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Abstract

Triple-negative breast cancer (TNBC) is a subtype of breast cancer that lacks the expression of es-
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trogen receptor, progesterone receptor and human epidermal growth factor receptor-2, and has
attracted extensive attention due to its high aggressiveness, poor prognosis and limited treatment
options. Neoadjuvant therapy (NAT), as an important part of TNBC treatment strategy, is of great
significance for reducing the tumor, improving the success rate of surgery and exploring the bio-
logical behavior of the disease. This article reviews the latest research progress of neoadjuvant ther-
apy strategies and molecular typing of TNBC, evaluates the results of multiple clinical trials and
experimental studies, and reveals the influence of different treatment strategies on efficacy. Stu-
dies have shown that neoadjuvant therapy targeting specific molecular markers can improve pa-
thological complete response rate (pCR) in TNBC patients to a certain extent, thereby improving
long-term survival.
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1. 518

P 2020 A BRI AR AROE, VLR I O i, BON A S e M e R R, B
HRERERBIN) 11.7% [1]. Hrb, =EATESLRE (triple-negative breast cancer, TNBC)Z) (5 1= 11 3 e (1)
10%~20% [2]. TNBC & —Fi S 23k Wik % 52 14 (estrogen receptor, ER). 22 & 52 44 (progesterone receptor,
PR)AI A 2% Bz 2 K Al -7--2 (human epidermal growth factor receptor-2, Her-2) ()45 & LR LAY,  BUA ik
FERE R Rt B, TR A, XA AT RIBT Her-2 ¥R 2590767 AU, 1697 FBoAXT
Bz, EFWEZ3] [4]. TR, BE%E TNBC [T 0 BRI AN itk e, ARy, S5
WAAHLL, TNBC H A mste At e S mH R RS RS EHE, 1 BLL WAL HEH
H ERARERIA, TP53 RAFE(92%), =5 DNA BEHLHIFMEE(BRCA2. MDM2, PTEN. RB1
FITP53)45 DL . LAR R 58w (1 988 i faf A5G,  PIBKCA (55%)+ AKTL (13%) A1 CDH1 (13%)7%
IR 9848 15 35 W 4 . R WHZ0 B B S M [5] . IR, AT TNBC FIHT LI TT SR 1 R ok ik
R, JLHRENFHMME . EFARTHAT I MIGT BG 2R, BERIT R, MR
TEEIFEATRESCE T AL RIAE 1. B2, TNBC M Bl iasT 7 RUVE e . —FE A= T7
HRAEH AR SR IT IR .

TEX R LR T, FRATR I 18 TNBC HifliBhiayr SR Y kA, H AU 0 T ATEFR SR YT Uk b
MR o ARG B B— N FAT T TNBC 3 AE R 4L B AR ot e, I D A i S8 R 4L,
A RN TT SN . GBI B LT T RUBR S TNBC AR BIGTT 7 R0 T84, A 1A SBAES L
X PR ZE LR A TS -

