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W = Wi AR SR AL B R S R R, BEDR AL WhSRdL . ARl . B sl
AN % SR AL . 28 R S A S R 2 R AL T 6 = BHPEFLIR S (TNBC)
S U S RO P ST, T B AR 5 A TR AR AR A5 A ) L v — B S B S
VLS AS IR T7 R AT g o 3 I R AF 98 2 3L A T s iR IR B, B X
JRI YA O 5 DL R IR B A s o BRI TNBC R RGP LS. T TNBC Y
N AE 4 35 DL R VR IT BOIR 7 S0 28 3 N TNBC P 5 5 Pk FIE 97 75 =6 W0 7 1T k£ 7
BT HAE R 7 R
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Advances in precision treatment of triple-negative breast cancer
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Abstract With the flourishing development of omics technologies in recent years, the widespread application of
genomics, transcriptomics, metabolomics, modification-specific proteomics, single-cell transcriptomics,
spatial transcriptomics, and other omics approaches has deepened the multidimensional analysis of triple-
negative breast cancer (TNBC) heterogeneity. The in-depth exploration in basic research has made it
possible to target some key signaling pathways for precision therapy. Recent clinical studies have
discovered promising therapeutic approaches, offering therapeutic opportunities for both early and late-
stage TNBC patients by targeting tumor-intrinsic mechanisms and microenvironmental characteristics.
Based on the intrinsic features of TNBC and the current treatment landscape, the authors of this article
discuss the progress of precision therapy from the perspectives of internal heterogeneity and treatment
modalities in TNBC.
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TH: 5 1A= 20 2 [ B 98 4 BT 58 LA B i dle 2
AN, LIRS B R A BR R 3 A e S R
S I
TNBC) P3¢ & X b 8t = M ¥ R Z 1K (estrogen
receptor, ER) . 22 R 2K (progesterone receptor,
PR) . ANEEAKHE F 212 (human epidermal
growth factor receptor 2, HER-2) (JZLARJE WAL, &
FLARIE 9 10%~20% , 0 H K EAR AR Rt R
F HAR 21 B0 L 8 S 2 ).

H i fb 7 588 )& TNBC R RS IRI7 F B,
A3 36 7 J7 3 2 28 I o e 2 ad o A A Ak o7
YRR . YT BRI RSB AR AR TN HT 4R
Jif 25 1 24 W AT OB Sl B AL ST = TNBC RGBT YK
JET5 M AE Gy Re BT T, AR b R PRI G 542
KAy ry B Al L #1287 A capecitabine 1Y
THERE W TE — Sl R 3 50 P R 7 B A AR 9T AL
A, AR AN 7 30 RL KO TNBC B #5814 £f
RS2 A AT Fp ik — AL ER R RIS, IREIETT
ZE 1A s PR AR 56 42 7% TNBC 9 3% i 7] fiE 55 BRCA1/2 &
AR AR G, AR TNBC (467 A 58 8 SR AR AL T
FRIT s, SRR A R . B R
SRR, P, TR AZ AR EE XS TNBC (4 8 ) 14 5 0
JeNE

RS HER YT JE 48 2 Tl SE py A= Wy b ik, Tl
BB IR T 0 R E B BRI R IT &L, AT 45 T AT X
PP BEAY IR 6 T SN o T X TNBC B9 2R )22 A
JOARAS R, HORS HE IR 7 SR W (9 T 4 v i T H At
FUMR R S BT ORI B O AF R 4 SOR B TE B
K UL R BBl B2 27 W B TR AR 2K, X TNBC N &
S PR INRER T T I R 1297 h X TNBC A8 2 501t
AVEACIB T SR IR T o X5 TNBC A AR #1455 B2
I “BAME” R MA YR EY, mEEh
TN % BOR T L AU A R R i RE 8 AR L
YRR R AR bR Y . REIRITTE
TNBC 1697 P B9 BT HE — 20 5 T 7RG IR 97 1947 3L
P o AR SO AE AR 24 7T TNBC A VIR I7 B9 AR G E
A B 5 28 TNBC RS HEVR T RO DF ST iR 2%

