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[Abstract] Programmed death-1 (PD-1) receptor and programmed death-ligand 1 (PD-L1), as a pair of T cell immune response co-stimulatory molecules
play a negative role in adoptive immunity by inhibiting T-lymphocyte function. Blocking the PD-1/PD-L1 signaling pathway has been a hot spot of
research and treatment of cancer. Triple-negative breast cancer (TNBC) is anraggressive subtype of breast cancer, and there is no approved targeted therapy.
Immunotherapy represented by PD-1/PD-L1 blockers;'is getting widely studied due-to the medical potential of therapy for TNBC. Thereinto, the clinical
researches of the monoclonal antibodies against PD-1 or PD-L1 have brought a promising future for the treatment of metastatic TNBC. Currently, there
are several trials with anti-PD-1 or anti-PD-Ed-monoclonal antibodies, and their combination with other therapies in salvage, neoadjuvant, and adjuvant
settings on going. In this article; the authors review the current studies about potential value of PD-1/PD-L1 in prognosis, prediction, and treatment in
TNBC, intending to cast insight on. future basic and clinical studies.
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(progesteron receptor, PR) Kz N % B¢ 4 &K B + 5% & 2 TNBC H £ % % 19 b J& i i ik © 40 iz (tumor-
(human epidermal growth factor receptor 2, HER-2) ¥J24FH  infiltrating lymphocytes, TIL) ¥, & 5 (K 2H H A Fa v
PR FUBE LAY, 5 A BFLIRE M 15% ~ 20%", TNBC — FAgssoeag S Y, i HaT LU= A 58 2 M i i 13 Ay fe
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H Ay R FUBR R Y, B MESET: -1 (programmed
death-1, PD-1) =2 {& & Gy Ek & A B K Ik 1 7Y i I b
RH, HTHRSHBATCERFHmE AL, 2RET
G R T 40, B ANNE K B 2K 5 1% 4 i (natural killer
cell, NK 4i i1 ), PD-1 J H: Bc & £ 77 4 5€ 12 B 14 -1
(programmed death-ligand 1, PD-L1), PD-L2 j#i i i %
F5 0 T HMRAITEI. S sz DA i i SRV 2
%5 ", PD-L1 & BT Kk — R, hEBEER, ik
BT, b R 2R R I P R 2, % R 2
Mo 255 PD-L1 &%/F vy T4 = (interferon-y, IFN-y)
BS e ERIKPD-LL; 4 5%k PD-145 40, &
HOMhRE DU R S T AR ORI T, (o oo 4 e g o M
2", JBitPi PD-1/PD-L1 $sgfEdifk (#ii) BT PD-1/
PD-L1 &2 al LR BB 8CR . AT hi e sk ia
JTHRAE T AT AE Y, AT PD-1/PD-L1 AHSE ITFIE L2 K
IRV TR A, (£ TNBC {&IT St e dg s =35
{ZFF )&, PD-L2 3Rk T ERpdiigfiif 28R4, thikik
T, #xhis, PD-L2 UINREMFR A R, A
5T ™ $ PD-L2 ZEAUMRE S (5 5 S0 B B H T LA
et CD8 PR T 4k 1M . A3 E kA B ap PD-1/
PD-L1 £ TNBC T J5 Tl Fniay 7 v b HAO RS, LA
Sy EE AN PRI AR (R Ve A At

1 PD-1/PD-L1 #£ TNBC h RiXA B R 5HiE
[ EFA

iRl 20 PD-L1 [HPER S M B PiE %, —I
T FUBERT) meta 2y Hr " $EoRELIN PD-L1 BEME S5 A R
aRIRERfEp 3 (ansr Pk 3. EEgEAaE. B2k
M:F1 TNBC) A3, HEILWAGFH (disease free survival,
DFS) Fisa A= 47H] (overall survival, OS) 45%54)4H3<; TIL
HY 5 B 5 B 1) TNBC 1) DFS Fi1 OS #6355,  [A] i TIL
PD-L1 AP 4 E A ¥ K19 DES F10S; 475 PD-L1 HAg—
ERIPUGFIGTE, AR ZHZ 400 PD-L1 ATl ST
REAFIEZE S, DA SR b 56 T 72 FLIE b Anfer FH 40 % 2H 21
e 05 145 PD-1 Jz PD-L1 RIRHIFRIAR % 5, HAFFlfE T
MIZERATAEA 2, HEM AT RE BT AS RN FE L FH o % 20
QUEAR TR A ", PD-L1 PEYERE ., $odniuk
R (Mhymdniee, issgialsigni) . PRPEZGEaEd s (e
55, AMIR) AL UM AS B i R SR A

1.1 PD-1/PD-L1 {& TNBC p(f#3k
2014 4£, Gatalica 2 " FURFZEANA T 116 (57115 4
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# (% 53 5] TNBC), [ B7 [6)J§4 1 (B7 homologue 1,
B7-H1, XFRPD-L1) Hifk, LA 1% o2 s 5% (1 41 o s s
AN B e B PR, &5 R4~ TNBC 1 TIL fy PD-1 J¢
Jih 8 40 i PD-L1 (1925 75 3 B {2 & F HER-2 [HM: (n=5).,
BB (n=25) kA (n=33) TR, AHEH A 3 Ff
FLARSEL A, TIL (1) PD-1 % By 2miie PD-L1 43Rk ALk
BilFR L TNBC A fx i, ZRBASUFE L, 2017 4,
Dill 2 " R A LUE A, LLPD-L1 40l (4> 1%
TE S B, R T 245 BRI (Hrh 32% 4
TNBC) #1140 LRt 7L (b ELE5 5675 Jom i 74 72
% 20 {5 ), &5 8% PD-L1 [R23K 76 s [ 20 Rt I8 Y B
MR NAEAE S P, EEAAETHARI S, WEFE2E
FAER FLBRE R . 1T Mittendorf 25 " LA 15 R 19 05 75
% PD-L1 /9 SH1 T4 M 17 105 {5 TNBC 7 PD-L1 #Y
ik, UIBAPELNN >5% 1EA5HE, KB PD-L1 HPESR
19% (20/105), Dill % " f#fF 57 % B PD-L1 578 1 % &
(>50%) JEH W, EABILERE Y 2%, £ TNBC
HX 7 5% fk Al WL, PD-L1 7E Bl P i 265K 77 76 W i
B S B, LSRG R Y PD-L1 R A PEGT 7T RE AR (6 1%
Hl, PRABPHFARHLHRAZEST PD-L1 AR,

