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Abstract

Treatment strategies for lung cancer have been developed based on many clinical trials by the wisdom and efforts of the
predecessor. The history of anticancer drugs is exactly the history of clinical trials. Drug therapy for lung cancer is
classified as a cytotoxic drug, angiogenesis inhibitor, molecular targeted therapy, immunotherapy. Molecular targeted
therapy is a treatment for targeting gene mutations. Several Phase Il trials comparing epidermal growth factor receptor
(EGFR) inhibitors with cytotoxic agents have been reported in lung cancer patients with EGFR mutation, which showed
that EGFR inhibitor is significantly better in progression-free survival. Anaplastic lymphoma kinase (ALK) is also one
type of tyrosine kinase involved in cancer proliferation, and the efficacy of ALK inhibitors has also been proven by clinical
trials. Immunotherapy is a novel treatment for attacking cancer cells by activating immune cells. An immuno-checkpoint
inhibitor is a drug that inhibits a part of the brake called “immuno-checkpoint”, and as results of clinical trials, it exceeds
conventional chemotherapy in effect in first and secondary treatments. It is known that the drug has a different
mechanism of action from conventional treatment in the course of treatment and adverse events. In particular, for
adverse events (immune related adverse events) caused by excessive immune reactions, early detection and appropriate
management are necessary. The environment surrounding the treatment of lung cancer has changed dramatically
through the introduction of molecular targeted agents and immune-checkpoint inhibitors. There is no doubt that clinical
trials will continue to be essential to establishing a more optimal treatment. Regarding immunotherapy, future combination

therapy with other drugs, and the identification of more precise biomarker predicting the outcome are required.
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FTANDFHE BN K B % < OEIRIEGERERIZ &L D, Wi Al 2 GBI IIHEE ST & 7. EYFREDRESR L
F XKD ZDEDTH .

i 2% A D SEMIFER SRR E ST 2 A AN, BT E LA, oy FRERDERE, BRI HE NS, S TR
EETFERES =7y b LB TH S, BIEF TI epidermal growth factor receptor (EGFR) Bin AR AH Y
5 I 23 A & 3 51 EGFR FHE Al & BEIa e A A 4 Lol U 72 58 MAAHRABR B i ECiR & & Tk, EGFRFH
HHRIEE D B A IR CE RIS RIF AR 2R LT\ 5. Anaplastic lymphoma kinase (ALK) & J/EHEHEIZED %
FUYyFF—XO1METH 27, KRR L D ALK HEFSOF LG Eh T 5.

FERPSERRIEMNC X B ED T L —F A RIR$ 5 2 & T, RN X 2 FOVERIC U OS2 %84 2 5
TERIRERETH D, WEF v R4 v MHFERE, [REF 29 2RV b BT THS T L — S8R5 & E
T 5T, BKABROME, 1K, 2 WEFIC W TUEAB TIEkObs i 4 El 23R 2R L Tw5. [AEANE,
PEROIGER & ZMEFHBF 8 e D, BROME - AFRRER LD T LN 01> TE TS, R, MEORERIGIC
BT 2 AHFR WEREAESRR) 2Oo0WTE, FHRREIOEHD A : =D AV FBRETH 5. 7 TRENE
PR, BARIEF x v 7 KA v MHEFRSBEG L, WMEGREZD S ABREHIIARE KL TE 2 K0 REBRED

=2 CE 3047 H31 H, &8 FR 30411 H 27 H
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1. (FUBIC

