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HUS I AL T a4, Hovh AR i A B RS R R 5 AR AR A
HHA 6%, I YT LM NSCLC 1y £ %
HIF R P AR RAAL 9 ~ 12 A A B
PRI VAT BT a0 B A K TR 1 32 A i 2 D8 g 41
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antigen 4, CTLA - 4), 7 NSCLC & &, it &
PD —1/PD — L1 410 il 1) 5. 28 5 & % & Ho Al ya 97 ik
HBA N R B9 TF A, 9 NSCLC H 5 e 1 3 i 7
B OARSCK I SR PD - 1/PD — L1 i 551 24 24 5§
%o HAb T 23097 NSCLC B BIF 78 45 5, IF 4tk B Al
T PEIRIT 1 SR BRAE

—.PD -1/PD - L1 1§17 825 i A

AR AT AT R B ST |V K S R BT R X
PD — 1 BT, BT Ry BRELAT 8 B & TR £ XF PD -
L1 MHCR, HATIX 5 i 24 4 48 b 56 12 25 0 B
B H 5 (Food and Drug Administration, FDA) It ¥ F
FI89F NSCLC 3 . Checkmate — 017/Checkmate —
057 2 W0 BE ML I 39111 Y 5%, 43 900 7 BB 12 #3552 5 7%
BIXLZG 1R YT 0 e 0 itk AR IR NSCLC BB & b g
MR AP S ZHMIERIFRL, LB M Checkmate —
017/Checkmate — 057 FYIFFE 45 1, R A HT 4 F £ Y
b BEL /Y 5 AF JC 3 % A A7 3] ( progression free surviv-
al ,PFS) } 8.0% (95% Cl: 5.4% ~11.2% ) F1 0",
PR IPHTA Y 5 AF S A (overall survival, 0S)
13.4% (95% CI. 10.4% ~16.9% ), 2 P4 $£ 4 N
2.6% (95% CI:1.4% ~4.5% )" 78R A HE 8k
AR R ABLA M 5 AFE 0S 439 12.3%
(95% CI1:7.4% ~18.5% ) Fl 14.0% (95% CI: 10.2% ~
18.3% ) , Z Vi fth FE 4L 539 °M 3. 6% (95% Cl: 1. 4% ~
7.8% )1 2.1% (95% CI: 0.9% ~4.4% )™, 44k
HPLALAY 0S B F MK (HR =0.68,95% CI; 0.59 ~
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1 2 s BEALA RS2 | B AP ik st 5 2 7
L FELEME I NSCLC 8 &t iy7 sk, 45 R s, R
PS5 Z VMR A, P OS S 11.9 N vs 9.5
A L3 4E 0S 7 19.0% (95% CI: 14.6% ~23.1%)
vs 12.0% (95% C1:7.1% ~17.1% ), 3 4E PFS 43 4
M 7.0% (95% CL:4.2% ~9.9% ) F12.0% (95% CI;
0.3% ~4.8% )",

KEYNOTE - 024 J&— i Z ot Bl AL T3 i
%ﬁ:?ﬁf, Xt PD - L1 T%}%%ﬂj ( tumor proportion score,
TPS=50% ) (i NSCLC 3 #E4T T i {8 7] Bk PRt
WA S AT e R AR R
7~ AR BR BT AL 5 4F 0S 2 31.9% (95% CI.
24.5% ~39.5% ) ,fbIT 4 5 & 0S N 16.3% (95%
Cl: 10.6% ~23.0% ) ; MR BR B HTLL 1Y 3 4 H1 5
4 PFS 73 5N 22.8% (95% CI: 16.3% ~29.9%)
M 12.8% (95%Cl; 7.4% ~19.8% ), Mifby7 41 K ik
F| 5 4 PFS, H 3 4E PFS /UM 4.1% (95% C1: 1.3% ~
9.4% ), MATH R Tk BT IA YT A OCAR R N (adverse
events, AEs) & HERN 76.6% ,1MiLIT4H AEs 9%
RN 90.0% ),

