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Wi HAERDBEEORVWERECTH Y, R THEE
200 5 ANLL E ol BE #7128 L, SEofhT
BLE L 116%Ih7b. HEERY 176 HA (18.4%)
RBAEIMTHBY. MiFOLR L E bR S EI IR
ARG TH 52, BRIZ B W THEAT IR 2 4
THREDOFHRITEL, SEAFRII4%THEY. H
ARTOMREDELTEIE, 1950 EUER & LML T
BV, 1970 4E 121349 10,000 A TH - 72075, 2010 4
12139 70,000 AIZ3E L, 2015 4R 1213 %9 77000 A T
EDOE I ERYHEITTVEY, HifOFHRIIART
HY, SOLHHEFEBABVPLEEINDH, 2000 FERLIRE
b e, ZhE CTEWBEOPLTD - 22 Hla ks
PUERNCIMZ, FIAN—BETOFRRIZ L 55 FEN
BROBREIEATE . S SITINEERIE DD
5L, ®EF v 7KL Y MNAERIOREI TN, EKiE
FRICEASN TV,

1. HkREEEmER

1990 EAUS I/ MG CRA S Wiz 2 Lv e »
(VNR), 7871 % ¥+ n (PTX), Ft% F+n (DOC),
49 F7Hh v (CPT-1D), ¥4 ¥ ¥ ¥y (GEM) &
1980 SFH DD W 5 55 2 AT AH & 125772 51EH
W24 548 SHAPDAKY T, F5FFEHALD
PR G & 0 8 2 R PUSA Rl O ba ik Ic bR, &
DERTHLZLEDPRENT. ZOFEE, American
Society of Clinical Oncology (ASCO) & National Com-
prehensive Cancer Network (NCCN) (22X 0, 755
FBUF &5 3 AT AFI D 2 Kt ¥R G- H3#AT /N
Tt 20k B (g iR L LR b2, 2
DIETFVAPUTICRT AT F ) ¥R & o THEW
Ihie.

T5FFRFATHL, Y ATF5F > (CDDP) b LK

FE O M

& A NWVART T F ~ (CBDCA) % &t i AR AR HE IS
U THBEICAEFHBEEIRERATWET. 2 7
5 BHI B O HH) & 5 T HEAR & 55 = AU R S5
PERCTHIR L7225 7 7)) Y AIZBWT, BEDVEW
F (ORR) T12%, 14HFEEFFETOBES L3N T
WA RIETIE, 4 S 5 = A S B
& 75 F FEAGEH o 8 T HRE (FACS :UEk) O
Er#ESNTED, WTFhoMELFA%ETH - 727,
Z D728, 2000 FEANE EDFEH F M LT H AEFLIRH
FIEIEEDL Y Rh o7 THA1990 EA D S 20
EOM, bbb ERIITONIEERETH 7.
2000 FEMRE ISR D FrBlgERI L LTRA ML F LR
(PEM) 238385 L, HBMLEHRO S E T L o7z, X
ARMLFRE RS M)LK (Bt T AY) I,
FIVNVEY ¥ —E(TS), Ve FuERL Y I ¥ —
¥ (DHFR), 7)Y Y 73IFYERXZ LA F FHN3
VIS5 Y A7x5—¥ (GARFT) % EOBEOEBA
WREFRMRICHESTZZEIICED, 7Y Y RUTEY 3
Ty X7 VLFF FD de novo AR % FHE L THIEE
W BT 2 BERACHEEE T, RSB VT 2007
A1 A0 T M B v B2 i 12 3 TS & U L
7z, FE/NHIELAE (NSCLC) 128 W Tid 2009 4E 5 H I
AIBCHABERFLCTEBY, HERH LE 3 HRIIAA
Flo 2 KIPEHBE L ) AEFL LR 3¢, ERT RE
W CHENZAFHMERSEND S LR ENT.
PEM+CDDP, GEM+CDDP #lt# L7255 > ¥ 24L&
MA 5 JMDB B T3 2 B IELTEAFEN S 1,
JE R F- b B2 9 12 B W T id CDDP+PEM & 277 11
(0S) DA ERER (11.8 % H vs 104 # A, HR 0.81,
95% CI:0.70-0.94, P=0.005) ASFEBI 7z, Lo L,
Fi*F- bR HE 12 5T i CDDP + PEM F C M1 58 /4 47 1
M (PFS) 4.4 # H vs 55 # A, HR 1.36, 95% CI :
1.12-1.65, P=0.002 &7 H, 0S139.4 %7 H vs 10.8 %
H. HR 1.23, 95% CI : 1.00-1.51, P=0.05 Df§H & 7
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%72, CBDCA+PEM (301 2 EEFMEHE &
L7l nwb oo, #HEACDDP L 0 dEE
THHIENLEBLTIIHETENTS. CBDCA+
PEM #: & CBDCA +GEM #: % Hlig L 7245 111 A3 BR
K H AT2007 4£ ASCO T #H & % h 2P, 0Si3,
CBDCA+PEM #T7.3 % H, CBDCA+GEMHT7.0
#H T ot Lild CBDCA+PEM & CBDCA+
GEM O ik, CBDCA +DTX % CBDCA +PTX +
NNV X< 7 (BEV) & OREGERCIE, AFEMM<E
PEMBIHE CTh o o F HEHEL 2 ETEREZ RE TV
W UL %285, CBDCA+PTX+BEV & H#k
LCHAEFIBICRE 2213% <Y, BEVZHHLA
#HEXTIEZ CBDCA +PTX +BEV X VY PFS 75 k{5 i
H s, IhosORBRBOHES S, CBDCA+
PEM 3EEHEBIHO—D L TN TV 5.