2. ZIAMARBEES THE

R AR B R R AT 2P i A T . HATBON AWK RS H5 Lehmann
NAALL Burstein PU BRI H 43R, 2011 4F, Lehmann [6]45 1 e 8E(T T 2 T 48R 1) TNBC 41
AN o IR ER o A A g sk %o 7L e s A I B R ik il A, B 0K TNBC Ril9r 8 6 M1 Idd: 2
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il JEE B 78 (basal-like-1, BL-1, basal-like-2, BL-2). %% 15 % (immunomodulatory, IM). [8] 78 5 £ 41 i
7 (mesenchymal, M). 8] 7c 5 &£ 2 g 5 (mesenchymal stem-like, MSL)A1 s [ ki 2% 32 44 % (lumial an-
drogen receptor, LAR). 2016 4, % BIPALE— 55 220 78 [7] & L IM FI MSL V2443 Sl T o gg v i
WA (tumor infiltrating lymphocyte, TIL)FIHORI A CE AL, #or BUE IENPUF: BL-1. BL-2. M
AT LAR. 2015 4, Burstein [8]F]H] mRNA A1 DNA 73 #ifiE 7 4 MaER TNBC AL LAR. [a)J5
%Y (mesenchymal, MES). & J& k% 11 i 7Y (basal-like immune-suppressed, BLIS). & JE & G 25 4 3% A
(basal-like immune-activated, BLIA), 45 145 % TNBC V2 o m] 4 i i) (1) s 3Rk o0 1o WF 98 R,
2% B A] DU B b Y2 7R 0 B 5 TS 2 TR )96 &%, i BLIA 28 TNBC Tl Ji5 %80k, i BLIS Y il j5 #5272 . 2016
SRS ELK A B e s 5 B0 S O ZE 0T R [ 465 451 1 TNBC (IR R Bkt 4 JE PR 4H R s 20 g
PR AT T AT M, AT T T A S e H R TNBC fB 8 IS IR R ARUARAE . % TNBC %II4) UL 4
AN ONFERE AR [9]: T A R 5246 LAR (lumial androgen receptor, LAR). %55 IM
(immunomodulatory, IM). F£JEFE 5% 30174 BLIS (basal-like immune-suppressed, BLIS). [8] 7 i A% MES
(mesenchymal, MES). & T8 BRI, FHMN ST IRRE WA G Eut 5t th b 24k . Zhao 5545 1%
SrRUGERE B, MR T —FEET IHC BRI T vk AT e T R EE %2 44 (androgen receptor, AR). 41
AR (cluster of differentiation, CD) 8. X 3kifE(forkhead box, FOX) C1 FIXUE I 5 Ji ik 2 AL B 1
(doublecortin like kinase 1, DCLKL){E NREW IR AHEE 7> T WAL IHC ArEd), s RERIEE I 1Y MRE
PIEATR IS SR S mRNA )43 2K (B2 A B — 3 E[10]. AIHR#E AR, CD8. FOXC1 #l DCLK1 iX 4
ANbR BT S H UL BT %, 20 308: AR+ LAR WEAL; AR-H CD8+Jy IM TE%; AR-, CD8-
H FOXC1+X BLIS F#Y; AR—-. CD8-. FOXC1-H. DCLK1+X MES IF#Y; 1 AR—. CD8—. FOXC1-
A DCLKI-H AT E R . AR VUFR 73 MR 7 REm R i o0 8 7 3, IR 18 100 7 WA ks
WVRIT SRS . IR