JififE i, MR TIIEERN 180 HA, HATIEH 13 HA
MR L TS, ZLT, MATIIEHFHN1I60 KA, H
AKTEHIT7 7000 ABFEC LTV B EWREENTWS.
HEAT - PEFEMINE IS R4 B iAo 25 20 fECHEL L 72 6 D
DARZTHRARTH D, K ORI ZEFEIILIKD 5
NTW5, EREEIEIE L < ORFRERGABRIC L D R h
TE 7 WMRYID 7 v & AL, 1940 AU A
FY) 2B TREREE I L THREDZ P LT b v
AL YR N EI P EFET S92, Hill 5I2k-T
bz, PiRAANCBI L Tid 1954 122 O E A 210
7= KIE E ST FEFZE T O Zubrod 12 & O /NEORMEY vk
FIEIZ LTI T T v & sMUIESGRER A fTbh 7z, 5
HETL L DEADFREF TN & D FEIZE < OEFIKERER
PENE XN TE 2, PUEAIORE LI F X I ERRGRER O JFE
ZOEDTH 5. FEPHREIIBAHINER A AR, A Hi A
PHEA, 7 FRERSE, SRS I N5 A, ARG T,
i H A 2R 0D 85%-90% % 158 2 I/ INlilalifiE (non-small
cell lung cancer; NSCLC) Zf65i% & T TS MAEST i
MBAD ZNF TOIRYIFEDZE % BB e HER AR O f5H
AID B CRET 5. R H AR UTT0 B RPEERAIC
DN, ZORHEE AR, SHOFEIZONTE
T 5.

2. iRty AR

BatEsin AT, 7 AbAl EasEl, R
FEPIEE, bARA Y T A - VHESE, fUNEIESE, P
PEPUEME D 6 D2 h T b, 1970 FR %Iy
275 F v (FHE—R) AR LTk, 755 8lHEI»
L EEO R LA > TE /2 1980 FFRIZE Y T v,
A7+ 273 Pl GEA) 5, 1990 FRUZr 4>
sy, AV T7H vl GE=MN) HELL -
2000 4E-RICAB &, 7oALY Y, S1, XAMLFEF
T EOSHBHHATREL &> 72, HAMIEEZD 2016 4+
MRS A F 74 VICED L &, EITIEDNERAR
I F TR RIC L, 2 D%, epidermal growth
factor receptor (EGFR), anaplastic lymphoma kinase
(ALK) 085 FAROH I, SErgispd s v T
» % programmed cell death-Ligand 1 (PD-L1) & 38
OEMOFERTHIRAER T2 RD DI LIZE > T3,
ZDZ N5, BMilathi”AAIZF 2 EGFR, ALK E

RT2REY (T T, ROS1, BRAF &ix T4 % ¢ Hl
5E W HE), PD-L1 B % il i #14 (Tumor Proportion
Score; TPS) 50% AiinEErhoizas (/1.

1) —WiGH

75 A O KB ONWTIE, BEOLGRIENR
HFehhud, EURERERIE TS FFE 2 T75F 0 H
DVNIHINKRTTF V) EEL TRIEE (77 F 0
L) Th 3. TIFFICHNT B HUEIKICBE T 5 #
SZERTIC & B &5 2 K 05 3 RO BB O
DENEE, AAREGIER WS ZENRE S
DK, VAT IFTFU+RAILFEINEY AT TF U+
FAYAY VAR L 72 JMDB iRRERIZ B W, JERTEIE
AN TlE 2 b L v PR RIS 2 IR 4 4t
RtsZerfichsz 11.8 7 Hvs 104 7 H, N¥F—
FIH=0.81, p=0.05)". Z @ ER#HETIC & 0 BILE O MG
RIBDIEFRNIE S RESRE X N, V2T FF 4+ A P L FE
=€ SR B AN R A S S AN SR TR Y i |
XNBLY AV EEST.

ek, —WIREIET 5 F FOFHBEE ARG 420 L6
3 — 2T L, E OMRIIEIE X 223 P IR A &
&, B FPRREIC URIGIR AT O OWEHEGER Th - 7-.
LU, )X MLFE OIS IZHmEERD A IERT LK
R DS S O PUESE M ATRE IS 2 0, EARRERIC
25 HEH A ki 59 2 MEFRRE O A AMER R S e,
PARAMOUNT iRERIZ Y 2T 5 F 4+ XA b L F & FDiE
AR, XA b LR FOMERREA T AREE LR
IZHEEAIZEID MY, N b L F v P OREEER RO
SIEARGE L 728 T T v & LGB Tdh 5. X4 b L
F v FHERHEIRIL S v & o b & O & A I
BUL7 (&4F0: 1397 Hvs 110 # H, N¥— F=
0.78, p=0.0195)". Z DR, &, IERF ERMiEIZIE
VATGFUHRA L UF R FIZKBEAFERIEAA b
L& FHAIOMERRRE A B E TIT ) Z e ARSI S
KAk -7

