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Advances in treatment of triple-negative breast cancer
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Abstract Triple-negative breast cancer (TNBC) is the most malignant subtype of breast cancer with highly aggressive and
heterogenous nature and a tendency towards early recurrence and metastasis. At present, chemotherapy remains
the standard treatment of TNBC. However, with the rapid development of omics technologies and the increasing
deepening of understanding towards the molecular biologic features of TNBC, researchers found that it is
possible to classify TNBC into several subtypes, and to perform tailored treatment strategies based on the specific
characteristics of its subtypes, and meanwhile to develop target drugs through discovering the novel therapeutic
targets based on both intrinsic signals and extrinsic microenvironment of the cancer cells, and finally to add them
into standard regimen after translational clinical trials. Targeted therapies based on molecular subtypes may
become the future direction of precision treatment for TNBC.
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F2Z{A2 (human epidermal growth factor receptor 2,
HER-2) kX FL I #E 47 70 70 24, ml LAAR 98
FikiE o M E R . HER-254 Rk A . = FAMERL
i# & (triple-negative breast cancer, TNBC ) '*!,
HRAE AN [8] 73 5 73 L o3 2 T I6 B K b ks 1 LR
BAE MU,

TNBC i B AR FLIRFE R 10%~20% , TE I IK |
ESCHERZER . PREL, Jf HIAHER-2974,
DR ke = AR IR 7 #E R, H AT AR 302 £ =AY &
vy T RN M T HAB RS, TNBCAR 22 ¢
MR, RIF2ENAE S R &, JF HARET HAL
TUFL MR BB 5y R A b e ¥, SR e B BB BB A
A HE (overall survival, 0S) fXF13~187HP,
AR, BEAUUSEHA . Fstdl bR 2%
TR K, WL E T R BLTNBC N & R A A7 78
S, AT LR AR R AR, R T b 4R Y
T MR R %, FIERHRIETNBCAY 43
T SRR T R B AR, R 2 I IR 5
WA T B iR, RORMES A 2 19K 1 %t
BT 1oy BB a6 T 07 RIEAT IR AR R

1 TNBC HHREIRBIT AR

FAT, . FARGITIIRETNBCH) br i
HIFIT S, M T HABZL R 2L, TNBCAEY)
FAT R . BUS 2, HXARTT R BN
XL o X T Rt TR S |H IR 5
&, W, UHOEME R R, IR
A4 A7 B BIR YT o TNBC R 098 4l B ig o7
PIARTT O 3, B T K B B 8 4 2 i R3S
( pathologic complete response, pCR) , X} F &
K B TNBCHE, pCRAEME S H I AYOSH
SN TR e 2 AT A 22 T PR 3 R TR R
B B BOT B9 AR AR, B H AT N T AT SRR
TERG OGS B B, X T AT IR FL TR, SR A I
TR R, 2RI Z WO,
A7 TS B 19 4 BRIy 5 58 . BER B 5T I IR
AL WP EMAW R I EZ AU GWAS . &
IR, IFB W R B F &R T BB, Rl
JEXTEE T ARMFE B METNBC (mTNBC) , fRy7
AMBRAE .
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(anthracycline, A) | 2122 (taxane, T) 2§
Y, CAGLB 9344058 K IAEH Biicyr v, M
T HEA KLY, BIRF R ERLELGYA
DLW 29173098 k558 K, IF B %
EhHESWRFHWBFE" . 5HFFRMR
IR /N N e o) S R R S T e o (R - RV N AN
FARAYEE PRI AR S T kR D A TR
I PR s A= 2% 300l O B 4 25 45 O AR D
VAT 7%, BCIRG-005BFFE 427, %l Bh o B
FH LG T R 2 05 b 28 . A58 . ARk
i (cyclophosphamide, CTX) ITACH %, AC-T
J7 X A R AR 25 AHAL, 104FE0S (79.9% vs.
89.9%, P=0.506) S5 LHEL (disease-free
survival, DFS) (66.5% vs. 66.3%, P=0.749 ) %45
e 5, JF HEA AR AU o o i 2 s b,
HiE—2, INTENSHFR R L FTACHZE, 1
B B IR IT B BEXT TINBC R f FHAC-TH £ WA S
KEIpCR, SIEDFSAMEIN10%", A5 LL i AL
8 EH T J7 I, 7R R UEST AR LAl Ll B
Ui 22 1 I 6 97 T % o

