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< 164 1 Lk % 75 fth #¢atezolizumab |5
PR A MR LS, (40 250.64F0
0.65) o X—45R ARG T R R
SIRIT IR, U RAE £ PE A ZE A
HH . bTMB=163V411f flatezoli-
zumab 1 2 P il 3§ 1 H A2 OS5 7 N
13.556.8. RS RN, HEE
bTMB4r F rif 4y, PES3k o 2 2k
MK (B2 . FF0S, XSG
PR . ARAE R HE LR IE SbTMBE4H 2

#atezolizumab  EHRFZAME

E2: OAKHBEEDTMBS R s A KiE = Katezolizumabif 2 PFSIk &

[EAH G HE R 04T, B b TMBYE 73 5
WA % o ol i e K AR B B 1
KL B ATl &, bTMBATIG PR IR
PR T8 AT BEAETE DR IEG

T AL TMBI E 5 bTMBAHH
Bo =4 T 64% M0 1E 1 4t — 8tk

(PPA) FI88%M) 1 H 4 kb — F %

(NPA) (Spearman#fZ<?%, 0.59)

o AHXTARHIPPA T BE5Z 21 4 8 57
JRE AN E VS VR AN [ AR A R S
I [ 25 DR R (R e i o 22 A (D 1) 49
PR DNARS, PPARINPAZS 23,
FE X FHDTMB = 16/4> . 5 —
AN A5 HTMB 2 16 5PD-L1E A 2 4]
M EM L. XE, E84E
F, 2294 B F P304 [F I 2R
bTMB > 16143 FliE i IHCI & (1 5
JKFPD-L1FR %,

RS AT gs, bTMBX Tk =
T4 IR 20 4 SR A 30% 11
HATRERF A o —LRIRBE T fi A
bTMB 52 (1 5 AE PR R 78 IEFEHEAT o

CheckMate 017F105780 = FHif

F T A BRBHAL T O 25 ) CheckMate
017 [7]F1CheckMate 057 [8] ITTH#H {46,

FLPD- 1R g st i D AE VR 2 B Kbk
A T N Bl 2 R iR T B A
M HAI NS CLCARZ R E
# . CheckMate 0177EBIR4H % 38
HE TS T AN, i CheckMate 057
M5 EBIRNSCLCE # . 52l
FEMILL, PRI TE g R pr g p 1y
SR L CGE I OS A R4 11 22 A
o FelipS§ N T 2/ = MBEV,

$24t 7 K H CheckMate 017HICheck-
Mate 057 ) 5077 R0R 22 4 PE R 9]
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H: HR, 0.42; BE3) . £ 4
i, PESE N65%540%. LLok, %
FE: g PR IT Bom s RIS M,
1M 5 B AL 23 FE BF 09 I REARAS B 96 X
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