LR % 32T % 1T, Sim?, performance status
(PS) 2 DALERREIZ BV TRIND T Fu —FNBETH
5. EEEIEBIE, M EART I ENZ 0N, &5
A At D 72 TIEERE A A 2 0B 8 <, PS,
FERAHERE, DI PEOR HL & 2 H5 5 L 2 k3 5
DD D, EEE IR BRI N 2 F LA
Cwe L7253 RPUEAHAIE E 2 ohTns?,
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EGFRﬁE:%IE

FER T LB
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ALKJEF ThRE

EGFR, ALKR&HE,
PD-L1250%

EGFR. ALK&,
PD-L1<50%

PD-L1=50%

PD-L1<50%
b L<IE R

B VIR O R (—XiaE): 2016 FIEBHA 4 K74 2 &b

2) KGR

TKIBIEIZOWTE L DR SE S h7z. 75
F F Bl & GO ALFREAIER) £ 72 13 BRI IR L 230
HRalRE = LTk, 77 FF AIBFHERE AT D N E W
B TE TV A3 728 MARGER A AR 2 5.
I TOMBKRBROME »5, 77 FF8lAHE &0
WAL 20 LRGN 63 2 JE/NIa iz o — k(b5
®ELTE, AHTIR Ft&#tﬂﬁOm@ﬁ@ﬁmﬁ
MHEL XN TS, FexF #8512 X 5 ek &
$AT§<&6%%Z&%%B%TuF\#ﬁ?t&%
FERERID " EHETIENA P L d 2 FOFAM N XN
Tn3”,

IhuF =TI TENSRIC SN S A, RKiG#EE
LTOINBFZTHAFEIZ DOV TE N D2 DOH M
BR A HENE X 7z, BR21 itlR”, TAILOR ik, AT
frbN7- DELTA ik »"H % Td 55, BifEld, EGFR
R TAEREMNERE O “KIGEE U TSR A Al
DRI LuF =T XOREIEO EMRAT 5Ty
3.

U EDOKRL Y, 7557785 & GOO L%
FALZZRBFIE RIERE L TR 2RI dH B0 FRA
Lt FHRIORG 2T KS5#8ID 6N, /2, &0
PBASETH B S-1 KA, HAZPLIZHET U 7iEET

THONERRAEIZ XD, HRGFREROVOEDLELS T
RN SRR B, REDT — 25 %
PR B 2 4 F U AR TR AT TR 2 L
Bl>THD, 2 TEFITITRIEFREIPLITE > TETWY
5. 2R, WKIRFEDIETIEE DD AR RETDH 5
PERULMAMELZ T — 2135 <, EAHRTEE L0 S8R
X QOL O3 - MEFFIC K D EEZE S BEN S ) EEHE
PUZREFBOIMETH 5. MOEETNXHDBAKE LT,
FLVAEY, EJLLEY, TLLEY Y, 3RRTTF
Y, FTIRo ) aFvNERH L. IR, 8 TR,
ZIMEWRETH 228, ARETGEHE N T 5.