2.1. $HAEY

B —Ph DNA ZHER, AR 4EM S 5 DNA 28 XB:4E, FH iR DNA S4, SEUR
41/ DNA BUEEWTL[11]. HAETIAA TNBC BIR A5 F I 5 & BRCAL & BRCA2 IR R RASRES
FEYIMR[12]. 1EH ¥ BRCA £ Tiid DNA s EHLHNE ST 2394473 )5 111 DNA, SEITE
Y24, T BRCAL 2K 5R4% J5 DNA /12 Eh%, 1 TBNC 41X #1385 245Uk [13] . B 58 30 BRCA
FRAF TNBC 885452 2 Al B AT 143 B 58 A 22 (PCR) 2 2. 3 =y T4 TNBC i3, 1fi TNBC 1 BRCA
FRAR LA 5 oA 2 AR LU B vy, A1 T 1 L B ) DN B 495 48 B2 35l b A 2k PR A s P [14] [15]. Xt
Al e TNBC X14125%% DNA Hifi 2i s BUR MR R . DU N EERE T CAER By hiltiT 72
TR T, 2 1 008 B 2 i e AN GBI PRVE T 8UR . — TR AL 2 BRI PR SE58 GeparSixto B 7827w, 41
K+ B+ BB =BG 7 SRR RS TNBC H5 1) pCR 2 M\ 36.9%4¢ 513 1 53.2% (P
=0.005) [16]. BHJG, —T02 x 2 FINTIRL. FFRbRZE. BEFL 1 13836 CALGB 40603 (Alliance)fff 7L 7 ¥ )&
(REAZBE T BRI % AR AC J7 RHIEEAT I, BER4ME pCR 28 122 2 75 (54% vs 41%) (P = 0.003) [17].
I-SPY 211 HIlE PRAJF 78 22 — TR FUE2R B & PARP #1155 Veliparib 75 LR H A BGIT R g7 3L, WHoide
7N, TEH FE R s BA YT J7 N PARP 1111571 Veliparib f2 40, 7 PLE 2 Hi42 5 pCR ZK(51% vs 26%)
[18], fHSZIGEIHAIIEA, 1-SPY2 A7 HEANAE A H pCR K HIFR 45 /2 K 5 PARP #1157 Veliparib, i£/2&
R, TREE I I FEI RS . B T BrightTNess 11 1658, #F5 o8 + K44 + Veliparib
4 vs EAZEELLI pCR F A A Gi it 2 22 7(53% vs 31%), {HEKEE + K41 + Veliparib 4 vs £28 + &
4L pCR 112 7 7:(53% vs 58%), B pCR F (3K a3 KR TR A1 IE Veliparib. 2020 45, —Ii
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PAN T 8 I RCT. 1345 #lE35 ) meta /& o, B BhikyT 77 Z iR A0 pCR Z M\ 35.9% i
ZHE5] 49.1% (OR: 1.87, 95% ClI: 1.23~2.86) (P < 0.001) [19]. 2021 4£, BrighTNess3 Wt LIl A k56 1
TS BT A SRR BITE S ALK TNBC 43, PCR SRR 2 IM (S A5 ) (64.2%), S /K152 LAR
(i W HER R 2 AR TY) (27.6%), HARTALK PCR I T0 3 2 5 [20].  HIRHFSEAEARHEAL ST Bl BN
s, EIRE T pCR X, (HAEMHN AR WA, I LTS ISH 4 B RCT W 7 b ik
SREREEE T A TINSE R, GeparSixto BIF LR ALREVS 47.3 N AR, TNBC 4 In-REH K 7 LR
A A7 W(disease free survival, DFS)[ & 2K, W4 3 4= DFS 437k 86.1%#1 75.8% (HR 0.56, 95% CI
0.34~0.93). 3 4 OS EAILF|Giit2 2 FEA AT A5 0HE I $2151(91.9% vs 86.0%) (HR 0.60, 95% Cl 0.32~1.12)
[21], CALGB 40603 (Alliance), ity 7.9 EiF, it B8, KGR EF M, pCR
&3 (n = 205, 46.3%) ) 5 4F EFS (85.5%%} 56.6%, X¥##k P < 0.0001) 14247 %(87.9% v 63.4%, P < 0.0001)
REWEIN[22]. 1M BrighTNess W Fibi 1 4 40 BoR, 5l SRR, RSB R MR &%
KR4 R ) EFS 31150 2 203% (HR 0.63, 95% CI 0.43~0.92) (P = 0.02). {H 40 BB iRl Bk & S A2 B4
SRS EAN EFS ¥A 535 2 5 (HR 1.12, 95% C1 0.72~1.72) (P = 0.62). X KA S AZEE 5
P PR R BT SR B, 45 R FIRE R EFS B 2 2% (HR 0.57, 95% CI 0.36~0.91). 1 zff
i 4 48, FAIn B4 AR A A2 BE 4 EFS S 78% (95% CI 73.5~83.2), RHIBL &2 B 4H N 79% (95%Cl
72.9~86.2), i 22 mE4H N 69% (95% CI 61.3~76.6) [23]. Nfi4x 5 GeparSixto Al BrighTNess iff 5115
B EE R, WFFEE R IT AT RE S & R EA T A T 2 R B SRR A2 BE TR FE A 9% (35% vs.
15%). —THT I ZE2E 0 T Ul 1 DU A B4 B AT 5 TNBC B AR . 1S 3EghN 9
T RCT [ 3247 #8%, WA TR, H5ETRIFRGYFECESERAITARLL, BTt —2
et i B4k T B9 DFS (HR = 0.59, 95% CI 0.43~0.74, P < 0.01)A1 OS (HR = 0.61, 95% CI 0.40~0.83, P <
0.01) [24]. Pk, BEBALEBIEM TR, 1254 TNBC FrifBiibyr i EBAE FH O R B e . B3N
TNBC Hrifi Bty r R E AL AR 7y, NI SR & R in T fefit 1 05 kit

