R R . 9T ORI 2 A
4R FRIk R 180-mg T R ITE 2
K. —IREHLAL 10 WIRF 52 B AT IE7E
ALK I 774096 B3 Xt e 180 mg
brigantinib #1750 # JE iR 1E -

ALTA i3, A brigantinib ZEEFANEREZEERE (210 mm) KEE
R FRB A R R

ALK FHYE NSCLC HH#MH 447 |RC MEFRER 180 mg OD 90 mg OD

e, (n=18) (n =25)
iFSRE9EAM ORR, n (%) [95 % CI] [Lﬁf%?] [198@'5623]

Brigantinib ER K E B ¥ BERERREL n(%)

N £ .

RiEBATRER: ALTA - IESRH9ARM CR 0 2(8)

brigantinib & Fpi TR LH By T L AOPI PR e )

—f0 ALK TKI, Jrit Ay feetey - SEERAMA OR 0 0

{25 ALK 5848 BAT A i yg - BFIESSAIMA PR 0 3(12)

Pk /£ ASCO Ko BN I WHHR  milgsmsizsl®, n (%) [95 % CI] [153%'2] [25_%2}

R TR BRI

W 2 5 M o [ BB 7 EEEEEEE
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18 ALK-F1 ROS1-H &b &
¥ lorlatinib

lorlatinib & —F GE %75 1% 2] Fh X 471 45
A4 (CNS) HIH AL KR ALK #il il
7. BB LR HEER ALK 1]
TPV I 2 9B (135 1, IF Bk
fe— PR ROST 5«

Solomon %5 A4 T — Tk AT H
(R VA VG I Pl B b 7 R
T AE 54 X WM ALK/ROSI A 1k
NSCLC 3 H i H — sl BF H % ik
lorlatinib [IfER[5]. X488 35 05 &
VR, SNETEYEEZE DM
ALK/ROS1 TKI 2 J5# sk, 1F
] BE AR AL T B SUVF o 0 AUAFAE T
EIOMANER . RYFIEIR CNS 5%
(BIRITHAREIRIT) 3 72 %EE
B . {#/H MRI % lorlatinib [
PR PE AT T ROIE VT A

lorlatinib #£ ALK FAYEART ROSI FH
T HR 3 T 2 SR I R AR T I PR 1
X—¥A97 =4 3 4 CR A1 16 6 PR, M
MS5 46 %1 ORR. §425%—Fh ALK
TKI {8 &5 KIH 57 %[ ORR, ML
AW A ALK TKI 2 )5 [ 5315
42 %] ORR. K7 N KA HbRw kL
JSH4R/Ne 18 20 ZBFHH I, RNAE
LGRS LR S TS S e a7
%, #fi PFS A 11.4 NH. #£ 1 4F
W, H 4% B R, Bt
ORR i &, JGuifi42id—Ff ALK
TKI ZE%T PFS Lbiszid pifh e E
Z M TKLIGYT I RIS E 4 (PES
N135 MAFM92AH) .

lorlatinib 7537 512 1 & 3 (1 L
SV AR RTREVEAT A VAL, 7E 18 4

BE

AT N B R R, RAE S
5] CR #1 2 FIZE0ESE PR, AHY T 39 %
UL [N 5. 4 % ROSI FHE
BHEYH 3 NETIMIEAE /. fEEA
N B TR R R R AR T RN

e JIEL ] LR A2 A i LR IR T A
K AE, HETGAER, I H.5 T HARTT
FKeyWpEil. 8 H—IR. &KX 100
mg FHERE ILIAFRIE T, IS H Al
AE, BLFEAME KM i = A
MFIEIRSE, HBHFR I 5 E
TEATER 57 AN O Rr kAT .

EWERBEHH MET EH
NSCLC HEi{ER

1E4) 3 %3 4 %BHAEGRR NSCLC B
HOR A QR R MET (7%, %
RAF S # T ) H) MET B4k, MET
MR 14 BB RE—HR AR,
IRIXEE RN H L 2 T35 MET 7M.
T 14 BREK, (RiE# S RAR R EUR A
T F4) A 40 5 350 T AN 32 R A S - 6
Ko 1 15 %E] 20 %1095 B REE %0
HIFR METY 14,

S e I T K FIAE MET 417
B, T H AR, S, 1
] PROFILE 1001 HF5¢, 1E7E M
MET #MiF 14 2% f) NSCLC &3+
Xt H TR . £ ASCO K& BN
et B VIFIX LB L, wMPe
AT GRS PEAL AR _ETT A2 AR
oL, X 55 ar g ALK BH M sk
ROSI FEH NSCLC ¥ [ifiE —ik
6].

21 ZEFNIE, FLAREHBIR.
IR 250 mg (AR =R 7 B e

o T N[ b8 HE AN T R R ALK R
ROS1 W43, s 8 iR y7 7 PROFILE
1001 R¥H 74T 44 % ORR. LT
FiE B E ARG T MR SR B TE
VIt Mg B | N, I B R ZHEH
TERE TR BB AR FE S B, e B K I 5
SRR 1 EAEA . ERE AL
RRAFET BB R, Rk
Hh i, PFS 1 OS.