3. MEHMEMREH

FE I XN S B A BRI BROMG DS, HHIL
WEWETSZENMBNTNSA, ZOIMAEH I p%E
T RT3 U N B HEGER T (vascular endothelial growth
factor; VEGF) Th» 3. "NV XY 7RV HF Y FTH?D
VEGF I3t 5 €/ 7 u—F Pk T, 2O = %HE
T5Z &Ik, MEHEAIA 72 D SO RMER IS %
MWz 7205 50 %>, ECOG4599 ik, RiBHEE
FTINSCLC (Wi BEEZR<) 23R & LT, ALK
TIF V) 2 FXAFEE AR T T F 43
2 ) A F RN A Y X THFRED & ERRRET U 225 T
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MiBRTd 5. LEFHMIEE <& 5 2 FHEICm A (12.3
# Hvs 10.3 7 H, N¥—F=0.79, p=0.003), EIKTM
HHTdH 5 MEATHM 6.2 7 Hvs 45 7 H, N -
F=0.66, p<0.001), 7 %h F (35% vs 15%, p<0.001)
DONFRIZENTE Y v THHBESAEZIZER T
7= ZORERPE, ANKTIF U AF L
NONY X T ONFEEEE, ESTIERMT R NSCLC @
WIENAIRIZ B 1) B FEHERIRE D 1 D EED T 6 hiz. 2D
%, TIFFHNREE TS F T HEIRE+ RN v T
D HHRERER D * & ffhfr 23 ey & W AE I 2 A RIS R
T5ZLIWRENT. BEARAOYSE, WP EEEICIE
WIRAY, WEIMMOMEAENH 52 BEHFIEHERE L ->THED,
VEGF FEEANCREIN A AHER L U3, SiE,
FARE CIZHEEIDETH 5.

% D%, VEGF 2%k (VEGFR-2) OMifgst K 4 1
EA =y MILETAVLY TRAPTERBI N,
REVEL ikB# 3 KA T NSCLC % W RIZHhiE X h /-5
MAHREET, L4V LT+ R EFLLETFTHEAR+F
A FEARBBENSY, FOMR, FLILTT+E
Y 2 & vILONFHBEEIR, AR B CEFIR A 4T
BT a2 it ns (EfEMM: 105 47 A vs 9.1 7
H, "% —F=0.86, p=0.023).

4. DFEEE
HARIAVIZEH B &I ITREGEINEEZ 59 AT,
EGFR (R EKT2ZEAK) & ALK BIA T2 2% HE
THZLIFHEETHS (W), mILTIE, ROSI, BRAF
DBIZTEROMUE LB TH 5. Bz TEREL -7y
b e LB A TR S WS AFTid EGFR #
BT EROBENNCKR K D EL, FHOBMT RO
(B2 2T % LA AT KU TYE2A T8, JEM2

Mo sk (Eh

HiE % % < & AP IERE D 68% 12 EGFR #1474 R %
A 7=,

1) EGFR BH:7Al

EGFR (&, JEOMNIEH - k870 EEAFL 7 FILIZBD
2K A TH%. EGFRIAFEANCIEY 74 F=7, T
F=T, TT7F=THEH5H, EGFR D ATP H54 67
CHRAICHA TS Z 12X D EGFR O ) Vgl % FHil:
L, EGFR Hkofiffasgmis 7+ L #8145, Zhic
K oT, BAMNAORGE, HEIRIZEID S > 27 F IR E
Wr X, PUEE R % RIES 5. EGFR BHEAN R B &
AERERE UCIRMESENRZ%, B2, FTRaERH5. 4
#1, EGFR HFHAOR T UK TI1E, Ltk oA, JE
WL W7 U7 ANEEZ BN TV, 2004 Ri12 EGFR
BETERMER N, ZOEGFREIETFEREAET S
Mid#E 2% U C EGFR BB SEAIEZ 4635 2 &8
WE SNz, 20k, BREZELT VT REIT, B
N E 72 IRE OATABEI T A R E LT, F T~
F =T RO HRE CTH B NNERT 5 F v+
) & % R LOFFIREE A LB L 7= TPASS akBR A 20 X 7=
KikBriL, ZhE COPIEAIBFEDEEE O T & HE A
B Ch 5. [RREROY T 2L — T EGFR @2 7%
BAEATBIEHNCINTT 7 4 F = 7R RS R (71
BROBET, ARICBIAMEERL 2 (EHEEA T
R rhyefiti: 95 4 H vs 6.3 # A, HR=0.48, p<0.001; Z
W 73.2% vs 47.3%, p<0.001). ZDHER4%HEIZ EGFR
BE AR AT BIERIO A %R U 725 TAHRRER 2 H
AT22/Tbh (NEJ002Y ¥ & U8 WITOG3405"),
FTHRORERIZTNTL T 7 4 FTRED, T TORLME
BT H > 727 7 F F DFHBEERHC R U Tt A 7
THEICRIFSERER L. ZhsDRHE» 5, EGFR
R TZA ) EGFR FEAOME THIK - L gk X h 5

