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HASR AR €~ 7 — PRGN
W ZER Takakazn Sugita

[T LC®HIC

fidE A RUI A D O Rl LIS OARE 2 BEm L
TXTEY, Mirgid 1998 HLUM, Biiikun
TEMEFAEYOIROHE—AL LD, 2014 4F
DO#EETIE, MiREIT X - THIM 73,396 AD S
N BonTha, filifgo Rz R sEEn
5EZATHBM, FREBVBOMITUIRET
FHEsN, ARUHRREORIRICZ SRV LD
2, IERELVTREYHEENER LT > TH
5. FififE /N IREE & NI Ic 0 o B
2%, I NEsE O TP BRI LT,
ROEN IR ORI, BIZTER
DHMEIC K BHFULIER bIThN B X518 D,
JEHEE D 30 AE THRIERYICE(L L TETWL 5.
2016 SED S FHEF = v 7 KA v FHEA b
AR LD, P LB % A 7o I Vi
fiEDIBRBICBOTH LR EZDZ X5 &L
T3,

1980 FEAH 5 1990 FAL

HETTIE/ I 126 d A DU AN IE, &
ARG, 25 2 A, B3 aib 5. % 1 R0
PUERICIRAEMEREEAERSINT, §2 1
RoYuER» SFMEIRINS X HITE 572,
1980 4ER, 2ROV Y A v &L TRE,
cisplatin (CDDP) + vindesin (VDS), CDDP

CPRR284E 8 H31H =2 G284 9 H15H 52 8E)
% SE ¢ (F640-8558)
AR LT/ IMA @Y T H 207 b
HASR AR N R FE & >~ & —
W0 i N RHAR
FEH - ZFH

+ VDS +mitomycinC (MMC), CDDP +etop
oside (ETP) &\ - IiGHEMITHN, ZBHHEI
#120~30%, 1AEAAFARIN 20~25%FEETH -
fo. TOIAXFRREIBIEIREMHLLTES
9, HEOMEM I LT, steroid + K& meto
clopramide &5 TOX M TH O, a2 bo—
VIEART, BHESAREFITECEO TIEH
2o T, F 7o EREk T o= — 4K
TEFI &5 <, mlmE S TR hEk D
FRETS & CICEFEALD V) R Db -7z, Z0D
ELERRIT & 0 A IR O E R AT S
NENEIDEFIAPTH D, VA OLE
EnfBons ELTh, £oMyumAloEINEH
KHLDoNE I EEEZ DL, FRIICT
REEZAT - To B O & 5 InEER] % FF DR fifi
bz,

1995 4£ @ British Medical Journal iZ3E/N
AR A#E 126t 9 5 CDDP % & &bk D Ik
FRNRICONTDO A F T F ) v ARFERESN,
IV B3/ iR i 16 LT, CDDP =& &1L
FHEAEIT) Z&iIck D, VAR 10%
g s, DI T REN 1.5 » HEERT 5
Z EmHtr I (Figure 1), B O RA R
TIILFHEIT X 5 BE D QOL etk O o
MR RINT, T FHEE L TSHHTS
ZRARIEDTLH] (ondansetron, granisetron )
WEE L, PUEANC X 2L Y ba—
VEaN s &5, FHRERT v = — %
W 8A S EHATREER D, X DREITIHEEEDN
ks ko2, oy oI NI
X U TR AL P RIE S fTh N 5 K H 175 -
7.

1990 4E-ARITiE, & 3 AU AL, Wb 5
PrElbuEA & 5N B irinotecan (CPT-11),
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[Figure 1] Survival in trials of supportive care versus supportive care plus
chemotherapy (only trials using regimens based on cisplatin)

(k1 & YBIA)

paclitaxel (PTX), docetaxel (DTX), vinore
lbine (VNR), gemcitabine (GEM) 7% &723#H
ROTHRRS NI, 53 IARPURE AT B T
20~30% & W) FLEERNHR G SN, 2l
RV IA 2 EDOWEBRD A 5T F 1) ¥ ZADS
Sh, FIMRL YA ik 2 EANBOEE
NG, HB3ifbuEfohT, &hn
Wi bRRBRNDPDBERD B EZATH -7
7, CDDP+PTX 22> hm—)liZ LT CDDP
+GEM, CDDP+DTX, CBDCA+PTX %t
i U7z ECOG1594 B> 78 =, CDDP+
GEM TS EA BN R TH - 7ohy, A
AR ENGHETH 5 Z EnmEans,

