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[ Abstract ] According to the latest data released by the Cancer Research Institute of the World Health Organization, breast cancer
has replaced lung cancer as the malignant tumor with the highest incidence rate in the world. Triple-negative breast cancer (TNBC)
is defined by a lack of estrogen receptor (ER), progesterone receptor (PR), and human epidermal growth factor receptor 2 (HER2).
Compared with other types of breast cancer, TNBC bears the characteristics of high metastasis rate, strong invasiveness and poor
prognosis. TNBC is not sensitive to endocrine therapy and anti-HER2 therapy, and chemotherapy is its main systemic treatment.
With the vigorous development of genomics, transcriptomics, metabolomics, proteomics, microbiomics technologies and the in-
depth study of TNBC molecular subtyping, targeted therapy and immunotherapy drugs, including poly(ADP-ribose) polymerase
(PARP) inhibitors, trophoblast cell-surface antigen 2 (TROP-2) antibody-drug conjugate, pembrolizumab, atezolizumab, durvalumab,
etc., have provided new therapeutic methods, which are changing the clinical practice and treatment pattern of TNBC. It is believed
accurate therapy will become a new direction of development in the future. Based on the molecular subtypes of TNBC, here we

summarized the research advances in targeted therapy and immunotherapy of TNBC, in order to provide reference for the precise

treatment strategy of TNBC in the future.
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) BELARTT bk T By, AR HERK
EZIK (estrogen receptor, ER) | M EZIK
( progesterone receptor, PR) . AFREA KK
F3ZAK2 (human epidermal growth factor receptor
2, HER2) FILBSEGIEMFLE * . INBCK
R, AR 10%~20%, SEEZK
PAYESCHER 23 SRR FLBE AR L, B S 4 i
AN RZEPER . BUR 2% . I TTNBC
MEE A AT R, HX IR YT AL it
HER2FB[AIES AU, A7 5 8A A TNBCH)
FERGIRYT TB, HImIK EA MY R
XHESFRZE . i, FHTNBCAE AT T
SRS I IR 7 2R I R A A R (8 M
HHE A

W & 4 27 0F 90 0 % 0 e FVAE WIS B AT A
RPN, BB KA, 245,
AT M R e . AR, MEERIA | sk
oo RS . mAAY . BUEYH R
PR TEIR TR AUZ RS , HP A 25T
BUR BA BRI IR AN E, SR Tz 0%
o i, ARAEAE G TNBC R R 2 A=)
I8 RHE A Y 2= R T T AR, RIR YT T 3R

SRS T, R AR T O ek AR
FEJry, JEARSKRIIMETE I 1] o A SCHE 45 I3 90
TNBCHHEIRIT IR IRcbiidE i, LI 4 )5
SELTNBCHSTEIRY T RIS
1 TNBCHFHE

TNBCIf A2 —Fh B —PEE , mi2—3EH
A e FE S PR B TR S B R, A [ AR Y e
PR N M R e B 2R . b
DUy FOAS I B AR R, ISR AT LA DA R B
22 A8 BE S B I R AR )2 R, AN
H . B FRINE . EE KRR AR S MRS
A M SRR AR AE B A W) E RS AR HOC
BITHEA, 27 BN FAE ) i £ it
XA AR RS, SRR ORRIZET g
FAVERC ARSI T s . R, BB TNBCHY 3
Tor B, R0 FHOCHNRY TR AL TR
259 . WS RE TR T AR BEE JE Al