9% br E X%} + TNBC PD-L1 46 M /Y 4+ i % F 1E
IMpassion130 ff 57 " G5 R4l Jr R R % & . ZWFFOH 614
5] TNBC [&] i} %} PD-L1 f9 SP142, 22C3 Fi1 SP263 $i &
BEATAS M X+ SP142 i1 SP263 Hiifk, f PD-L1 fAHE &
ST fA[ 58 FE PD-L1 4 ¢4 () i Rg 1= i S 4RI (immune
cell, 1C) &5 g X s (Mbsmgam i, ifdad v o rdis J0 Bl A
i) WRRAIELE = 1%, *FT 22C3 Hifk, R4 MR
4> (combined positive score, CPS) %} PD-L1 {2k 3E47
FilUT, B PD-L1 Zetafyanie (Mhssgamie, ok Eaniefn B
WELMAR) % E AR T AN B E 4 b, fF CPS > 1
GE X A 22C3°, ZEREIR: 3 FhUAAS MY PD-L1 PHM: =
4y Wil A 46% (SP142) . 81% (22C3) Fi1 75% (SP263).,
— Mk 4 M1 %k B SP1427/22C3 2k 1%, SP1427/22C3" %
45%, SP1427/22C3" % 36%, SP1427/22C3™ 24 18%; i
SP1427/SP263~ 4 1%, SP1427/SP263" A 45%, SP1427/
SP263" 4 30%, SP1427/SP263 4 24%; & -~ 22C3 #
SP263 #4175 125 i i T A K BRI RE R S VRTT 2R 2 N,
il SP142 A8 75 35 PE M B UA B3 2 ol o7 35 PR PE B
B, RS HIAIL, SP142 IC FHE A 5k R
TrRCHE, Bk, SP142 IC #6:MJ5 75 CA vt A LT
PERSIN, CABES A AT REM BT RR R i ingik A R A 45 &
RUR MBI AIRTT AR EE 1) TNBC 3% (22C37/SP142" I
SP263"/SP142" ARE) ",
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1.2 PD-1/PD-L1 5 TNBC i)

5 T PD-1 & PD-L1 5if 5k 95 #LFRAIE 3¢ 2 WO B,
Muenst % " (fF9E % B 650 FFLIEE (TNBC 127 f5i)
PD-L1 fH¥EFR IR H A 23.4%, HERBEER, MK/,
g R, MBS IRE, B2 (estrogen
receptor, ER) il & FIE5H 41 A% BLIE Ki-67 m&RikHHE,
BAEWI " IR HF PD-L1 ik 5 TIL kF K fth 7 5
ARIEE, wFER. @mHNAS 5%, ER M, g%
& (progesterone receptor, PR) P, HER-2 &3k, &
B FRRO AR MR (=P, FERRAnMERE) SEAHSE,

T PD-1 & PD-L1 5T )5 5% & 1& £~ —., Monneur
2 "R E PD-L1 ik & — NSRS B OS A R
RIZ, EZH 5 A fg 7 £E LA TNBC A 32 1 5 JEe 240 i Y o sx
FsZnsioh 3, —4kE 870 A EFLE RS (s
222 {5 TNBC) (#F 78 " B4 o) % £ PD-L1 (5 %k &
X FL R B TR 72 AR AN RS . AR ™ R,
HiBb=iRT ((UIT) e ARBBIREL 52 228 fR I 5% B ik
FEZH 2 PD-L1 YRR 5 Jm i me SO0 2L s 8 22 i T A
%, JeH TNBCIEA!, 2017 4845 3Cifik ™ il T PD-L1
Fi1 TILs & 43 #7 /£ TNBC Wy &, UESE/E PD-L1 fHE:
B AR A TILs IR N B o & E & s
T2, 2018 4 Tomioka %5 ™ fURF L gR 15 K ULLE 5, b
152 A S 2 R AU A2 05 1A T 22 {5 TNBC .35 875l B)
BT A IR 4 PD-L1 (933K s 2508 TR AS U bR
A, 13 FIPFHMERALT 10%, 9 BIFHMESRE T 10%; Hifil
BOVRIT TR T AARA A, 19 BIRAMERAET 10%, 3 filFAM:
Hm T 10%, R BIGIT TUA 1 PD-L1 Kk, %
72 RS I T B A R TIL (53 A, 45 RARRAE
TIL /KT 30% HOSR2H, Hifli BhigyT il PD-L1 @&k (&
T 10%) & WiJa A~ R, DFS 1 0S % PD-L1 {R K ik &
BT, 2017 SER)—ERgMA 8 583 (5] % I B FLAR I 1
meta 53 #7 Z W], PD-L1 it 3%k 5T 8 £ 47, DFS JEE
K&k, HEE OS FRFEXKE, ##/~ PD-L1 il KikmlRess
Ba g sE R ™, HAHLHI T HEA PD-L1 A 263k Al it it 7L
Mg MR ) G 728 k3 ™,

SR A BF % ™ & B, PD-L1 %+ TNBC 9 Tl i
B — A B Y 52 Wi IR 25, 2016 4F Bae 25 ° 1y BF 28 1IE
5%, PD-L1 KRB A FIT 7S EE (TNBC 109 @5, 5
23.4%) HJ PFS 1 0S, {HiZKFEAZ AL TG
MR, RE XA Y KW, R4 PD-L1 RKiE 51
T g A B I PR B BRARFAE A G, (R A FIT OS, 5
—Tji & F 136 {5l TNBC [fiff ¢ * 7 idl i fh PD-L1 PH
HRRASHMRIEHAAEL, DFS BIBEK, Hoh, FER
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£ 238 {5l TNBC ffffr2e " rpth % B IRi 40 i PD-L1 1y
Fikxt T DFS & — A BULAYZ N K 2, PD-L1 FHMEAY
DFS W] %, 16 PD-L1 ik 5 OS I, —THAA 45
BIFLBR AR % (& TNBC 15 i) AUBFZE ™ o, 237
i 88 HB. & 78% £ E TILs PD-L1 PH, i A 21% £+
£ i 98 44 i PD-L1 B 72 PD-L1 A M 23k 59 b o,
7 4E TILs 32 FOAF£E S J& bk L 20 B 35 10 1 Bl it v
PD-L1 FAMEZAL (89% vs 24%, 100% vs 41%), LiBH i
TEAMRERY PD-L1 Rk v n LB R e s s iR &, &85
filRe T HAEA— A TR RAFRIZE ML, PD-L1 7 {z Kk
T TNBC 40l (64%). 4t (80%) FniElit (93%);
2 i it PD-L1 15 & 35 5 4% TNBC F 5 M 52 12 KUBS #H 56
(HR=0.450, P=0.035), Ttfijla]l/i PD-L1 &3k 5k E s
TXEEAHIC (HR=0.305, P=0.004), #ffghE PD-L1 &k
SHURASE Y, FURE R K SRR AR A LA AR
G JEPE ", TNBC Jf % ikt PD-L1 PHPE R SRkt b
BOATREAFAE—E 5o