KETHHBEORB E LT FACS BBk "»

f1bh, A7—VIIB/IV x5z, CDDP
+CPT-11%2a hu—i)LE LTCBDCA+PTX,
CDDP+GEM, CDDP-+VNR 2sLtig X 17223,
BAR, RFHHEbAERZEIBTL -2
(Table 1). LIKeIp/NRaifirED 1 kiGH# & L
TR 77 F 85+ 5 3 IABUEAIAER S 1,
i 55 3 HAPUEHIIZAIME,L S B ENT
bEOL, PEHERICK > THEDO T T 7 4L
MEILY, HBF T EICEEER £ 2 TR &%
NERC R AR R T Rl AR

5 3 ARPUEH D B BT K » T 1 IRKIGEDIG
B S UE Uic— T, 2 IRIGIR O IRER
TREVERERTERNE T, £2OPT
M — RIS IG R 2R L7c D8 DTX Th -

[Table1] F 3L P X DHESELER

ORR(%) MST(mo)
21 3.4 7.8

CDDP+PTX
CDDP+GEM
CDDP+DTX
CBDCA+PTX
CDDP+CPT-11
CBDCA+PTX
CDDP+GEM
CDDP+VNR

EC0G1594 3

FACS ¢

22 4.2* 8.1
17 3.7 7.4
16 3.1 8.1
31.0 4.7 13.9
32.4 4.5 12.3
30.1 4.0 14.0
33.1 4.1 11.4

*p=0.001
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[Table 2] Bevacizumab DE&R:ER

ORRC) _|_PFS(mo) _|_MST(mo)

CBDCA+PTX+BEV
ECOG4599 8
CBDCA+PTX
CBDCA+PTX+BEV
J019907 9
CBDCA+PTX

34.9*% 6.2 12.3**

15.0 4.5 10.3
GONGES 6lgz ek 22.8

31.0 5.9 23.4

*p<0.001, **p=0.003, ***p=0.0013, ****p=0.009

72, 2 IRIEHEITHB T best supportive care
(BSC) & DTX 7omg/m B LU 100mg/ i %
g U7cilBR® <ig, BSC BEICHE~DTX 75
mg/ i B TARAEAFIM OF E ST & ARG S
N (4.6% Hvs. 7.5 H, p=0.01), VNR 17
1% ifosfamide (IFM) & DTX 7omg/n 8 L O
100mg/ni' % Wi U7ilBRiIc 80T dH, DTX
T VNR £/ R IFM iclt LEEICRIFRERhE
Nt nt, WBEICE T 5 &R AR 60
mg/mTdh 50, WHETITbNIcIDOHE
B A TMHHER T, EFUHE S
G2 2 > O MAHGE: & [FSE 0 R hHkE s h
T3,

2000 FLARE

[Bevacizumab]

I8 A BRI s 5 - (VEGF) 1269 % &
J 7 a—F WVHUK T & % bevacizumab (BEV)
DS URER DAL 50 & O ff FH O B IR A
fibhiz. BEV i3 VEGF-A 3% %Ak (VEGFR-
1, VEGFR-2, Neuropilinl) iZ#i&89 50D
Z P U, SR AR A o BRI, A o Ik
WAL X 0 EERE MK T LiuEAl o %
B EDENEE SN TS, KRETHE
i & H 72 ECOG4599 i5%* T3 CBDCA+PTX
IZBEV 15mg/kg #0FfH L7z &2 A, THEH
liIE B o 2 FAHEIC B O THEBIEE DD
5t (12.3% H vs 10.3% H, p=0.003), AHA{7W]
IS 1 4E2 82 2 PR I e, &
BhAHR (34.9% vs 15.0%, p<0.001), HEHGHA
e Yl (6.2 H vs4.5% H, p<0.001)
IZB T d BEV B THEICRE SR RN