W EREEICH LT, 2F75F +DTX &
CDDP+DTX @ LB 45 T AH A BR S AR I T S M,
OS DA ELREENBD SNz (136 #H vs 114 4 H,
HR 0.81, 95% CI:0.65-1.02, P=0.037). AIIZHW
T 88 = AR LR o T i s 4 ol 350 O L e T S
RENT SN BERERWRTH D9,

KIZ, S-1DBYTH L, HIIHRETH S LETS
#BX, CATS :XERTld, CBDCA+S-1, CDDP+S-1®
FHMWATRENZZTY . v MET VT I VL PTX %
EWESELF RN THEAATHLT 75 FY% ¥ (nab-
PTX) & CBDCA @ HI#i%:1d, CBDCA+PTX & »
HEITH AT, ORRP A EIC EH L 72 (33.0% vs
25.0%, response rate ratio 1.31, 95% CI : 1.08-1.59,
P=0.005) .

S5, 7% PEM MEFRIREDSHEL 5 2 L1l 5.
INFET, TIFFRAPAELEE 4~6 %1 7 VAT
L, BEEAHERT 5 F TPl 2 R34 2 2 & o3t
HHRTHo7z. LoL, WEHEHFEA~6T A 7 ViEb
SR & kS ARSI S, ThETGEM &
best supportive care % I#L L 7248 111 A3 8% C PFS »
HEICWHE L VTR Cldd 55, 2HIRHE KPS
SOLLETIZOS ZHBICEREL22Y. 72, 2009 4E12
PEM #Efpi it & 775  RBE 2 L L 7248 111 MR
T, PEM MR RN OS 2 A BICER L, HiEpgsE
OENEIFRENLD. ZhickY, 79 FF8K +
PEM O ) [a138 A Fi: 4~6 ¥4 7 V1%, PEM MERRREE
A ERLEDEATIIIEE KL RO 5 F Tk
HZ NS, BEHEREEE U CHESL LBIAEICE S,