(triple-negative breast cancer,

1 TNBCHF4 8.
MR, TNBC 5 bk 52 80 7 72 i AR,

i 3 43 BT TNBC N AEARRAE DX 43 H N8R [8] 14 43
o BUXF TNBC A8 2 #3697 A U5 4 i BoA 4 5 08

© WA )3 of [ FF I F A EPTA

SC, 8 R R T R T R Sk ) VICC
Sy BRI HOR & B9 E B0 (Fudan University
Shanghai Cancer Center, FUSCC) Ay BB JE R, B
2 YR R R DL oy R A B, AR A
FEEHBMA . PR A | S R FE SRl F R
(4 73z o A 75 % T TNBC AR 3 7K F B 85 7K OF-
4 i AT B R T BE L T TNBC (8RR 55 LA R AR 3 S5 o
PE 1 23 BT A IR T 6 TR 9T T 25 AL DL KA DGR
SRS, i — R T TNBC K TR YT Y
il

1.1 HRARRME

BT e 3A 1ERHE (9 TNBC 43 78 2 05 B TF 2 s J2
I d5 8 A 1 OKG ME 43 B SR W . Lehmann A1 BT
2011 4F 5 AR 4% 587 151 TNBC H 3% i B AS ) 35 [H 36
ki, FF TNBC 43R 6 FFE A . 2016 4, % A BA A&
B A 3 P8 15 A (immunomodulatory , IM) Al 8] JiT T
NI (mesenchymal stem-like, MSL) A% %) 43
GBS €70 A el OB N ) S 1 e A P T
W JL 58 B 7S o AU 3 8 oA I 4 AT

2019 4452 HL A 2% [t i 983 = 5 2L B 1R H BAE)

HE T 465 5 W 5 2 M TNBC BEAS A9 55 S 20 50, 9%
TNBC 4 0 4 A AS[A] (S R, B e 3 2R AR 5 06 BRI
LARWA, B &AKKNFFSHMES EA, &
B 8 H A7 5 1 T AL DL K 4 328 A0 X410 41 1) BLIS I
B O T A% BUR R N TR, 05T A
AR. CD8. FOXC1 1 DCLK1 i & b 5L T 9 928 20 41
ft%  (immunohistochemistry, THC) % TNBC 43 %4 4
Yikr&E,

JLF FUSCC MU 4 BU iy “ 4y BU M IR 7 OR W& AE
FUTURE < JE Iifi R 5015 ip B 2453 298 HIE . 2023 4,
FUTURE F 58" i 28 o3 BT i 45 1 22 28 3R 97 2R T e 99
TNBC £ & 5&F FUSCC 43 B FE 4785 1 1R 97 1997 20 25
R HE ALY G 52 i 228 5%~10% A LE
FUTURE 57 1 % WL 2% fi#% % (objective response rate ,
ORR) ik %] T 29.8%, Joit @47 W (progression-
free survival, PFS) Hl 2 A4 77 W] (overall survival,
0S) M ALfE 53 5 R 3.4 4~ H R 1074~ H o Hor,
1% 3% camrelizumab BE A 8 U AZBEIG YT 1 IME A,
HAAL ORR £ 8 43.5%, [l if A {37 PFS 15 4.6 4~ H
oy 0S ik 161 A~ A, H AT B BN IE fE JF R
“FUTURE-SUPER” IIfi IR 51, #E — 3G 97 h X
EE RS PE TNBC FB 35l FH 2 1 2 289 A9 KS 1R 368 97 X L A
HEVRIT BEERK T HRE M PFS (11310 Hus. 5810 H)
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FIORR (80.0% vs. 44.8% ) , 41 BN %K IR IT 45
RMHTFEZES.
1.2 ERRME

TNBC K 5 57 M [\ B 4 30 76 i 98 ok 36 4%
(tumor microenvironment, TME) [ 2= 5% [P, TME
SR R A0 MO . SR AN B L PR AH OC B BT A M . Bk
RGN0 A B o 2 R B A R AP A R
TNBC & & . B Jg = 0 M E 4l i (tumor
infiltrating lymphocytes , TILs) Fll % %5 £ 3¢ 3 K] 3% ik
R AE () 0 JE T A0 2L A5 B 7S 40 0E S Gruosso
LG 2019 4F 38 3 fe 2 A0 i B K HL s R 43 A 1
AP T 4R TME A, gF— 25 3830 s
A58 44 P 0 2 BRN 2 T) 4 A [ A 2 5 ) i 97 & AR
RIBMEZNE.