T AFM S FFRAE, ©f 2 M7 ikxs
TNBC#:AT T 4181435, 20114F, Lehmann
g LD N SRR R (4 58 7451 TN BC B 45 1y ik A
FIRTEBHR AT RIS, B TNBC N 670
R, SrBIRFEERELR (basal-like 1, BL1) |
FJEFE2M (basal-like 2, BL2) | gy
A (immunomodulatory, IM ) . K HER R
ZAH&# (luminal androgen receptor, LAR) .
[ ( mesenchymal, M) J[i] 5z 1 4 fifd 74
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( mesenchymal stem-like, MSL ) . 20164F, [d]
— [T BA A FH A1 20 B2 0 e RO AR B b
EIFAR, WE SERT A IMAE B FTM S LAY 28 /3 51 e
5T B R AR v A Ik L 4B M AT L R 4, PRt
53K PR AR il A MO A, FHRE I R 4 2K R 4 R 4
%, HIBL1, BL2. MFILAR, JfiFs:4RI1EL
WrAFH . SRy BB FIZE b 5055 2 RN 2 20 B~ 45
TAFAEZE ST, BEIFAE2 R B RN - .
20154, BursteinZy 7' %1984 TNBC £ % 1)
DNAFMImMmRNAS FHAE AT 508, #2200 i
FE WS I RA L4 TR, 43 B LAR . R SE
Jifl ( mesenchymal, MES ) . JEJEEAE G
B ( basal-like immune-suppressed, BLIS ) FliJ&
JEEFE G ( basal-like immune-activated,
BLIA ) . 20194F, Jiang%s 2! H T 4654t [
TNBCHRA [H) 55 S A 530, FTNBCA> M4Fp
WA, B ¢4 H43AL” . BLIS, IM, LARAI
MES, IFAEIERE R T 45 R SCHE Y 734
bR, $EHET “EHEAR” RSIERTT IR
FETNBC /3R i PRI AL J7 11, Zhao% '
TR T R dl g2 MR &, B TAR.
CD8. FOXCIMIDCLK I 1Y 5 2 434k et p
USSR i B o3 707 N A ;3 S L L 1
J7o AHE—HAHIESE BT PR HEISYT R I
ROME, FXT 240697 R TNBCEE TR T
%} “FUTURE ( FUSCC-TNBC-Umbrella) " f#]
AT DRI L B " B4
R ONSERE, K BE S NT AR,
SR R FRGHEIR Y7 W . ALY 6915 8 2
R I ZEf# % (objective response rate, ORR)
K5029.0%, HoCE (IMIEA B E 2 RRER
J7 ) BJORRILF|52.6% . # TFUTUREM5EIM
TR 5 TR, K CREE FRIR T IR S 3 a0 25 1
WTNBCH—ZIGY7, JFET %8 “FUTURE-
C-Plus” Ml RIAL:, SIAORRBE—LHEF 2
81.3%, "L AFFH (progression-free
survival, PFS) K F 13,640 111 X sEp
RARBLTRES AL IR T IE, HAIRIRSSE
B [F, A BN HATIEFELL “FUTURE-
SUPER” MR M R IIG KL 5, 26l

FUTUREWF ST BYIGR YT 7 & HfEm — 2, WX
TNBC /R B TR £

2 TNBCHE[Ei8fr

2.1 5 RMAF =B AHER S [ poly(ADP-
ribose) polymerase, PARP | 47 7]

TNBCE & H HAE R BRCA 2R ALK,
FERE AR TResG, (IDNABE &
A OR 0B B IR A BB T R0 IB &2 . PARPSZ
DNA FLEE 118 52 1 G B G , TEBRCAYIRE
Fea e ah b, A FIPARP IG5 400 L& HE B
WiDNAI Ui E , 1 BDNARBI Bl i, fi
LK FENR AL T, BIPARPHI &I & T2k
BRCAL2BRIG MR AN “& st 17, |
HiPIZEPARPHII 5 olaparibAltalazoparib £ #f 3¢ [#
BEingi g (food and drug administration,
FDA ) 1EAHHEH] T #547 BRCAZRAL . HER2[H1E
MRS R R M TR R I R T R

OlympiADIXE 2N A B A BRCAZLRY . &
KR S by 28 < 2B HER2 IR R 14 FL IR I
B, 4R ER, olaparibZH (IPFS B K Thrifk
I74, HTNBCIEZH AR SR FIE 4 3K 45
KBTS R B R, olaparib
F—LiBIr iR E AW (overall survival,
OS) B P BEE R, ETNBCE#H T,
olaparibZ [ 157 OSEAR HEAL ST 2H 1K AH 25 7 TG
gt 't B—siolympiAid i, B7EIT
fiiolaparibXf [t 2 I FE AT BRCA 120 R 5E7% |
HER2 B 0 20 B 9 6 8l B R vh A 3
M4t g5 BN, olaparibn] I 2 ol 3% &
OS, MZHI44E0SH )] 4189.8%F186.4% .
Olaparibd () TG = I ME 5 A A (invasive
disease-free survival, iDFS ) Flizt kb Jos A A7 1]