AR, TERSEN . SR AYR IR
b, BEEEASEOT R R S, U
PO . KBRS 103 08 AL T
2y ) WA B, (R I AE 3 At S0 R
25 25 5 L3R i R T AL, TERT AR B . BB,
MIGEIRIF PSR . EIIICBCSGO06HF
FEH, AT+ P (GP) M F ¥+
Vil B AE K mTNBCH EDFS, If H% &g
WO AT R AT GAPTFIE T, 1 R B+
1 CAP) ML TGCPH EME WA (objective
response rate, ORR) Bl R Jt&, PFSHIRIEL,
HHEAEmMMEHENE, 200 EAENN
mTNBCHEH 1 —LI0IT TR . —WiMetadr M &
B, BEXT FBRCAV A AR B3, TE8 i iR
JE IR 25 BE S B B AL S pCR, (H[F B & 1F
e ) G T S 17 o L (T ¢ i BT D gl L
PATTERNIG R LE L3 T B 8 S A2 e+ R %8
(PCh) SFEC-THrUETT S, KIMPChIT E R ]
W ES4EDFS (86.5% vs. 80.3%, P=0.03) , i
PP R EA S E A G RR R R, H
zEE MBI B ( HR=0.39, P=0.04) "8 T4k
TG F KAy, DLR B AR R0 1 ik
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ST A R, RO EEE, AR )T
12 RyE, CREATE-XIGRIAE &, £ X TNBCH
WG B, WORIKFpCR, AL R B A R
L BhIG Y k3% 0S . DFS™!, WAL, 7ECBCSGO10
s, MFAREHFBITNBCER , TR
FEC-THN A -REEMbIEA 7% (XEC-XT) fAefg ] i
FSAEDFS, I HLM 32 Pk R4, B B InAH R B
WP R A AT ZE A A T HE R, TR R AT TN B CA
By om A R R B s 0S5 DFS, R
FE R R 42 25 25 W G Sk 1 A R 8% At i B Ay
AR5 Y 7 A S, Xt BEE TR B il I AE Bl B 1k
Jr AL . B HE— 20, R 4G 25 07 SRR O iR
FA T RIS, SYSUCC-001WF5E &M, X T
ARG RIITNBCE#E , TEFR MR BRI 7 & Lo
FHAR R i 40 R BB S Y W HIR YT B R R
FISAEDEFS, Jf HZe etk At

FAE, A1 AREZMTNBCKE —4 7 5k dk
AR B, ARIT R R AR AR R A TNBC R
FAEW B 5 e, 7ELehmannZE N B I VICC
( Vanderbilt-Ingram Cancer Centre ) 435l &
SR MAKpCRZ K 44.7%, BL1EI B H B pCRZA] LU
KE65.5%, MAELARB P HAG21.49%", #
ARERATER T EF X B B T A S 2
2, TEEAR T R e TR B R A R AE
AR, JFH, ETHANE, RATAME LA
ST E &k ARET, Kok, BFRE
T BT TNBCAS [A] by 0 78 20 AR 9 1) o
T W F AR, BnA & R A RoE . B
ZMPIK3CARAES, SRELZIEH TTNBCEA
(R B IR Y B A, R AR A L P S T 1 B e
filt, XA 6] 43 43 U BB 3 45 T A B A 1) 3R T
R, E TSR T B R AR I R AT
AT

2 TNBC WY FH BG5S EMIE

TNBC 2 — 2 25 o 5 001 A 2 0 2 A
Bl DS R AL . B Skl AR 2 4 2E B R e R
KB, TR EXN TINBCHIT R BHRA, NE
AR R LAY AR, B TH R HETNBC
G RN ARY , Horh 5 e i KA 52k T VICC A
A, Baylorsr BRI H K2 LRI AE 0> (Fudan
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University Shanghai Cancer Centre, FUSCC) 43
BY, A B IR % B BY O 1 AR ) e R AR Y TR, R
T AR R I T B R B R T OT R
EAF 4 2 19 &, FUSCCHTBA i — 25 4 Hh G AU i IR
B FEAT S5 e I I AS B A OR . BRI R I
IREE AN B
2.1 VICC & &!