2.2. REEATT

Tk B AU AARE P AR T B 1 1 (PD-1)/AR P EAAE T A 1 (PD-LL)ZEVEAGIY T 40 b F i,
FEAE R A B HR g TNF-y 753 [25]. R4t id %1k PD-1 Al PD-L1 P4, did PD-1/PD-L1 S| T
YRR TR T UM Sk, 460 T ANARAEVEITIA), (RIS 0 55 0 UM AER I RE 1), A S BURE
G kIR [26] 0 T AR = 1 SRR AL S VR YT T A T R E e, (B — 257 A IR, wmFEE
ZMAE NS 2Pk BT 2 ARG REIA T . MRS RIEIA L AIRT 5.

FLH TNBC Y697 (1 ol gk Fe /2 75 Fr i A7 vl N S e A s #0 i 57), IX7E EFS A PCR J7 I 7R
TR Sy

KEYNOTE-522 2 i /MAR TP (5108 + REIFTHZRILE + RFWE + BB BE MR
B PR SO Bk R PUAE = I M L B Bl R T T R TR G AR 7L . KEYNOTE-522 [27]
A4 T1lc N1-2 55 T2 NO-2 ) =B FLRRE JB 3, 4% 2:1 BENLA ARIR A S5 IR AL, xR 452 4 JE I
R + RIFT 4 FMZ R EBEREIE + BT IS BT, R 2 Al R 7 ik
T ICA AR BR BB TIR T (5 3 8 200 2 72), TR S W5 4 58 40 Sl 42 52 ¢ TRt s PR B B b vy 9 A 3,
PR, S5 RFIAA, R ER R GTALR pCR R B (64.8% vs. 51.2%; P <0.001), £/ 1 39.1 4
H IR ALRE Vi 18] J5 S 1697 4R 22 B RI6 T7 41 = 4F EFS (84.5% vs 76.8%, P < 0.001), 7EE:A AR
BREPUIG, B =4 EFS 40X 3R25IAE T 7.7%. WA/ I 45 R EoR, AR B Ak R4 sl PD-L1
FIRRE R BRI B M 1697 4L B EFS 3R 1EN—Fh NEALHIHT PD-1 Hoidh——ma A Bk st

DOI: 10.12677/acm.2024.1471991 133 Il R 125 23k i


https://doi.org/10.12677/acm.2024.1471991
https://doi.org/10.12677/acm.2024.1471991
https://doi.org/10.12677/acm.2024.1471991
https://doi.org/10.12677/acm.2024.1471991

(pembrolizumab)2& H fi #E— 4tk nl A T 57 H 5& TNBC 1697 HI 5 % ¥R T 29 . 2 T KEYNOTE-522 fff 78
PR B B 3 v ] 24 M B 3R (NMIP AL 7R B8 B, 7 2023 CSCO LM 1w Hh 3 TP + i
FIBRERFA 1 HHEFEQRA) T E . [FIEF, XFT TNBC i Bhiay7 Ja i BiaTr, 2023 CSCO LM e th
LR T PD-1 IR, JCIRF G R AR pCR, HERR ARSI 453 1 4F 1 1N R
VEEN N e, RSt 2B H#EN 1A. 55— IMpassion031 [28] I HF 78 & 76 P40 B 3 1) Bk B P ik
H )T FER I TNBC i BhiG 7 b By 7 oR 2 4k o 25 SRR, AT B atifby 7 41, Bl 8 R Bk #4541 pCR
R EHETH(58% vs. 41%, P = 0.0044), HF i PD-L1 J& 5 F A A pCR 3kt (PD-L1 BH T : 69% vs. 49%:;
PD-L1 [1E: 48% vs. 34%). — GepaarNUEVO [29] Il Il AR 5256 EL i 1 s Bh AL T R & FEAR R I B 5
LRFEARZIRIT I FIH TNBC e h 7 &k 45 R BoR, ARG 2B 4HAE PCR I 24
M ETRFEER. SR, EIHEAA(DFS)R OS IR B S W EE 3 B % 25, % inyr 4/
ALY 1) 3 4F OS 435Il 95.2%F1 83.5% . et — T & T 1 = [ 1tk L M R85 i il B B e Y T
AT I B 5 J5 2526 00 Wt oA g7 I S 63 97 7E EFS (HR 0.62, 0.50~0.76; P < 0.001)#1 OS (HR 0.62,
0.46~0.82, P < 0.001) /5 I 2 A Gi it 2% X [30]. kB 1728 BhiGy7 B BN F A 36 ah 40T 2908k &
PD-1 F1(5k) PD-L1 #fi|77)my LA 3 #2 & TNBC % A pCR &, i ififis .