( distant disease-free survival, DDFS ) 4522 &E
FIHIEK, HolaparibZH % eI E I ZE R
fg o, i, TNBCUEZH f34EiDFSINMIE T-42
2l ' FDAE i EolaparibfH THEHI BRCAL/2
WRFR AR . HER2P M 0 2L B i J o Al BIG
g7 L) Talazoparibj&— 1 4 11 Ik PAR P41 ]
M, TEEMBRACAIE T, #E7BRCA1/2IR R 5
725 11 i 0 7L B8 1 2 32 talazoparib AR i AL 24
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eIy, 45BN, talazoparibZH PFS#HALYT 4H i
FIE K, TNBCIE4 HIPFSHE ALY T 40t o 3k
#1058k, NEOTALAIRINRZ T talazoparib
B2 T BIR YT HEHF BRCA 2R R AL )
HER2 B R0 2 s S8 8 i A RUE 5 2 ek
SRR, PR ARER E AT AHRE (FB1h
TNBCHEH ) W 3 297 2 i B 27 58 4> 92 il
( pathologic complete response, pCR ) 435K
45.8%149.2%, Htalazoparibifif 521 [ ff 127,
JUAEPARPHD I 2 B0 R AP AT 5, HHAEIR
PR Tt 25 30 G2 35 R 5l , A e i T TR i) ik H:
it 25 L], R 5 H A2 3 H T 58 DA s il
[FEZ T
22 N#EFmmfgk @ /R2 (trophoblast cell—
surface antigen 2, TROP—2) Huik 25 4185549
TROP-27& — Ml R b H, 7E90%LA
LRTNBCH K 2 . TROP-211 1 Fe 3k 75 i
AR R EE CHAEN, SRR 22T
TS 2 . XU ZERAHT (sacituzumab
govitecan, SG) J&—FHiRZI YY), WPt
SRR AT PEA R SN-38 5 — Fl 1 [ TROP-2 £
NIEALTIgGHU R EREMIAE “ . SGLATROP-2 #i
PR, 5 20 T 24 ) SN -3 8 o 1 R o
EEMEMMEN, FEREEDNAWZL, 5]& M
AR AT, DA Ik 2 i 52 M AR EE VR R R
SRR . IMMU-132-0 BRI A0 A 1081 REA: 2 /0
P52 1 BRI M ETNBC R #32 SGiR
J7, 4R, ORRIK33.3%, ;& ffistit
[8] ( duration of response, DOR ) ik7.71~H,
i PFSik5.5 A, 0Sik13.040H 2, M —
gEH . EEFDAMGEALME T SGH TR T BE 4%
Tl B TRRIT R IETNBCIRE L I
Ak, ASCENTIREGHIESE, SGEFRUEILST 5 nT i
HUCERHAPETNBCEH IWORR (35% vs 5% )
PFS (5.6 vs 1.7 ) FOS (12,11 H vs
6.7 H ) , HTROP-2i=3KikM B E T 5 NSG
WIThaRsE L WITRREE B ST B AkLE A E £
B A A, LASG AR B TROP- 24T 14245 ¥ )
WEMIfiE R T 2 I TNBC R 1 e ) 7 2

2.3 EERS BEUEL3— 8 B (phosphoinositide?)—
kinase, PI3K) /% @ #B ( protein kinase,
AKT) —#i 5Lz FE 5 Z %% 9 ( mammalian/
mechanistic targets of rapamycin, mTOR ) 155 4%
-3 -3 4] )