20114F, 3B AVICCH Lehmann 2™ g 4
2UA AL HHE PE LS8 TBITNBC B # 19 15 B,
BTN RBERL TTNBCH A28,
FL 45 SR FE 18 (basal like 1, BL1) | BL2,
b E P T Y (immunoregulatory, IM) . [f
A (mesenchymal, M) . [8] 35 5 &% 40 fifg #Y
( mesenchymal stem-like, MSL) . Ji& 1 ME# & 2
& (luminal androgen receptor) , H¥BLI.
B2 4 7 12 B0 B g ) 200 ] 005 DN A 5 405 4 S 3 I
Fik, JFH®EIAKI6T, FHMNETHEN LT
J7 Sk AR, IR SRR B Z i S fl e 1, vl
ez iR EIRYT ., M. MSLIE R & 4 - j7 - [a) Jit 4%
Bl (epithelial-mesenchymal transition, EMT ) fi
AR A OGS, FTRE M PI3K-mTO R i 55 5K
%5, MLARM A b & RiK M K Z K (androgen
receptor, AR ) , BULARIGYY, a0 R 2y & i
(enzalutamide ) . b REBE (bicalutamide ) 55
25y i) BE XS Y R A R e SR 0E ST R %
43 B EL A R A I R L AN R, Xk TR YA T
B, BLIWHRIpCRF /e (52% ) , 1MBL2WE
TJLTF B B A KB pCR, LARIE A A £ 441K
It HZ 4 B 0] DUAE S p R 2 7 #2278
20164F, iz P BN 1k — 2 fif JH 20 ZU0 B 2 3 B R
JCAR AR WD) B E R T T LR G, R IIMAN
MS LI e 540 3 ) e 5T B 456 v ) b L2 4 e 5 )
AR, PR R TM AT MS LA B il A MO A, DT A2
SCHTEITNBC Y 7 8, 404GBL1, BL2, M., LAR,
[Fi) B 7 I A g 4 2 22 T % 41 S B AT 6 H L R R
TEWUG . BIZAERE . MR 0 9 R EL A B PR =
Jry ¥ TSI Ak 52 R e B 21 4 B 2 Ty 1D 4 A AE W
B2ESF B R B T VIce sy
BB IT 5 58, R 3EAT mBE 43 Fr L H ¥ 5 BT X5
P 0 I B P I PR R AT IS SR ERIE
2.2 Baylor /8!

TEVICCHr BURY B ml b, KAt 2= 5 % 5 2
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TNBCH4ESE 0 T 50 TE, JF 56T 43 B HE A0 B Y
RIT TS . 20154F, >k A BaylorE 2% Bi ) Burstein
A2OLE S A HT 198 B TNBC AL 2L [l DN A HIRN A 25 35
i, B TNBCHE B/ 4R, 35 W LAR ., [H]
i #l ( mesenchymal, MES ) | i FE 4 y% 1 il
#l ( basal-like immunosuppressed, BLIS) . J
JEREG I IE # ( basal-like immune-activated,
BLIA) , JRfHAMNERBASI #1750 0E . M, BLIS
TG i 25, M BLIATUS S 4f, $&7m S or 5 7e
TNBCERERRP M EEAEN, i 3 a1
Gy B Gy FAE Y ARAE . AR T T T4
BRI ML yR 97 %, FELARW I, ARFI40 %
T 26 26 1] AAE R SR 0, MESIE Y vh s 42
ARKHETFZEMEER, MBLISSBLIANZEE 4
FEM T FB A6 W B AFAE, BLISH f R ik
REMHIPESS FVTCNL, BLIAHSTATIE 55 S5 1
M Y 2 E EIRE . M TRI#E, Baylor
oy BVIE VR AL A BUAR R, R 9 510 PR B 24 48 b
FHOC R TR, 3 R A o3 B i — 25 2 1 T A X R
(36T # A5, A TNBCIHE T 20 140 B S IR T 2
T A SRR
2.3 FUSCC 8!