FEIIRITHK AE AR, &
Oy PEVSHINL/IRERS, JX4E AR HK
T HEATEEN 1 BB 2 Fo RIEIR
AR W, A0 EEZEH N
Xof M B At — DR 5T

A BRAF ZRZE(E A EBER

BRAF V600E RAZKHELE 1 %EI 2 %I
il B £ . FEIR R i,
70 %N BRAFV600E %!, FILH BRAF
V600E 3451 NSCLC H.A fr12H 2 5 4%
fEF W g2 28 Vg, I A 2 70 2
ZANSEA ST I R AN A N R 45
He

TE I — F A o 1 — ol o 20 1) v
I7 HE A H5 30 BRAF R/ Tk iz
JEJ8 (dabrafenib) 4 &% MEK1
A MEK2 AE R0 574 /53 it
X8 (trametinib) o X L2543
45T 70 MAPK B UE RG] 7E
M 78 4 BRAF V60OE 2%7% IV 1l
NSCLC HEMZEAG]. JERENLIL,. TF
JRFRZE 11 ) BRF113928 WF 5y, 4F%f
MR, EZRi= 1 MaRIriEk
Wz Ja, SRR AR IS 33 %
") ORR #1 5.5 A iz PFS (EA%

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 froma
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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HRHFERES

KHFEE + HEE R iﬁﬁﬁfgﬁﬁ

(n =57) (n=

ORR (95 % Cl), % 63 (49-76) 33 (23-45)
PRRRIETIE(95 % Cl), % 79 (66-87) 58 (46-67)
PFS, A1 (95 % Cl), A 9.7 (6.9-19.6) 5.5 (3.4-7.3)
RNIFFEERTE], %95 % Cl), A 9.0 (6.9-18.3) 9.6 (5.4-15.2)

A) [7]. 7 ASCO K% I, Planchard
NN T AT Z IR BA S B
HIWI0 i, X B ERETE D —
T AT FIAGEE I =Fh E— 29T
ZJa, 2 HMIR 150 mg s dE )8
FiEEH— 2 mg #h3E & JE IBLE1RIT

(8] . F T H b NI RV E I
ORR.

57 % EE RSN, HA
B NH AT A IR A . 7 1%
AH#EF, ORR N 63 %, FmfEhlxN
79 %. JNRFEE A A A 9.0 A

s BAELUESE W R B — 18 5
Brif e RES:. fEhAL PFS JiTHl, 4%
Mgt 9.7 N H o AT IE R E e 24
Y897 (BRF113928 FEFTIIBAG) AD
R AR R A A i R E BRI oKW
AR (R2) .

AE THUiT 4, FHHIRRLT R AITE
B SR R R T RS I R
B AE BEEH. Eao, Kk, §E
H. 2. BECFRE. 23 AMEK
Je RN R T . BRI S, R ILE R
dE e Hith3EE B4 &8 BRAF V600E
A NSCLC EE AT — AN EBEME
JT IR =

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

nEXAEER: IRETRESEREAEERPR

P Hh X B A FBU AT R B e B
TR TR I R e EL A Bk ?
1R T — SR B IR B T SR
—HIHEL 6 L RINILRE K. 7E
K, N2 DY J38 38 117 A 4 7 5F
Wo. AP L ARSI B
ORI, LA AR I TR X O T
UNIEE (&3 R AE N SN
R

T, AR EERSEE
2 85000 1l 14 i i 41 . A 2 7E
PR IX SR R 2 By, L
Jumdnik, KRB ATI AR LA N
JE R IR R BT BRRE,
B 7E LR 2 S E 5K, i X fE
TR AE T 5 IR A AS 2 D A 1 e
T A it e 4 AR AR e PR o M Aot
A G LR, 70 % 15T 1 i
Bk TR R R E K. FTEAR
TCRIAE R, NN % X AN W ) e
I K978 R A 2 24 HEURT BT I I 0 —

AERP  RrAR E  E, H
O R 55 b X 38 i T S08E T2 11 32 2
SRR . B H AT AL, S AR PR
F RSO RIEE R 22—
Bl Aoy —.

21 70 %F) 90 % 1A B AE
S BRI AR, EEE,
K 15 %I T #Hi
MEETE, ZXAEICR 8 %E 9 %.
XEME, UZ BH TR E
J7, X BT AT B 2 B
2y SRR BE IR T AR E I &, 9F
HAET NB R ZAE T4
2 [E F M4 Gt pAE KR A

B R T EEB S ?

B A R E R, BT
. fEikZ 20 8, WHHZEEMKRL
40 % NP2 15 %. 2RI, IXT7THIISS
TFERL X R AR . AR — L HARE
K, MIHZRIETEIR K

ZWrEN AT ?
BMEAMS, CT H4iF PET CT 9#
TERL SRR [ o IRV 4% AR
TR, FEHAAARY), EAE
B BB 2 . AR X
VP2 B JCIE AR X SR I, T X A
MY KEE LR Ti2W. fEii2
B, 2EEUE S ECOG & BRA
PRk gl 2 SralsE . XN T fh
iGyT, FERATF 2 NEA S22 A
SR . R E B R m X
it s TR T Ao R i DR LA S A 7 THT 19
AN, AT i R 3 e B sk A
Byo [N, TA =430 7% Z iR AL A
P X — i i DA SR ERGE 2 W
T RE AR YT, REE R IAR
FIHAE AT 0 Fie . FRIFIx L
W TE $7 26 Bl X — > B OE BBk
ERZEE, EITRS LB RENLA
HEAERGRMN, B0 BB W
CRVENLAL T SR, FERVE NI SR
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Gustavo Werutsky, MD, Latin American
Cooperative Oncology Group, Hospital Sao
Lucas PUCRS University, Porto Alegre, brazil

HIATEIT RS . XA RS TRt
R4 2 AP R AR K IN 2 57 o BlindE
B, ARG EGFR RATK M ZH
M 20 %E 30 %, TTERLE HLI A =
1K 60 %, IXEEELTIEA FAf DLAMES]
HphE . SR, o TR TR
BT RS 2. 54,
TR&ET, AR ERIT
KUK, T ALK 0 [ 259078 3RATT

B SORIRALME, B f5e i 4 W3R AL,
PR PR A AT AN 8 2R ALK A, T
ROS-1 t5 )L FAAEAE. HAT, th3k
I 3 A b #8524 Aol JE o Kb B
I H T G B SR .