£i b, PD-1/PD-L1 %fJ- TNBC i J5 I Fil | A & %
HITEM, 1H TNBC A & B A BRRY S ok, i1l 7
AR Al REAF R 2 5. DA RIBF SR E 10U £
HLB AT ™ (e 92 20 M TG 1 S A AR 55 1 29 A~3E R
(7n CD8A %) % TNBC ®lsr bk ithsm, B, AR
ELH AT SR 2R TT ORI SERF R TN BD A fpidk—
Pl RIEE,

2 PD-1/PD-L1 % TNBC B RAR R 577
HMXF

Xt TNBC B3, HAEiHFERIT T ZE 2T AR
LT oh . BT TNBC Je B o 28 858 o H A5 AH 6 & Y
PD-L1 k3., LA PD-1/PD-L1 % 4L 5 6 Pk 6 75 #4177 .
£ 1% TNBC 5 g #6177 1074 3%, Hlartkopf % ™ 75
2016 AERIBFFEATIESE, FHIET PD-L1 §99697 % T TNBC JE
RAFITRI s, B, &4 2460 PD-1, PD-LI
KAl T pk L 4nEE e Pr)E -4 (cytotoxic T lymphocyte
associated protein 4, CTLA-4) 830 M HER A VRTT EA
g PR iK%, BLEC A 5 A PD-1/PD-L1 i #% AH 3¢ 19 Il Rk
254y, 45 W& $i PD-1 [ Pembrolizumab,. Nivolumab FI
$L PD-L1 fy Atezolizumab, Avelumab #1 Durvalumab; i
W URTERBERYT . BRI FRRAR T S B, SR
T e 2R A D WRER, Ak Re B HESE, MM flsE
% TNBC B35 WK S5 1677 3K 4 A T BE
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ARG RIS 2 B b T L 20iRTT 2 84677 R
L) 5 HIMe ) TNBC, Pembrolizumab 15 T b ] £ vh .0 IR
ik U4 KEYNOTE-12 (NCT01848834) " 2k #£ £% ¥4 TNBC
HIIRTT 47 ok T 288k s TNBC PEAMF 5 b — 4B, it
111 347 T PD-L1 ik, 58.6% iy #EE 4 PD-L1 [H
Py B2 32 B ANHL, 87.5% w3552 1 7 4 Bh 1T sk 4l B
1BIT, 46.9% W BEHEZ T £/ 3 Zefigfiftyr, 25.0% Y
BTt B/ 5 47897, Pembrolizumab (F| & 10 mg/
kg, &2 1 k) HOLEZ5IEA 5 mgke (1 ~ 36 i),
HRLRREET R A 59.5 d (1 ~ 530 d);s {E 27 Bl PRAET T
B, ZWEM#=2 (objective response rate, ORR) 7y
18.5% (5/27), SEAZEMRFEHA 3.7% (1127), #sr &%
F 14.8% (4/27), FEIREHI2R 25.9% (7/27), i ik
Ay T4.1% (20/27), SLELEAMR AR S 17.9 B (B
Bl 7 ~ 32 J8): WA R R ARERES . BOf
KAWL, 32 GlLEE A S BIHELT 3 Bk R,
1 B3EFIE T AH 5 O 5R 18 M 1 45 N eI, KEYNOTE-012
7 PD-L1 fHE & AEVRHY TNBC G iRIT 4T T 9P
%, MEPRIRES 25.9% (7/27) ™, R B AT 32, MG
JF IR T PR 98 KEYNOTE-086 " 4 A 5645 TNBC
170 5], e PD-L1 [HME: & 61.8%, 4% 3 &k X UL HiRIT
i 43.5%, 4 3 JEE i S Pembrolizumab 200 mg % 4% 2
My SERROR, SRR PD-L1 [EE B ORR 2 5.3%,
5.7% , FEIRIEHIZ S Bk 7.6%. 9.5%; PD-L1 #ixE5H
£j Pembrolizumab J7 20 G B 2 AH Pk TCVRITAHOGIET S,
B HAE TNBC Gy iGTT HA W 597 R0l 8/ %2 a1k
Pembrolizumab % [k . 25 {697 FF 2% & LA _E TNBC [ 11
WIREHLH FRIGRRTZE (KEYNOTE-119) "' 8Lk, Hik
JTAHLL, Pembrolizumab F5f i 25 ok & £ 1 OS, {H PD-
L1 CPS = 20% MIERE (15 18.5%) (19 OS HiEddm, #&
BAS 5 (HR=0.58, 95% CI % 0.38 ~ 0.88),

2015 4 35 E R AE IR R % S - S5 A A T Atezolizumab
BIT (15 8020 mg/kg, 453 J8 1k, #8:14) LBt

TNBC #J £ 0 T Wl RBEZE (NCT01375842) ROk .

WE 2014457 21 H, A 2761, 21 I w] PFAE T AL,
ORR 24%, 3 ~ S AR R KAFH K 1%, H 1]
5 FEMG A M E ™ ZEBESE ™ i, PD-LI PBRMEE S
IC EEL> 5%, §REEA RAUBIE ™ Rk Ai T 2017 48
FEEIET R ESE S, IFAZLT 115 5] TNBC, 112
BRI ERAGTT 20, & —SiRyT 19 Bl 2R UL BiRTT 93
Bl b S5t R 2RO A, 3k 11 31 (10%) B3
XHATT A R, fifE PD-L1 PR (IC PFoy 2/3) i

http://xuebao.shsmu.edu.cn

| 83

ZRPLE FE 13% (9/71) 5 *F Atezolizumab {837 A / TG M
B OS fE{E 2R, HA Atezolizumab {&YT A b &4 1Y
L7 i SR AL G K 21 4 H 5 1278 Atezolizumab (59T
Xt — 2% K % 2RIRYT IR I E 4> TNBC 2] B8 7 A R A
BITIE, JFHBRBEIFNR e, hRyEiRiT £ TNBC
BE IR MRS AE T E ZIEE. 7E 2018 AT
PD-L1 #fiil R 1 #1iR5% (NCT01772004) A& ' v,
Avelumab 7 58 5] TNBC jE # i () ORR {¥ % 5.2%, fH
£ 9 {5 PD-L1 PBH P % i 1) TNBC 2 ', ORR W] ik
22.2% ,