AF T, 75 FICBIT 5 PEM+CBDCA D#iy
AFEFE LN, PEM 500mg/m?% CBDCA : AUC6 753

W HERLE I, BB ICB VT PEM+
CBDCA PER#EL, LR D v EimE #1TIEN
HBLIHE O FER P LR HE 0§ B AR 2 B 2 L A8
Wifras iz, ThE TORE T, ESEE OETIENM
Rafilide (203 2 b4 1T B L CTid, VNR H.Al & BSC
& o B (ELVIS study) 12 & Y {b&o A Atk
D SN, Z0#% VNR & GEM+VNR & 0 iR
(SICOG study) XU VNR, GEM & VNR+GEM & o
Heigatbs (MILES study) 2.5 % 2C, VNR % GEM 7%
EOHAN L BEH, b LLZZOHHANIETFT Y 2D
IRENTEWEL LTEITADRTEZ®Y, L
L. 2002 40 ECOG-5592 @ Subset analysis ®# 52"
% CALGB ®## (CALGB-8931, 9130)%®, & 5121k
2003 4 ASCO T ECOG-1594 @ ¥ 7 f#H7 @ & 52 H»
b, BEEICBWTH 77 F A% & A LS5
i o2 Z)DBRWT EAREBINS. FO%, i
HZ BT, 70-89 & @ PSO-2 % %F 4 12 CBDCA +
weekly PTX # &, VNR Hi#ld 5\ id GEM HAIEED
AE A AL S I ARBR R 3R ER (IFCT-0501) A347h i,
FBEHEOAAW M P YiE 10.3 4 B, HAIREN6.2 4
RHezml, PEABERCARICAANNZERT A2 L
ARENLO. UL, BERIEECHBMMEILD 6.62%
EHAFED183% L D AEICE L (p=0.035), @I
LB EEINT. HRANEFKANCFHREDOHD A
&P G- L72BIC, BORAICHRHEARATOEESRLD
BBEHERBOIREEEH L L) Z e REINRTE
03V RTINS BT e~ PE R 2 e R R T
5121%, HARAIZBT 5 HRAER TORE MO
HrEz b5, BUE, HAEWNTIHbS#EEA 0%
WL EHREMOALFEICL Y BEFO QOL » EH L 72543k
IEFBENERICR>TETVLIENEITON, &
%, PEM 275 F - 8F LT 2561, X0 AME
HICENT- CBDCA #EIRT L2HENL L o TV 5,
ZDD, FREHRIZBIILLZEWDIFEL L TORWVE
BWEENRIZLIANEKETTF v & OFHICET 568
WRILETH Y, miEmE DML EEIC PEM+
CBDCA %t $ 24 0kt L a2 FrfifFshTn
72. HARANE## (70 %L ) To PEM+CBDCA #f
FREDOHRGEIZOWT, Yk Trbh 28 THIEER
HEROFEH, PEM 500mg/m? CBDCA : AUCS 3
RWEETHAH I L% 2010FE0 HAMEFSSTHEL,
BEEICBULIEENIE L. Tk, KIFTIirbh
72 JCOG0803/WJOG4307L Tix, CDDP+DOC (43)
L DOC KA Mg S =28, v [ FAT o &5 F <,
CDDP+DOC # OE B % FEI 9 5 T REME A W & H]
WS MBEHIRBR DI & % 572%2 . ZORKE» S S#E
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Gefitinib
Erlotinib
Afatinib
EG_FR —mma Osimertinib
mutaion(+)

Dacomitinib
Erlotinib + Bev
Gefitinib+CBDCA+PEM

ALK fusion(+) —PM

T790M(+)

- (=)

2l Chemotheray

WM Lorlatinib Chemotheray

| cericnio J s M ceriin ] Loriatinib

4 Chemotheray

ROS1 fusion(+) === m

2 d Chemotheray

BRAF V600E(+) s Dabrafenib + Trametinib Chemotheray

1 #RANTTV—

2815 CDDP PRI I N R oz, —,
CBDCA ff F #1123 Tld, CBDCA+PEM # &
DOC H.# B @ L3 B (JCOG1210/WJOG7813L) 73
2019 4 ASCO THE & 72% . 0S 13 DOC HiiI B A
155 # H, CBDCA+PEM #7%18.7 % AT, HR 0.850
(95% CI:0.684-1.056) & 72 ), CBDCA +PEM ## %
DIELVEDEW] & . PFS 3 HR 0.739 (95% CI :
0.609-0.89) T CBDCA +PEM ## 1 % B I 72 5 7-.
ORR 12 DOC Hi#I%E 28.2%, CBDCA +PEM % 36.8%,
p=0.0740 T CBDCA + PEM A& h - 72, BIMEAIE,
I3 7 Y 7% Grade 3/4 @ FHILERIK A, #F A BRI A 13
CBDCA +PEM BECH I L, &I & M/MURA &
AEICCBDCA+EM TR - 72, FEME#HE N TIE,
B BNERF P ERIR A E DS CBDCA + PEM BECTH B KA -
7z. TFCT-0501 iABR T3 iBHE BH AR & S vz as,
JCOG1210/WJOG7813L TIkMAEEZ N Zh 264> T
& -o72. FACT-LCS % filv:7= QOL ®&HfiiZ, CBDCA
+PEM BED J5 Hs Bl 2 M 7 5 72. X 5T, CBDCA
+PEM Pf FI# 1% O PEM MEFR R, minitEfT I/
ML B F BV THMTRAAN DO B 2 FLE RO —
DE Lol