ULAFE K, PN % SR AL e i AT T R A b
T e AN ML B A A 2 . Wa BEPUT 2020 4 A
5451 TNBC 5 248 Jf 0 3 45 A v fige A 21 1 5 200 M
T 41 it 3y e B A5 AN HE ST AH DG 119 98 E FF iR AH O B £F
A 4 LR A3 Ak 0 I S IR AR . 55—, R
e TR0 B B 43 % S 15 DA HE v 425 48 5% i 3 9T YOG
20 BB K Ok RTBE o ) AN, Savas 45 i
scRNA-seq FRAIE T 4 il 7 5 14 I %5 2 2 7 5 TNBC
PEWG YT VA E Y CD8*CD 10324 4131 B2 4012 T 2 Jifg
WERE

X LR A TR O B S B M A3 BT BT 4 s
T 2 35 40 L A A R 35 3 1ORS HE TR 9T R I 1Y
BEVE N RR B AR AR Y TR B 9T B RE & A A 1) AL
A 40 B ) RS VR YT SR . SO IR LA VAR YT 2
1.3 RiFRE

R g e R E M E AR R AT
ESESES S Rk AN ) ORI A Y A i B
I AR Xof 5 S dil 2 (8 TR R

TNBC i A0 5 g B (AT F — DR &K . MnT
4 A 5 R ARG 3 A1 g 2 3% 4 5 i R A 58 TNBC 1Y
PSRRI, AR 8 X A 5T 4 R0ARE T Ak 1 A 7 4
Hy SR 3 Fp 3 AR PR A AT i AR A 2
WP F B i ik e, A DG 58K TNBC AR5 41 5 3k
Y20 R R HEAT T 4 40 A T TNBC 43 b & &
ot 22 T e AR 05 R A 1L ) S AR Ak R AN BE S
SRS A AR 1 C2 D R AR 2R I KT SR AR 1Y €3
P 3 AN R[] B AR 2 2 AR a2 KR 4 B 43 B
i TNBC i 22 T — 46 3G B (1% 30 B A S R A 1 0 1
TEAE IR T #IASS, d, OB I A 4 ) ) AT PD-1

© WA )3 of [ FF I F A EPTA

WA IR TT v IR 97 M B MR U0 9 TNBC, TR &
BRIE T 5 0 5 0 PD-1 97 1k 2 400 1 I AR 15 HE %
(14 3T TR () S AR VR T SRS S B2 B AF 9T 1OHIE S AR A
e BE AR (o R 6PX4)  F i A LAR W A o
GPX4 J il 35 A bt PD-1 B & FH 24 e s — 7 vk oA
IR YT ROR

HEr, &I T 142 ] 88 ) i s AH OC AR
Wy, ARER X A T I AR I DR K 5 A R
TEBAYT 8O0 AR A AN, s A gl 3
21 RN 2 TiR) ARG 0 AR SR TR S T R ARL A AR O R
T PR R AR P, AT RE S B 1) £ i
e PR 26 Ak 14 PT S a 12

2 TNBC#EX#B[EIATT

2.1 PARPHIHIFI

TNBC 1 %843 #8377 7 BRCA1/2 KL [R5 748, i
A5 i 98 4 P[] U5 B 4 8 2 2 1. PARP 2B A
DNA G359 1) G B , 7€ BRCA Ti1 RE it B 114 i 98
TSR F PARP 0 i 55 B 1% 3 3 DNA 453497 1) o B FHL 3R
S B A0 i AE o, B AT, PARP BBl 5 40
olaparib Fl talazoparib © # 3¢ [E £ & 1 25 4 & 2L )
(Food and Drug Administration, FDA) 1E A HE T
Il R 36 97 H A BRCA 28745 i) HER-2 B 4 i 109 ok 5% B8
PE LR g A