TSR, WFAT N SRBRER S %) T e 47 fur AE 0 B/ AR A6 B 1 TNBC (8 BhiG T7 - NeoPACT 1
WAL [3L] B AE VRS IR R LA R4 + ZPUEAZEELE (1. 11 TNBC #ifli Bhiayr s 7 2%,
S R B AR B IS T IR TS N R AR5 ik g, pCR %A 58%, 3 4E EFS A 86%, i pCR 4 EFS ik
FI| 98%, %455 Hr il B s iR T DA IR R AW N B AL T T RSB pCR FAH Y, HiZJr £t
R, 2 27%5R AR A e B A A B2 (immune-related adverse events, irAEs), %77~ TNBC
Hr AT B B B AT R B A e IR T IR L T S 5 K . 2022 AF BRI IR R Rk
TEF 1A BELLINI BT, 1 ORI LE B4 Bhia I7 B BER AN B AT B 0CER S e A 2 st 00 ) 7] (40 O
BT + RUTAEET)IARYT TNBC HIRATHE, RE/R, 1697 4 FWG, 60%W N I Gpeies, T
BEEVEAS 0 SRR 2L B 27.0%, 29 24% (10905 N R R EA M8 DNA SRR 2241 J7 T -5 40 Rt 5
U2 AL 780 AN S AT IR S A A AR R B A B B T TNBC 3 7). X TR 7t n]
DA A = IV LR BRI T Aok 1 — Fh A iiial, ARk, B =B AL R e e T ¢ 2%
977 B AT AR IS o

2.3. Hip#tmiadr

It 5 oF L9 R R S AR R A L A WAR N IR R, 70 F#LA1VRYT CCh TNBC B ERIT TR
—o FPRIT SRR W E S A REITER, BT RCRTREL T R E R RS N, A
BRI TNBC B3, 8 W FE SR B AR 7 il RSl i, R /& TNBC &, 1-SPY2
RIG[32]5R B, RiEAbyT + FEARRIILEST + BRI e K TNBC 35 1) pCR #2142 20%. 7E M TNBC
B, —IRTT[33IESE, fE BRCA K45 TNBC &g, JeHuiff] 5 AR Bk syt a7
Rt Rir. HAT, PD-1 Ff1() PD-L1 A 2 5 R MR E A s SR G B Al 77 I/ o iz 2R
KR TP, 20 M A A PR 4/6 i 7R S5 EE m Z5 M 7E A EE R M TNBC Bl Bhia T o N 1) s
PROFFCIETERAT o, B 0 4 RIS 2 N BRI 45 R

3. PAPP #Jii5

B ADP-1% il B & (PARP) & — AN 18 R A R4L e s i, il 2 5 DNA IR B gk
ezl L a2 A DNA 155 . PARP-1 #il PARP-2 25 4 H1 DNA W% 5312 5 DNA 152132 . PARP
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FFIFRNE “AREE” ER TR BRCAL2 LKA B S8R, I+ PARP f#i3k7E DNA
R A, IR, SFEYIAET[34]. ERTE ISR A AR B R, RAH
5%~10% A4 458 7 BRCAL/2 RAL, IXALAF ] )57 56 25 5 52 1] DNA 45473 75 F1— 8RR 4 8 (ADP-1% #ik)
5L i (PARP)-H i 71 37 24 245 W 1) 5 il [35] «