Wy ohic, BHAEIZEOTHEMASHERE L
T, CBDCA+PTX & BEV O 8 L 72
JO19907 &RER " mighti S h, ZEFE (60.7% vs
31.0%, p=0.0013), #MEHgHEAELEIGIR b fiE (6.9
» Hvs59% H, p=0.009) i2¥W T BEV #f{
BTHEICRIETH S Z MRS N7z (Table
2). 7272 BEV idmF L@ EiHE G %
SEG], KE~OREPHELRD L LD, %
DIFMIEMOBEH:, I b o — VARERS I,
78RR 2SI L IS B W A IR PE i
DEEDH 2 DL ENFI R 7 TH B I En
WHFIh T3,

[Pemetrexed]

pemetrexed (PEM) 12 B9 2 [ IR i B s 5
DR O THE S h, AR A B8 U3 0%
WAtTbh s X512 -7, 9 2004 4E123E
INFRE G HE O 2 IRIEHEITB 1 B PEM & DTX
D GRS S e, IR RIE, RBRhR,
AR sh Ui 2s PEM 8T 9.1%, 8.3x H,
DTX #7T 8.8%, 7.9 » HTh b FEFHIHHE
T 5 HEFWRE PRI B O TR O R R D3
o, BB L TR, e, R
PsF BRI O FEHL s PEM #ECHZEIZD 0 -
720 MR BN AR U 7RSS, AR A0 R
i3 EBRE T DTX BECTRIFTdH - 7225,
T LEETIE PEMBECTHREICBIFTH -
7.

RIZ 1 IRIEH T IIB/ IV @ FE /N e il e %
XF4Z, PG # ¢ CDDP+PEM & &5 3 4%
AL ¥ A DEK TH 5 CDDP+GEM %
W Ul ER " sirbhiz., T OkEE, A4
A RAE SR & & 10.3 % H TEDE D -
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[Table 3] Pemetrexed IC & % #EdFE R DEERER

Trial Induction

PARAMOUNT 12 CDDP+PEM

AVAPERL ¥

CDDP+PEM+BEV

Maintenance PFS(mo)
PEM ALTIE 3G RS
placebo 2.8 11.0
PEM+BEV T 77,1l
BEV 3.7 13.2

*p<0.0001, **p=0.0195,

res, HRERN TRAT U7ckS R, RAE RBOE T
i3 CDDP+GEM D J5 23 > T s, FERE
L BHE T b B ke & K aAE o 5EH] T i3 CDDP
+PEM THERZAAFLIMOEENHRE SN
72 (11.8 % H vs 10.4% H, p=0.005). = 5IZ7
iz B L T4 CDDP+PEM #E28 He g iy i i
ThHaHIENWRINTEY, ZhoOHENS
eV BB NG RE 1256 U T id PEM 3
Hansl &&i-k.

PEM (2B8 U T3 MERPRIE D A FPEZRERH L
B b Ihi, 1 IRIEHFEE L TCDDP+
PEM ftif7 1% IZHEFRHE#E & U C PEM % #ikfi 9
5HEE BSC % ik L7 PARAMOUNT "™
MZHTHbH., HFpEE LTPEM &k d
AHT, ARGEHELEFHMOEE (4.1
Hvs28#% H, p<0.0001) &5 > & Lfth oD
AR oEE (13.94% H vs11.04 H, p=
0.0195) M|EFE Nz, ToORRITHKD X,
CDDP +PEM Jifif7# PEM 1T & % HEF5 ¢k A
R hasZ &7,

S S T BRIV E &2 RIS, 1TIR
i5% T CDDP+PEM+BEV ff L IC & 538
AHEE%, MR & LT BEV & PEM Ot
M %2175 8 & BEV Bl X 2 #EFpREE %
19 B & % Wi ES U 7c AVAPERL a{BR"™ A3
frbttc, 5 27 LAbh & OMEHGEA AR b
Jeffiid BEV +PEM ff B TH B D TR 2 H
wah (T4 Hvs3. T H, p<0.0001), #EA
WL BAIAIRE > & O MRS M & A I BEV
+PEM PFHIBECRIFCTH - 72 (10.24 H vs 6.6
» H p<0.0001). 5 v % LAfth S DALY
midgef (17.1% H vs 13.2 4 H, p=0.29), &
AR EBAIE R A & 0 4 fF A ULl (19.8

» Hvs15.94 H, p=0.32) & BEV +PEM f)f
B CHEFANICHE TR > BB Th -
7z. WwIh & BEV+PEM §f H#Z BEV Hjk
RRICHEANRTA » Hit K 2EFANEZER L TH
O, FEWICRIFSIEEEEANN a0, JE
V- B NV AE 1o U Cid, CDDP+PEM
+BEV P ENR b AMEOFH L P AT
B hEEZ SN TS (Table 3).

