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Abstract: Triple-negative breast cancer (TNBC) refers to the kind of breast cancer with negative expression of estrogen
receptor (ER), progesterone receptor (PR) and human epidermal growth factor receptor—2 (HER-2). It is a heterogeneous
disease usually with higher histological grade. It is more aggressive than hormone receptor—positive breast cancer, and is
prone to visceral metastasis. At present, cytotoxic drugs are often used for TNBC patients as conventional chemotherapy,
but they are easy to cause adverse reactions such as bone marrow suppression, neurotoxicity, resulting in intolerance of pa-
tients. Platinum drugs in the treatment of metastatic TNBC also have short efficacy duration and high toxicity, with median
overall survival only about 9~12 months. In view of the poor efficacy of TNBC chemotherapy, it is urgent in clinic to find
new targeted drugs, so as to develop effective treatment regimens according to the tumor molecular subtypes of patients.
This paper mainly reviews the research progress of new targeted drugs for TNBC.
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HIE

— B ¥ FL I 5 (triple—negative breast cancer,
TNBC ) 5235 i 18 25 2 A ( estrogen receptor, ER) .2~
R ZR( progesterone receptor, PR) AFE A K

F %% & =2 (human epidermal growth factor receptor—

2, HER-2) F ik ¥4 M B LRI . TNBC 5 2:4F

fEH TN
SEAGTER R, Lo, 2V, BFEE 7 1) « g 2 Bl

B2 WL 1 1Y 10%~20% , 38 % KA TAER &
PE, b 2E AR, 593 324K (hormone re-
ceptor, HR) FH: (+) ZLARJEAH L, TNBC 19 & A 5K
AR, H e A i v K AR TEZ R 3 ~ 5 4F
W, H S5 57 A . TNBC BA AR [F 41
VB T 3k 46T 3 1) IR T [ i BU A5 1%
I I BN [F] 43 B 25 SRS T R IA
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J7 B A B BUE TNBC Il ARG TT IR o AR ST
TNBC AN [A] 737 1Y L HCHE [ 367 25 W) RO IF 5 o e
YE—Liik .

1 BRCA1EB[EEITE5Y

XFF BRCA 5878 R FL g , W A ALy B 1) 3
ST — A H W . BT BRCA1 Fl BRCA2 %
12 5 XU DNA Wi B &2, R, 55 BRCA 2§
75 K 5 B4 iR T R X P IR DNA 2544 B 46 y7 259
(B AnEA2%) B8 g SRR A0 H A i AR L5 A M i IR
N . —TERXF BRCA1 5878 #5417 4 % A AL )7
/N AD T3l PRI COR E 4 HR AR 45 R B,
20 5 F 5 Th A 9 RS T 58 2 22 % (complete remis-
sion, CR), B % 1 80% ', (EIEATE BRCA 5875
AHOE TNBC T TR A e ite— 20 5%

BRCA1 F1 BRCA2 2K (1) 41 Jifd 7 X 5 i 1 —
TR K% 4 58 45 1§ (poly ADP—-ribose polymerase, PARP)
IR0 v R, T 00 4 MRS B AR A R T
BRCA1 5 BRCA2 2272 23BN HR , PRt , 5722 (1) & ]
WA T PARPL I ALHIHEAT DNA B 52 . ansiAe
BRCA fift i3 14 Ji Jg v 410 i) PARPL, 40 B 5 Jg v i 17
DNA MBS, N &A1, X T BRCA12 #5745 35
B a)I67 245 1) PARP 46 57 o) 1 B % DNA I 24
M % T C 8k 85 1k & 2 L /&  PARP 414l 55
WA BRI 17 RAMIFSEIE S, BRCAL I
BRCA2 7% B b 928 %F PARP 310 1 77 48 5% . il
— TG PARP 0 i 500 BB R 6 56 B M L Ao b
B FHBEFE AN AT 302 191 5% 4 v LR R £ 3, 24K
BRCA:37 4, HLHER-2 I FAYE . ¥ E BEML I A
Ay A (R Kb 3o A AR el K R G i, 4
308 100 FUERLA R4 (300 mg, K 29K ) . AL
WA 2H 22 i %R 59.9% , P25 40T 41K 28.8% ; Wit
M1 ) 21 TG 2F & A= A7 15 8] (progression—free survival
PFS) A Tk # (7.0 H vs. 421 H , HR=0.58,95%
CI1=0.43 ~ 0.80,P<0.001)"'s 2018 4F 1 H , AL F]
ARAT 52 E & b 250 B B R (Food and Drug Ad-
ministration, FDA) 4t , T BRCA 58 7% 1) % % P
FUARIE . RIS, BB AR B Bkt A T BRCA
SR 1 B B O A s ml R R MR IR TR . BT,
HoAth PARP #1370t 1F 76 BB ATF 5% Hp , A 45 4 ]
FIFRJEPrmp IS
2 5{MpaEHEAF0 DNA {5 H X EE T
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21 i J&1 48 4 11 D—-CDK4/6 3451570 B 1T i R ple it
WEF T TNBC. 4K 1M , Asgha %5 {di | Palbociclib
SEARANFIAAR ) LAR-TNBC 53 Ff B8 FE AR R, &% B TN-
BC 119 & 1 M 3% % 3% f& (luminal androgen receptor,
LAR) A% CDK4/6 # il 5 B fUsk . X Fhiusidk: 5
A 58 SN A 2457 245, DR LR DR 2 J B 1 A 440
W 1Y CDK4/6 A % .