RTRITR B

AR A R g0 B 22 5 o6Hia 97
WA . Bltn, EGER 70 S AEFr 35
E IR, (B L2408 LR
PBegl R ELWI I . R PR RE AL
JE RN B L RE A ) E
E 5K, X ZY7E JLAE AT sk Ok it
HE, E R RVE LI o A eIk
BAl. #HITmE, EEVG, ALK )i
TR G e IR T K AE A 4R 3R AL, {RIE
REFILA LRGN EEHH . X
BRE BR B AR D 1 R Ay 3R A
IGE, (B 24 o LR R
WEMETER. EARER N,
PARASTE I T N AFAE S R 2. Hr
5 [ R BURN A 2 250G B X — )

o JF AR B X i ] E SR, 1 A
TFRETR B Ui 301/ R e
T BRI WG T, DL BER A
ARAG 70 7RI R RS P AE VR T 45
kSR R 4 R U Hee ) o EE VR T
EES S R IS T =

R E 58 EGFR R [@Z54

LUX-Lung 7 FEI B EHRE R
EREEE

Ib ] LUX-Lung 7 X% 2 /£ ¥] A
EGFR- 7% TYEM # (1IB/IV H#AD it
Jie s e, B EE X ErbB FRMH
W7 7B v #5 JE - Cafatinib) 555 — AT
i EGFR TKI #IE#JE (gefitinib) 7
1T — Xt — . RIEVIS o8, H
FEB RIS S EES R
mEEML, KA T REN PFS,
ORR FiEI7 RIGRTHS M3k [1]. OS
ot T AN B

ff ASCO K% I, M Hirsh ZA
NBTEFAMLER (PRO) , BK
i R =R 4 X} PFS. AE %

A PRO IS 5 04T [2] A4
e fa A T R, RVFRTIL
BeFIEE. X 40 mg EIREFHT
2 HIRIZ G5 W AE & 2L R A E
PEHET TVl . UkAh, TRIUEE 6
HW&DiFEmL MRy 6 MHNE
D% 40 mg W Z AL T PRO
1 PFS.

FIBRDER TREFRTH

BTy B Je L o5 A B e B R A R B R
Ao HETEE R (20 mg. 30 mg. 40
mg. 50 mg) 5, FHAFFEMLL—
Fif R A . 7EFPTEE R IRYT

A, A 39 %I AFIFE M 40 mg
Wb F 30 mg, 13 BIIAFIEB—
W F] 20 mg. AR, ESLLTR AR
IR 29 AT 25 2R AAL, AT 3R
B R A R s T AE. RIS
B TR AR KA E
MBI OLED

Mt PRO &, H4E EQ-5D™# R
T = s e I e o g1 RN T ik
H LS B AL B3 . 7EF 38 EQ-
5D B EQ-VAS 134y JiT, Bk el
HEAEBRAZ LRSI Bf
MO 2R . Bk e 7 & kb o
KHIFHXT PRO FIRIT R . th4b, 7R
A 6 A A KBS WA, $2%< 40 mg
8= 40 mg &1 B 2 A PFS L&
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LREACES]

5 =3

100
81.0
80
635 60.3
60
5 40
) 25.4 28.6
20.6
20
7.9
3.2
7

FRFRRL

LREA0ES]

5= 3

33.0
27.0
3.2 l 3.2 0.0

R Rt

FRFRRL

B BRI EEEERIATTEX AE R AEFRM™E MR

Wil o LESZ TR R 2 57 b 1) B
o, HfL PFS 434 12.8 A1 11.0
Ho S, RI\ALHH, &k
B JRA AL PFS Jy 10.9 F[1].

RVARTE B JE TR A
BH RS ERFIBYT . W LUX-Lung 3 AN
LUX-Lung 6 {40 F 23], Tif 521k
1 B e 77 B s 4 R T EE R
ST R IE LR kD VR ITAE G AR 1Y)
— M A

%F LUX-Lung 8 i 38 K4
VeriStrat 5t

FETFHGRZE T ] LUX-Lung 8 k36
FBTi5E Je 5% B e (erlotinib) i
17T R ZWUAIAE5E T 795 4%
HHEER AN H e £, MUATFE R D 4
A JE ) A AT 2 JE LT 1 gk
o FHBTEE JBIGIT EE Rt
OS. PFS A 2 i b 1) 0 25 3 ot
[4]. Goss & NJE7R T A VeriStrat 3k
BB IE[5] . VeriStrat 22— fiLiE-E

ER R B, R ILH EGER )
BITEAE /NI (NSCLC)
T e AT R (6] . WL E AR OS
ERNFEIT %=, VP51 VeriStrat
£ LUX-Lung 8 HTNGE /1. 9k,
BT WESRHAKRE 675 4EEN
V8 FAL B ah A 2K 9 “ iF (VS-
G) 7 mk “%E (VS-P) 7 . fEEIEAN
FEFTIE WAL 26T VeriStrat IR
M T IRIRA R

EVS-GH (n=412) w1, PNEE
JeRZBE B R 0S HlA 115
HAM89 H (HR,0.79; p=0.03) ; H
£ PFS 43414 3.3 AFl 2.0 A (HR,
0.73; p = 0.005) . AFIHIHN VS-P
EE (n = 263) , BRI
BerIhAr 0S 435y 4.7 A% 4.8 A
(HR, 0.90; ZFARE) , AP
PFS ¥4 1.9 A (HR, 0.96; ZR3 A&
) o fEHPEE BT RS,
VS-G #1ff) 0S A1 PFS ¥ KT VS-P 41
(0S: HR, 0.40; p < 0.0001; PFS: HR,
0.56; p<0.0001) . HRYEZ FHE T

, VeriStrat 2L BIRIT EE M 0S
A PFS ppbszZ il 4EbR, 5 ECOG %
FPRA . W — IR R R B AR
WSFIMIETC K . SRTN T OS A1 PES,
fE VeriStrat 2R 5Ry7 42 [RIFFAK &
ATl AH EAE A

BT S, 78 LUX-Lung 8 {I&
W1, VeriStrat fEE5ZFVEE JE 69T 0
SR/ HMEIR SRR AN I e R PR T
IRBRALSL 7 JEAEH o FEIX EeXE LA
SR E T, FEE JRIT AR VS-G A
FEAETREEMRTRIEE RN 0S Al
PFS.