2. ATFERGE

i (2 BV THFEERBRBROTER T & %o 7207,
2002 FEARFCTRAINI TS 74 F =T ThHbD. KBY
WMiEbroTWidolh, LEERENTZENK
(EGFR) & fR-¥22 BB o I/ M iFE (2 5 & M
HBHI EH2004FICHE SN 20K, SHEIINA
F ==L, FTAN—BIRTF DA LR

ENBZ L2 e, RBAGR S w2 G
HIIKNTHRIAN—@EET L LT, EGFR#EMRETE
®, ALK mif&i#tfz¥, ROSImié#{nT, BRAF #fz
TERDVHS. EGFREIETER, ALK MG &R T
PRl C R B B D ) & o H R ER S N S
WMETHER OB DI S 2% > T 530712,
EGFR it 1= 7 % % ® ¥ T uncommon mutation %,
ROS1 A& #15T, BRAF MR T2 RS OSEE MK
Wi, AIRLRE SR & O T AHRER L I S
TS, & IR 55 I MR O I 7 b T %
NZNOBETHER O A NEAR S R
TIThN7zHI M & BIEHETIE, 10 BEFICOWTH
Mra3d, o5 FREEMGHREE 2 A L 72 A A8 00 1) rp e i
(MST) X354 THo7. ZhICHL, FIA4 i
RFERGECD 20b 5T, 5 TRENEREZRE S
NTWwinwBED MST 12 24 4ETdH - 72 (propensity
score-adjusted HR 0.69, 95% CI:0.53-0.9, P=
0.006) . EGFR#{ETERBUMEICB VT, —&K»
LERBHFEOILVTF =T HAIO PFS ICAE AL RO
BWIEFMEESRTENY, EGFRFuY ¥ ¥F—
YREH (TKD) &b Sy o4 5N 2B L
TIE, FER72 28TV ARV, #M T EE
EFTENEHINICH ), ERTFFHEH % 8 RS ER
T5 I EDERRTIIZ V. BFHTOEEIR TOHRFEA
FITFU—ERKTITRT.

2.1 EGFR EBZFER
EGFR #{ZFZ£R (7Y ¥ 19 REF 7213 L858R %
) Btk PS 0-1, IV IR/ fE B 2 R & L
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T, AV ANF =T LE~MMEGFR-TKI (7 1 F
=7 F3 I veF=7) &S 58 TR
(FLAURA 2Er) 27hb N7z, FEFMIEE T 5 PFS
13 HR 0.46 (18.9 # H vs 10.2 # J, 95% CI:0.37-0.57,
P<0.001) T, PFSZ# ARICIEET A Z LR &N
72°0 #PETIE, #—# EGFR-TKI TTF#i57%, <
YakkRZ B 48%, AST L5 25%, MIEMMiEE 2% TH
S22l L, FYANFZTTIETH 8%, <&
BBz 9% 25%, AST L5 9%, MIEVEMEE 4% TH Y
B, WEEIF I AVFTTRWENTH 72, F
72, &Y AVF =T TIIERM R B EIH AL WEI T H
5.

FaIFo7, FasFoser74aF 7RI
3 5 % 111 #1358 (ARCHER1050 &) 2347hbh, FE
FMEEH TH 5 PFSI1E HR 059 (14.7 # H vs 92 71 H,
95% CI : 0.47-0.74, P<0.0001), EIKFEMGEH TH 5
OSIZBWTdH, HR 0.760 (34.1 7 A vs 268 7 H, 95
% CI:0.582-0.993, P=0.044) THY, Fa3IF=7
377 4 F =7 L PFS B X UV 0S 2 M aH s
BICEET A2 EHRENSY L, Fa3iF=
TTIETHI 78%, JNBAS 54%, SRS 35% % 780
THEY, FUIHRLIBEINIHERTH- 7.

