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Research progress on PD-1/PD-L1 inhibitors in the treatment of triple-negative

breast cancer
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(#5 =1 PD-1/PD-LI #GAE S Beks & il 57 e i 2 7 2 MR i BLIR . £ = BITE LIRS (triple-negative breast
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T2 7 FE T % -1 (programmed death-1, PD-1)
FIFE 7 A0 T 88 H BLA&-1 (programed death ligand-1,
PD-L 1) /& — X} G # il ¥4 73 ¥, PD-1/PD-L1 i % 1)
I T 5 B3 G 2 00 ) e TR A S5 T B, 8 i R A
it 308 38 4 25 W A AT R . PD-1 & % Bk A 4 B7-
CD28 FKIER 1 2 — » EBAE S A G5 1LY CD4'T
4 CDS'T 2 i B 20 i « S8 %45 T 2 il SR A% 4
AR SR 40 ) R IA® . PD-L1 72 PD-1 ) £ 2
A, FEAR 22 20 i g 4 i whok 36340, PD-1 A1 PD-L1
54 J5 T4 CD4'T 4 g - CDS8'T 4t A 1) 3 5 Al v
73, X AE R H NI g ek /D G 92 s ST T [ 2H 23 )
T4, 8 o i AR B B G B PR , T LE MR R R
) T e R i 0 A P 55 1 T 40 88 R A 1R FH %
%, AT 5 S50 R e e 1k 3 , (i adk e g AR KM TR,
FELIT PD-1 F1PD-L1 45 & 76 #1¢ _E a] DLYK & o8 i34
558 N T 4 S 8 R A7 8 S DT S04 ) Je 988 £18) E
(). H BT, %8 [ PD-1/PD-L1 ) 25 %) © 1F 9. &
Jer ) TG A /) 24 ff it e V55 22 ol ST A2 TR e At
HENH . 201943 H , L E & M4 E )5 (FDA)
b it e PD-L1 $i 4K B # R Bk B BT
(atezolizumab) Bk &0 IT — 2R VG T T VIBR 1) &) 30 i
W B % B 1 PD-L1 PH P 1 = B 1 LR g (triple-
negative breast cancer, TNBC) , ] # | 2 B 47T 1 [5] it
FRN B — AN A Atk T L R 1 G 2 G R 4
o 2020 4E 11 H , 35 [E FDA XE it v PD-1 4k
—— 1R Bk B 47T (pembrolizumab) 546 J7 & — 2%
F1 T PD-L1 BHE AN rT ) B Jr) 30 B 3 5l # 14 TNBC
B . BRILZ A, — 25T PD-1/PD-L1 1 il 7 £
TNBC 4l Bhia o7 Al Bha o7 e R BT L 2 A

A1 BE A 45 R B IEAE IR R 284 WA Sk 7T 2 FE £k

LEE T .
1 PD-1/PD-L1 #I#FI3F % HA TNBC RUETT R

1.1 —&&5H

IMpassion130 i 7572 B AN TERE A TNBC V597
St BE A AR B T I PR A58 , i 0T FAE 2018 4
WK M i g A B 2% 2 (European Society for Medical
Oncology , ESMO) - 24 A1 1) [7] I 1 78 iy 4% == [
gk E ERER . TN 902 BN FTF AR [ JR
MR B E #E A2 E TNBC BB, #2101 AL %2
— £GP B Bk BR BT (840 mg, q2w )+ A & H KL
(100 mg/m?*,d1.8.15,q28 d) VA JT , ¥t bb 22 B 5+ A &
FRIZ IR TT » 3220 7L 46 52 B AR YT (intention-
to-treat, ITT) ABEAT PD-L1 BHE (1C=1%) NBER TE it
J& 42 47 (progress free survive, PFS) . B (X it & I AfF
AR TR, EITT NS, B G HBITHPFS N 7.2
NH, WHRA N 5.5 4N H (HR=0.8,95%CI: 0.69~0.92 ;
P=0.002) , 15 & 3% % 5 s £ PD-L1 B4 A B, 3k a3t
—3B YK, BEA VAT 4L PFS B IR 4L ZE K 2.5 4 A
(7.5vs 5.0 H ,HR=0.62,95%CI:0.49~0.78; P<0.001) .
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T8 & MA 3% (objective response rate, ORR) J7 [H , 7
ITT NFEH, B A 41 ORR N 56% (7.1% 1) i 3 1k 3
CR), 17 %} HE 41 ORR A 45.9% (N 1.6% H 35 15 F
CR) ; £ PD-L1 [H 1% A #f o, BX & 41 ) ORR 14 F|
58.9%(10.3% CR) , T %} B ZHA A 42.6%(1.1% CR) .
T T A A2 E] Coverall survival, OS) (85 — Ik 1A
AT RS, FEITT N, BRG 1T A A OS
21.0 N A, xF 48 18.7 4 A (HR=0.86, 95%CI:
0.72~1.02; P=0.078) , tH T ARIE BT I G T HH , 1445
RESBEAGIERE L. (£PD-L1 I ANRE R A
TBIT A B AL OS R BA#E — 4 K374 H (25 vs 18
AN H L HR=0.71,95%CI: 0.54~0.94) , {H & i1 T- 7€ ITT
NHEHPOR S 3 B35 22 7, LIRS PD-L1 BH A 740
)OS 45 R BT GL it K46 . 76 PD-L1 B E4L, #5414
£ OS Z A oK WL B & 2 % (19.7 vs 19.6 ™~ H , HR=
0.97,95%CI:0.78~1.20) .