T 0T LA 5 1% A BATE20 1647 1 & BT,
K HFUSCCHI-H M A465UITNBCEH , 24T
SRR KM TNBCZ 4l E 3, JF 3L T3 st 4
P K TNBCAT Jp 44~ R, 43 1) kg 6 J5C K 2 400 1)
Al (BLIS) | MM R Z AR (LAR) | %R
AR (IM ) L IR R (MES) , I8 i % 6 A
Aoy RV R R 2 F AR 2 L I RS B 22 R AR, 42
TR TFFUSCCH BRI e IR 7 05 TV Y
H A A AR R T T 4 3R S R R R O T % A
A RE X G A U7 MR, T LA R R A 7E 40 i
J 5 ARM X F Ryt ik, $ER CDK4/641 il
5 AR 7S 0] BE IR YT RS, IR AR AE B
WARHER-22€7% , Al LL25 i BTHER - 28 (7] 37 97 .
BARBLISHS 8 2%, HMtR & — 2 K, B
R IR EHBEE R (homologous recombination
deficiency, HRD) PF4r, BLISTH4ES240 0 M &
HRD 5{KHRDW. &, H 15 HRD W A 35 A
A AE AR AT 259 Th Ak 25 . T ME S & b 0] AH
X B AR 9 T 40 5 TAK/STAT 3R G 38 % ik [
STAT3 il 77 7] 58 F T3 0280 8 35 3Ry
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M Tl I F SRS . L
BERYRF ], DL RS SR 0 BN AR 1 RE ) BRI A
VICC. Baylorsr BUAR Ak FHEGE B B, K TNBC
PN S B R A L AN T P A S AR
Wik HAEEM TR K ., T, FUSCCHIBA
B v b 4R 0l S e AL PR R AT R, T AR
O & 0k A4 I R B H 1, BIEAR.
FOXC1. CD8. DCLK1, Ji#4To#mir, &
PRRERE P (HE ML ZE TNBC R F h E I FUSCC
Sy R EE R, 53 k3 ARG I & SR AR A 43 B
[t G E 1 S RN O = e L S S S
TR AN R, BRI a3 T A AR SR Y I R
JTERY . RSk, %A BASE R T4 T o ARG
HEIRIT P, JPRIL/IIFUTURESR: Y I PR 56
(NCT03805399 ) , 44 A69Hi £ L3577 it 245 11
TNBCHEH, &ithn ol E5RRigigs R, T
KR yT, N7 R, AR RIRIORRIA
F29% , JoHAEFXFIMIE A8, BA M A E A
LS R EA R AP ORRILH]S52.6%, i Xt T
LARW R i fFAE HER -2 300% 5 A8 iy R %, B s
R E AW HER-2 KB, mEng e ik & K 5 b
AR AT B0 Y7 8%, W TNBC R H R &IRYT
AL T O P S A A IE E— 25 T LU
FUTURE-SUPER AR B R AIG RIS, 220K%3G
PR —4k, HEERUNAITTM B, ATNBCE#H
H HT AT R 320 — SR I7 7 SRR A k4

E SN R A A N TE SN & N 2
U BRI DL R B 2 M R, il R WAE ML . R E
2. AR AE N ) 2 4L BUE . T X TNBC E
TN R G A, 72 0843 B Lk - X TNBC
HEAT BEINAEAR 0 40 T 5 B R G AR 3, AR AN TR
TR B AR T R AR L B 25 AR A, FLOE SR T
Gy F o RVR AR 3T R0 RIS, BE S LA R AN AR
Fp B2 s ) g 2R N AR 2 A R R T e
AR A, B 583 B DN B A0 1) 1 B2 X TNBC
5 TP EAR BT IRABR R, Hl TliA . £
ALRAE . BORREISIEE, HAr 2 h/MEADSE,
BE T AR 6 1) B0 BA B AT HLAT AR R 1 & Jg 23 1]