[ EESRENFZERF o s v F > — ERLIEHA
(EGFR-TKI)]

S FHEMF ORI - T, FIE O D BEiE,
I D 2 BIZFEARMBRZ RSN, £
No%x25 =7y bEUDTRENEEREDRSE
Nirbntz, 2002 4F12 ERRER -2 A5 K F
o v ¥ F—EHEA (EGFR-TKD Th 5 ge
fitinib 23T IE/NAENTfE THI O THERRE SN
72, gefitinib (X &Pk, PR¥E, FEWEMEE, 7O
TNZRIRDE N EDEEShTHns, Y4
WD R % TG 5 55 FHEYFR < — 71— 134
BHTHh > 7. LU 2004 4512 EGFR #&fa 1%
e BREHFNTH LT gefitinib 28F LT
SR A RT 2 ENREINTY Y LUk,
EGFR #IzTEZEOEFMIC X - T EGFR-TKI
D ARG 5 &0 S LG ENTTHhN 5
£ D17 » 7z, 2007 4£1Z1F erlotinib, 2014 4F
121355 2 AL EGFR-TKI T 5 afatinib 232
mant.

EGFR Bz FEREZATHREHMITK LT
EGFR-TKI HulEE & R i3m0 23, Bt
FEA & Heig U C e A A7 I R 0 A AR A7 IR o
EEE b oTOPIAHUTH 7272, &
I FREEKBRNITb . gefitinib iIZHB W
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TRT7TVTA, R /e, O &
/NI RtE, 372 b B EGFR @54 %
AT A 0RO S OIEGNIIN T 5 1 IRIGHEL
L T gefitinib & CBDCA +PTX @ Lk 5
pirbhntc, T OFER, TEFEMIHH o M
HAE IR T gefitinib @ CBDCA +PTX 1Zxt9
BIEFMEDFTER S Nz, BT 7= T ICE
W T EGFR #in £ REMERNC B 0 TR gefit
inib ¥ CBDCA +PTX & o~ T 5 AR 7 1A
MEARICEE L., — 4 EGFR #1574 %
Bt <13 CBDCA +PTX oA #1k% Tl %
FERTH - 7.

5 & ke = TAE T 75 LU F O EGFR #1471
22 FEWhy Pk D HEAT /PR I/ N L it 2 et 4212,
1 IRiB#E T gefitinib & CDDP + DTX % ki
L7z WITOG3405 iBR'" A3 f7Hh, gefitinib
R EA AN O AERERSRE I N
9.2 Hvs6.3%H, p<0.0001). —J, &4
A Yl lX, gefitinib #f 34.8 » H, CDDP
+DTX #3734 HT, MFMHICAEZETAS
Nizip o fo, RAAFIABNC 220878 - 72 B &
L T#%iR# < CDDP + DTX #t < EGFR-TKI

M, gefitinib #f TRAMMLPEDURE RIS = 1
ThasieweFZrons., MkoRBRE LT
EGFR #In TEREEFNCHT 2 1 IRIGHE T
gefitinib & CBDCA +PTX 7% i U7z NEJ002
HER D ITb N, FARIC gefitinib #F THEHEE
B O EREE T SNz, AN
BIHZBE U Tk $id b WITOG3405 3R & [l
WIRFERO 7 o 24— N—NH 57D EITH S
N7, -7z, erlotinib T EGFR Bin 4%
B Pk 5] ek 52 & U Fc PR R B s i &
EGFR #a 7 Z£ ZGEG 26 R 1 IRiGHTE &
L Terlotinib &7 7 F FX— 2 DLFHEEE
g U7 OPTIMAL 5" 8 & U EURTAC
HEBBiTbh, WTFHITBWL TS erlotinib
T B AR O f ESIEE N RE SN
afatinib (¥, EGFR &1z 1% 26 h#l %
X4 & U7z LUX-Lung3 B 128 1T CDD
P+PEM 1T ~H EICHH A A % T K
MRt S, LUX-Lungb B2 I8 0TH
CDDP + GEM (T Ho~fq 5 735 e AR A2 101 R o
EEMHREG NI, 61T, Tho 2ok
T TiE, 7o F O EREERICHk L