Bk T CDK4/6 41 il 57 78 TNBC SO H 1 0
B —Y YL AN, — TG PR AT 5T i3 , CDK4/6 1 il 551
5 Al L ) 245 B EL A R A AT IR SR
7E TNBC 5 i % #if 9 155 284 v, CDK4/6 417 i1 71 A1
PI3Ka 4l 57 (BYL719) B A 1 FH 5 7 % fifr g A=
AR AT, B 52 JE Pk A0 T 48 M3 AL AR
AT e . AN, CDK4/6 il 57 | PI3K o 171 il 571 A1
S BERG AT S5 (BT PD-1 F140 CTLA4) BE4 18
REAZ (I [F] 32 TNBC /)N ERUBT R SR A 47

CDK4/6 1 i 7] (4 1ifs PR A 5% 16 4348 TNBC. il
n, — Wi ] Palbociclib iG 7 Rb FH 1 e 19 2L IR 98 1Y
1T AT N A 4 5] TNBC 3, A fE 1 BoR 9
55 1 (progressive disease, PD)" . IAF, — T PF
fifi Abemaciclib 47T Mg 35 P 19 T A 55 99 A 9 151 i,
HITNBC B, b 3 BT AN B Fe E (sta-
ble disease, SD) (1 | & /D H5&E 24 Ji ) , Wh i PFS Y
LI H o 1% 8 FE IR 45 [ CR 853 22 (par-
tial response, PR) .SD & /D24 5 ], RAExX L
I PR 25 AR AN N & (RS ZE i A7 . flim, —
I T W PR 328 56 1E 76 WF 58 Abemaciclib 7& Rb BH 4
TNBC H & T AGRCR s BT T/ 10 W0 AR 56 1F 78 F
FEPUMERL R T (R B e ) B CDK4/6 41 i 57
Palbociclib 5%, Ribociclib X} # 2% 32 /A& (androgen re-
ceptor, AR) FHI: TNBC IIEH] .

Liu 28" JE 4719 5 — T 58 PEAS T Palbociclib
BXA YU 2R B 2 it TNBC 4 VE T . 4R
£l ] W45 Palbociclib X} AR/RB BH 4 TNBC 4H g 119
HHIE L 229 Palbociclib 15 Bl 2% & Bz i 4 13 ) AT
fiEJ& AR/RB XU BH PR B A TNBC IR Y7 SR g . ik
SR, VEAR CDK4/6 9 35 76 TNBC Hp 997 %04 75 2F—
ST, LB P bR T8 T TNBC 1R Y7 45 & 5%
JIHJ5 0]

3 SEEBHEEXHERRTEY
REFIED T, TNBC & R AERK K F%Z
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1K (epithelial growth factor receptor, EGFR) & i
iK"Y, EGFR J& HER S0 5 15 1% 22 2 U8 1t 52 14 1) 1
Gu, A Bk R Ak AT OIS T R Y RAS/MAPK AN
PI3K/AKT 3 {5 , DA 115 350 b3 &4t i 384 58 7 £ Tif 285
PEN S ZEARTR AT YA TNBC 1, EGFR 235 FH
5N R IRBUS A, it EGFR /& TNBC
EORIEYNS (LY SE