E—1ft» EGFR-TKI M= % i #2 ik L 7245 111 A
KRB CEREPREINZDDIE RV, £/, 777
FZTWT T4 F =TI LT PFS OERZR L7z,
FHBIVEETHo W) WD 5.

INOF T +RNNY X TIEARIE T b4 11T
X B& <, PFS#YHR 0.605 (16.9 % H vs 13.3 % H,
95% CI :0.417-0.877, P=0.01573) TH»H, T+
Z7IX LPFS #ABICHERET 2 2 LR s h7z™.
FETI, PFHBECTREMERIREH, MLz &0 BEV
WX BHEEHEDBOONT W2, $/2, T V5 2 LE
1T AHERER T, PFSAYHR 0.54 (16.0 # H vs 9.7 7 H,
95% CI : 0.36-0.79) LA RICHEEZ/R L7245, 0S Tl
HEAERRE R Do 72957,

774 F=7+CBDCA+PEM iz EL X7 1 F
=7 OE I HRAKRT, EEFHEFEED 1 D5TH5S PFS
A%, HR 0.484 (209 # H vs 11.2 7 H, 95% CI : 0.391-
0.625, P<0.010) T& - 724, PFS2 23T HR 0.966
(20.9 7 H vs 20.7 % H, 95% CI:0.766-1.220, P=0.774)
L) AHEA RO, o7, OSIEHR 0.695 (52.2 %
Hvs 388 7 H) THo7z. #Mhid, BEHHE T Grade 3
DL o i OB S o 728,

INLOMRENS, ARERHEEO T T 7 AV EE
L, EBRTIEF I ALVF =T 2 —KiEHEE LTEIR
T5 NS,

2.2 ALK Bi&&EF

—WiEH L LT ALK B & 8150 #17IE/NIE
BifEIC LT, TLyF=T, 2UVF=T, k) F=
THEHTRETHS. 2V VF=7, vV F=T 37T
F AR AREEE L 0% T MRECT, 75 7 F JAIB
JAHEEICH T 5 ORR, PFSOAE LR UH/ N HE S h
7’: 59,60).

TLVLZF=TR 2V FT g NIRRT
PFS %3 HR 0.38 (25.9 7 H vs 10.2 % 7, 95% CI : 0.26-
0.55, P<0.0001) Ty, HHORBKTIET7T L2 F=
T O¥E5RED 600mg THo 725, HR 047, 95% CI :
0.34-0.65, P<0.001 T -72°""% 7 Grade 3L
DEHERERIZ )V F=THES2% vs T L7 F =7
26% Th o7z, HEHELLRLAMELEI L2 5,
TLVLIZFZTIEE—RGHFEMMTDLE I LDBL . F
7z, 2V VFTMMERICL T L2 F = T OAEMEIR
é X/L'f\/‘ Z) 64~66).

1) F = 734 AR (ASCEND-5) 128\,
PFS#SHR 0.49 (54 % H vs 1.6 # A, 95% CI : 0.36-
0.67, P<0.001) T v, fHlaREEEER (PEM % 7-
EDTX) I LPFSZHBICHERE T A 2 LS
f: 67).

OVSF=7IEEIMRBRT, ALK-TKIB#E#ET
ORR 46%, PFS 93 # HTdh-7%. F72, ALK e
BETHEEMEEZNRE LB VS F T 08 ITHRK
BT, )V F = 7EEAH T, ORR 72.9%. PFS 11.1
WHTH-729 F72, 7))V F=7PUsD ALK-TKI
BPE%TIE, ORR 42.9%, PES557 HTH Y, B
RATEDTR SN TV B,

INHDORERDPS, HEFP R PFS 259 HEw
IEBERWNLHEENIS, EBRRTET LI F= 7 28I
HIENZw., LaL, Z0OHO ALK SR A M E
Lo TW5D, FEFEFIETIED 5HH, BRI LT
FheEho ALK-TKI IZEZ M2 R/ #s0d 570 (1
2). TN OB E FRE LEHEELEBINTL2A T
TV =N BENLERE S E 2 o, 5B
HETH B,