[Table 41 EGFR-TKI OERKRH EE

ORRC) | _PFS(mo) | MST(mo)

WJTOG3405 17 gefitinib
CDDP+DTX
NEJ002 9 gefitinib
CBDCA+PTX
OPTIMAL 19 erlotinib
CBDCA+GEM
EURTAC 20 erlotinib
Platinum-doublet
LUX-Lung3 2V afatinib
CDDP+PEM
LUX-Lung6 22 afatinib
CDDP+GEM
WJOG5108 24 erlotinib
gefitinib
LUX-Lung?7 2 afatinib
gefitinib

62.1* G2 34.8
32.2 6.3 37.3
TR 10.8%* 27.7
30.7 5.4 26.6
82.9* 1381 22.7
36.1 4.6 28.9
58.1* OGN 19.3
14.9 5.2 19.5
56.1%** 1B kg ag 28.2
22.6 6.9 28.2
66.9* 11.0* 23.1
23.0 5.6 23.5
43.9 7.5 24.5
46.1 6.5 22.8
70.0%*** 11.0% %%
56.0 10.9

**p<0.0001, *p<0.001, ***p=0.001, ****p=0.008, *****p=0.0165
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afatinib O AWM O TR RNRSI N,
— 1A EGFR-TKI 12 le U R PED & Ol EPE
VN 2= g

EGFR-TKI &9 Lo ligadz & LT, WJOG
5108 #ER*Y &, LUX-Lung7 B> 217z,
WJOG5108 kB Tid 7 5 F F+ OF i BEIG %
DOMEFTIIRFEIZ B 1T, gefitinib @ erlotinib
XS B A AR AR O FEL M D RRFED T
Nz, ZO#HE gefitinib @ erlotinib IZ%fd %
FELYEIZIR S NI In o Fo s, HERGTEAE f7 01,
RNR, SEEPRICET 25 EN S A=
ZEBEDONE M -7z, LUX-Lung7 a5k i
EGFR 81512 # Ui 1tk @ 17 /Nl e i e
1 IRiB#EE LT, afatinib & gefitinib % kiR
THRARTHY, BEFHHHEO 1 >TH 5%
AR T, afatinib ITBOWTHERIER
DSt (Table 4). 722 Zh o320
EGFR-TKI F#ED 7o 7 » £ V005 5
TED, HEEEEOEFUTEHELZ MK L TiTbh
T3,

EGFR &z FZ 2B MM T L TR, k
it EGFR-TKI O &h R i3m0 8Ky 1 AEFREEE TR
PEASHEL LB D fHH RSB 5 5 L 51275 5.
MR & U Cid TT90M &1 FE RO R BT
L2560 RGBENRC, ¥H0%ITHD S
N5ESICBBEEDN TS, £ THI
K EGFR-TKI T® 5 osimertinib 2% =1,
TTI0M s n 22 22 B P i 12 3~ 2 R P2
i En®, 20164FE 6 Ho SERRMEHHE S 72 -
T3,

[ALK FH5E#]

EML4-ALK @l & 815113 2007 41291 T
Wi s N7, ALK @l G 81z 7 36N e fidi
FEDFI b R%iZi@o oh, H/NIEMiEOT T
PRI IR RIICEED 5 5. 2012 4E1T crizoti
nib 2% ALK 81z 782 4 B PR iR 12 06 9 5 16 5
HELTHID TERMBETERE SN/, ALK &
Lo e e D AT I N ilifes 2 e & U e
PROFILE1014 #B™ <TiE, 1KIEHFEELT
crizotinib & 75 F %K+ PEM Mg = 1,
crizotinib BT 7 7 F F 8K + PEM B2 b~
HELFNHOAELREEN RGN
(10.9% Hvs7.0% H, p<0.0001). ZD#ER
crizotinib 13 ALK 18158z e B P 17 /N
RRfiFEIC A9 5 1 IRIGHEDIFEHEIRR & 78 - T
5.