FRER DR REBI %L S MERGEAE LRI () =R AR (1) Ny —-Fi
IPASS 132 TI4F=T 9.5 0.48 21.6 1
129 HVETTFU+I82 1) ZF L 6.3 21.9 (0.76-1.33)
NEJ002 98 rFI4F=T 10.8 0.357 27.7
96 ANKTFF 4282 ) ZF LN 5.4 (0.25-0.51) 26.6
WJOG3405 77 TI4F=T 9.6 0.52 35.5 1.185
82 VATITFU+ A FEIL 6.6 (0.528-0.715) 36.8 (0.767-1.829)
OPTIMAL 82 TiruF=7 13.7 0.168 22.7 1.04
72 ANKTIFV+r LAY 4.6 (0.105-0.256) 28.9 (0.69-1.58)
EURTAC 86 IruF=7 9.7 0.37 19.3 1.04
87 F5FFET Ly b 5.2 (0.25-0.54) 19.5 (0.65-1.68)
LUX Lung3 230 TIrF=T 11.1 0.58 28.2 0.88
115 VAT TFUARAPLEFLY 6.9 (0.43-0.78) 28.2 (0.66-1.17)
LUX Lung6 242 TIrF=T 11 0.28 23.1 0.93
124 VAT TF VALYV AE Y 5.6 (0.20-0.39) 23.5 (0.72-1.22)

X2 EGFR #AFZ RGO NI A A OYakaRE T EGFR. Fu ¥ v %+ — ¥HEA L 77 F - OF AL 4 i U 72 58 RS
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ko7,

Bt % TIZ EGFRE(Z TR %2 H 3 % NSCLC % %
& LT EGFR A& 75 F F DF R & il L 7255 I
BRI ST 5.

W OGRERIZ 31T & EGFR BH 2 AT A 1 B 17
WM CHRICRIEBMERTH 72, Z D=L 7 4
K54 v Tid, EGFRMEZTER %49 %5 NSCLC IZxt
T % YIRS EGFR FHE A% BEHEIRIE & L CHESEL C
W3,

— T, EGFRIFANZZILZIZ LA ETRTORE
FHCHGHMG 1 ~BOEFai8 CltE 4 /R 729, e RO
HERRUK I 23T 72 7 W & 2 > T B, EGFR B Al i
PR L& LT T790M 25 5 EGFREZFERHOHE S
2 50%-60% - K S EWEEN TS, ¥ ANF=TE,
Z DAL D VIR D 72 12 Fl % & 7z 25 = 1K D EGFR
FHEEAIC, T790M %% % 43 % I/ Nt 2k L <
RAUR &SN, EGFR BIEANIMEE 20, % LR
T T790M Dt EZ ¥ 4 R 72 GBI L TA v X L F =
T OREM I X OHE Y EBGE L 72 AURAL kB ks & O
AURA2 ik © % D21 66.1%, MR A (I o
YEIZ 9.7 W ATH 572, 72, * ¥ AIF = 7 IXMIMHE
BMEZE2 Z N TES728, Wik d A3 2RI B0
TEAMED DB ZEBRBEN TS, ThbsDfER%
W E A THIRERIZ I 1T B4 & A L F = T O % MG
4 % FLAURA iREih92hi < h 7z, EGFR (s 172 25T
i 2RI, EHERRTH BTy 74 F=T H B \FT L
OF =T AT AINF =T % head to head T L 7228
MAHERERCd 5. FERRAGE H o My A (7 A &
A Y ANFZTHTRIFCTH -7 (18.9 7 H vs 10.2
H, /¥ — F=0.50, p<0.001). AREBROER,» 5, Bl
1£CIE EGFR E{Z T A REMEMIED 1 KiEks LThHY
ANF =T HRFERHEEE > T 5.