PI3K/AKT/mTORAE 5% Tl % 2 5 ¥ 4
. 23, WESEARZMMAmE, 25
PR 9 R UL I AL B —, H5ON K WU A
3, PIK3CA. PIK3R1. PTEN. AKT. TSC1 .
TSC2. LKB1. mTORS— Z 5| ICHEIE A 1Y 5 7%
B 3 B PI3K/AKT/mTORAF 5 % 3 I 1) 5+
WE Y . RIS, TNBCHIPI3KCARY %
AR A H10%, HAELAR, MESWEH Ay
WL, HILE XTPI3K/AKT/mTORTE 5 4% T3l
% Y A DG B S IR YT R RE N TNBCBT 1Y 3R
FroRms 2 W LB PI3K/AKT/mTORGE H 4
K4 capivasertib . ipatasertib. alpelisib% '*'
NCI-MATCHIR SR EAY 131-Y 41 (45 SR 1,
capivasertib?E— RN A AKT1 BE1TKR AL 1Y+
Vg v A B P 0 . LOTUSHIPAKT
IR, FEEBETNBCH —& B2 G
J7 H I A AKTHI 5 ipatasertiba¥ capivasertib 7]
BHEERKEHPFS, HHEH PIK3CA/AKT1/PTEN
G ) H A I R 2 o g I g 1L AR T
FAIRLANEWFFT H Al T 8746 Bhipatasertib ik
B ECEE R TNBCHRYITRL, 7EHAPI3K/
AKT/mTOR{F 5% 8 [ 5 248 1) & h pCRAE
ipatasertibZHl i T2 RFI4L ) . iz, SR
HIUEHRIE 52 PI3K/AKT/mTORA 544 538 #& 410
FIXT T HEH PI3K/AK T/mTORAS 5% T il fif G 4t
FE R BB RAFRT R, A HUR 1 A]
BIRCR, (HZGAN e — LR 2, sl
IR, 55 HEE S, W E— 5 X
R,

2.4 o A R IR ]

M4 N B2 A2 7 (vascular endothelial
growth factor, VEGF ) 5HAHRN ZIRE5G, AT LA
PR g A A2 B, G I A A, (e R
Wi B Y BFSEREL, TNBCHEE (Jul
JEBLISH! ) VEGFRYRIL/KF- 22 & TAETNBC
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B, PR A A 2y T LA KR Lk R &
&, wIHEIAA BT e . DR ER A
GeparQuintoi 36 ' R I, TEEIRK L4 48
2225 A 7 3Rl _E A DUARER AR BhiA T
TNBC, AJLL I EpCRE, CALGB 40603i%,
Eas R BN, RITNBCH F 78S ENG T I3
Bt R DUARER AT, B 5 22 58 EL LR ER
PR T d 2 P R pCRAS (R AR s B 3 K T i
Ja % fEREBAY Y JT T, BEATRICEMFSE 7
R A S5 i B A7 A 1 DUARER PR BE Bk
S RETS , I USRS B ALy B G DL
R, BS103i886 Y 45 R s, o AR ER
BB T T & B2 W AR A2 2R 25 1) 4l
BAIT I A RE i HER 2 B L R 9 58 2 AUiDES
0S. Ah, T RIS RE S, JRIT RS
I, DURRER SAGTIR YT Il R R ) 22 2]
—EFEFERSEM o iR A AR R — A 2R3
2, ESCHLE AP A RGAIT RE, BE—
FRINEY o TG ARSI S AT 00 S ke, g ik
— 5 I R DAL B I A IR R AN
KLY o
2.5 HEgF 24k (androgen receptor, AR )
) 7

ARTETO% ~ 90 % ) FL IR h & ik,
10% ~35% M TNBCid £IikAR "' . 7ETNBCHH
LARW A, AR KKK J2 HAB TNBC L
IR R, B fl A AR W] AEJE LARE B
WA e T T L BRI AR A
enzalutamide . bicalutamides [40] . TBCRCO11
1 81 RBESE 4 99 A T 514 AR . ER/PR
AP B e 3 FL e SR 35, 9B 1 iiRbicalutamide
6™ A VL TR, R, BENIGRK L
# ( clinical benefit rate, CBR ) N19%, H{iPFS
R12J, Hmsz kR, FWHbicalutamidefr i
FLARE B RN A —E M E. Enzalutamide
JEEE T ARAR SRS AR ], H T
Fbicalutamide "**' . MDV3100-11 1T BIilG RHF
53 12 g A 118 B AR B MR B HETNBC R
HA 780 B AT IPA T AL, 1% %kenzalutamideifi
Jr16JE )5, AIITAE 4 168 I CBRA33%,