OlympiAD Iffi R 050 Lb 5 T #2 32 olaparib #2574
J7 o bR o ¥R 9T HER-2 B M 5% B8 1k 3L R o R BT
B, AE TNBC & H, olaparib £ 2R #E K T 0S,
A2ES TG-S, JF— L &3, TNBC
H X olaparib G ¥ 1Y I 5 K RADS1 W43 .
TILs LA J f5 PD-L1 3 3k A1 5¢ o 10 OlympiA I JK i
BEPTHIE ST olaparib 7E 4% 17 BRCA1/2 I R 28 748 ()
191 HER-2 [ P 20 B 90 28 35 4 B3GR 7 00 A R
EMBRACA Il J& 28 55V 2F 4% T talazoparib 7£ 4 47
BRCA1/2 JIft 5 28 722 1y W 101 L B g vh 7 3%, 54097
AL, talazoparib £ F& T M8 % Y ORR LA f PFS.
Ak, NEOTALA i 5" R R 1 Xf A A BRCA1/2 Ik
F G272 (1) HER-2 B PR 20 M Ja S8 35 7 8 4l B ie o7
AR talazoparib g 35 2 TF T AR 09 9 PR 5E 4 2%
fit % (pathologic complete response, pCR)

BEXT PARP 4100 1 700 AR A 1 B AN 2 DL K 25 3
G, M S50 I 78 T & X DNA #5145 18 &
(3R 97 B 7R A 5 4 LA R ol 36 T 24 7 BT HE o B

http://www.zpwz.net
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SWOG1416 Il JK i g™ v, WF 58 & & B A B A
BRCA ¥ 25 B it % B P TNBC H % i ] veliparib B¢
A IETR T T T B E W PFS, #1158 T PARP 1l
B A5 ONHE i & AT RE ok 5 At O 28 AT
DNA i 18 52 7 A 0 25, B it E 7R R & AT H
] (1% s DNA 3 1518 52 A0 S F1 L 661 40 Aarora Al
I A A R 3 B ENMD-2076 B9 /N 431 310 4l 371 & £ 1
IR 5 o B T A 1 28 R0

2.2 PI3K-Akt i B& 3§

PI3K 38 % 2 I8 92 g 2B W 22 A7 o ny 5y
iU 7E TCGA FL MR B e b, 20 50% (1)
TNBC £ 17 75 PI3K i B AH ¢ 70 F I 2848, $/R 1%
T B T A8 HLG X PI3K A #4157 8 T R

— T & X HER-2 B M M W ZL s i (B
30% TNBC) (I PRI B8 7R, PI3K« 3% £ P 31
il 551 alpelisib 5 FH 25 F 5842 B 156 EL A 38 9 19 e i
JEGEE (ORR A 65%, " PESHFIRI A 134~H ),
X T #5417 PIK3CA TG 58 748 1Y (R 3 7 ROU H i 3
EPIK-B3 NI L 56 H A 1E 78 PEAT 1% 3R 97 7 X0 A
PIK3CA ¥ 1% 5 PTEN it 2% 98 78 (1) %% % 1k TNBC 8 #
BII7 2L (NCT04251533) . 1 &1 %} PI3K i #% (1) T Ui
B4y T Aktl . Aki2 Bl Aki3, LOTUS™ HT P-Akt Il
PR AL 301 43 il WF 58 1 32 Akt 30 il 7] ipatasertib I
capivasertib 5 55 12 B K G IA JT % 74 1 TNBC (9 RCR |
5 W R, PIK3CA . Aktl 5% PTEN & 4 Bt 4% 4 i &
PFS &} & 20 3% . FAIRLANE Iifi R BF 5219 [6] 4 42 75
T 2 A PI3K i B A ¢ 28 48 1 & P ipatasertib BE &
B B AL T T pCR 2

M i H0 1] PI3K Gl B yRyT AL S 1z b B
ANTE T AR 1) 224 o T B R TR 58 AR 1 i, {EL7E
FE Rl AIF 5% )2 1A 8K Bl = X 3R A 43 1 3 5 DL KOS [
AT (5] 43 10 AS [) 2 A8 X6 i o8 4 P 11X 5910 52 i 1)
N5 S 1 WF 5 T 2238 5 6 A [F] R PI3K il
P ) 25 5, SR TR TR R R ) PI3K i
(AP AR P 5, 940 EAY131-Y 3% 5698 A B
fli T capivasertib Xf 17 7E Aktl E17K %€ 48 1Y 22 Fp 4% 7%
PE R TR T RIOCR .