Iy A — T 2 1 T I PR Bt 9% /& KEYNOTE-
35510, A A FENZH 847 I AR 2296 9T 1 Jey 0 i S A g
RE B PE TNBC B3, #4201 BENL 2 AP, B
IR IT AL 566 151 535 F5 52 00 1R 2R BT (200 mg,
PBw AT (B E H S A28 100 mg/m? d1.8. 15,
q28 d, 2 42 % 90 mg/m? d1 .8 .15, q28 d B 75 PGt
1 000 mg/m? d1.8+FK 41 AUC2 d1.8.q21d)JRI7 , X} I
Y 281 19 B 152 R A ST VR YT s B L
Ri52 PFS A1 OS (435 PD-L1 CPS=10.CPS=1 LA S ITT
ANEE . 855K, £ PD-L1 CPS=10 (1) TNBC H# ##
s e R BR P A AT AL R OR TR T T
(K97 %%, AL PFS 42 9.7 vs 5.6 ™ H (HR=0.65,95%CI :
0.49~0.86; P=0.001 2) . &I, /£ PD-L1 CPS>1%
(), R AL () TR AL PFS 0 22 57 (7.6 vs
5.6 ™ ,HR=0.74,95%CI:0.61~0.90; ¥l P=0.001 4) ,
B T P00 1 G TR B 0<0.001 11, PRk 0 20
gl hgirER L. #— Lo BEa SR, fEITT A
T, BE A 4L 5 6 B ALY PFS 42 998 7.5 F1 5.6 4~ H

(HR=0.82,95%CI:0.69~0.97) ; 7£ CPS<1% [F &,
P 2H 5 B AL PFS 43 i R 6.3 Fil 6.2 A~ H (HR=
1.08,95%CI: 0.77~1.53) ; £ CPS>20% [ #F /& v, Py
4 535 1 AL PFS 43 1 R 9.5 1 5.4 4 H (HR=0.61,
95%CI: 0.43~0.87) « Zi4 LA | PD-L1 3 i& 15 &t %t
PFS (520 7] LA HY , B35 PD-L1 R IA38 0 , e 8 5]
BRELPUER A 9T T R 7R 3R | (<1%: 6.3 H
>1%:7.6 1 H 5210%:9.7 1> H) , (H & =20% .41 1)
PFS 5>10% (41 24 (9.5 F19.7 4 A, [K ML 7E %
T PD-L1 ) BEAEAE F 52 75 CPS>10%. iR P U 50
NHEILET#R L,