PA Bl RIR DS #BHR /R 7E — & 2 B L bt PD-1/PD-L1 #.
Pkt F TNBC A ZEMREM . PD-L1 ik & TIL Bk
A REAS S AG A RV A A HR B Tt e bR, 1L
PD-L1 HLiAEIGTT FEE A B v H T3 S R G 33
(1 1 By e s 7 B AN R BB 5 DR AL

2.2 BRAIRYY

FESRUE SE B FTRAI R B Ay, B — G2 R A A AT A 5]
9 ORR FE A4 Niilig. e RRBUETT CBUT) it
TTESRITT, SR RABOT . T A myay T4, gk
I AR E FE B DU B, DA e B I S VR T I

TONIC WF 5% * e R BT 8 % R b AL PR Bk e |
it £ 4697 15 SR TT . SR 5 4 TP PD-1 25 4% Nivolumab
9T (3mgkg, B2 1ik), 5ARMIEE % BEIRIT
AL, 2 FTELRE SN ORR i (1K 35%), Hik
FyMigd (3K 23%) s MRy Za 4 i CDS PHAE T itk EL
o AR b Gk i, SR VR YT Y22 R SRk & . Atezolizumab
WA AR A S AZEGIT 33 41 TNBC (9 1 b B lm R B
78 (NCT01633970) $Ri& KK &1R7T & ORR 42%, —£&if
I, TERIRIT I ORR 43 I 54%, 30%™, $&/r%ikif
IR TR B Rk A, — Bk B 41 A E S T
5 R XS5 (IMpassion130) ' Hr, 902 44 A4 %2 it iR 7T 1Y
e fg P TNBC S22 4 111 BE L4 41, 1% Atezolizumab
S Bk B R AL 85 & VRS EHRTT, SRR
Atezolizumab It & iA7T 40 (IRGGL) 9 rh L ook e A= A7
#] (progression-free survival, PFS) 24 7.2/~ H, 2 &7
WeaTRITH (HIA) A S5AH, Atezolizumab &R
T 2HL R 93 e B30 1 IRV P A1 20% 5 TR 00 2 vt B 21
M AL OS 43 524 21.3 A~ HFn17.6 A~ A, RGBT
JAURS B AIC 16%, fE3LTH 369 44 PD-L1 fAE: (PD-L1 IC FH
P> 1%) ByEE Y, RIS T LR AL PES 4351
A TSAHFNS.0 A F RS 2H A 5 0 e s T AU [

AR (R . 2020, 40() (@)
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1% 38%; 2 L i OS 435Ik 25.0 S HAN 155 A, iR
H A FE TG AR 38%, ek, RIS A R BB A
B R, SERAERIT BT AR, ZRRIE 8 IR
TREITIHFEIT G REME B KA., BRI
JAYT I 1-SPY 2 5 sRIX 4 ', Pembrolizumab % 2 k7 i (b
T W1 & 7 TNBC BE R R 3, 52 hRIER
ITHIEE XL, Pembrolizumab I & V7T 41 B 58 4 2%
H 20% 12 & F
60%"" . 55— T % .0 FiT I BE WL <2 % B TT ST 52
(NCT02685059) w, 174 {5 B. ] TNBC H# (H 117
BIZ 5% M) B L1V H, S TaRAEQLZ AR
ST+ R LR + B ARE R BRI B LT, 45 4
J& 25 F Durvalumab w22 &L 71, 4538 2. 755 Durvalumab 24

fi# (pathologic complete response, pCR)

pCR 2k 53.4%, 2R 5140 % 44.2% (OR=1.45, P=0.287);

w2 5% O #3%, Durvalumab 4 522 & 5141 pCR 4>
WA 61.0% 5 41.4% (OR=2.22, P=0.048); %% R 0y,
BRI A& S LB H B LTT + Durvalumab w DL & i
FHI pCR, o H R ALIT T 44T 2 1 Durvalumab {6597 HY
&M s, E-TIRENLNE RS (KEYNOTE-522,
NCT03036488) “' i, 7 %#H By Pembrolizumab Bt 4 £ 7
41 (KEYTRUDA J5%, n=401) SrsiBhibsr (fbyy -
R %, n=201) LL#, pCR I 2 5 (51.2% vs
64.8%, P=0.001); {ElEEELF2 (event free survival,
EFS) J5 1, w0 Bl U5 iR 155 A~ A BE, 59T - %
B0 75 Z AR L, KEYTRUDA J5 52 0% 3t fifl By 3] 3k J
B E K ABE BEAICT 37% (HR=0.63) , BHEHZR
Pembrolizumab 55 L9 25 4% 75 1l By {697 o 9T 2 fn %
MRS (Keynote 173 & Keynote 522) /5 ££ 17 Hh
(NCT02622074),

HEI, RPE&ITEAHgT (NCT02730130, NCT02303990) .
DA fErT (NCT02499367), WA HER2 {67 (NCT03168880),
B A Hofh 9% 7897 (NCT01928394 . NCT02475213) . Bk
A MEK1/2 fiil #51y5T7 (TBCRCO047) Jeifk A MR H IR —
TR A% b S B2 A5 (poly ADP-ribose polymerase, PARP)
il e 57T (DORA, MEDIOLA, TOPACIO) il
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PRIRGE IEAEFEAT s SoIRITIRA T (NCT02303366)
TG & 80 1) 0fL 437 PN iz 2B K R+ (vascular endothelial growth
factor, VEGF) {477 (NCT00733408). Ik & H b % %
{BIT (NCT02381314) mylf R IR GE &5 oK, S RIFIRS:
KA, RS T 400 R G BB 25 4 I R BIF 5
W IEFE#EAT o, 4n: BiPD-L1" # 4 7 4-1BB (CD137)
B #% 3 7 OX40 {5 y7 TNBC 1y 1 b/ 11 1 s JK BF %2
(NCT02554812), CA-170 [ it PD-L1/PD-L2., $T T 40ii5
L V S5k Bk & I #] (V-domain Ig suppressor
of T cell activation, VISTA)] {437 TNBC i I Bl R
(NCT02812875) LAK bt -LAG-3+ S AZEE ] T HEF2 PEFLIR
B T b WG RIFZE (NCT02614833),