EGFR # ] 4100 1] 7] 73y WG K2 < B 50 B B 4K
(monoclonal antibody, mAb) Fl/N3F EGFR [i% & R
T 4T 130 39 (tyrosine kinase inhibitor, TKI) , 1
AT EGFR B , AT i R 45 5 % =
VG2 BB FIIA 2 BT © Wt FH FI697 EGFR BH
PE KRAS B A RV RS M 25 B s , i AR B e AU ik
B e Mk EGFR-TKIs, F TI8J7 EGFR 75 W
sl AL AR /NG g 22 T PR TR R
WFFEIIESE , EGFR M 551 5 40 i s P 25 W K B3R
J7 TNBC HUIG T R 4720 ™ o Corkery S5 57 3
B1, e Je il AR e Bk & 2 TU i 8 sl R AT
TNBC 5 Bt b5 4 i 3 /R . — 300 11 BT BEAIL
A FEUESE , AR T & 74 22 5 S0 5 o0 TR A T
AT B R TNBC R 1) R R R

4 St FEESEEEEIETAY

AT AIFFE K B, SR 4 AR 2 1 (rapidly
accelerated sarcoma, RAS) A1t 33 i 3 14 2T 4 (A 983
#E 1 (rapidly accelerated fibrosarcoma, RAF) %48 7£
FURRIEE TP Y R AR 29 7E TNBC HYFE RS 1 78
o, RAS Fl RAF % AL T30S T Ui 9 22 24 s AL 8 1
P % (mitogen—activated protein kinase, MEK) ( 8 FX
MAPK)™', 1fif MAPK % £k 5 % 5 TNBC 4 & J§& F1 i
A 5 MAPKI1/MAPK?2 it %3k il i PFS A1 OS 44
ko AR, —5 1 I PRI EE % B, MAPK1/MAPK?2
I A S A b rh R R R AP RO

60% i) TNBC 2 # A7 7E K PTEN 5875 5% INPP4B
A B 5 | kS B PI3K 38 3k B OS> , fii PIBKCA
T A B O A 8% . RAS A 5 38 % 19 5 A2
JAK/STAT {5 38 #% 1 171 S 152 4 775 A S mTOR/AKT1
I PIBK A IRAE o I KA 5E & B0, 75 TNBC &
Hh, AKTI M mTOR i BTG b 5 G A R A K,
AKTI F1 mTOR XU o5 400 1 77 AT B2 R R IR 7 0K
- U B2 37 NI . W = s N 1|
PI3K/mTOR/AKT1 {5 5 i i Bk A 4L I7 16 97 5% B 1
TNBC 7] 2k 35 & 19 PFS. L 4h , PARP 4101 il 57 78

BRCA1 $P A= RURT PTEN 62K (4 i 96 vh 2R B0 34 1)
i R TG 998 1, A 2 45 S 5 2 3 3ol i PR 3 £ 7
ok .

JAK/STAT i [ 3% % 7T 42 #F TNBC 5% 767, R
4> FREWF ST, & & TNBC H & 19 JAK1 Fl JAK2
PR Y STAT3 38 3k W 2 5 B4 i o Ji
Bt R0 R I A B JAK 1/JAK2 #1557 Ruxoli-
tinib & B HEE F TR 7 B BE2F 4E 4L, B B 1 7E TN-
BC B th AT B2 5l 5 A2 BRI A 25 25 1 T I

5 MEREEREFREZEMNGIF

AT JE S, TNBC S 16 5 G 7% B g T AN W
A RTINS o L5 N AR K R F (vascular endo-
thelial growth factor, VEGF)7E g i 45 A= ol i e &
HEEMAEH . VEGF(FZFE VEGF-A) R 2l 5
VEGFR-2 45 G kAt i i 45 A= i, A TTAIR 2 P 2 448 L
A7 6 B 48 B R B, i STAT1/HIF-1al-
pha/VEGF-A Rl & i BiiX — i By F 2 A 5
4k TNBC A b, TNBC H i) VEGF 3635 7KF . 2 T
(54.3% vs. 22.9%) "™, M B FLIE T, VEGFR
FEIR KV 5 B Pk 2L = PR, T
52, VEGF /& 2635 5 TNBC 3 19 PFS #1 0S 4%
FEAH G, 5 e /I IR 43 5 RTbk L 485 BH 1 2 17
FHER, — I BAFIAFSE 7 , VEGFR Rk KP4 5
(1) TNBC. £ 5 2 B0 A ) L i e S e A A7 40
(breast cancer—specific survival, BCSS) , 7E 564 i
VEGFR2 /5 %35 TNBC 35, A 96 14 f 35 5 48 A
10 4F BCSS R . 3 FEAIRY . P Bt , — 281l R 30 4R
T T LA DL ARER B oA SR G 1) 25 ) 4 TNBC P RS
BT RO R F A 5215 0 T — 200 J& 1Y 25
Fo —TEEZE PO ACK A 3Tl RIS Y 621 4]
TNBC 3, Horb RIBBON-2 38563 i U1 AR BR b Bk
AT EEUE S B (1 PRS F ORR #8153 k3%,
R At — 26350, (45 525 1) BEATRICE BFSY , 24
Al S DL AR R BT B AT AR W BOE
HENAIT S R TP JE 2453 . GeparQuin-
to 150 /R , SR 50 LU 2L Il Ik i A 2 PG At 36
ZWA DR IR B PTIRIT 10 B3, o B 58 & 52 il
(pathological complete response, pCR) & M 27.9% Ft
5 % 39.3%; {H CALGB 40603 i3 i 75 , 464205
B 2 AL G 7 223K G DU ACBR BT TNBC /&
JEARE 5 i mTOR 1 4 570 7Y 2 58 &) sl 4 52 =] 5 g
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5K B 25 2% L DL AR BR B BT (DAT/DAE ) k44T AT
% 3 K U 2 f# % (objective response rate,
ORR)"™ .t F DLARER BT X T TNBC [ BYR Y7
LR —E, FDA T 2010 4R8Il 1 D1 ARk St 1
W R vEF LR AL T