i PFSA3.34H , ilFSlenzalutamide/E AR [H Y
TNBCH B AT S N . H TARE )7k
EAETNBCH WoR iR W3R, (HHAEFUTURE
16 ) o 5 CDR4/6 1 ) B9 R BETE 24034
7RI TNBC & B R AT 8. ARAD
T BT AR5 HAAF 5 T8 % 19 AH BV FH LA
J ARSE [FIG YT (I AE TN AR 29, AR E By
FIREMARFE [FRYT 32 45 KU TNBCREE
2.6 Trastuzumab deruxtecan

AR 25 ) (B BE P trastuzumab deruxtecan
(DS-8201a, T-DXd) /& HER2H! [a] P A
22 R Pt . DU K AT 2 i T R A i
BEVEZ Y DNAFHFD S A0 i T 40 ) 550 48 5 2 B
(deruxtecan, DXd) 4549 ' . DS-8201ak
AU EE . o 20 R RS 37 T R A8 55 W
SOSEAHRES S S T RIX 5 DES TINY-Breast
01. MG KX DESTINY-Breast 03T 1iF 52,
DS-8201afE HER2 FHPE4E R 1 2L g 28 5 b i
TSR PO R M, O CHt i TR R
HER2 FIPEFLIRIE A7 L

&5 iHER225 Y HAEH THER2:d #
IEAIREASTE], DS-8201aXf HER 2L 26 ik A4 fif e
WHE R T . HER2ME 3 35 3L I8 bl &
XA A2 E 1+ a2+ HE A 2438 (in situ
hybridization, ISH) B, 294 4B )
55%, H AT A A HER2HE 7 A ek 3% 2
BEIEATUG, Fit, HER2EFRILFLIRIE—
BLARHIHZE Sy “HER2BAME” |, HMFRIEME
ZRERE 4 MRS TNBC, AR 35 AH I Y
WP R TIRY N L B R AT DESTINY-
Breast 04303033l T X — &G0l g R
7N, DS-8201a 5 k7 AH L AT i i HER2MILER
KT R IPFSHIOS, TEILE Z KB
WA H, DS-8201aiGy7 ALAHE TALIF 4l (7 PFS
5.6 H , Sk R a e T R R 54%;
fOSMIFER9.9MH , LT KK FEME52% L &
Z, DS-8201aify7 9 JERIHER2IL R IL S B A
FFRER S, BB THER2FAMIES e X, IF
H AR HE A TNBCH B AT T e
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2.7 EREAEKBEFZH (epidermal growth factor
receptor, EGFR ) 7] 7]

EGFREA LR S 10l = B I g 15 1, 7
el O B R R (YA I i T O
g T, FE—RIEEME N EL . KR
il E A ) . EGFREETNBCH B2k i
HFAETNBC, I 5iE KU L ame > . |
AP B EGFRINGIF £ Z A4 . O /Mo F
1 PR P B H ] 7 ( tyrosine kinase inhibitors,
TKI) , WM& . HEFRSE; @ wn
PR, WNEMD7200, SCT-200. 74 By
a9 R —J5 BRI R R L R 1Y)
IR B, 45T B E B A Bl kT R 32 L 2 Bk
GBI, o Es AR e s BN, 4
RN, HIERRASZEANA M pCRAES N
17%#112%, HTNBCE#H HIETNBCHE A 1pCR
REFAGITFEX, RTNBCH HIEREHE
U Y TR R YE TNBC R AT 10
11 B RIS s, e BRI YT i A DS 2
WS, RS VY2 H P4l ORR T 10%
FFE E20% *2' . TBCRC 00157 j&— Wi 7E IV 1]
TNBCEE IR P28 A R ETRIT I
I PRI, S5 BoR, V62 AT & 4R
BRI O Bl AE FH VS 2 BATIR YT . EGFRIG S
AT R, REZHTNBCS 5EGFRIE S
ol SR IR T P 2 PR A A B R
RHIBTEGF R H 1 263k, $7 3 306 T g A =
MACHLH], EGFRAPHIFITEY Y TNBCIIRERA T
s PRI — A
2.8 Hidewmissy