%7 rociletinib I8 HEIE
TIGER-X

il EGFR BN Z7E 30 TKI 17
TEPFE B R IR: XTE B EGER 1
P S BT R RIS . TR R
INAAEL 60 %I & E & Ll T
EGFR T790M A4S 11t £ 58 AL 1 5% 2|
FR#I. K, rociletinib # % R4t
BOERAANE T 19 FANET 21 K
L858R  mi AL LA J 3k 45 1 Wi 2 5% A%
T790M (19 il AN . Hoxt
AR EGFR R e/ NATE -

Goldman % A it % 7 I/II 1
TIGER-X WA IIEH 4R, %t
L% %% rociletinib 78 AT MR E K
PR L T790M-FTE NSCLC (#1975
NHEITER7]. fEZRER R EY K T
W2 )G, S H—MEHM EGFR
TR A% H B 17 308 Je 1 B 3 ik N 31 9
EBF Aar ) . 1E 548 ZKEEH L
PL 3 FsflE (B HPIREIR 500 mg,
£ FAPIREFR 625 mg, & FPIREER
750 mg) *I rociletinib #4717 M.
EEXFRTA 3 AN A S A 2T A
T N-ZBREE 2 (NAT2) FEHAZ
N o
FRAEHF 70N 51445, rociletinib J7
AT 33.9 BIAIESE ORR. X —
AL T LT RS R N2 (8, 9], 1E
3AFIEA Y, BRAEWRNEA, L
By 8.9 H. 9.0 HF1 7.1 H. FPS
Sy 57 AL 5.0 AR43 A.
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ERTERES, &9 N AE
ALFE m MBERE . IBYS . ol 955 AN
BHIGR . EILPEAE . QTc ALK
9 57 Jod T A e i 3/4 4t AE.
AR, {EKME3Z rociletinib jA
IR ERE TR E AN, XNt
KB WA BREIR . AT NAT2
BERMGER, KEFHEFEANEEE (n
=196) .« & (n = 148) Bk (n =
38) ZERfbFM ., 18 2Bk E R
R IR . QTe 1) 309 4 K B He Al
SR B - rocilitinib  FI AR TT
IR C4 Clovis Inc.f5 1E .

AIFHBE=HK EGFR -RT4F
21 TKI: olmutinib

olmutinib /& —Fh O RS =48 TKI, H
HET 19 B, L858R Al T790M A
KA EGFR- B R . 1524
WA 85 R EGFR. {ELL EGFR-
TKI FiE7 B NSCLC (1% El A
N BT I IO % . 2 /I
WX, YE T olmutinib )24
PEL 2 Z9RB AR E

SEH

*®

HHA TT90M REHBEFER olmutinib FREF AR N=H

BRI, n (%)
BEMRRL (BUESRAIARIESE) 43 (61)
BefRiE 63 (90)
ISR W R N 38 (54)
I B R /AR U SREB 53 KL 20 (29) /5 (7)
oS pridis 3(4)
ARTEANY 4 (6)

o TERCITRE FE MY 11 RS0, 76 4470
A T790M RAMEFER THH—X
£}UK 800 mg (1) olmutinib. X%
HRAE b —Fh S BT BGER TKI V697 95
5 L TR .

H 61 BMEESTI T HAE AR
MBI 4E N (R o TF 84 %I
WA, MR SONVAESS 6 B KA. E
90 %R N & EM BN BRG] R
MHATR ALK 8.3 H o #szid — Rt T
2 BRIT B E KA 8.8 Hh
PES, i fE#3Z 3 AP ELE 2 Fhsearia
S EE T, PFS N 6.8 H. KT
P, BERFEIRENAIEGE. R,

B M Oy, R R o SRR
o 4 ZEE BT AE LR X
ML TAE MR . SRR mARAE . R
B M Wiia T . RMEEEl QT
T¥) 340 92E K e TUKRE

fEEMR 4RI, olmutinib 7E
HEAEM R H — X RFK 800 mg T HI7) &
TR A EWIGREE, JFRA
RIFH et BT Ak 1 ik
¥ ELUXA 1 1E {F it — B iF 4
olmutinib 7£ T790M-FH{*: NSCLC & #
T RORT 22 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
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KTHEWHBIE EGFR RN i B
FH ik (T EGFR TKI, [Z4Himps
SHEANER?
ME BB R Wil EGFR 7%
W, FATHRAE 3 fhz 21k,
SR, FEAN R AL 2 R DA X 43 & 1R
HIEWN] . EGFR R KA THNEF
18 & 21, KEZHHIERAZAN BT
Jii6 EGFR TKI; #&Tf, #llish %7 18
/b WA B XL e (afatinib) )
RTS8 (gefitinib)
FIR W& J2 Cerlotinib) 2% Hifth —2&
TKI. 4M2TF 20 LR&%— RS EGT
Hulameh = kM. R H BT
20 AT EE SRR R LR —
AN WA TR, R IX e ]
B NIOR AR PR teNl A% N E P NTTD =S
FAT R Re e 24y . X B H MR
EGFR-FHTE NTER 4 %3 9 %, 25 fi
FEIRBING 17 %, RGBT AR
KL

FF EGFR TKI 75 KA 78 o BoR
HAHTIH) PES £5 5, UL tEsch—
Mg, HFAETE. RIEB B
BT 30 8 J8 B AL B MR AE, EAR
WRA HHE L%, 04 %% e
R 17 T 5 R A TS RO 4 R AR,
XARESCON T2 BF IR K. .