2.3 HEHERERTT

I # % 3% & (androgen receptor, AR) 7E K%
12% [ TNBC W %35, TR E A FE 4 0 B b
LAR A H T C A I R B9 PP Al AR #1101 571
TR J7 TNBC HYJ7 8% o enzalutamide ¥ F T AR FH 1
TNBC A8 & rf & B0 R 45 0 I IR J7 40 i 52 4

© WA )3 of [ FF I F A EPTA

th 2 PFS A1 0S 43 51 Sk 3.3 A1 17.6 4~ AP PF Al
abiraterone 5 97 AR BH 4 B 3 TNBC i 89 I K 4 56
UCBG 12-1°"3 B, 5% abiraterone 5 J7 H H & B9
fii PFS 4 7.5 4 A, ORR K 822%, IIfi Ik % 25 F
(clinical benefit rate, CBR) k%] 20% .

H A AR 11 7136 7 TNBC B # (I #F5E K &2 N
VIR I PR3 56, Bk = II/TV 3 R REAS B0 dE S ok — 25
PRI AR 410361 570 %+ TNBC 58 & A 2%tk . — Ik 7
HEAT A9 YT I IR L 32 (NCT03055312) Hed T —
2838 97 P bicalutamide 5 1L J7 A7 8, A LI FF H
B Ae % A LLK W AR B 1 550 6 5 B8 4 LAR I 7Y
TNBC (% &R R WAL . AR 106157 5 HoAth 25 Py ik
FH R 75 2315 R 00 14 e PR 280 SR Al 02 A o 1 9F 5% O
M . TBCRCO32" & — Ji X T enzalutamide ¥t &
PIK3CA 1l il 5] taselisibin 3 57 %% % 1E AR+TNBC %
Plm IR BEgE , 45 REV, KEWRIT AR T
TNBC £ # ) CBR (35.7%) , " PFS k344 H .
BEAh, ALHE AR 3 57 B A CDK4/6 31 i 77 7 P B B
FH o W 78 1 R BT A0 © 2 7R BT o £ Y. A
Fe s PRI 56t 2 PE A% palbociclib 5 bicalutamide Bt &
IBIT AR BHME B E kA &k, 28 T 6 A
() PFS K T 33% 1Y H br . J5 22 09 #F 58 £ 4l 45 15
AT
2.4 PEHAZEE B kws i Es D &l 7

JE B AR 86 P B0 (eyelin-dependent kinase ,
CDK ) 2 V8 15 20 Jfo Ji) 109 4% W B O 728 ) G B il , %
SRS T S BOUM R 4 O3 5 . CDK 43 2 4> E 2
25, AL HE TR T A0 B R B A5 B B 4 i 5 A
X% CDK (CDKI, CDK2. CDK4 Fll CDK6) Fil%% 5% A
¥ CDK (CDK7. CDK8. CDK9. CDKI2 il CDK13)

CDK4/6 #1157 = 30 G1-S 93, DA T 410 +fi) 241
e DNA & il i 72, 2 0 )1z /9 CDK 3 4l 551 .
76 ER FHYESLIR R, CDK4/6 301 31 E 8 3iE 52 BE
2 3 DFS fl oS, JLHE SN IRIT4 & .
MONARCH fff %% . MONALEESA #F5% . PALOMA fif 5%
SFERUESE T 7E ER BHAEZL R 98 h CDK4/6 #7115 N
G3UWAIR YT B A A B T7 8N, 7E TNBC 19 % st 40
S84, LAR 7 AU 40 At SR 199 AH OG 3 i 2 O e B
TR A, 328 HEXT CDKA4A/6 44 30 & U . |
T 22 30 I R 7 38 56t 2% W CDK4/6 5 Ho Al 412 1) 25 4
HX 45 76 TNBC 20 ffg b % 4% R 4F i o i /5 e, 8
F£ TNBC i F CDK4/6 41 il 751 14 1 PR 38 55 40 4%
Ao H T — T X B % Rb BH P TNBC B8 % 2 %2
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abemaciclib 5. 24 & 7 ) WF 5% IE AE #F 47
(NCT03130439) , A LABIFr J5 2k 45 S 48 7 CDK4/6 1
7 75 TNBC (19 0 FH