KEYNOTE-086"" & — I £ [\ 41 (1) 11 33 1l AR
FU, HoA 4 84 6] TNBC & 3 — 28 122 52 A R Bk 47t
[ B 253697, 45 3 7R 4 9] CR. 14 %] PR, ORR K
21.4%, 1 5F- PFS Z F1 OS Z 73 il 8 16.5% 1 61.7%.
5 ERIBRARIT U AR L, S 16 T B2 9T AL
AT R TR R ZE R IGO0, S ia T A
b 97 U5 4R 2 B W TNBC — £ 36 97 10 4 ik
KEYNOTE-355 #ff FufE e it ik % 1 3 Fhi ALY 75
L E A 2 BT B R B 8 R AZ I B3 B R A
W ()97 BB T 3 P ARG A R 8. IMpassion131
15 IMpassion130 [ X 7l & 097 7 58 H 385 38 5 42 I Y
T B A SR, 45 R AR IAE PD-L1 K& [HPER
BE T, XA (A A2 ED AL, SEIR A
(5T 35 ) BR B LI & SAZ ) VR I A 25 PR IK
P ik R ANBE T [ RV 5 e 4b, T8 R 7E PD-L1 Rk
FHAE NI 7R B N R, X REZH 1 OS #T EL sl 36 40
FONFAR ., fek, E[E FDA AR AR « 78 Ik RS2 i rh oA
A A2 A B B R AS B S0 B R B L
HATE A . DR, fE— 2Rk B AR YT 7 Rl
B TR AR AT T7 R AR H AT IR E R HER A%
12 B2 /E J KEYNOTE-355 F IMpassion130 # I Aff 72
s LR 259, 8 Bl DR — &G S ia
JTIE L.

F1 —%3877 TNBC BRI R R IR L2

PD-L1 FA % PD-L1 A
15 AR e
ORR PFS oS ORR PFS 0s
IMpassion130
i Sati] 58.9 7.5 25 53.96 5.6 19.7
X HE A 42.6 5.0 18 48.1 5.6 19.6
KEYNOTE-355
A4 53.2 9.7 NR 28.3 6.3 NR
payiei) 39.8 5.6 NR 30 6.2 NR

12 B&&F
KEYNOTE-012" /& — T £ dr.0 CAEBEHLIK T b

S0l PR BIF 7 5 306 T B 1 M) BR B 50 77 9 10 mg/kg
Q2w {E 32 1 3 TNBC i v, 27 51 W] PE A 97 2%

are
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fJORR 4 18.5%, 12 PFS A1 OS 437 4 1.9 A1 11.2 4>
H o 8 kA 11 1k K B 5T ——KEYNOTE-086!"
H, A BB T 170 f1l 1 4 TNBC B35, i 61.8%
() 5 N PD-L1 A B, 43.5% (1) 5 3 5525t >3
RIBTT o 25 R I, e 1R Bk 5 BT B 24 1) ORR 2
5.3%, PD-L1 BH P N #EN 5.7%; # 47 PFS #1 OS 43 5
2.0 F19.0 M H o B 7 IEIE R R B HILLAL, — A
SR 5 Bk BT B2 1 T BT 7T UEE 116 45 AT EAN
O 52 B 28 K DL B B A 1) ORR X 6%, 7
OS AL NT3NH . HAHb—TT I biilmpRIAL" 151
S BT R BR B BT (A1S) BB AR R A2 B (d1. 8.
15),20 % — £k X UL | TNBC % ) ORR /& 39.4%,
HAL PFS ATOS 437l A 5.1 1 12.4 4 H 3 5 254 L,
ITRCE BT & o A 0T 7 523800 < 5545 (1 000
mg/m’ bidx14 d, q21d) 5 0 & F) Bk 5 1 (200 mg,
PwW TS HEE R AR BEUE 1 T RHAE R TR
et FL AR B £ 7F (ORR 4 14%, PFS N4 4N H , 08
1544 A,

bR T ST BCA LLAN , A B 70 2% {8 F PARP
0 75 5 PD-1/PD-L1 1l 7| B6 57697 TNBC. — Il
I PRI 7T 00K J& hi e ) 5 M R BR B B iE AT BB iR
J7 TNBC, 1E A PFA 7 2% B N (n=47) F1 ] ORR Ky
21% (5 4l CR.5 49 PRO , Ho A A5 3 45 £ 3 ¥ 4k G2 i O
Z 1 4. 7€ BRCA R B H FF B KA RIT
[ 3K 75 58 N 2, ORR A& 47%(7/15) , 42 PFS ik
F 8.3 4~ H ; Ifi /£ BRCA Bf 4= L 34 1, ORR {U A
11%(3/27) , AL PFS /& 2.1 4N H . Kk, 4T BRCA
KA 4, PARP 41| 771X & PD-1/PD-L1 #0141 771136
I7 W B RS 1 TNBC (8 35 10 7 RGP 7T
T AE IR a7 1 5 SN — BRI A 48 n e
B O S AR TR G B R T A P TR 3
R 25 B o — TU/NRE A [ I R BF 92 V48 7R, TBOT
B & e R BR 5 BT AE B TNBC H i ORR N
17.6%(3/17) , Horbr 3451 CR 1 1955 175 K& 5 < 13 49195 15
B .
1.3 TMB-H #= dAMMR/MSI-H 4¥%k £ A