3 B4

£i BRIk, PD-1/PD-L1 { h b B 92 G 1 — A4~ #4
R DR A A iR 40 R 2 v £ v kROt T 4 Y i
1, AR, — R IR AE R BT 2E i ml. FCBEWT LA
TEA LR, W nl LAE A —I50n] RERY 15 45 b B2 T
TNBC, E%k Huixt+ PD-1/PD-L1 £ TNBC Z&58 4 Fh i)
TR R L PR L 2, (AN AT A A i AR — 21
PRI, O, RPN R BT R 2 A R
gi, FEABMR, HILE. FFIE. Ao LR IR R e,
Herh LB A BB g5 A i Lo RN PR B IR, 3™
AR 700 O R WS AR UL, A A
W8 B I i3 38 55 S P A AR R B Lk S R E R R A, K
2, A[E] g BB X TPL PD-L1 BHUIRTT H R BLAE], T
JEZCR AN PD-L1 {E Mg i M v A B A ot e &, i
BA ARSI AR bR 2 BB RT R, A JERII R
W Z0 4 3 A ST A bR S IR =R . e, B PD-
L1 $ifkifyy INBC BAAE— R DSHr B, 241/ 1)
WRUEMR, TRED TEREBRNIES, &G0
PR 0 75 A M ALY 254, XT38l B B il B
It B 52 FH B T A7 P S B R 2 5 2 WO WSS Al IR SE 9 A g
HESE.
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A% o FUBRE R, B2 P A6 T -1 (programmed
death-1, PD-1) =2k /& Gy Bk & H A8 K Ik 1 7Y % I bl
RH, BT HRSHBACERFH AL, 2RET
G R T 40, BANNE K B 2K A5 15 4 i (natural killer
cell, NK 4 i1 ), PD-1 J H: Bc & £ 77 4 %€ 1 B 1k -1
(programmed death-ligand 1, PD-L1), PD-L2 j#i i i %
F5 0 T AMAITE. Sz DA s i SRV 2
%5 ", PD-L1 & BT Kk — A, hEBEEN, ik
BT, bR 2R R I N R 2, i % R 2
N th# ik PD-L1 8/t v T4 3 (interferon-y, IFN-y)
P53 Ja i R IR PD-L1; 4 H 524k PD-1 4540, &
HOM DU R S T AR ORI T, (o oo 4 e 3 gl o M
2", JitPi PD-1/PD-L1 $sgfEdifk (#ii) P PD-1/
PD-L1 342 al LR B HU R 8CR , A T hi e sk ia
JYHRAE T AT EE Y, H AT PD-1/PD-L1 AH3E I BF T L2 K
Il E T RS IS, 7 TNBC {&IT Sidth ngg s 9
{ZFF )&, PD-L2 &Kk T ERgdiigfiif 28R4, thikik
T, Fxhis, PD-L2 UIhREMFR A R E, A
5T ™ $27 PD-L2 ZEUIMRE S (15 S SO B B 3 T LA
ek CD8 PH: T 4k #E1EH . ASCE kA H A PD-1/
PD-L1 £ TNBC TiiJ5 Tl Fniay 7 v Bz HA BT 3 g 1 LA
Sy EE AN PRI AR (R Ve A At

1 PD-1/PD-L1 #£ TNBC hIR AR R 5HiE
[ EFA

gl 21 PD-L1 [HAE B M B PiE e, — I
Je T FUBEAT) meta 2B " $LoRIELNN PD-L1 BEME S5 A R
e PRI ER fE b P 38 (4 Bk 3. i EgEAas. B2k
PEFITNBC). A=, H 5 TCHAL (disease free survival,
DFS) Fi &A= 4~ (overall survival, OS) 45 %54)4F3; TIL
HY 5 A R s B 1) TNBC 1) DFS i1 OS #6355, [a] i TIL
PD-LI Ml 40 HAG ¥ K/ DFS #1 OS; fi1 PD-L1 A —
ERITUGE FRINGTE, AR ZHZ 400 PD-L1 ATl ST
REAFIEZE 5, DA SCHR b 26 T 72 FLIRE b Anfar FH 40 % 2H 21
e 05 145 PD-1 Jz PD-L1 RIRHIFRIAR % 5, HAFFlfE Tl
MIZERATAE A2, HEM AT 58 BT AS RN FE L e % 40
GUEAR TR A ", PD-L1 PEYERE ., $odnik
R (Phymgni, issgialmigni) . BRPEZGaaniady (e
M55, AMRR) AN, RFLISE A B v B SRR e

1.1 PD-1/PD-L1 {& TNBC i #ik
2014 4%, Gatalica % ™ (IRFZEaI A T 116 {5l FL R 5.
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# (% 53 51 TNBC), i B7 [6)J§4 1 (B7 homologue 1,
B7-H1, XFRPD-L1) Hifk, LA 1% % e 5% (1 41 o s sk
g T e R P, &5 R A% R TNBC v TIL 1 PD-1
Jii 3 40 iz PD-L1 #9235 39 W i = 1 HER-2 fHME: (n=5)
BB (n=25) ks A (n=33) WM, AHAZH b 3 Fh
FLERIE R, TIL ) PD-1 K o4 PD-L1 LRk LL
BilFR A TNBC A i, ZRBA SIS E L, 2017 4,
Dill 2 " R LUE AR, LLPD-L1 20l (2> 1%
TE S B, R T 245 B JR S M LR L (Herh 32%
TNBC) #1140 {3 # 1 7L g (R TGS L 7S S i 4 72
%20 f51]), &5 F o PD-LAVKHY 235 6 A [ 2L 8 I 7
MR NAEAE S e, EEAETHARION S, BEFEZE
BAPE 9 FLIRHE b o 1T Mittendorf 25 " DAL 1 R (19 05 75
% i PD-L1 [9SH 44445 M 7 105 5] TNBC # PD-L1 {1y
ik, UABRPELNN >5% 1E A 5HE, KB PD-L1 HPESR
19% (20/105), Dill 2" [ 58 % B PD-L1 55 {8 1 % €
(>50%) dEHFEW, EATBILERE Y 2%, £ TNBC
HE 5% BRI, PD-L1 76 s A i 2k 7775 1A 2
A ST, ML ZE I A A PD-L1 R B PR vl REAE (6 1%
Hl, HRABRIHFARHL WAL PD-L1AG,