2) ALK FH5Al

ALK &I b3 Fay v FF—¥D 1HTH 5.
ALK FHEANE, ALK O ATP #5A4 S0 2 R R—AIZ RS A
52L&k, ALKOY Vit L, ALK HROLE
£y 7 FIMEEE RIS 2 8FTh 5. ALK EI5THisE
24T 58413 NSCLC &2h0f 4% L E5bhTnb

ALK FHEHI O T, KBTI TRRZE N0
2V UF =T TH BN, ALK FF — EilPE & #Z IR »
DX EINIHFT 5E RO ALKHER 7 L 7 7=
THBATE X NFz. AFETO ALK SEE 15 rE B YE i %
RIZLETL 2 F=TO% T/TMHRAER (AF-001JP i{BR)
TIE, 46 BlaFlChisiE % i, Z3h% % 93.5% (95%
SHEX ) 82.1%-98.6%) & k& T RAT & Pl 2h R & R
L7, ZOHOHE RO ALKHERTH 51 ) F=
78, BOPIEESIEIRINTOEY. FO%, AFT

K ALK Bt 2 xR e L2 ) Uy F =754 %
TV F=TDOMRERIET % head to head D2 IR
B J-ALEX iRBR 2 Thh, 7L o F =7 OEBIEDGEM
XN AR IR EERT T ALK BHFHAIE 5 Lo
EEBREBROM R E OA» 5 BE L, A (ALK) O
A CPHEHAIT S, ZDOIEDOFHEIZ K - THERNIRIZK E &
EERBDD L EFAL

EGFR #1512 2051 i 28 EGFR B2 A1 22 %h 1%,
R x B ez 7 LV F =78 — BB L b &
RN CIRIRIRY I £ 5. 7L o F =TI B
BOXH =L E LT, ALK@AEIZTZDEDIZL
BirE, XA A EE AT O R ALK @A B E 0
I -BOBNMAEENMEN TS, ZOMOBFE LT
& ALK DS D3 A 7S ZRRBE O RIS & B & i &
T3, Sk, ALK FHEFANC Mm% O RO W5 A
PEIZE->TLbEEi16N1%.

3) B LWBHEEN) & o7 R SE o B 7

EGFR #{Z T4 %, ALK M EZ 28R EhTr b,
BRI & 5 50727 F I 4NN — B TEREZRE T %
ABMRPTIFbI TS, FIEEEDS E DO TRV AR
ZTOBA SO EAT - BIREH, 28 AMIE T EEY OREE
IIKAEL TR, 2O XD BBIATEMORREZ T %
AN, EGFR A, ALK BHEA D X 512, k0
JEA A R T DIBIR AR T 52 L b5 T&E 72,
VL CiE, ROSI@lA#{E T, BRAF #{s T4 %, RET
WEEIR T 25 EF7- RIS & R D135 B 74 /3 — 38R
FAMRNTRHE SN THE D, ERRBRIZ W TR
HOENENREN TS, ALKFHER & LT XN
722 ) F=71F, ALK BHEWE LIS ROST PHE G
LHL TS 728, ROSL@AEIZTIXILTrY) v F=
TOAENMENE TR TR & h, T CICEKREAIRT
W5,

5 PAREEX

BRI BIERIEIRIE L VI T LWVIABRESBEL T %
7. FEAIIE RIEHERE IC 7 L — S A& 2 CRIEMIIEA & D
BEAHIEL T b 2 e nh->Tn%, 22T, il
I2& B 7L —F AR 5 2 & TRIEMIEOERE 4 OV
ML U CREMIE 2 T & 2 K 512§ 2 /- iGEEL 5
AbN7. RIEF oy R4 MHEKZ, [REF -y
IRA V] EMTHERTOE T L — %50 PD-1 & %
D) HY FDOPD-L1 LDOfEG#HETSIE/ 7u—F
itkTdh 5.