3 TNBC HIt5HEigIT 8 5

FAT, FFXSTNBCH AR A 1 53/
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ZIRESY , T R A AR 2 AR Y TS T IR
A, VAT K BAB £ 4 A A 58 i RS2 R T, 4
A B Y 2 B R G, TN B O v 5 1Y T % TR
FE S B R R I . EEXTTNBCHY 4 1A 42
FEAE, 9140 3 5 1 RO L AF R R Y B R AN
FEME . PIK3CAZRAR R4 5, [FAS 4 X TNBC
RS EE , BIAnER A TNBCH A I & 1 28748
Tt 5 R G PETA MR, SAF E R R AR =
Feak, FEAT A NI R B TE RS R IR T )
W, FEZ WG R L b BB R a5 R, e
25 NIGIRTE RS, AR B IE N TG RS2 2
3.1 PARP ##&I%I
TNBCEMANT E B, MEXTNBC
4 My 7E DN A [m] 5 51 41 18 52 ML o A i X AN TR A,
HRD % #i 9 & B2 TNBC Y H 25y T AE W) 2f F 4,
FEDNAXEE G MHELIME R . A58 LB, TNBCH!
JRZBRCA1/2RAERLN15% , it = T HoAth W 7Y
FURE, HF EHAEFUSCCPY4r B, BLISW Y i ff
TE— 53 B H HRDIT /3 i i i T H AR A, 7] fig
YERZHE B E L 3R IT 7 % . PARPZ —FIDNA
S, N TR S a2 AR,
1P ARPHI 1 570 AT LU o 50 I PARPAY 1G4, #0461
DNAH S, il & B EE i AL ] 5 35 4 i 08
T HRTIE PR 3 F 80P AR PN ) 40 45 B 47 A Je
(olaparib ) . A A e ( veliparib ) 45 20094F
PaczullaZ 78 TG A 38 56wk 58 570 e 1z
IR ZBRCA /258728 1) W 103 ek g A 3, B AR I IR 4R
2R H63%, Hh oL iR R, JF ML
TAEGAT TR, BT REMHLRSE A RN
A0 I T A B A EIE o 1-SPY 2116 IR 05 & 3
FETNBCB i Bl A T b5 o 7 58 0 ity b o FH 46 B
Je RTR A R] DL G 4R R p CRAREST TITH I PR 3 56
OlympiA (NCT02032823 ) 2%k PFAf W H7 0 JE 18
FETEIR ZBRCA /25878 1) 55 f& B 35 4 B B B 119 g
M, MRS E AT o [FEE, B 5T AT K B
A H AR 25 Yy, 9] DN A P Al Al 4 4 0 P
B —FLWAREE"S, W LI PARPHIFIF, I H &8
WFIE &, AFERADS DR ZR %A TE N B 15 A5 AT LA
FH 45 5 PARPH IR0 A9 6 FH P i %t R A7 7E IR
AR EBRF, HEHRDM bR, BHH
JE TR R Rl AR A5 B4 97 Y, R AR 43 F 5 TP AT
WEE B AFAEPARPII I I 25, 7 BEJEDNAE i
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HR KB E SRR AT IEE R, RRIET X
Heim 25 LT, DL KRR S A R A A i dE
T35 IR A B 5E
3.2 PIBK-mTOR i &3 i 5

PI3K-Akt-mTO R [} (9 3#00E X 1 b g 20 i 1)
WA BFEREENERN, TNBCHPIZKCA ) 58 4
KRR 10% , 8 IS ELAR . MESIE 7Y
o Ry WY R SR, X T AEAEPI3K-
Akt-mTORH F& G BB TNBC S, TEALIT Y
FLfl E I PI3K-Akt-mTORE J& 40 41 57 e 0% i 35
MR PFS™Y, [FE, X FAF7EPIK3CA-Akt1-PTEN
WS PIE M mTNBCEH, —RIRITEE T EH
A AR F) capivasertib B LI i fE KOS |
PFS™, 7E % H A MR 7 A9 ZERE i A mTOR I
R4 5 5] (everolimus ) [ FEHA R4 19 28 454
Rt FEMMTNBCHE #, FAIRLANERFST 42
AN, TEEE T SRS W YR B By S i I PI3K/ Ak til
A Flipatasertib 7 A RER R pCR#E, R ZK
200 i 3 T B R IR A e = BRA
A AR O HCER AR TR AW R, E RS A R A R
I PI3K A LUl ot i D BRCA /23635, sl
TBRCA/2ZAF R ORI 5 208 & A HRD K
T IR PARPAN I 5 PI3K-Akt-mTOR il 51 (1
FREHG S, 7E—TIbIG R AF5E o, B BB e
BRI E Calpelisib ) 224tk R, I HiZil
B B ), ) AT M K -220 648 78 HE— 2B #F 5T
e, LA AR KA I A I
3.3 W ihiaIT