5% By’ T TNBC PD-L1 4G il 1 4 i 2 T 1
IMpassion1309JF 57 " G5 43l Jr R IR V% . IZWFF0 614
il TNBC[R] I %t PD-L1 [ SP142, 22C3 F1 SP263 i A&
BEATAS I X+ SP142 i1 SP263 Hiifk, f PD-L1 A&
S AT ([ 5% E PD-L1 G €4 (1) g iz e S 2 4RI (immune
cell, 1C) & g Dx sk (JrboRg 4, Tifrdad ph g Jo) BB 6
i) WEARRIELE > 1% T 22C3 Hifk, RABEA PHEERE
4> (combined positive score, CPS) %} PD-L1 {2k 3E47
Fr, BpPD-L1 Zetryanits (Mpmanis, ke aniefn 5
WEARNE ) % H AR T IR anie S B E oLk, % CPS > 1
GE X A 22C3", SRR 3 FhUAAS IRy PD-L1 PHM: 2R
5y Bl Ay 46% (SP142). 81% (22C3) i1 75% (SP263),
— Bk 4y B R B, SP1427/22C3 2k 1%, SP1427/22C3" %
45%, SP1427/22C3" Yy 36%, SP1427/22C3" %y 18%; ifii
SP142°/SP263" Y 1%, SP142°/SP263" Jj 45%, SP1427/
SP263" % 30%, SP1427/SP263 Yy 24%; & 7% 22C3 Fn
SP263 A4 J5 125 i T 4K BRI RE R S VRTT 2R 25 AT,
1T SP142 A6 75 2 PR B & (U A ik 2 Tk I 75 12 PR B
B &5y . WFEMS PRI, SP142 IC FHHEEAH SR
TrRcHE, Bk, SP142 IC #5575 T A v fbHENE AL
PERSIN, CABES A AT REMBTRR R B bi gk A R A &5 &
RURMEEAIRTT AR EE 1Y TNBC 35 (22C37/SP142" i1
SP263'/SP142" A\Rf) ",
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1.2 PD-1/PD-L1 5 TNBC i)

5 T PD-1 & PD-L1 5 i 5k 95 #LFRAIE 3¢ 7 WO B,
Muenst % " [ fF 5 % B 650 FFLIEE (TNBC 127 f5)
PD-L1 fHPEZRIE AN 23.4%, HRIKHER, MK/,
Sl R, MBS IRE, MEBEZ M (estrogen
receptor, ER) il 2k FIIE5H 41 A% BLIE Ki-67 m&RikHHE,
BAEWI " IR HF PD-L1 %35 5 TIL kF K fth 7
AREE, wFER, mHNASF 5%, ER M, 2iEEZ
& (progesterone receptor, PR) P, HER-2 &3k, &
B FR RO AR MR (=P, FERRAnMERE) ZEAESE,

T PD-1 & PD-L1 5T )5 5% & 1& ~—., Monneur
2 "R E PD-L1 ik & — NSRS B OS IR R
2, EZH 5 A fg 7n £ LA TNBC A 3= 1 5 JEe 20 i Y v sx
FRsZnsioh i3, —4kH 870 A EFLE RS (s
222 {5 TNBC) (#fF 78 " B4 o8 % #f PD-L1 (15 %3k &
X FL R B TR 7 AR AN RS . AR ™ R,
Mk EIRIT ((UIT) JaARBBIIRBL 52 2% fR 5% B ik
FH 2 rh PD-L1 YRR 5 )R me S 2L s 8 22 i T A
%, JHH TNBC AL, 2017 445 30k ™ 4 7 PD-L1
A1 TILs & 43 #7142 TNBC Wiy &, UESE{E PD-LITH M
B P R RN TILs RN B % & i E &k FIsE
oA, 2018 4 Tomioka %5 ™ fURFFE gk 19 K M55, b
1182 A S 2 B A 05 1A T 22 5] TNBC B3 37l B)
1677 AT MRE 4R i PD-L1 [ 263K s <25 Do o il i A ) A
A, 13 BIPHEERALT 10%, 9 fFilHERET 10%; ikl
BRI TR T AARA T, 19 BIPHPEZRAT 10%, 3 il M:
HE T 10%, R BNG Y NUAT PD-LI Kk, %
2 RS I T IO o TIL [ 5y A, 4 RARORAE
TIL /T 30% HOE2H, i 4liBh iRy T il PD-L1 @&k (&
T 10%) & J5 A~ R, DFS 1 OS % PD-L1 X% ik & W
TR, 2017 AEf9— A 8 583 (5|75 I B! FLAR 1Y
meta 53 Hr KB, PD-L1 i ik 5B A7, DFS J L
RFR VRS OS HEEKEL, 47~ PD-L1 il Kk nlRess
Ba g sE = =, HAHLHI T EA PD-L1 A 263k Al e gt 7L
Rt ge AR MR ) G 728 k3 ™,

SR A BF % ™ & B, PD-L1 % F TNBC 9 Tl i
B — A B 52 Wi IR 25, 2016 4R Bae 25 ° 1y BF 28 1IE
9%, PD-L1 WA A FIT 7L E& (TNBC 109§, 5
23.4%) HJ PFS 1 0S, {HiZKFEAZE AL TG
MR, F4E AR Y KW, R PD-L1 [&is 51
T g A B I PR B BRAFFE A G, (RS AR OS, 5
—T5i & F 136 {5l TNBC [fiff 52 * 7 ifl i oh PD-L1 P
PHRRA S RIEAAAEL, DFS BIBEK, b, E8
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£ 238 {5l TNBC ffff2e " rpth % B IR 40 i v PD-L1 1y
Fikxt T DFS &2 — A BULAY 2R K 25, PD-L1 FHMEAY
DFS W] %E K, 16 PD-L1 £ik 5 OS Ik, —THAA 45
BIFLER R % (& TNBC 15 6il) ARFZe ™, 287
i 8 B35 rf 78% £ £ TILs PD-L1 PH%, i A 21% £+
1E i Jeg 44 i PD-L1 B 72 PD-L1 A M 23k 19 b o,
7 4E TILs 32 FOAF £ S D J& i bk EL 20 B 3 10 i Bl o & T
PD-L1 FAMEZGAL (89% vs 24%, 100% vs.41%), iBH i
TEAAERY PD-L1 Rk vl n LRSS s G R &, #85r
filRe 1T HAESD— TS RAF RIS HIMLATS PD-L1 S {z Kk
T TNBC 40l (64%). 4l it (80%) Fniml it (93%);
2 i it PD-L1 15 & ik 5 ARTNBC i 5 M 52 12 KUBS #H 56
(HR=0.450, P=0:035), jfijlalJi PD-L1 &7k 5k k5
T AH G (HR=0.305, P=0.004), 4@l PD-L1 %Kik
SHUR A © U R K S R AR A B AR
G JE M P INBC J§ % ikt PD-L1 PPk R SRk ke
BATREAFE—E 5o

£: b, PD-1/PD-L1 %fJ- TNBC i J5 I Fil | A & %
MBI, {H TNBC A B B A BRH) S ik, 51
FEARNE RS AT REAF (R 22 5. BLA RYBF 2SR IE 10U £
FLE A RIS et 92 20 M TG 1 S AT AR 55 (1 29 A6 R
(&n,CD8A %) TNBC ¥4y b g ik, . IKAIR
TLHLATLI S 2 1R TR, (LI SRR TN D A fpidk—
PR IEIE,