2.3 ROS1 @&EEF

ROS1 A& # =Tz ICBWT, 2V F=T0
BT HMETD L. W ORBT, ORR 72%,
PFS192 # ATHh-72™. ®7 V7 Tiibhz# BT
lZ, ORR 69.3%, PFS 134 7 HT&H-72". ROSI Al
ERETBEMNE T, 2 VFoThE—RIRNE &
5.
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Cellular ALK phosphorylaton mean 1. (nmoliL)

Mutation status Crizotinib Caritinib Alectinib

Parental Ba'F3

EMLA-ALK
C1158Y

EMLA-ALK
HA7IN 130.1

EML4-ALK
1715

EMLI-ALK
T

EML4-ALK
F1irac

EML4-ALK
L1198M

EMLI-ALK
Lriga l’-'

EMLA-ALK
G1202R

EMLA-ALK
G202l
EML4-ALK
D1203N
EML4-ALK
E1210K
EMLE-ALK
Gl2694A

4.1

EML4-ALK
D1203N4F11740

EML4-ALK
D1203N+E12106

Brigatinib Loutatinib

ICe5 = 50 < 200 nmolL

X2 ALK-TKI A
WHRT70 &0

2.4 BRAF B5F%RE

BRAF #{z¥% %13, BRAF V600E #fzs {2 Bpt
BEEER 2 W52, ¥ 7597227+ v I AF=THH
WO E TR YT b7z, ORR 66.7%, PFS 9.7
HHTH 72", Kih# BRAF V600E #1528 Bptk
G2 3BT % 45 TLAHERER T3, ORR 64%, PFS 10.9
AATHY™, ARSI TEY, H®IRE %
5.

2.5 RS —7IH— (NGS)

IhECHizTRIHEE LT, —EICHXL10
E—DODBMETFERFET, —DOBMBETRED R,
BWCRDEETHREEZ L TBY, RHEBERA PR
REEZHBELTWz, LaL, HILvlfaframhke
LT, NGSZHWT—EIIZHOBRETRELZHRS
CENHREE ol —F T4y Y X —F AT T4
74 v 780 [+ a<4 v Dx Target Test ¥ IV F
CDX VAT L] BNV FT Ly 7 A= F VBl
VATFLELTHKRESN, 201946 HIZHBER SR

7o, SHEIEMNIBEMIEICB VT F I A N—FZTTH
% EGFR, ALK, ROS1, BRAF # 3 XCHgfEL, 2 o8
A UBRYAT AL LTRR SN, F72, 5E7¥<a’3i:‘
SEEL A6 BEETERZARICHESING. Zhi

D, FEANHIRERE O \q‘#ﬁﬂﬁrkﬁ§§§0)F]E¥ﬂ§ﬁ3$ﬂﬂaﬁ>H
Rl o7z F7:, BEFBHADTTOLINAT ) LE
#L LT, NGSZHAWABETF SR VDR E
ATWS. ESEAAWIGEY v % —HBA%E L 72 [OncoGu-
ide TM NCC*+ ¥ axx V¥ A5 .| &, Foundation
Medicine Inc. CKE) 3B % L 72 [FoundationOne
CDx] HARGEE N, 201945 AICRBERSI N 2
NOHIEEL b TEIEICB VT, BHREEED#
B EWCHMZRT ) A ERBRNICRETE, 7/ 4
P2 2 EPERTREE ko7, LrL, 71
T 7 AIVRIEE 3 V= F VRO E WD S EIC AR E
SN, KIGEOBMIFIIIMATE T, R T %
DOEHFIRBRIFTH BIEHPEEIEHEL o TS,
FoundationOne CDx IZBWTiE, —#a »/3=F V&
FE LTRRBINTEY, 20195136FJ IZ NTRK #té&



150 GBIl

B DJMS

R1 FF/NHIBIIRED 1 KIGHIZ BT B 50ET = v 7 KA > b HFH O BRI

Study ORR

NSCLC PD-L1=50% ** 46% vs 30%
Pembrolizumab vs chemotherapy
<KEYNOTE-024 >

PFS 0OS
*10.3m vs 6.0m 30.0m vs 14.2m
HR=0.50 HR=0.63

(95% CI:0.37-0.68, p<0.001) | (95% CI:0.41-0.89, p=0.002)

NSCLC PD-L1=1%**
Pembrolizumab vs chemotherapy (CBDCA +PTX/PEM)
<KEYNOTE-042 >

PD-L1=1% 27% vs 27%

HR=1.07 (p=NA)