EMPOWER - Lung 1 J&— T 3¢ F 74 >k 3% F1] 2 41
JRYT I NSCLC By 42 Bk 2 b0 IRk vk 10 39 e IR F
5% ,7E PD - L1 TPS = 50% A4 35 1, P8 K 3% i B i
54k 97 41 /Y b 47 B D R ) 4 )k 10.8 N A vs
10.2 A~ H A Ar 2 g 53 0 o 16.7 D H vs 6.0 4>
H., A PFS 4351 k8.2 MH vs 5.7 ™~ H (HR =
0.54,95% Cl; 0.43 ~0.68,P <0.001) , 7§ K % | 2
P KRB P AL 0S(95% CI: 17.9 ~NE) A H 1
IF P 0S 4 14.2(95% C1:11.2 ~17.5) A
(HR =0.57,95% CI: 0.42 ~0.77,P = 0.0002) , 4%
FH PR A BRI T AN S, E T A 1 08
1 PFS'

% H 11 POPLAR A1 OAK Ilfs FRAF 57 45 5
7N, BTRE B BT AH LG 22 74 B8 AT DL SE K F8 38 19 A= A7 )
[F]1 7E POPLAR B 55 rf, Bl 4 Bk B0 30 41 A 22 76 il
TEALHI I 4 4E 0S 239N 14.8% (95% C1:8.7% ~
20.8% )1 8.1% (95%CI: 3.2% ~13.0% ) ,{E OAK
WEFE b, A1) 4 4 0S 43 %N 15.5% (95% CI.
12.4% ~18.7% ) F1 8.7% (95% C1:6.2% ~11.3% ),
KINBE VI B 5E R W], 5 2 79 1t 38 LU 4%, Bl e 2R S 40 i
PRAR 25 EAE™ . PACIFIC WFFE 0 5 4E Rl 45 R B
TERE RIS ZRFIAN 5 4 0S 47 51K 42.9%
(95% C1:38.2% ~47.4% )5 33.4% (95% C1:27. 3% ~
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39.6%),5 4 PFS Jg 33.1% (95% CI: 28.0% -~
38.2% )5 19.0% (95% CI:13.6% ~25.2% ), 3% 4
S5 NSCLC B & fE Ak 7 )5 45 52 18 FL & it
FZRITA AT AR R A OS FIl PFS™) | X S8 HIF 5
R L Y, BAZ5 8 PD - 1/PD - L1 #4157 75 3 %
R4 PD - L1 335, PD - L1 TPS=50% A4 &
HEUFHERE IR Ak £R
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P 200 10 B T 8 0 DA S 8 00 o e e A B K R e 928 A
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Fg e 2k B R T (HR =0.75, 95% CI.0.68 ~
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Jer PRI WG S 3097, AT AR e Kl es o 76 /D BB
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MEFIBIT R R B . HRE A 24T
ICIs [A)25 St v 97 i 1 30 2 1T 96 R 3L 3% . NICO-
LAS & — 350 (8 T 0138 56, X6 Jm) 38 B 300 R ] 9] Bk 119
NSCLC & # HE 47 Ak J7 09 6] B 45 7 40 o8 B B 3R
SIS A R R 1 AE PFS R 53.7% (95%
Cl:42.0% ~ 64.0% ), " i PFS N 12.7 (95% CI:
10.1~22.8)/ A, H {7 0S N 38.8(95% C1:26.8 ~
NE) ™ H,2 4 0S 2 63.7% (95% Cl: 51.9% ~
73.4% ), DETERRED J& — i 3¢ T Bif 4 Bk B 470 6 &5
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RTEAS RS A 1 BB A R AR T S e SR B
B BEIRTT 5 2 W4 S R I AL T B A iR T, IS
TRI7 B A G 1097 4R A7 Y L X BT A S A R
TREEE LR , SR AEs=3 94.80% vs 80% ; Ha ¥ #f
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1 3053 5286 B b A7 Bl V5 B 8] R 22,5 AN A WA PFS
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) 2 7 VA YT R T e 4 NSCLC B3 i £ v 1 I F
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i 25 DK AT DA Ao 98/ iR e i 2R 3k A e b 9
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¥, Peng %V BESE & B, HGF MET ¥ 34 il EGFR -
T790M ] Lk I 94 NSCLC # PD - L1 9383k, i {2

HE fie 5 40 ) B 5 1k 0%, LR MAPK il PLK G i 1
Z 595 PD - L1 i K351 NF - B # L2 5
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