FEFLIRIEITT AL, A1 1 OlympiAD 1 72[36]F1 EMBRACA W (374 BRCA %% HER2-16: )
FUBRIE G YT TR ROAR SR Tl 4> WL T Olaparib Al Talazoparib (3t L. 1 H #1522 RIWTF 58 C 4 AE 4
B yT AR Bhia T I BOE R T R o FERBNIRTT o, P OlympiA 2 — I Bk, 2900 BEPL. XE .
LRI RIS, B A R A S a2 KRR IR & BRCA (9BRCA) A HER2- F 117 iy &
&, ERREIRTT 205 A BRI R 25 (5 HR + B3 52 B R B B P 2 Wb iR T ) ) bl e B 771 # 245
BTG TT A BRI 22 4k, S5 R BoR 5 2 EGRIAAEEE, olaparib AEBH R IGE B# 1 OS, 3 L7
Ze MR EAF(IDFS) Ny 85.9%, RN 77.1%; AT HR 447 WI(DDFS) A 87.5%, I N
80.4%. Ut4h, olaparib Jo/™E A KB, OlympiA Hiff 7 A& FLARE 259k R 78 Bk bl i) LR A =
PR X TUERE R BA YT BRCA 578 RS e I PR 7 O oS [ br . B A2 E M, ik
N LR S B SRR T AR . 2022 4 3 H 11 H, 3£ [E FDA ftifk LR ia R H T #8697 BRCA iR &R
AR ) HER2- 1= fa R AL B 3, 1R 1 Ak R M — — R 13 ik VA )T BRCA 5878 F AL s J 5 110
J7i%. NEOTALA J255—/K PARP #liill 7] Talazoparib .24 F] T ¥l Bhia s i % BRCAL/2 RAZ K F-1]
HER2-ZL s 1 1 BARHE 72, 187 FE 3R 1T T PARP $1ti] 7] Talazoparib (TALA){E A B2 H T il Bhia 7 i &
BRCAL/2 FAF HER2-Jm) it e FL IR A e 5 e Atk o 45 3R BoRAE rT VEAh N BERN R iy ABE(F A
TNBC &), Ji B8 2 N2 2 (pCR) R B = (40 1) 9 45.8% 1 49.2%), H &4 REf. talazoparib 5
R T RBATIEING] T TNBC &3 1 JE RS 40 M AR KRz b 67, NifyT A TNBC 345 1 6.
BRI FE—SUIRFF MIESE. FR, pCR MIME, HEWS LK. Kk, PARP EIE 4Tt
N BRCA A F g A AUA Y7, T H . AR PARP 7% TNBC 4 2%, {H Il PRI 245 PE A 722 240,
DR MG 75 L — DR R I L, KB LF . G TR T SR

4. PI3K/AKT/MmTOR & E& 3N

FLIE 7310 B EARAR R AR (HR)ARAS LA N R B A K R 15244 2 (HER2)HEAT 73 28, IR 837 4k
HRILEMAR . HIEIRRMES IR THEM R 2k, ERAEKEFEH TAKR 24, XEHust
(IS 5 BB S 1E I N s i AR LR 3-B4BF(PI3K), PISK HE—B 8% AKT, AKT f] LLk— 5 0E T s
SIS E NS R H(MTOR), 2S8R 40 M it & A F1 K 2 [38]. fE TNBC H1, PI3K JE[A]
FAIRT TP53 (158 R E AR 2RAE, PISK SE/ERE B 1) TNBC & m WM. — Tt 5i R,
PIK3CA 7E 20%~40%[1] BC KA 5848, H4bIrmi 25 P3N 55[39], #ifkiE, PISKCA 745 ILF£ 10%I1)
TNBC, {H{E LAR A1 MES W% fp 58 g WL[40] [41]. HATEFXT PISBK/AKT/mTOR {5 58 IZ59H AKT
#1771 PI3K 4151 7). mTOR I 77 LA & PIBK/MTOR X #1171 o For, 56T 5L L K i3, FAIRLANE
WFFCPRAL T #hi B ipatasertib 6 2B IG YT 530 TNBC HIA Rk, 4558 EoR, £ PIBK/AKT/mMTOR {3
SR AR EE T, B TNBC Fin ipatasertib 7E IR EL S i1 IF R B #H0 pCR Z[42].
PIBK/AKT/MTOR U5 SIBEKIEE < et g, SRS ARt atEa ok, Kb =4
AMGNFI A B REATE 2050 JLHAER R BEIT M EIE FHF i — PR &R