1B T A LR R R AAER . PRAHAL, 4y
TNBCAAIE B AARE L, MPENR KM ARG
FEOR R AN KOS A PR H ) AR AT RE
TNBC, JUHLARW ® B FH W EIRT FEB. b
REM . BE e B o HBtARZ Y,
— T B B 5 IR0 T ARFHPE . ERBAME Y e
WIZLIR I BB, LR AT LR 19.9% I R 3K 25
RN AERAL , LARE YA [k J8 40 At 30 4 77 AE 5 A
T R A 4 B ) B0 A OC BE PR 2R3k, R I K 4 i
WIAH SC 259 ] B HLA AR R A 1, [ e 9 0 A8 5
WA Z M PI3KZEAE, Xt A& M 25 I LAR
TR % AT BE A PI3K-mTORM I 7 b 7k 250, 48275%
H 5 PI3K-mTOR i #4157 5K H AT RE & A ok /9
FT5 1 o FEARSN, R HIH AR 5 PI3K-mTORGH
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REAE XF ARPHYE AU TNBC AN A W B a9 B IR VE T,
TETL/TIYITBCRC 0321F ARAF 75 v, 1B 24 & f B H
PI3K#I il f Taselisib Al LB B 32 m ARBHPETNBC
BOE IR IR AR 25 %, JUHAELARE BY 8 & b 5 i
B, TR RS2 0 e DL s DL E
F 5% 2208 FH AR 19 22 15 175 0k 2 SCA R4 700 ) 4K 25
ANBE, [HTBCRC 032458 F WL 5 A5 JF A 8 B 1E
B AR I B A RGO, FGFR2ALG JE K FIAR
BY 1 PR AR S 0T g HAG SR ) N AE ST, BARAR
PO 50 R T A S R BN, (BT 2 IR YT R
ﬁﬁﬁﬁqn#&ﬁééﬂtm&ﬁ%ﬂﬁﬁﬁ”‘ PR FRAT

e A FARTETNBCH KIEMMEH, a5
Eﬂ?ﬁﬁﬁ?ﬂ@ﬁllmrtﬂzXARﬂﬁﬁT Wit A
ARBH FH M 0 B85 A B AR 25 aﬁtﬁﬁ@ﬁ%ﬁﬁ
H, ARATBE H R TNBCAT A= W2 W il R A
AR R, B TN LE A AR A, %
AR 1T Ui 00 0 05 T 2 T 280 4 700 AT RE R R Sk 1Y
KT,
3.4 BIEZIRIT

W, R e ROR RS B T IR AW, T
K5 22 R 6 N B B I6 T AR A R 6 T R R R 2%
P, WK RS 8 TR R, M
T HAB W FL R, TNBCRAMMTE R . #
P SRR T, ]I AE AR B 2 s AN iR IR e
i A3 TNBC LR SR ZETR T 1 T RE 3K 25 A BE . IMOIE
B2 5 IKTNBCRI24%"", IF H AR T HAh I
RAERUMTE, BAREIZTRPEAREEN
FER . SR RRAE, (R BB e AR
WA A RE N RETRIT TPk R o EARE SR, R
(immune normalization ) FYHE/& A W5 2%
R FE RS NS BRI A TR, EE O R i
(A 300 A P T PR B L DA I kg R 3 R R g K A
415 (immune checkpoint blockade, ICB) ,
JEH R P ML T2 K1 (programmed cell death

protein 1, PD-1) KHZKPD-L1¥4T, ETNBC
HIT RSR[5 32 7R 4% G4k y7 7T LA

Efﬁﬂ#]@éﬁiﬁ@i%ﬁ%%j_cmm CD73., PD-L1"Y,
AT 326 3 53 240 1 A% 5 RE 0, PR IHG 7E Ak O A il
IR SRR T A I
IMpassionl130& B X TmTNBCHE &,
Fi S-S A TRV S o U G ST A
(atezolizumab ) B i ZE4 244, JEFHIJEPD-L1FH

O MR o F B FAEPH

‘@Eéﬂ%%‘ﬂﬁpm P T TNBCH 697 198
Fg R, FFXTPD-1RIZE Y, A g i B g

Mt AIER B3 ( pembrolizumab )
A Al (durvalumahb ) P87
LK & X PD-L 1259, @Jﬁnlﬂfﬁﬁm
(avelumab ) ¥JHUS T 3 bf (&R BEAE
W92 R R MPD-L1 R kK EHMPD-L1
BFIF R, WA WA R B, AR AR A
TG g A AR, iR A p A M PD - L1 AE 5 1l
FLESRPU B M BRI MR A ¢ WA A 1Y
I KEYNOTE-3558F 58 & 8L, 16 RZLIHITH
PD-L1# £ A M mTNBC R F ST I Z i A b
FIERHr o] LI B3 B PFS, AmTNBC— 2k s
TG IT BRI T R A IEdE . 1 X TR I TNBC,
IMpassion03 1 531 % 878 B il B AL 7 b o 2
A B R A AR R pCREE, JF HEA R4
RN . T 2L TNBCER A, 78R
by Y52 A4 LAk o R R R PR BE E K PFS!Y,
[F#E, KEYNOTE-1194/F 58 45 7 ih 5 Bk 540 1 24
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