VAT LA G VS A 2, B4R H )
VA 5 HVAR K Z Gyl Fae b,
T A FRATT B AR BT JE R =
I B S A sz, WL A
P —F EGFR TKI. 4R7, Rk e
AT AEE e HEAT B LU LUX-Lung
7RI, SEARB AL, T
158 JE R A kR B Y T R B A
27 %[1]. FH—AHIHE, AT
Wi, WHMNET 19 BENEHMN
By Je va o A 3 T TARIT R 0S
$K2[2], Wkt HAD EGFR TKI #E47H)
RIG A VR B R A — LR N 5k
JTHILLE) OS B3t . XBATRE 2 — %
R,

EHE LT, RIS ER%E
ARTFEF I SRR R H
JEREE R 50 kg KIZHEN &, FEE R
MASRRNEE, mWHEHhET 19
575 kg At 97 1) 75 4F 5 R AR N H AT
e IR FIEIT k. FRATTA — L8
HRT EGFR-BUEFEZA, i f
HER2 5%, Wy MRy, Xk
F ARG T Je A K W #H HER2
1 EGFR BHWrMisza8. tbsk, Bk
JRBE ST WRE, Rl s T 18 #
MR, F—HER R . [
EE R T AR I H L) 30 %11
RPN 2 . k225 FE T I 4% 4% 8
HRRBEEJE, WA ZHAR EGFR
TKI. FoAth TKI W23 51 R R, HA
gL e .

A2 LI X T e ?

e LT 245 9848 4% T790M A%, K
T4 60 %F] 66 %1% EGFR-TKI
waEET. BHmNIE, HE
osimertinib FREH F1ZEH N, X
PR AR w2, IF B R
AL E D RAEANRES. &
NEFEAE T790M-BH 4 55 7124 66 %[3]

s JFHAE— /N IR AR T RS
(4] PFS 354 10 M, BMLEH T —
BT IER AR KT HAL LRI 5
BT . AR, R
JUAS T I R AL T A I B8 0% 1k 52 7E 1t
EGFR J7 2 P 7 L I0E Ji ) S8 o5
Ji EGFR TKI J547 FBUEE. 2R,
i 245 58 ME R AL T BT B, O LR A
FRRIT AT RE . 8K, XIFAR —
R ARIAER) Ty i o AT, [ BRI
T T
Association for the Study of Lung
Cancer) T&NTR T R THAiL EGFR-
AP ME NSCLC & H [ £ 1X (5]«

( International

KT EHE B ATA P a2
0 5 R A AN R R BRATT I i 2
HhE L N B LR AE, Rl
HLe EGFR M ALK S#H g4 Tifl
AT AR 2 N FE T 22 10 5 4 B0 i 8
Ko B AT ERAT I 7 2 0t 8 4 A R
J7, RONIXREIT A K MREIER .
RAEEZIE 10 AE 12 DML,
PAT 2 AT SEAR E TR VR . ELE
PIAELLRT, FiE M FIRIE N 3 4
Wk WRRGEREZRELL, JF
LA ik e A TR RE AR 1K, A TR
T 4 EGFR B ALK TKI 597 3
MR R R PUER, &
AT 2 o) 38 G R D B AN ek 3R AT
J7. RAMHER TKI EI7%H RN
I B I RN, e e A
BT

T SR FRATTU 5% ) 1AM kL R
7 [ B SCA fio 3505 175 a0k i 0 43X ek
ERE AR R U b 2 3 1A BT
B FEIX MRS LT, A DLAR R
(bevacizumab) s&—FikFE, HIME
AL DAt AN T . AE— WA R T
MW 7T, W EGFR- 98 2% R 4
NSCLC &7 & ERCAE A —2k DIk
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PORIRE B R =T 16 HIH AL
PES[6]. Y33 I £ R %9,
AR E B BAG A4 T
14.4 AKIHAL PES [7]. ixsbgh B H
TAEfIE R B — 25 FH Y EGFR TKI
FsRE MR . NERTKRE, XRJr
EAGET I EEE, (RIRGEE ST
AALGH] FDA Fiftbite. Xt FR% &
o MR =B MIEEE.

EFERKER B AT e K2

FHTI A A, RO A
B2 TR XA TR R AR
APER) . ARZ IR, B A2 FEAL R
Jr g, XA B R IE R A
RE AL 0 L S R R TS R . 3 — T
T YA A A T 245 5% A2 O AG U o B
HARH o ZHOAR M R RIS F
100 %, fHFATS ZI#RAEA Wt
RIEFERPHR, WA BARTEAZ—
ot JE G R #F, 0 HLAE A0 A 8
N, FERETERAYE EGFR RAZKG I
fHOL N IE Rt . WA AT DUR&F
Mo F T % B 2 BERAR s e T I A
DAL R, SMATE, RIE
R B IR 2R . f£3K
ML T UL easirgizprd, RATHELE

SEH

JoEE X4 EGFR TKI 1677 )5 H I 15
HE R PR . TRERIH
ARz e RRT =&, MR
MAF—4. —mEn T, BRIMTAEGE
SR BB AR TG 4 R 2 )G
Ao MAT EIIER . VRO SR A
PET 45 Fok kAT, LAE 5 25 it
2y B A