6 SLEIRTTHY

2018 4 JiE , IMpassion130 I 191 PR 28 56 BF 9% 485
RAE RPN B I8 N L2722 (European Society for Medical
Oncology, ESMO) 4 4s I & 3%, b5 i & ZL IR I8 1E =
B AR T IR ST O TNBC A L
RIT . MECHRIE R SRR T RE A b RE PP PESE
-2k 1 (programmed death protein—1, PD-1 ) M H
fit fA& (programmed death ligand—1, PD-L1)J& W™ fx
HOLAIRR AR, A L) 5 S G A AT, X T 4R
PTG AL AT SR . 5 HE TNBC & A LL , PD-
L1 7E TNBC [ # v 9 3% 15 8 3% e b 1 i 9 o 2t
J . 105 15l TNBC AR A4S 14 20 U 51 3 A 45 2 Bk
7N, PD-L1FAPER A 19% o fiflitt, TNBC Hifk i
21 A IR R 5 PD-L1 A /KFA G, 5 H A
FLARIEE W RIAR H , HC PD-L1 635 M B, Pem-
brolizumab 1 Atezolizumab 7E 15 V7 ¥ #1% TNBC &
9 T e PR 2 R 2R LAY 4528, ORR 433l
M 18.5% F133.0%. IMpassion130BF5E £ s B
HLOSCE TG R 5T , 348 T Atezolizumab & H
AR IT AR SZ o 4 B IR T 1Y Jag 7 1 40 =
SR 1 TNBC HYTT A% 2 A 2R 30 ) 2 R AIE
WF5E AL 902 il F8 3%, 76 BT A & 16136 T 7 A4 Al PD—
L1 B NRE b BEAT 20 B, 2 B 2 s o AR A
RCIST 1.1ARUHEPEAN I PFS FTOS. 4553 7R, 7E PD-
L1 BHPE B, Atezolizumab B & FH 8 H SR AZ BEA
AL OS S 25 A H IR B 74N H i B 35 B, Bg 4
PERATE S BF X AN TNBC H 2 14 G5 3 4 70 B A
TA N ISR, K, AT S5 ) A %
R R P A A SR A, 200 T T AR L A R S
Jii 4 (cytotoxic T lymphocyte—associated antigen—4,
CTLA-4) . P17 T 41 M (regulatory T cell, Treg)
LRI FRIR [ 53 F CTLA-4 W] 3 B I il 15 542
126 2 T A0 MR )R I e s VR, 5 R 9%
HEHLE , HAE BRCAT 5878 U TNBC H 3235 AR B
. M CTLA-4 2375 S HUM R T 40 i 2ok, L
PEHES MR 45 Ty T BTG A . EUAT 7, CT-
LA-4 7] 3@ i 3 CD8" T 4l ffd/Foxp3* Tregs ) L il
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imumab F1 Tremelimumab 1E 7E 471l R TPEAL o

7T RE

TNBC J& —Fft 5 o 5 5 , 5 HLAT 38 i i 4
YE sy W IY TNBC %8 HR BH M 3L IR 8 o8 B2 28
PE LI BRI RS B 2 2 NS B . BT, I
PR X TNBC F & 2 2R FH 40 i %5 Pk 25 W dE 47 #i b
7 B KA BRI ] A2 B S OR RN, B
BE A2, I BT R 2500307 i i % 1
TNBC %, P 0S 2419~ 12 H . % TALIF8UR
AL, VIR HH TNBC #6187 259, IR s ik
H IR AR 25
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