5. HEMEFIE(AR)
FH T 10%~40%[) TNBC 2% 1% 1%~10%M) 4L it 4n i) AR, Kt AR /& TNBC B35 AL R TT
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BEFR[43]0 —IUF 7% B = B PR L e PR R S AR R R R A SR ZE R TS, 048 B R AR AL Y 2L
g [44]. % T TNBC #3%, it BHAM, Wi AR FHIE, FIHE N E ZIAM(LAR BY), ZR &
HAl it — 9 N HER2 AR (LAR-HER2mut) Fl PISK/AKT i 4 5 K 28 42 7 (LAR-PIBK/AKTmut), i #
A R A /N gy HER2 Hlfint g B e 5254, 5 E B IE M A IKgE R R E 4. £t
LAR-HER2mut 41 ORR iX 75%; FUTURE-SUPER #ff5iH1, LAR-PI3K/AKTmut 4+ {7 PFS $27 8.1 1~ H
[45]. W] AR VRN 5B B o3 Bk bR S P] D S i £ 50 G0d 10T 77 58 B RTEERT R BRI E
W —PRER.

6. MEAREKEFZMA(VEGFR)

g6 L RIS T T il TNBC IR i A ARt e 3 it 1 78 e 37 90 . BRIk, i g oy e AR KR 77
JT R R A . TR TNBC B Bia 7, — T g 11 G (LANCET) [46]81 7t 2
RFER TNBC 83 T AT B R B &8 BT (2 10 Mh 38 + RERWE + HBENIR)IRYT, 4RER
SRS BT RO AT P 75 o AT Bl = B L e I S 16 9 7 R A S i

7. fuir{BEKZ4(ADC)

ADC ZiW) B A mks A m 3R, v LSRG v s PR A i, 73 = I LA b AR
ZIRAEME . Hh kT EWFIRM, NeoSTAR [47i%:(NCT04230109) & 7£ 144 SG FIT TNBC #rid
BEIT (NAYIT RS 22 4k . S5 RYPPIESE T 4 I SG BZ5%t TNBC Hidi BhifyT 72, pCR [k
30%, UESET SG HZjHT LK LT RO IR I BRI T AT M, SRR 4k SRR R b 2 Bk i
T B TT AR S AR AE I 255 3. NeoSTAR 2 B4 ADC 1F 2y TNBC i hiayr w7t . ot
EFE IEAETT & 1) XD Z BR BT & PD-1 #0716 77 (ASCENT-05)3 HIG R I 78, BRvFilifi sy
BHEERIERRR B2

8. BESRE

LA = BT R SR T R 52 2 TARME RO R BB ity T O & AT AT e 22 038 pCR, {H
AR B P DASR S AR A7 2R o IR IS 2 R R S B v 7 vT e S B A HT A B VR YT R 1) pCR. PARP il
DA R B A R BRCA SRR H AR, (HXTRERITINEH BN R Kk, 22 PARP 4
XS T4 40 e BRCA B PALB2 JRAZ (1) 35 1T e B A i # R #5 . Sacituzumab govitecan 55 ADC #j%)
A AE N HA 7 VR B (0 R IR AN 25 A . (B SR IS E Hr S B IR T TR A AL T IR B, Bl
g% AR AR IT IR FURIERON, FRAT TR RS 4K B T 2 A 38 G g B RE AR YT 29I BRI T & )
—JiTH, BEE T BRI WD, FRATTR BE S ST R AE R MAMIR YT, k4 TNBC B #8
RE R R RIE G B OBIT AR, Bz, TNBC KIHHHBhIA T SN 7140 B0 S0 EAE A W U 8 (1 ik
o ARFRATISE FIAAE X LU 7T SCR B B RO TR SE B, [RIRE, fERTRRBhia T i e b R E A T 4
HT TNBC BEE AT AT IR R A, IR TEAF IR TT SRms, SO HETR YT
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