EAF LW BTG T BN
B2

NGy T B A ) A A2 TR R 3R A A
IR MR RS . BT 28RN
REE MR R EIR, A e &L
Jix e B E L 30 %R TKI. T
—RNFHZ THmie A EGER-FH
PR B N A 2
WEIRZ B, £ K% 4 %55 %
s N, BR T EGFR. ALK
ROS-1 R 24k, 7T G2 W H Al
ALK EHE—FEHE W cMET 45 F1%
A (A E T 14 BRED o AT Re el
F| RET 51 HER2 FHYE. BRAF %
AAANAE B AR, B
WARH W XFF ALK R, FATd 2
ZH AT 3 T e R AL 4458 (FISHD
(53T, T ACE T 2 J TR R 17

e e A P S R AR S e et R —
AR R AR FRATTRE % 1) AL [ 536 T Y
TIERCWE 2 B, JF HIF LR
CARE 45 1) 07 SN 55 1 B E Rk . S
RN A R 2 W HEAT IR T R EE
YRR 5 W e CAERZ U
AL 7 AR R B, T S
AN R A LA R M BT AT
SR 4 I e sE AT AT 2 AT IE B 20 A
e o
LIS IE 1 5 2 FRAEFLE
KL — W AR 2 i £ PCRo
oA B R G EER,
JIt 5 B 20 43 L A O R K D >
I HEAT & RBUE . mie e v A
Ao FEHAT, AT Z G LR A
IR . TR R, AT RE=
A I 18] AT S R RS, R H
— BB R 9 7 B e 2 22T, (B
KR IHENA R T o 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
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REGHT: FilFSEEFERNER LRT

LCMC Il

JiE S AR (LCMC) £ — A BAEWT
U R RS RN Z MBI . &
5 & MENR SRR S 0 A K
AN LA AR e R R, AT B
T b FGRFR AR, N 78 7 3R
BT T it

LCMC II /FN% —% LCMC, M
2012 FIFUR[1]. HE LCMC I 33T
2009 4F, JEUEH] T SER 4547 nl LAZE
Z WIS D) R ILEEAT, DAE R 3R
fi. 16 MM 5% LCMC I H, FF
X 14 Fhige s BRI AR B AT T 8T
FINTH 5 WA, BTA AL ER SR T
) FH T 9 A8 S e 10 R — AR 1
A, X IER LCMCIL I HFRZ

£ LCMC 11 A 58 1 R e AL 4
AKTI . BRAF . EGFR . HERZ2 .
KRAS. MAP2KI (MEK). PIK3CA A
NRAS W IR, PR ALK, RET
M ROSI I EAE, HAMEF S
METamp. PTENexp fl METexp 7t
Al S . TV B e B S
TIZWH. BRI R E
LCMC W DL K B EEA, fE
A ATTRE B8 ) FH 3 4 2 L SR 1B BT AR
NERAEEEYT,  BUE HEAE I R 25
PRI SR 24N YT . BEJE, FTIkE
[ B 45 R RS LCMC HidR P
1E 875 ZEFHPRHT T RSB, H
A 242 NRIUH AT N BEAR I 3K 3)
A, B, 131 BB EHHEAT
AR ARYT

B3 K R B S A7 P e R
T

BrfRH T LCMC 11 g LK R AR
I3 Aii. AELE PTEN HRGH MET %
s TR, A 15 %Al
59 %R BN TE . WIRTETR, EE

n =875
E R 725 5

Tl AT

44 %

2% 2%2%

AKT1: 0% 19

MAP2K1 0.5%

OBRAF  0.5%
NRAS
1%
PIK3CA

KRAS

25%

10%
4% SEGFR
0
3%

206 2% ALKr

METamp
veBRAF
oEGFR

ERBB2 RETr

RE
ROST1r

SEGFR = 1%, oEGFR = Hftt, veBRAF = V600E, oBRAF = Hfth, r=E=Hf

E: LCMC Iith, 7£ 875 &fififpiE & & LN RARTIHE

A ANCE R E Ch A S
41%) .

7E LCMC II FMERH T2 5E
AR R C OB, ol kA
EGFR- S N RH GFR TKI iR77
M= ARG . Ak, Wi I eE,
W R DR 30, 55 5 502 6 DR AR S A0 B A 6
M2 R T KB AR, BRI T AR
ETHEAMRE. MRS, TP53 MY/
8 PTEN F/8% PIK3CA ™ ({IFERERAL
RSB )R YT AR . AR, B —
SER Y P S oK. fEA TKT JF
EIRIT ) EGFR-FAYEEE A H, TP53
0 77 6 6 B 1) 8 97 1 3k 25 A W 4
Mo R ZRERGE, AR
e KRAS FEHAIE B 23 45 AN
NG R 2 TS -

TE#HEJHE RN, KM T
RS W0 AR 26 1) HE 19RO S BRI AR A7 3R
i, HMERGRET —ANEEY
Mo AN EAS I 2R 48 3545 (1 2848 52 ]
FeZRIR K. B, TP53 SRR &
ATREMERAN R, T FR ) T A 52 5%

Wi 58 RF AR YT BN RE ST . BEE
R 597 3 R, AT ATHUS E 2
(¥ et

TEER P 40 B R BR A SC

PEFF I DNA (ctDNA) T 4G5
(NGS) SRR S 498 11 T 1 43 #
FH Ak, AR AT R R T
Hh S5 AR A S R B AT . — TR
PRI DR 2 A AT B A o, B A TR
ARG 6 000 81 £ 25 R A Ak 452 5 BB 1 B )
W3 A 5 M R A 4 S 1 R L
[2]. M 15000 % %4 A 50 FloAs [ 44
WG M e i (0 N & B3RS T LR .
37 %R N A M . AL 70 P
Ry BB bR (0 s W R . IR R R
ctDNA NGS #llli#E47 T 4 i R 1
ST o IX A IE A N I HEAT 1 5 KA
TS AL 2E W e