INETORIEF x v 7 KAV FBHEBOERF R ORE
o, £ 2 KFEE, SFEED 7200,
1) 2 Wk

Checkmate017 134T P LEIEIC R 5 RiGHE &
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LT, PiPD-1$ikTHS=FNL~vT L& FEaFvIL il
B =B MARER T & 2™, FERmE H o 24 fF R
BREIZZALY TR CRIFTH 572 (9.2 7 H vs 6.0 7 H,
N — F=0.59, p=0.00025). Z%h#EIL 20%, 9% & =K
LY THIZBOWTARIZE S (p=0.0083), MEHHEA: 7]
e =R~ THTHRICRIFTH 72 357 Hvs 2.8
A H, N — F=062, p=0.0004). FPEIZEIL T,
grade3 DL LOHHBERIZ 7% & 57% T, =KL~ THIC
BPOWTHELDEWHER TS > 72, PD-L1 MM %
28-8 HiMRIZ THHili L 72 PD-L1 B #& DY 7 7 — TR
Mrizts W<, PD-LIL RBOFM - BEII2r2H6T, &
AR & MR A AR & I =R~ TREC R I i
BThHo7-.

Z D1, KEYNOTE-010 ikt T & 5 O & D D i PD-1
ik Th B 70 X2 T7OHEMMERY, OAK #RERT
BHIPD-L1FiATH 277U X~ TOERES TR
& F b & F L g U TGRS RGN X 72
(X 3).

SR T EERENIZ, XaTu ) X TET TV
2= TOBEBIZHEWTIE, PD-L1 B A1 + ~ —
=L LTHEHTH S Z EHRE X PD-L1 G
faix, 22C3 itk (o 7wy X~7), SP142 itk (7
TV X T) ASCHMI & sz,

2) 1 &gk

KEYNOTE-010 iR DS RA 6, 22C3 difkiz & 5 PD-
L1 B PE Mg % Ml g (tumor proportion score; TPS) |4
50% D LOESE A G352 BEENRE L LREET,
NATa) X THARE 7T F LA K 2 1
HHEAER D KEYNOTE-024 ik A3 Fhie & 7z, T 2R
H o I A fF AR ATSIC R AT 0 ) v T TR
HTd-7 (1037 Hvs 6.0 H, NH¥—F=050, p<
0.001)*. ZE%h#& I3 44.8% vs 27.8% & XA Ta ) X< T

Mo sk (Eh

MBI B W THRICEL, PDRIZIEZ B 24 — 3=
RSN TE Y, WFREFFEHRGHTXA T X~
TEMBHLZIZE 2200 $REFHTERATEY X
v THMBENERICRIFTH > 72 OV — F=0.60, p=
0.005). A #% %# » 6, EGFR, ALK F& ¥4, PD-L1TPS
50% LI EoJE/ NI A A O 1 RIEEGE LT, XAT 0
)X THAMMPEID 6 b & H 12k 572

3) DRFEEL

PD-L1 BHOAMICED 59, X510 1 WELEDHRE
BEOmM A HIRL T, ke ONfHIC & 2 BRI
ML L EhE XT3, 2018 K EFHREE 72 TR &
N7z&52 (B4ISRTE512), BEBOEKRE ©Rys
F v oA v bHEA & ACEREO O R A7 I
B B VMR A AR O MERIZBY U T i 2 8 3 L
PAERTH 5727 Sk, RIEF v o FA Vb A
ZEHOOFREED 1 KBGO R DIZE > T 2 ERT
Hahs.
4) FifEH

RIZF = v 7 RA v FPHEANE, RO R & R
THESAHFROBE ML EEDN TSR, 5FT
HEORRT B EDED o7, EIEORIERS KA
LEFRER (REEEAFHHESR immune-related AE; irAE)
BRBRTZZenb0, FHRENL KOV L~ 31— 4
VIBPRETH S, FRIHERAETSEWER S LT, W
PRz, KIEd - HEOTH, IFHRRERE - 2%, wkh
EOEEOKERE infusion reaction, FEJEMMESIAE -
iz, 10UBEDROW, FORIRRERERR S, PR, MM, R
MAEFERIELR E2 S 5. WEOGRIERIGIZ K % BITEH 2%
b6, thoBERKERNT2 2L, EREHOH
BEICHOWT, EF = v 7 RA ¥ MHFEAIOLKS %
IEL, FIEREZ 794 FOREG2BETL, BETHIUL
FUE ViRFEE G T 2 XY D B,