2 PD-1/PD-L1 # TNBC B RAR R 577
HMXHR

XFF TNBC 3%, HuiFEEIEIT £k &L F AR
FEIr A FE. BT TNBC J H R85 v B A A 6 & Y
PD-L1 7k -, LA PD-1/PD-L1 4§ 5 i I IR 40 9% 7697 2
2 J% > TNBC $i hiRgvA 37 a5 . Hartkopf %5 ™ 7£
2016 AFRIBFFE A IESS, BHELWT PD-L1 #9477 % T TNBC L
RAFITR s, B, &4 2460 PD-1, PD-LI
K Anfes: T pk 4l E e Pr)E -4 (cytotoxic T lymphocyte
associated protein 4, CTLA-4) 830 M HER A VRTT EA
i PRI 95, BLEC A 5 A PD-1/PD-L1 i #% AH 3¢ 19 Il R
Zi %y, 4y Bl 42 B PD-1 1 Pembrolizumab . Nivolumab F
$i PD-L1 Y Atezolizumab, Avelumab #1 Durvalumab; ji
o THRIBNEIT . R RGeS B, HE N
T ek A D WRER, Ak Re B RS, MMl
% TNBC B35 MG IR S 769 T 5K 4 A FTRE
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2.1 pGIRYY

IR IR R AR 2 B rh T 0 32500897 2 BRI R I
L) J5 B9 TNBC, Pembrolizumab 15 T b # £ vp.0 1k IR
I KEYNOTE-12 (NCT01848834) ' 4 # # {4 TNBC
HITRTT HF K T 281 TNBC PE A #IFST i — AP, Jhit
111 {5347 T PD-L1 Kikfiifr, 58.6% (¥ 4 PD-L1 [H
Py B2 32 BN, 87.5% B4 132752 1k 3 By Ak y T s B
HRIT, 46.9% MBFEEZ T £/ 3 g ityT, 25.0% 1y
Bt T/ 5 87897, Pembrolizumab (F| & 10 mg/
kg, A2 JA 1R) hAigigisieEh S mgkg (1 ~ 36 #),
H AL RREE R A 59.5 d (1 ~ 530 d);s £E 27 R PRAEI T %
B E T, XMEEMEZ (objective response rate, ORR) 24
18.5% (527), SAGMEN 3% (127), o iR
H314.8% (4/27), PBEIRIEHIZ 25.9% (7/27), 5t E
A T41% (20/27), SEBEEARAI AR A 17.9 & (76
B 7 ~ 32 ) WA R M AR AR S . TR
KL, 32 BIEE A S BIHEL T 3 R,
1 FIZE TV6 9T AH G B R 8 P 1L 57 N B 1fL, KEYNOTE-012
7 PD-L1 [ K AR ) TNBC iRy it 4T 7 9248
%, MEPRIRES 25.9% (7/27) ™, AR B AT i 52 oo BEJF
FF R 11 3l PR 78 KEYNOTE-086 ™ 44 A F2 14 TNBC
170 i, Hrfr PD-L1 PHME &7 61.8%, 452 3 &K LA LiRIT
i 43.5%, 45 3 JE & iiE S Pembrolizumab 200 mg % 4% 2
AR SERARIR. SRR PD-L1 PR &1 ORR % 5.3%:
5.7% , JERIREHIZR S A 7.6%., 9.5%:PD-L1 FirhEH
5§ Pembrolizumab J7 20 TG B A ME s TIBITAHIRIELY,
LR HAE TNBC %35 iRy T H AP SO T 581y 4 1k
Pembrolizumab %t Lk #gl {697 FI T £ ) UL | TNBC Ay Il
HIBEHL BRI BRI 2T, (KEYNOTE-119) ™ g5 iRk, 51k
FYHHEE, Pembrolizumab 4 B 2 ok 3% R 1Y OS, {H PD-
L1 CPS >20% fHERE (15 18.5%) Ay OS WIBRm, %5
HAES 2 (HR=0.58, 95% CI 4 0.38 ~ 0.88),

2015 43 EEAEMF S0 X AR X A A T Atezolizumab
BT (15 8020 mg/kg, 433 A 1k, Fegh14F) K

TNBC # £ w0 T Wil R BEZE (NCT01375842) ROk .

WE 2014457 J1 21 H, AH27 B, 21 il m] PFAh T 4L,
ORR 24%, 3 ~ 5 % AR R B & HE 34 1%, o 143
5 FEMG A M E ™ ZBEAE ™ i, PD-LI PHMEE S
IC EEb=> 5%, §RFEA BRI ™ Rk Ai T 2017 4¢
FEEFIET RS S, IFAZLT 115 5] TNBC, 112
BRI EFAGTT 20, & —SiRyT 19 B, 2k UL BiRTT 93
Bl b S8t IRy 2RO A, 3k 11 31 (10%) 3%
XHATT A R, (e PD-L1 PR (IC PFay 2/3) v
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ZRPLE FE 13% (9/71) 5 *f Atezolizumab {837 4 / TG M
EHH OS fE{EZE5e, HOW Atezolizumab {&yT A B & EHY
WAL 27 iR SR A GR 21 S H s #2878 Atezolizumab (&7
Xt 2R T 2 £IB T Ja iS4 TNBC 2] G A FE A RY
BITIE, JFHRABEFNR e, hREiRiT (£ TNBC
BE TR MRS AE T ZIEE. 7E 2018 AR T
PD-L1 #fiilk 1 #1ik5% (NCT01772004) A& ' v,
Avelumab 7 58 5] TNBC jE % i ) ORRMY 2% 5.2%, fH
£ 9 5] PD-L1 PH P & ik i1y TNBCUE & 1,0 ORR #] & ik
22.2% ,

DALl R IG5 AR 42 7R 8 — & # JE 4T PD-1/PD-L1 3
Pkt F TNBC B AT MRVEAL PD-L1 ik & TIL Bk
A REAS SIS A AR TR AR B B e FE bR, HBT
PD-L1 HUARAEIG T e ik 2 v |l T30 S 7% R G 230
(1 1 By g s 0 B AN R B R 5 DR AL

2.2 HAIRYY

LE 206 SE ST RAI R B Ay, B — S 2 A A A AT il 5]
Y. ORR FEA 4 NifhE. #de k&Y Olgr) St
TSR, SR RABOT . T R myay T4, ek
R 2R A SRS WD R, DAk S8 3 A R 3 TR T I