MHT, AR X2 R CDK R 3 £ 3 R 8 T K
MR R WIEAE AT P . CDK7 8¢ FK h CDK 347 i
fit , LA 40 ) B 4 A SR R 4R Y XUEE D) fE
S RE IR YT B VR AR HE ALY, CDKT 4 500 7E Ik PR Hi
RIS C W A A B BORE T, 1 BE
M CDK7 #4171 SY-5609 BE 4 F8 4k &) #F 5 oR X
bR . TNBC A ER PH M 2L AR 98 B W2 69 90 b
IS SY-5609 T 2020 4F 1 H #E AT R
5, TR 9T A8 2L 98 AE DY 0 B 1 S R R
(NCT04247126) .

3 ®RERST

5 H At 2 70 11 LR S8 A EE . TNBC g 28 745
faf B . PD-L1 3R A KF- T  | Ho i 20 32 i 7K
Wi, FWHH PD-1 5 PD-L1 By 45 & 7] AE S 1697
TNBC 11— Fl A 1 S5 i 7 3k, R4S G 8 46 A s 3
il 7 (immune checkpoint inhibitors , ICIs) PLZ5IE T
SUCRA B, 1CIs B A7 75 B (15 TNBC B3 b gk
8o S SRR R BT A T W IR T R T B
18] G Jieb 97 2 T A S 4 LYY U A, A B O TNBC B3
PR EL A B X PR I S IR YT R T
3.1 ICls

HAT, ICIs f445 PD-1 A1 PD-L1 4157, DL K iE
TEWF & B9 40 LAG3 . TIM3 5 1COS fi4 #1 [i] 25 4165
Horr, PD-1/PD-L1 # 4 50 © ) 3 i FH TG IR, {HI
2GR YT 7E TNBC T i 85O A B o 48 KEYNOTE-
01211 F1 KEYNOTE-086!" 1 iF B 78 4% £ ¥4 TNBC f fiff
JH pembrolizumab F. 2536 J7 B A BT iR 1 1 0 4
P, {H7E KEYNOTE-119 i 8% | 5 L y7 41 1L,
pembrolizumab BZGRIT IR A E R R E R T
TNBC % 19 0S, {H pembrolizumab ¥ 234 J7 J7 %4 6
B FEA T PD-L1 FRIK MR N3 i, 33X B = PD-L1
% 3k Al e 5 PD-1/PD-L1 0 i 5 B 285 35 97 97 &%
A8

MRS B T AR R B i PD-1/PD-L1 417 ] 5
J7 2 BE A IR U7 R B o AR 4§ IMpassion13017 I
KEYNOTE-355 i 5045 9L, fhITBR & ICIs I Y7 X 1L
PG AT B B T R TNBC R 19 ORR [A] B A T
P ik JR JXUBS: o PD-1/PD-L1 4170 1 35 B 4 38 4 Bh Ak )7

© WA )3 of [ FF I F A EPTA

w7 RO TNBC [ A R BT R 4 MRk R .
KEYNOTE-173""  1-SPY2"* Fll KEYNOTE-522"1 4 jiF
SC T 7E TNBC 87 # B AL J7 H i A pembrolizumab §E 4%
PR A B TG M . 3 4h, 7E IMpassion031 i
BTl AL T I 4 atezolizumab 5 22 ) $EAT L #R
atezolizumab £ ) pCR BT LEFIE (450K 58% Fl
41%) , HAHH T PD-L1 (%A

Br T AT, AHOCIE R B 5T IE 2] T HF & ICIs
B A HAl 25 9 T34 97 TNBC, LAY K ICIs 167 1)
Z g BEAAR k25 W AL FE H Ry C A B 0 ko iR
7 JT A A9 PARP 410 ] 550 =5 5T I 45 B¢ (antibody-drug
conjugate , ADC ) gt e
3.2 Hfife&EigT kg