Bk EGFR T790M %5 24 5848 2.
Ab, EFRBIRFL R GEE ctDNA VT
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i) e e S A R PR AT A B R
PR E IR KRR E R T H A 7
. 24 ctDNA X1 EGFR. BRAF.
KRAS. ALK. RET F ROSI ")
S RPN, 7E A SR R A R 58
AR 94% 5] 100% . K £ H
CtDNA 7% 5 b 6 9 20 4k T A H IR (1 7K
o X PR R — 2 ) R AR AR A
THEAR A DNA ) 0.4 %o EId7E
XFERMRACE R, VA 5 A 00 T 2
IR FF R . VAT S, ctDNA A il
TR T XTI =50 2 A I R T
TERE YR IT IR

7E NSCLC T4+, Bk Tilid 20
B BR Ay ORI B (R 49 2 A, A A
ctDNA NGS 2|7 51 415K 5) =
o Uk, AT HERE AR AR B S
ik 42 %, MRS, %I4T iE
7 a2 % A G U Sk 38 i Bl b e 21
LU HTRE

L ctDNA {E AT fatRE4

Lin 25 \MB B ctDNA H (1) g Sk

AR S ] R R e T PR AT AL, IR R
Ae % 78 24 H DL B AR ¥6 RSt 7 iR
JITIABEFARVIFR 1T #H NSCLC &
FH s M E R W AER AT B
(3] M 53 5 v 5 9897 PUbE A BUE A
RAG, FFARNRET 156 &%
HIAMERYT (XRT) HifbyT XRT KA
fe T AR NSCLC H3 11 ctDNA.
TEVRIT 201 A2 J5 K5 T i
o WXL HAEH NGS I5E KAsm 70
AN R AR S 16 AN EER
LRI ET RS I v = 3 e L NG
%K.

FR 4 1 23 #r s 5  B T ] SR
PRPURH LM ctDNA A= 7%
A~ XRT HIEFFE R R S (n =
9) . fE XRT e LS (n =
14) « MIEZAKPIE (n=10) , DA
FAEBEAVEIT AR S % (n =
11) . £ PFS/0S 5iX% ctDNA “¢{b
A5 22 ) A W 5% AT AT 235 4 O M
IXiAHE AT PFS/0OS 5 XRT Hi# XRT
J5 i) ctDNA /K HBENH . H
e, XSS R AR IR .

gL, R RAR MAEAER K

HERML . WIT R T RN
DO B IE T30 1) PFS. TR i
M MR 5, FET
XRT Ji LFEF Y APC/ARIDIA 58755
ARG PES AHOG. [RIREH, LE4F X
LR W 2 J5, £ XRT
JERER RS A NFT AT
JEIY OS. W] BE 7 BT B RSk AT i
2 o3 AT LA SRAF R I A TR S A5 =X
e n

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)

Miafr A EANAR R R E T AR

/N (SCLC) 7 i ms o b
bkl 10 %3 15 %, {H7ER 2 30 3|
40 AR HURHX MBI IR T 77 12k R AN
Ko SCLC XFHUHBUK, HKZ) 70 %
N B A RS T — AN 0T B
AT R4S o RER 43 BB 0 — 2 fl
TR . BRI, XL BT 2
BT ERY,  TEH R IR T R A R
W2 (E) T ERAE T, SR
) Fp A A A IR AR 10 AN H .
T2 SCLC 4 ETVATT
U7 FSE AT C-RFE T
B, RS EN S R E R
W& FE (topotecan) . AL

g
( paclitaxel ) Z U fih 3§
(docetaxel) LA Az 2 b HoAth 245 43
FHEATALIT . P A XY A e
AECER RO . B H BT R, $hdh
B R ME— 3RS FDA #LIEME K
PESIRIGTT 2500 - B NI AR
5, BRFARZ CFRIRIT . AP
— BB NBE R AR A bR R
PIRANITVE

TE TT R B & PG T e 55 U7 T
AFAE M ARG R 75 3K, REml 2R
RSB T G SLIC e . SR
Sk, % SCLC 45k —

JE  ( irinotecan )

W EN T RO TR B H
Al ZGEERR s LR, BRI
A RESR 38 1) 25 W0 SR T 4R 238 X
B IR HERE -

CheckMate 032

MABRIRIT A ER G, SCLC 2
—FhA” M, R MOERE T
M ECR AR . XA RRRE] T N
AR AT (nivolumab) % PD-1 i
PRI TR, AHIX — [ 5 m] DL 3E i A
FAH A SRES KRR $T CTLA-4 $t
AL B PT Cipilimumab ) 38 Ji ik
IR S EPE T A R s, AT B 5
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EATATE WS £ R o 100 T it PO [S—
/ Rl v 0S, 14 s
3 7l CheckMate 032 X366 3% B g % % #°, B
T 216 % HEf SLCL H7Eads—4 80 |- t’ﬂ B8 473 = 60/98 4.4 33 11.1]
N o - MR- 1AL - - 36/61 7.7 43 16.5
1T RAE T — Pl BT — 2% S — w0 101

IT 25 RAGIR IR N1 &
FZARRFET PD-L1 £k mkEEm.