i TNBCAr FHEE IR R A WIIRA, —
RINAE T RSB S E B, £ TTNBC
AR T RS . K ST L K £ I TE e PR T
WFFE AN AR5 B B, L FEMAPKAE 5 4% 538
#% . JAK2/STAT3if #% . Notchfii 544 il 1% . Src
R S, UM T 4006, JE4ISRNA
A U0 HET, B 2R R 25 W TR I R
WS T VIR, FH 2R e,
FEARRBANGIR, RS THEE, SASTNBCH
TRITIIHS S

3 TNBCHREZIRIT

[SER DO N b T W - I 2 2 e eI )
AR ARG HE R FRR W AR, iy T 1B i
WA FURIE BT ENG Y Y TB . WFSERM], B
LR feh g 240 B 55 T DA 3 e A R PR SE T [ 3R
(| fii#&-1 ( programmed death ligand-1, PD-
L1) S5t s o110l Se e an i siois, Sl
i Ied () S e i o AH HE HAB SR I ZL I, TNBC
A B & p Mg o822 iy . SR Ay PD-L13R 3k K
SRR SR P T 2 A e AR R, R
G JFE R — A, PR TNBCH 2 55 i RE AL
FREIRIT TS FUFLIR R AR ) IMAE R
HAKTNBCHYI24%,  H1 T H A2 I8 19 300 BT 4 F
i, A AT REXTRRE AT PR
3.1 R E EAH A

AR i B VR A D A o 7
H | -1 ( programmed death-1, PD-1) #Ji5il5] .
PD-L 1410441 751 11 248 Jf0 25 44 T bk L2 408 J A G Bt I
4 (cytotoxic T lymphocyte-associated antigen
4, CTLA-4) fdI#45, ImK Ew A
pembrolizumab . atezolizumab. durvalumab.
nivolumabZ§ ' . AT IS MLAGS |
ICOS . VISTAZE XS N Y 24 Wyt 16 155 82 I &
DT A A A A5 R Y R B A AR
TNBCHIIR T #& J, JF Hogl & Mg 6 97 10
Jilnl,
3.1.1 Pembrolizumab

Pembrolizumab & —FPD-1#1l ], Ib
R RIS KEYNOTE-012 A1 1T 1 11 74 32 56
KEYNOTE-086iF5, pembrolizumabfi 2577
SRS TETNBCH 735 H A T g 0470 g it A e
Peit gz 4t 5 . KEYNOTE-119F5¢ ' 7R
pembrolizumab §. 24 {ifi HIAH Fo AL 7 oK 1B 35 4E K
A TETNBCHEAOS, {HfEpembrolizumabifyy
Hrp, FEEPD-LIREIGM, 25997, ik
BPD-L 1% 1A 7] i 5 pembrolizumabllfi K 3K %5 4
Ko KEYNOTE-3552%—i M KI5, & 7E
Pt pembrolizumabik G 1LI 71 AR TNBC
H LR T RCR, 4R B, 5 RaifuyTA
[, pembrolizumab®k& fLI7F7EPD-L1 1 3Rik4
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(CPS=10) HHYPFSIkE | HA Geit27 2 LA
I R it L0 ISR, A
SPTEFLAm G a2, HEREIRYT R EH
R M., FDAE#t#Epembrolizumabik &1L
JYHTPD-L1fm ik (CPS=10) MRTE K |
RAT R EERYETNBC R 103897 1 .