*16.7m vs 12.1m
HR=0.81 (p=0.0018)

54m vs 6.5m

PD-L1=20% 33% vs 29%

HR=0.94 (p=NA)

*17.7m vs 13.0m
HR=0.77 (p=0.002)

6.2m vs 6.6m

PD-L1=50% 40% vs 32%

HR=0.81 (p=0.017)

*20.0m vs 12.2m
HR=0.69 (p=0.0003)

7.1m vs 6.4m

* Primary endpoint

AR

EET B EEEAE 9 %5 ROS1/TRK HEHRTH 5 T
XML FZTOIT NS F BT E LTENARESR
7. NTRK @& @z Do a v s=F @Bl LT
&, FE/NHIAGRE (2 3B 5 EGFR 5 T-Z %R - ALK il
G, EHREMEICE S BRAF V600E £ 5, I
OB % HER2 Bz FI40E, s - #&EEICBT 5
KRAS/NRAS B4 RINH 5. Fe/MIENINE 12 B Tid,
EGFR #7258 L ALK B @RIZFD 2 DD AHT V%
ZFUBAEL RS TEY, IRTEMWHELTNEDIFT
v, ENENOBEMLET/SFROVIRAEIIEIFAE - READS
HY, TNOLOHMELEL, BFESAORRICEDLYE
NG RLETH D, RAOHMIE, 7/ LGRS
LD EEEL BESAIRITSE 2L THA.

3. DPAREESE

SEAT IR/ NI DEIC B VT, REF v 7 RA
Y MHEH ACD X3 TIEEEREDO DO TH 5.
20154F 12 HI2=KR =7, 2016412 HizR_¥y7ay
AT, 20184E1 HIZT7 7V ) AR THKEIN, 2
Wit CRRWREE 7o 72, —RIBTRICZBIT 5 ICT
BRIOERAE% 3 112777, Programmed cell death
1 ligand 1 (PD-L1) 383 50% Ll L OJERNI T —RKIGHE
NHRY 70 XX TDMER W RETHRITEDHEL L T
%. PD-LI1 53 50% LL_ oIk /Naiing BE 2 x4 &
LT, Ra7nYX27ET 55 8H b HRE % g
95 85 I A e 3Bk (KEYNOTE-024 i ER) 317D
™, PFS, OSZHBICIEE T 5 Z AR SR
Grade 3L ED#HEHEIIRLTO ) A~ THTHEEIV R
M7z (26.6% vs 53.3%). NAT ) A< TETHIR

PREEREREE, MRS, F9B, KKk Lok &
HROMEBSINTBY, ZhoomMEEFEIIZEEDR
VETH L. T/, PD-L1FEH 1% Lh_E o I/ fiti
FETHTARATEY X T DO—RIGH T TFET 58
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Study ORR PFS 0S
ek B2 * *
CDDP or CBDCA +PEM + Pembrolizumab 47.6% 8.8m NR
— PEM + Pembrolizumab **
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— PEM HR=0.52 HR=0.49
<KEYNOTE-189 > (95% CI : 0.43-0.64, p<0.001) | (95% CI : 0.38-0.64, p<0.001)
It P - B ' '
Atezolizumab + CBDCA/PTX (A #) 40% — 194 m
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B# vs C# B¥ vsCH#
HR=0.62 HR=0.78
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ABEvs CHE
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* Primary endpoint
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CBDCA +PTX/nab-PTX 38% 4.8m 11.3m
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NSCLC, PD-L1 3
TMB=10 mut/mb
Nivolumab + Ipilimumab 453% | 7.2m | HR=0.58 (97.5% CI : 0.41-0.81, p<0.001)
chemotherapy 269% | 5.5m
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Nivolumab + chemotherapy | 36.7% | 5.6m HR=0.74 (95% CI : 0.58-0.94)
chemotherapy 231% | 4.7m
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Nivolumab + Ipilimumab 7.7m HR=0.48 (95% CI : 0.27-0.85)
Nivolumab + chemotherapy 6.2m HR=0.56 (95% CI : 0.35-0.91)
chemotherapy 5.3m

A Progression-free Survival

Hazard ratio for disease progression or death,
0.58 (97.5% Cl, 0.41-0.81)
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