2017 4E 5 H 23 H , 55 [E FDA b ik A 1 1) 2 451
T8 & TR AR 2 M (MSI-HD 844 Al s 2 5%
H [#5 (different mismatch repair, dMMR) HJ & A A
)L EE W BB A M SR JoRg JR 2 . SRAL BT A (1
FLUNGHN 86 5] £ 3, 45 L R B ER 24 R B B 1)
ORR 775 53% (18 4] CR.28 4l PR) , 2 4F PFS £ & ik
53%. 202046 J1 17 H , FDA Sk i 8 5] Bk #4517
FL 245 H TR 97 8 92 A% 47 4 5 (tumour mutational
burden-high, TMB-H, & 3 =10 Muts/Mb) H BEfE 74
I J5 95 4 13 e 1R T v D) B B0 A M S R R L IX

F& TMB B IR 381525 [ FDA £EBE 2 Wb v , 12 iy 2
FIER BB —UOGRIH T2 8Ah . UGRALE R T
KEYNOTE-158 # 721", iZ W 9T /& — Wi £ th it . 2 A
HIAEBE ML FF AR 28R 56, Te g N 805 i) i # 4T
TMB 437 , #1105 41 (13%) 3 TMB-H (=10 4N 5845/
Mb) & . X790 1) S HEAT 19T %04, TMB-H 41
] ORR ¥ # & T 3F TMB-H 2H.(29% vs 6%) . 1£ 102
% TMB-H ) &, 21 Bl s i BB A Fa
(MSI-H) , HEBR X & 2 3% J5 , TMB-H 41 £ % ¥ ORR
IRARFE 29% , 2 7% ] TMB-H F500 i {1 Bk B i 7
B AN 52 I A A= AR D IR RE IR 5 I At R B TMB
MIPD-L1 R TR FEM M T ixebss B 7R LR
Ji NCCN 5 7g 1, L2205 A R Bk 5 40 51 9 MST-H/
dMMR F1 TMB-H (=10 /™ R 48/Mb) FI¥6 97 259 - A
i A ) 2, MSI-H B8 TMB-H 78 30 i 5 32 1)
o B A . H AR [0 — TR AR B, 228 4
TNBC & & H, MSI-H KA R AUAH 0.9%(2/228) . 3
]2 g - VA g R I 9 BT E 62 1) TNBC A & 3+ Air
TMB #2& 6 > 2845/Mb, TMB-H (=10 /> 28 48/Mb) H %
B L8 18%. TMB-H 5 JE TMB-H [ & # A Lk,
PFS B IEK (12.5 vs 3.7 H , P=0.00)P1, [A itk , Jt
DRI 5%+ 1 B 0 TNBC 88 35 IR 97 5 8 811 T

2 PD-1/PD-L1 #&i57xt B H TNBC R4 B4
e al: 0L =BT

IMpassion031 #ff 7t 3 A 2H 333 {51 11 ~ 1T 1
TNBC &5, #% 111 FEHLEESZ 10 /> i HH 00 B 25 ) 2k
PL(840 mg, q2w) B 2 B A Bk A LT T &
4N A E A S 2B (125 mg/m?, qgwx12 w) ,
P4 B ACTT R (ZF LA 60 mg/m™+ 31
T 5% % 600 mg/m?®, q2wx8 w) , il J5 52 FRIBIT -
TBIT AR A J5 4k 2245 7 11 A A 1B & R 2R 4t
(1200 mg,q3w), & it 1V RIZIRIT . F B &N
FEITT 8% PD-L1 A1 (IC>1%) B 3 110995 P 56 4= 22 fif
(pathological complete response, pCR, 5& XN ypT0/is
ypNO) , K E 2 55 A 55 G F 1 A& A7 (event-free
survival, EFS) il %2 4= 1% . s 4 1E 22 2020 44 H 3
H , B & ) Bk BB+ 4k y7 2L A 22 BSR40 7 410 il
57.6% H141.1% i) £ F W 5L F] pCR CELAN P=0.004 4) .
5 PD-L1 3% J& #F 47 0 41 43 #7 , 7€ PD-L1 FHPE 4
(IC=1%) 1 pCR 43 /& 69.0% F1 49.0%, PD-L1 B £
H 1) pCR 73 77l /& 48% H134%.