RER D4 TR EIEL A1 AL (H) Ny —Fi A (H) Ny -
Checkmate 017 135 = Y av 9.2 0.59 3.5 0.62
RN 137 FeaFtn 6.0 2.8
Checkmate 057 292 —RLwT 12.2 0.73 2.3 0.92
e ) 290 FeaF4n 9.4 4.2
KEYNOTE 010 344 NATaY X% T 2 mgkg 10.4 0.71 3.9 0.88
(A RER) 346 X477 uY) <7 10 mgkg 12.7 0.61 4.0 0.79
343 Nt s F 2 8.5 4.0
KEYNOTE 010 139 RATHY X2 T 2 mgkg 14.9 0.54 5.0 0.59
(PD-L1=50%) 151 X477 aY %7 10 mgkg 17.3 0.50 5.2 0.59
152 FtaFun 8.2 4.1
OAK 425 TFIYATT 13.8 0.73 2.8 0.95
425 N &1L 9.6 4.0

B3 s = v 74 v FHEAD 2 KEEOHRE. G2 = v 784 ¥ FMHFAIE P& F L& R U 7255 THRASR.



il 25 A SRR RO IR 2 & % A SPERER D TR 13

MEROAFR EGIE A AELEAR () = Fib SRR TRIIR (H) N =k
Checkmate 227 = %dva
ZRLTTHAE YT 7.2 (TMB =10/Mb)
177 —RLVYT+T 5 FFHEH 5.6 0.74
186 77 FHH 4.7
KEYNOTE 189 410 NATHY) X% T +7 7 FF [PEM NR 0.49 8.8 0.52
206 79 F 5 /PEM 11.3 4.9
KEYNOTE 407 278 ~X47uY) Z2~v7+CBDCA/PTX (nabPTX) 15.9 0.64 6.4 0.56
281 CBDCA/PTX (nabPTX) 11.3 4.8
IMpowerl31 343 77V X~ 7+CBDCA/PTX (nabPTX) 14.0 0.96 6.3 0.71
340 CBDCA/PTX (nabPTX) 13.9 5.6
Impowerl50 359 7 7)) X% 7 +CBDCA/PTX+Bev 19.2 0.78 8.3 0.59
75 ) X< 7+CBDCA/PTX
337 CBDCA/PTX+Bev 14.7 6.8

B4 %9EF v oK 4 v PHFEAOOFHBEEOH Y. ®IZF = v 2 R4 ¥ FHFEAOIHEREE 777 7 F OF L & U U 7258 TSR

5 SHROEY

GEF = v 7 KA Y MHEFHANE, PEROWEEE & IXAERIK
FEmEny, HHEOME - AHERERE DT LE00h -
TE T 5. IR NIl O BEREGRR T & % 77 1R 3R I
B GATZIERISE O RER R0 5 B A, 1@%%?@
R DmanEn. —J, RIEF =y 784 Y PHHEEIL
BEAGORIEREZ M L OEEBIRT 5720, 54
ORI ZNEEGS BB DD, —ERIRIFHEBT 2
& Z ORRPRIZHfi T 5 L VSR S 5.

RIEF x v 7R A v MHEAN, AR OALEIEE/IT

HBM, MROZUVWEFILS S Z L, TRNETS
S RIER P FEBLT % 1, SHRMAD TR N S REH

DO 5, [FFEAOINA X~ —Hh — % HDF 5 DIFHEEL
DFHETH 5. NAEEPU I % PD-L1 EBIRHHOH H
PEIZ/R SN TZE T 5 2%, tumor mutation burden 7 &
ENAF V=N —ELTHETHDY, &6%2MaT0M
MR BETH 5.

6. HEHYIC
INETOMiAADBFIZOWTHEELL 2. 2002 (2
Oy FRERRAEEDS, 2015 IS ARIETF = v 7K 4 Vb
m%ﬁﬁﬁ%b,%%ﬁﬁ%@¢5%ﬁdk%<%ﬁbf
&7z, KU HOE A EEREOMENIZIEG ] 5t E RGBS A
ARTH DI LidimakRzmn, RIBFRACKEL T, &
BE D EORIRE HIG U 7208 A RIERRE & Al o Of FEA
R, KO WHELRIR TN T ORIESHED 5T 5.
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