Z ORI ALK A & LT, 2014 4F

12 alectinib 4%, 2016 4F1Z ceritinib A3 A3 [H
THRA I N7, alectinib 125 1 /O HHEER" T
ALK #1n 7o T ALK BLERIRBE O
HEAT /AR e i A 156 U 28208 93.5% & IEH
ICBIF SR PG I N/, 72 erizotinib BE
TGH#BIT crizotinib HHTPEMREIZ & AR AR
Hax i, £ T ALK #Ein TEER O KiG
BEAETT IR/ NI % XF 5212 alectinib & crizo
tinib 2 EE KT 5 J-ALEX AR 03f1b 1,
alectinib #f T crizotinib FfIZ b~ HE AR 17
BIR O FEBEESRE SN TS (Table 5).
e AR ORI F RSN TE 5T,
crizotinib #f TIX #15# T alectinib 23 5 &
NTE D, FIMEIEHET crizotinib 2 U criz
otinib HEPLPEIZ 7L 5 724 1T alectinib % 5.4
%1573, FIAIIE#ET alectinib #8535 X 0

[Table 5] ALK FEEE|DEEKRAER

ORR()

PROFILE1014 29 _____
Platinum+PEM

e crizotinib

alectinib

74.4* 10.9*

45.0 7.0 NR
70.2 10.2

85.4 20.3<*

*p<0.0001
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ARSI ESH 5 EEh T3S,
ceritinib & crizotinib # 5% O ALK &1z iz
JAE 5 P il 9 12 6k U T © R PE SRS & hY,
crizotinib #XPTPE D ALK & fn 1 n JERG PEFE/ N
AR 1S U Tl & 78 » T 5,

[Ramucirumab)

ramucirumab (RAM) (Z Ifil%& PN 5 B45iti K 1~
2wk 2 (VEGFR-2) iI2xd 5t bEIE )/ 7
o —F Itk ¢, VEGF-A, VEGF-C XU
VEGF-D @ VEGF-2 ~DO#E& % HET 5 Z &
Ik D, VEGF-2 OEEAZHE L, PIEM
N D5, dEE R O EEE L, TES IS
HxEHET 2, 75 FFlAEET 1 IRILFEH#
AT AT BRI T U A< IV N e fifi
TR, 2 IRIGEDOIEIERIED 1 D Th 5,
DTX # & DTX 12 RAM Z8FH U 7o B D g
B Tdh 5 REVEL il »frbh, DTX+
RAM B CTHERGAADROER N RE s h e
(10.5% Hvs9.1% H, p=0.024). RAM 3w
ERFET O RET, I/ NHIRENE D 2 IRiG
# T DTX+RAM M fr 7o S AEHEIR R & 75 5 T
W5,

(5e3EF = » 7 KA ¥ FHLEH]

Kot U7cfiie s o0 TR J 5
PRSI T0 5. e BT 5
T D KT 3502 ISR S 5 HEL %
BRTHBHHEF = v 784 2 Mo+ PD-1 28
RHL T, milleid £ o &M PD-L1 %
J8ls¥, PD-L1 3THIlED PD-1 &H5E9
5 EITk D THIROEMALZ TSI L, FEHi
AR D o it 5 Z E RSN T

W%, PD-1 & PD-L1 Of&%#HETNIZHR
PEANHIR B A R T & 5 & Z o Pt PD-1 4L
A3 T dH % nivolumab 2SFHFE I N7z, nivolu
mab 3HEF = v 7 KAV N FD1DTH
5 PD-1icd 5t MIE ) 7 m—F LUk T
HY, PD-1 1T ic#S L PD-L1 v 6D
PEALIE > 7 F Vv 2 lEd 5 2 & TT il
EE LS, THIEAEHIIEZ B8ORS X 5
WAL DRSO R & S AT 5.

nivolumab &, FFEEROEEZIRLLEL
7TeEWNE DRI TEERRD 51,
2014 4R 1T b DENIT B U THEPE BT O 7 5 38
ELUTHRRINK, gL <Tsd, 7557+
PEFAL P FR I IR PE 0 B/ IV I X3 78
¥ _EEHE A XS & L7z ONO-4538-05 3R,
75 F F O RALEREEC IR B/ IV X
E DI P L EHE % 612 L7z ONO-4538-
06 alBR CREM =0, A E LA RE S
iz, & STV AR ER CheckMate 017
R TIR TS F AL R IE RIS A - i
THR® o o P EECFEITXE LU T nivolumab
EDTX o thighs sh, FEFMHETH 5
H B YLE T nivolumab BECTHESIEE (9.2
# H vs 6.0 H p=0.0002) mss . Fiz
CheckMate 057 &lB&*™ Tid, FFmF LB
X9 % nivolumab & DTX Mkt xh, 24
£7 AR @ Hr YA (3 [R] 8R 12 nivolumab B THE
MIER (12.2% H vs 9.4% H, p=0.0015) A3k
HE N7 (Table 6). Zh S DORERICK DX,
HAETIF 2015 4 12 HICUIBRARE 7S T « 1
F DI/ NHBFE I LT D 2 IRIGHESE E LT
KBS N7z, 7ol RBERHEIC R I N TOfL
BIETRBR LU LD B a HHR