KEYNOTE-522%2 — I £ /0 BEHLAUE « 228
FH R A TG PRAFE 7T 5 1 1744510 T ~ITT9 ) TNBC 4%
201 BB BE WL 53 o8 S v T 2H Bl T R LI A
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7o T84l 5 5 iR T AL ) IR TR R AT 45 T 8 A A A
TR Bk BT (200 mg, 3w)+HLIT , RJG 4k 8245 F 94>
JE S 1 Bk BT (200 mg, q3w) , At 17 4N I RN
VEERIRIT « 3900 452 1 2 + 197 7
07 ERETHE 4 A R AZ I (80 mg/m?, qwx 12 w)+F
H1(AUC 5, q3w) J7 51 4 A 2 2 B A2 (60 mg/m?’,
q3w) B K F L 2 (90 mg/m?, q3w) + 1 It ik (600
mg/m’, @3w) o B T4 SN ITT A #f EFS BL K&
pCR (ypT0/is ypNO) . #5 % 2018 459 H 24 H 1 Ik
50 BT I 5 e R Bk BB+ AT 4 (401 1D 5 %
7 4+ 1k 97 41 (201 B ) Atk , pCR $2 & T 13.6%
(64.8% vs 51.2%, P<0.001) ; 3 &1 7F PD-L1 BH % A
HE (CPS21%) , ¥ 41 pCR 43 il A 68.9% F 54.9%, 1T
PD-L1 B NFE I 53 71 h 45.3% F130.3%
GeparNuevo™ & — I B HL  BUE « 22 7710 HE 7
1T #11& AR AT 72 , K TNBC 58 3% B HL %> 4 PD-L1 /4
ARG GD B B, 497 7 250 4/ 4
AR R AZEE (125 mg/m?, qwx 12 w) [ 51 4 J5 #3548
*E WA+ BB . 5 IMpassion031 H
KEYNOTE-522 ARl {52 , BUHIF 7 A 3840 i 14 1 57
FE AR I BRUAE 19 8 A2 BT A6 A 2 8 Cd D
Hphes 25, e ST RINHMER . SRR, fERTA

174 5 &, 2R JG Bt 26 (1) pCR (ypTO ypNO)
RN 53.4%, LRI N 44.2%, ZR LG TR X
(P=0.224) . (HIE117HI1Z5 T & O AT Flf L1
R, FEARJE B PTZH I pCR L 22 & 57 41 & 35 T+
51 (61.0% vs 41.4%,P=0.035) . ik 3 Wiwf 7 H s i
BTR2,

KEYNOTE-173%& — i [ b ¥l PRWF 5T, B £
PEAG WA R BR BB 5 AN A 1947 7 R B T &
& AEF S PE TNBC 1) 2 & PEFIYT AL A~D 411k
77 FAEMLE T AEE RS EE (125 mg/m®, qwx12 w),
ANE 2 Ab At AN R 2GR YT, B~D AR EF A
@ (AUC6.AUCS,q3w; AUC 2,qwx12w) ; E F1 F 41 #§
FE I R AZ I (80 mg/m?, qwx 12 w A R4, HAF E
4 7& AUCS q3w, F 4172 AUC 2 qwx12 wo S417E4
EIRIT @ R G #R & 7 51 4 T REI AC T %, [FI
TEAR T 8 AN Ji BA B, #8245 T e 18 R 2R it
200 mg, q3w VAT . A EHA 104 B H NIk, 4553
% B % #H pCR (ypT0/Tis ypNO) 43 5 9 60%- 80%.
80%+60%-+30% F150%. FH AT L , 30 2 A2 B 1) 97
RO SEA I A E R, 2T REFEA R R
A REEH N Fi— PHER

2 AREFHEENATT TNBC MG KR EBHELR

i ARG R/ R 2 Ji B pCR
IMpassion031 A/ REF+ (nab-Pac- ddAC) 10 ITT N#57.6% vs 41%
PD-L1'W.2H 69% vs 49%
KEYNOTE-522 K/Z B 5+(TP-AC/EC) 8 ITT A#64.8% vs 51.2%
PD-L1" W41 68.9% vs 54.9%
GeparNuevo D/% 85+ (nab-Pac - EC) 9 ITT AN#53.4% vs 44.2%