X} pembrolizumabify 7 A TNBCIY 2 51 #f
7¢ 1 bIKEYNOTE-173iX 8 ' 1045 5L R,
pembrolizumablf & 1LS7HUBTAT TGS Y (Inain
R, AR TNBCEE AR A R 4T
PP YE, HAS BRI EEE . 78 1T
PRI T-SPY2 %) i | 5% pembrolizumabik &
i B LT BYHER2 B4 A4 L i 2 2 p CR A5
T BT Bh Ak 4L AR LSRRt b T
WG PRI BYKEYNOTE-522 " 321, 7EREAT: A
Z9RIT I TS M TNBCR S, 5 B sl
BhALIT A EE, pembrolizumab®k 458 4 Bl LY 7 If:
TEHG BT B Bk 2 vl i 2548 B pCR&E , JF
FERTCHA A, R m AR as, RS T
pembrolizumab7E TNBCH i BRI 7 H A A -
3.1.2  Atezolizumab

IMpassion 130356 LT B ASTE I TNBC
AR A BH 1 4 R 0 S e G T DI IR, 37
W T HE VR 855 RS B ME AT Al B
FratezolizumabI7 4k, iR B, BKAIHIT
HAPFSH ALK, FHAPD-L1BHE W 24 35 i
oM R, H B MEOS. 4kIMpassionl30
o iE, PR TRMM T EHR, HELR
FEEHK A atezolizumab F F— 267 I TNBC

(IMpassion131iX%; ) . R fatezolizumabdk &
LSBT R RE R R F PESAIOS VT L &
B I 2E F 5 e R 2R AT RE AL LT 2 T
[FVEHIATE . TNBCAE Rtk . SAZBEAITHT
BRI WAL IS, MEUR T E— RS LPD-L15R
KA R R e R AR R g AN . L,
fE RN TNBCH i BhiG 7w, T R8s
IMpassion031 2I5ESE, atezolizumabBE AR HEAL
J7 7S] B UGE R TNBC R # (pCR%E, H.
BABI L2,

3.1.3 Durvalumab

Durvalumab/&—FfPD-L 18 55 FEHiik,
SAFIRO2-BREAST IMMUNOIK 5 |7 W 5%
durvalumab X 5 8 P ZLIRIE 97 3L, AT 4
6 ~8/MbIT JE 5 A i JE B TNBC 2 # durvalumab
RIT B AERREIT, 45 ER, durvalumabZ1OS
BEFIEK . GeparNUEVOMF 5K durvalumab i
MFTTINBCHA BIA ST, MR pCRAY
iDFS. DDFSik3#%, OSN3kt ™,
3.2 wmiLRIEIETT

W AEPUEZAR (chimeric antigen receptor,
CAR) -THIMIY 7L R —Fhid Ak VE AR e ik
FIFHEED TR S8 S T4, T T40
O T P00 R A B R, RSN RS R SR [l
SR F RPN R TR A
CAR-THH Y7 O AR L R S b h US4
A AL, AR AR SR i v i R AT Ak TR R
BrBeo LASZ AR IR BB IULAZ AR (receptor
tyrosine kinase like orphan receptor, ROR1) J
P CAR-TIRYT I TNBC A 1Y T Wl R it
KRR E A, THIRORIFEBMIT20% M B 5
Hr, 2B E G , S AERE T 15FN19) 5
Hrp 1B E et e — B e, #3275
QYR AN R, B I R T L A,
TROP2, GD2, MUCI1, CD44V6*DEpCAM%ﬂ_7,
JETNBCHYEA F B A LS, 77
3.3 BbsE R

JIe e 5 Ve B R B 3 Bl s T T L2
—, HFHUSR R SR T ARE RN, BOEE
HsRHLAR SR R GL, 7 A ST R e
I, NI S BRI 4 7 . HRTE AR
BRI TNBCHE i 5 A7 IR v . A 2R 4 g2
W HIF-1o BEHT . - SBAUHURE R % ), B
JEPET A SRR AN e, HaEH NS
JUEN RO, AR 4 H BB A AR T T
EL R R AT AU TS Pk 0
3.4 RIBBFTEESIEIETT

bR T 5T G Z A1, HA R S ik Ba YT
75 At s AT T PR TS . TOPACIO/
KEYNOTE-162i % "*' & 7 DA% PAR PH i 5
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