[Table 6] Nivolumab DEEPRH B

ORR(%) | PFS(mo) | MST(mo)

CheckMate 017 39 nivolumab
Q) DTX

CheckMate 057 3% nivolumab
(NOD'SQ) DTX

20.0* BaFE GEREE
8.8 2.8 6.0
yEe Ak 2.3 IR IFEEIA
12.4 4.2 9.4

#p=0.0083, **p=0.0004, ***p=0.0002, ****p=0.0246, *****p=0.0015
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(B PEMiZE, KEi2¢, BHSRERE S, TR
AR R, HUIRIRBERERE S, FaRIAK, PR
H, 1 BUBEIRIE, SIEMEES) 2k s h
T3,

Zh oDl TORREMTd 5 &, EGFR
Bin A R Ve, WP B T nivolumab
DRV L ORI NBHERTHY, ThET
BANETEDUER U @R S h o7 2 6 D
B2 12506 U T 7 I8 IR 3ERKIE 23 o - 72 & &1
73 %. nivolumab ( PD-L1 O ¥BlD A M1
DoTIEBAE NI E SN, BUEIE/NHTSE
EThNEMEHARETH 508, I LEIET
I PD-L1 ORFEROmHE L ORI FEN &
INTHO, HFERIRETHUT 572DIC45%
PD-L1 OWESITON S X H TR 50 AN
ANAN

I

E5I{bia

INE TOMKRRROFERED S, FE/ Nl
W% % IR EEOE SR B IZ T, &
S IR LRI A EGFR #1574 2 5 PE Al
#, ALK @iz 7B ki, &b o btk
DIFEI 0T THEFRDFEIRD Th N B L H 1275 -

7z. EGFR @iz & RZBTEMEIC B 5 0
{G# 3 EGFR-TKI @ BiyG iRt s, 2
RIGHETIE TTOOM BtE»EE» s ihid, osi
mertinib 2%, T7T90M Btk THNiE, 75 FF
2R &5 3 AL o fUE A O £BEV 2355
N, 3IGHELKETIE, nivolumab, & 5
Wid DTX+ERAM B s 5 I &IT5 5.
ALK Ein T MG MENRE T H i, wInEH#E
i crizotinib & % Wi alectinib @ HLHE #E s
fERE SN, 2 IRIGHEE TIPSR T crizotinib
D I N 7241, alectinib & % W ceriti
nib DFHZZEE L, ThURIZT 5 F 84|
&5 3 HARLIRE o fusa A 0F H £BEV, S 51T
nivolumab, DTX*RAM »EExh 5 Z &
1278 %, P EBOE T EGFR Bz A%,
ALK #Iz i ES & b EETH NI, #llb
IGHE T T F A &5 3 AL o fiAE 5 DF
MEBEV %2170, 2 kiGH LT nivolumab,
DTXERAM BEE N5 &8 5. P
LBFETH NI, PIRNERE TS F 8 &5
3 HARLLIRE o HUEAIF 2170 2 IRIGIHTRLIE 3
nivolumab, DTX*RAM »EExh 5 Z &
1275 % (Figure 2).
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BIE EGFR #i5FA %R &, ALK @&84E 11
Xo B KM EE LTV BN, oMz b imd
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ERBNEBULIEREN S S It &It 5 &
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UK R LE SR N ORI, PRIk S
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Fy NS ATy —FHbBIMK TOEEFE
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NSRBI EZIT D Z &7 EBILIARE %= 4
HTX 2L ITB BN,

Mg DGR E LT, T E THRIGIR, ik
SHRIEHE, (LB D 3 ODRIEOHTH - 1o
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