B WA 252 61.0% vs 44.4%

AR BR BT K WA R BR BT D« B AOR) G 470 s nab-Pac: R 2B AC: 2R LRI BEIEIZ : dAC: %4 AC

EC: R B+ BEBEIE TP S A2+ 4

3 PD-1/PD-L1 ##I5| %} 2 # TNBC ##BI& 7T 8946
K5

MIRINAE (KCSGBR18-21) #& — T 11 B AL %F
R PR 7200, & LE W B AT )5 5k R IR I 7 TNBC
H PF Al B 5 R BR B B R AR vs RIS AR R 2
B IR IT T ROR 2 Ak o B B R BR BT A 24 1 4
(1200 mg, q3w, 18 JH Hi) ; + 3 M ¥ (1 000 mg/
m?,bidx14 d,q3w, 8 A, TEWRLX L ANSELR
i %5 9 A= fF Cinvasive disease free survival, IDFS)
#, A-BRAVE j&— I, £ OB R I PR
BP0 AR e ) 58 BORR VA 1R VR 9T I CRLEE T RF

I EHONA S E R AR TNBC & & PE Al 14
HI#T PD-L1 $i4£& Cavelumab) %l B ¥6 97 97 %% . 1%
WEFCANNEES 7 B A B CRE G T ), s
pT>2 cm. 1~3 MRHMAEMRESE s pT>5 cm, NO; LB T,>4
AN BE I L 4 5 B = G 838 , B4 A S FL R AN/
B B Wk B &5 A7 A8 R B IR PR R 1 v B I 4
(ypT1micNO, ypT1micNOi+ , ypTONOi+ #7 HE & )
Avelumab 2525 1 4 (10 mg/kg, q2w) o £ BTN AK 5
ETH EH (AEMBES I H avelumab i Bl 16 77
1 FF B A5 o 3% DFS . H | IX W T Il PR B 9 32 £ gk
47, 315 PD-1/PD-L1 #01] 77 fiE 3E — 26t 36 R
Ji # f& TNBC HB & 1 T -
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4 PD-L1 REAKERITFHIRER MR

PD-L1 [ 4 9% 20 Ak 5 S AE AN [R] (1)1 PR 72 v )
SEFRHEFA—E, H AT B 3 P R I B 45
N F 6 2 22C3 (DAKO °F &) + SP142 5 SP263
<Ventanaﬂ?ér>o 22C3 frf i 25 3 3= E A PR TPS

P43 s T PD-L1 B M8 40 B o B A7 e 8 248 e 1 L
fﬁJ CPS ¥4y, /&4 PD-L1 et g i BH 40 A , 4%
I3 210 i ok 2L 400 B R S 40 PR o BT e R 4 i 1
e . SP142 A 45 5t A W Fl - PD-L1 P44 B
41 Y (tumor cell, TC) B M8 12 11 4 72 41 g (immune
cell, IC) 7E Fr A Iieg 48 i b 1 E 45 .- H 1T, 7 TNBC
HH (1) ) 58 F8 A L LB A B R BR BRI SR SR A
SP142 HiAAFEAT R , 45 R 75 B 1C=1%; £ 48 H iH 1
Bk BT TSR R 22C3 FrAR B AT A, 45 5L 7
CPS>10%.

5 4 B

PD-1/PD-L1 il 74 Ay fi 25 B 1) G JBEAG £ 25 24
YO &MU T TNBC IR SE B, G485 Bhia T A
B T ) — 2R 987 25, AR I 67 A 8 2 5 1k
7RG, Gn A R 2 T e 55 V8 T (0 “ORE HE AR AR
W7 DL R e R AIT AR RAT L IE R . B BIR YT AE
Sy B4 L e 1 YR T 4 G 4 muTx 7 AH K
PRTE 5T 45 SLAIE 52 PD-1/PD-L1 #1 #1) 7] fig % 33 — 45 i

EIXRTNBCEHWIG . &5, T EEE NS,
H 17 PD-1/PD-L1 #l ) 71 Fp 2 5 22, B Fh 25 W0 4
PR UEFEA G — , 75 B R 4% ROE RO IR R LA o B
Ab, s8I0 T AN R T AR AT BE R YE T, LR
MIAS B B 1% 1 75 LI R s AR 45 7 B AL

(& £ xx #]
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