AP Z AR T 40 Bl (chimeric antigen receptor
T cells, CAR-T) ¥7 A ] 3k R T A% R 48 M 28 5 1Y)
SRFE T AR, T T e AT ) R0 TR 0 R A L Y Ry
PE, BT CAR-T ¥ 36 X6 ML 390 b 9o A 5k, {H L 52
I8 B 7 BB AE R Z Hh ™, £F X% ROR1 AT MUCT 19
CAR-T 75 /& TNBC A & 1R Y7 # 5 . 21 ROR1
) CAR-T 7F TNBC 14 Py B 7Y v 3¢ B0 M R 4 19 5 i g
W, JFHA R e, MG R 5 E 7E
AT RS e Ah . # ] EGFR ) CAR-T 78 TNBC H1
5 7 W A 1 e PR 4 R

I 96 E R — I ORT 24 Y e TR YT RS, AR
FH N g e I g | AR AR, TS A Y B g2
ARG, IF 77 A A R BT IR S B, AN BE MR
41 1, Adagloxad Simolenin J& — Fft i 4 Pt % 0 7E
Ji, HH AR J2& Globo-H HLJE™ . Globo-H L JF 78 {1 1
TNBC 7E P 1 45 Bl s i 2 10 55 B 3236, 1T LAAE iR
53] s 240 O T o R P b g P R AR — I IE AE BF
TR E R Z b IUEBFSY (NCT03562637) MIE 7R
PEAG BT Globo-H £ 1 7 5 & 5 3 Globo H FH 14 TNBC
HEEH . o FLIE & A R R BOA N 2 IF IR YT R
T TNBC £ 1 W TE B s o ZEEE XTI BB ARY fr) — T
T FEO T oo —FLYE B TR v T B A L AR g Y
B Gy, NI B LR R . — I I I
PRI (NCT04674306) 1E7E# 2 a—FLIE 8 HIZEH
TR IT 5 AU TNBC £ 35 14 28 4k A AR 371 o o

4 ADC

ADC FZ RGO AR, B F fL R
JTREE PR S AT A A R A AR R, K

http://www.zpwz.net
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B M2 W3k % B b A0 BN, S B0 R A i At
-1, ADC 259 = A E BT R A Prikakik .
i B 2 W AR Sk o H TR X TNBC B 2 2
A 455 B0 1) % 5E 2 A M SR T T )R 2 (trophoblast cell-
surface antigen 2, Trop-2) LA X FF HER-2 {IK 3R ik [ 74
6] HER-2 (9 ADC 254 .
41 Trop-2

Trop-2 J& — Rl 5 BB L 11, 1 TACSTD2 5 [H 4
i, 7E TNBC L5 35 o Trop-2 1 & 3 3k 8 & i/~
HOE H R B MR 220 5™, sacituzumab
govitecan (SG) J& — R UL 254, 0] Trop-2
PR IE i & A7 1 0] K AR T 5 SN-38 (R M Al
fitg 140 ) 5, ivinotecan [ 18 3 76 £ 7= 9 ) B EK .
ASCENT iR 5™ HIESE , H5AWFHHLEL, SC R E M HEZ
RIGIT G M TNBC B A9 ORR (35% vs. 5% ) .
PFS (5.6 1~ Hws. 174 H ) #10S (12.1 4~ H ws.
6.7~ H ) o AN, XYY IR Y % 5 M TNBC i
HTE SG IR U7 i TR AR UK B PFS A OS 1Y 2 3 B
%, ASCENT WF 5% 09 iU i SG 1Ay 42 Bk 5 1> it 1
T 5 # % TNBC #4948 [7] Trop-2 A9 ADC 259 . BRIt
Z 4k, BEGONIA Iifi K i 52l #8 & | Trop-2 #2 [1]
ADC 2 Dato-DXd Bk & S 21697 7 20, 45 42
/8 JGiE PD-L1 3K 404] , Dato-DXd Bt 4 4t PD-L1 i
J7 AR TE MR I TNBC S — 23697 b Wom HhRafe . +F
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