TONIC WF5¢ ' e R BT 8 % R bb AL SRRk e |
BB LT 15 S 69T, SR )5 4 T Bt PD-1 254 Nivolumab
RIT (3mgkg, B2 1k), 5ARMEE % BEIRIT
AL, %2 TR IE SN ORR i (1K 35%), Hik
MEA (G5 23%) s kg 412 i CD8 BRI T ik B2
o AR b Gk B, SR VR YT Y22 i SRk & . Atezolizumab
A& & A S ERIT 33 6 TNBC /9 1 b ] 1 5K i
7 (NCT01633970) #f i I A1RYT & ORR 42%, —£kif
I, ERIRIT I ORR 43 Il 54%, 30%™, $&/R%ikif
IT R RN AT AR R ARG, — Tk B 41 A E Ry 1T
I R X5 (IMpassion130) ' Hr, 902 44 A4 %2 it iR7T 1Y
e f P TNBC #.2 # 1:1 BE L4 41, 17 Atezolizumab
SR BRI AR AR QL& EEEIRTT, SR EIR:
Atezolizumab It & iA7T 4 (IRGEL) 9 rh L T ok i A= A7
] (progression-free survival, PFS) 472/ H, 4 i
WeaiRITH (HIRA) A S5AH, Atezolizumab &R
IT 2H A 958 973 1 T B8 50 T JAURG: PR AR 20% 5 TR 06 2H st IR 4.
AL OS 43 5ok 21.3 A AT 17.6 4~ RIS ISET:
JAURS: FAIC 16%, fE3LTH 369 44 PD-L1 fH% (PD-L1 IC FH
P> 1%) BEE T, REA R IRA R 7 PES 43 3l
A TS A A S0 A F TR0 2H A 95 i e A T XU [
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i€ 38%; 2 2 i OS 43 31k 25.0 S AN 15.5 A~ A, ik
HAHE TG FEAR 38%, Hesl, R8s A R BB AN
BB, SERAERIT AT AL, ZETFIT 8 eiiE
TREITIHFEIT G REME B KA. R
JEYT ) 1-SPY 2 5 s Ik Ua ', Pembrolizumab K% 2 ki i (L
T W TE & T TNBC BB R MR R 3, SRR
ITHIEE XL, Pembrolizumab I & V7T 41 I B 58 4 2%
H 20% 2 & F
60%"", 55 —J9 % .U R IEREHLS E 2 i 506k 8 1T 15T
(NCT02685059) r, 174 {5 B. 1] TNBC B # (Hp 117
BIZ 5% A8 B 1BV H, S TaRAEQLZ AR
SAEE + R LR + IR AR AR BTET R B LT, 45 4
J& 25 T Durvalumab s 22 &L 71, 4538 2. 775 Durvalumab 24

fi# (pathologic complete response, pCR)

pCR 2k 53.4%, 2R 5140 % 44.2% (OR=1.45, P=0.287);

* T2 5% 0 #3%, Durvalumab 4 522 & 5141 pCR 4>
WA 61.0% 5 41.4% (OR=2.22, P=0.048); &% J: 0y,
BRI A A2 2B B {LIT + Durvalumab w] DL & A8
H 1 pCR, JLHRALTT HF 4G T 5 Durvalumab &7 ) 8
&M s, E-TMRENLN E RS (KEYNOTE-522,
NCT03036488) “' i, 7 % By Pembrolizumab Bt & £ 3T
41 (KEYTRUDA J5%, n=401) S5lighibyrdl (s -
LR 5 %, n=201) L, pCR . 2 o0 (51.2% vs
64.8%, P=0.001); {F T3 EELF2 (event free survival,
EFS) Jjif, (L BE Ui e 15.5 4 ik, 51697 - %
AR5 S AR L, KEYTRUDA J5 220554 Bh 10 1t e 70
i B K 19 UBE BEAIC T 37%. (HR=0.63) , B HEHEZE
Pembrolizumab 5 L9725 ¥ LR Hl Bh {697 o 9T 28 Fn %2
SYERF (Keynote' 173 5 Keynote 522) {5 £ it 17
(NCT02622074),

HAl, FERITHAAHTT (NCT02730130, NCT02303990) .,
DA LT (NCT02499367), IeEHEm HER-2 {67 (NCT03168880),
A Hfth a2 78T (NCT01928394, NCT02475213), Bt
A MEK12401 5517577 (TBCRCO047) Je kA MR H IR —
TR A% P S B2 A 5 (poly ADP-ribose polymerase, PARP)
il $E 7597 (DORA, MEDIOLA, TOPACIO) il
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PRI IEAEREATH s SPEIRITIRA BT (NCT02303366)
TG & 8 1] 0f 37 PN 2 2B K R+ (vascular endothelial growth
factor, VEGF) {477 (NCT00733408). Wk & H b % %
BT (NCT02381314) fIlm R C&5 R, 5 RFFIas:
KA, SRS T 400 R G BT 25 4 i R BIF 5
W EfE#E AT, 40 bt PD-L1" # 4  4-1BB (CD137)
8¢ % 2h 71 OX40 & 97 TNBC fy 1 b/ 11 #] Ifi Ik BF %2
(NCT02554812) . CA-170 [ i PD-L1/PD-L2, bt T 4Hiuih
L)V S5 k986 Bk & 617 (V-domain Ig suppressor
of T cell activation, VISTA)] y&J7 TNBC 1y 1 Bl BEAFSE
(NCT02812875) AR bt -LAG-3+GA2 B ] T F2 PEFLIR
R I b BR PRI (NCT02614833),

3 B4

£i LAk, PD-1/PD-L1 1 2 I B 58 &0 D — A~ #h
R DR A LA s 440 M6 2 10 1) v JBE R RO T 2 e ) 1
45, P06 5 A — FE T R A BT Y 2k s, CRE R A
TR PR A, wT DAVE A — T nl BERY TS H8 A% B2 H T
TNBC, 8% Hpi*tT PD-1/PD-L1 {£ TNBC Z& 5 5 H it
TF il DR S IR R 2, (AN ] A I A AR — SE
f I TR B 5, SR AH DG AN R B AT B 24 &
Gi, AR, THILE . FFIE. Wb UL B R 5,
HACLB R AN RS B d A B Lo AN R BT, S
A 28 il 00 I B I MR LB VR T AR O, AR A B
i HE o i 35 S G % AR SRR B Ak R R R R R A
R, ARl g B30 PD-L1 Bty TR R B AN, T
JE RN PD-L1 fE M an i b Rk B A daxt X &R,
B — AR AR LB A TRTT RO, A e I R
TFF 28 5 A SRS T R AR S IR R . B, B PD-
L1 HifkiaIr TNBC RAL/E—/ NP Hr B, 24 1/ T
WRMEMR, FEEDTEREBREE, RA80
il A e S A HoAh ALy 25, b T Al B Sl B
7 B oz FHT ) ml A7 25 1 5 22 S %2 WO TR 2 ARl R S 9 A i
HESE
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