AT BB g 2 R 3
mg/kg N HAPLIE N ZIATT (n=
98) , fF 3 AFNkFS 1 mg/kg 9
PN 3 mg/kg PHLHEFHEH 4
ANEW (n = 61) , BLELE 3 A
Bk v 5t 3 mg/kg It BTN 1
mg/kg FULFRFUER 4 MNEI (n =
54) . Wi, & 2 i 3 mg/kg
AR B E N GERR IR T -

AT 2R LT R 5L E
HIRERR
g PN A UE SR TR AL LG sk
RN AP sE R D)8 SR
29K ORR A 10 %, 1M
== 7S = v A1 N 1 0 N =
(23 %) FZECEy-3 UL EHT
-1 (19 %) HJ ORR I m i —1i% .
b AE /N 40 Mo il f (NSCLC)  ##
FH, RN RERGE S FEA, If HEIE
T KRB He ) B & B
LT R S B AN B e - 41 ek
e, WARE T PD-L1 Fik. 1
0S JiTi, ZHuidi-1/F UL -3
HAE G BEAERER, FA
0S ik 7.7 A (M2, gyl
S3/FFUL -1 N 6.0 H, FEh
PREPLN 44 H; B 1D o R
WHEEFRABETI, Bafics
FH— o LU 1) B R R K
HAZEAE, T2 G e va o7 7 B L AN
R

XL, 22 A PR AT A H AR
I H A8 FH 49 B URE A DT ST R
BNF O RABAIRIT I AR
SRR (AE) RAEZR, mA
WA 3 BHEITHIDAET: (g, =
SENIE I B Ak o SRR
FE B2 A TR N A ¢ AR AT
T, SR, H 10 % EE
BEPETIE IRVAIT o

60 [~

05s (%)

20 —

15 18 21 24 27

ffiE (A)

2 TE L AMERFIEE DBL AT (8], BEIAYF7E DBL Z BISE I BERIE

C SR S-S ILER-1 MK SMBETHEL, ARPF-1/FLRH-87EE XM SCLC &

B1
HEREGFRAENLS

1 mg/kg HulHBHiln 3 mg/kg
UL BT £ T 11 P& .
IR T 2 AR T ORI e
. B 7 H A IE /£ 3 AT W
CheckMate 032 ¥ W77, Check-
Mate 331 K&xfER K ME SCLC & #
S S = A e V=N 7 I C A G 1]
CheckMate 451 JGSTEEAT Z2H
I 2% 11093 N HH T B i K B 4 R 4
FTEVEER: 7 N T V71 ) 1 A RN 73
BN, ENIRE—ZIRIT 2R
[/ AEFRI T

Rova-T: SCLC H&g—Ffh4&
YIRS Y [ SRR

& PEEE 3 (DLL3) CL#ffiar Jyph
2N S W IR T R A T . 2R
A& oC EE AR &N o W B S IR
ASCL1 53 E S AL 4% P Notch
fiifk. f£ SCLC #', DLL3 &%
IR AR T E T 4H RO i
SN AR AN R R IE (H
TEIEW RABHLA T TERIE) , XAl
BIEA T HUE- 2 a4 (ADC)
Jivk. DLL3 ARTJEtnEy, i
LA BE T A 4 Al B AL T B R
. o
rovalpituzumab tesirine
(Rova-T™, SC16LD6.5) # % it
Jy—# DLL3 #[a ADC. fEi%5TF
W, Pt DLL3 i yrFEfu iz f 2t

Mg IR I T m A0 (PBD) R A
R, X258 DNA BEWZIF H
L5 4 i R 1 5 1 7 SRS A
MaEEME. B TFPiEmIEETEE S,
T 2 AN IR 20 N R

HIRENZE S LHATH T 5
HIH I SCRX16-001 IG5 74 44
SCLC HE#[2]. BT KBAFIF:5
# 3 M 0.2 mg/kg R 6 i 0.3
mg/kg VAIT. %, WNEHE T
6 J& Jiti FH #5 7% 0.3 mg/kg {E NS 1T
HAF & . R A fe g% 440 vk 0
DLL3 FIAFEATVPAL, Hok P4
K (= 1 %R 4, 88 %I
BE) BT (= 50 %IRELRIN,
67 %IEH) .

AR TFERIRTEBBHRE

SCRX16-001 X438 T Rova-T [
B EIGRIEME, 1 DLL3 FiAn] 7
W N BF—HFFi# 1) RECIST ik
SER NV EBRAE AT AN 18 %, 1
TELEIAS EIRFEA TN 39 %; o
FAE DLL3 3Rik = 50 %I EH .
Iw R 3R 25 %5558 68 %FH1 89 %.
E—ANEETES, HITT hded
EIFHN T — W I E X . T
R T LR TearigT e B =
PR, H P RMRIE LM =28
WEE AT (B 2) o WAREA
B, BT R N ES R AR B A &
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64 %
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g |
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AP A B 32 14

DLL3 £ =250 %
ORR

ORR: EMRRIE (#5> RAL+5TLRAL)

20%
10%
0%

32 14
£# 250 % i
CBR ORR

CBR: IfERKmE (B ERE+EDD RA+5TE KAL)
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treatment of recurrent small cell lung cancer. J
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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
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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 Il
randomised study of cisplatin-etoposide with or
without bevacizumab as first-line treatment in
extensive small cell lung cancer (SCLC): GOIRC-
AIFA FARMBPMF JM trial. J Clin Oncol 34, 2016
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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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(suppl; abstr 8561)

6 Faivre-Finn C et al., Concurrent ONce-daily
Versus twice-daily RadioTherapy: a 2-arm ran-
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Oncol 34, 2016 (suppl; abstr 9005)

B IENRAE: ORKERRETHLKIEAFE

FHIREM

BATEIBENL . Z 0. R 1T
1 RENO 581 H FRTE T 257 R e
HIAE /NG B (NSCLC) Ak sy 30
BTFRMTEAIT FR. BILE 134 4
AEEFAM 1T ) NSCLC &2 T
R KF FHi i (vinorelbine ) AN i %A
K LI Cetoposide ) I 41 ¥4
IT
REHHTEIRTE PFS (FELA T

;K AR B AR AR 4 A
11.4 AA1 11.8 A) FlxM (ORR, 4
BN 64 %1 66.7 %) A ZR,
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Provencio M et al., Randomized phase Il 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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| Congress Report ESMO 2016

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 organlzat|ons,4GLJBQQ()%%%QE
multidisciplinary approach to cancer treatment and care. RA%amsmLuag T‘E?‘éis“c

will be at the heart of this special issue. "

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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