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Abstract:Breast cancer is one of the most common cancers in women. Among them, triple negative breast cancer (TNBC) is a special subtype of
breast cancer. Corresponding estrogen and progesterone receptors and clear molecular targets, traditional endocrine and targeted therapies are not

sensitive to it, causing more and more attention from scholars worldwide. With the discovery of some drug action targets, combined with the high
immunogenicity and special biological heterogeneity of triple negative breast cancer, immunotherapy and new targeted therapies have promising
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prospects. This article reviews the TNBC classification and drug treatment, with a view to providing reference for clinical treatment of TNBC patients.
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210 JT Wi Lot LR, o A R e 1]
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99 L i 9 (triple-negative breast cancer, TNBC) 7. %!
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) 2R, A R R E R T R ey, Pk
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TNBC J&—Fm B S it , HotdE R & A
BA— R TR R R TR 2L GV e s A R R
AR, Fe 1) R Gi 4 44 fH Lehmann BD 461k H
DNA | 7 7 ks Ho oy o 6 Rl A . JL RS W0 7
BL1.BL2, %05 45 & (M1 ), i) -4 i 50 (M), a] i
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1 BLL WE 7! 5 DNA #5105 1& 52 K 4 it Ja 1) ek 22 A
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2.1 B B4k Jr (neoadjuvant chemotherapy,NAC)
ENCIE e L TRt NV 2 5y s v A NN 2 (9
JEWIN EAF A T ARIERNAE, 38 & F AR RFLE, ok
T T SE VA g A7 i) st | 45 21 i 11 1k
Jra R, Bk 8 NGRS AL TS BRE ., AR
N 0 RIS S 90%1 R I I i 45 /N
30%I1 B IR BT 2 M. (BB T HER
T FARBTA], 30T 3 A5 RE 1 XU, 5553 X AR i
L AEFEW (disease-free survival,DFS) 4
M TAESRBFSCIE N L SE R R S = B
HIBMEIT TS B R B % . Masuda H SFMHF5Y &
B, BL1 A NAC J5 i LS8 S8 K e (52% ), 1M
BL2 Hefi(0). FhFHit= BARAHAY T HE A5, 40 2
BT HATIAYY TNBC BBk, i fbyr
B TNBC B EERIT &

2.1.1 BORERAZIS 25 WF9E R, DUBIA S 3
RIAHEA AT 97 221697 TNBC B R MA SR AN
60%. X} FHEFPE TNBC Hi, ESMO 45 5 Hi 4t
BAZH P YT VR T AR NG PR 2 1 R I Ak B 8 2 TR
HBERI N /N Z EA . 8 A2 (nab-P)
SRR A2 BRI AR N AR BT 25,
3k B P () B BB 8 PR A v R 25 v B
Untch M SE007E 3R 85 3R 15 PRIt e > 51 1y HH Rtk
BN nab-P S5 LB, B LS & pCR
BT 9%, {HEMFIEA B4 AF5 OS (11
o B ERZIEYIIR 2 TNBC i —Zk 2, (H
e BT 22 (WA R B i AL 7T 32 M BIFSE T 24 B
K R IMEHE AT 250 RS & i/ Dl Bh Ak
I7 I IR A Lt

2.1.2 2550 EAZRZ5 VR T T 4 A D1 £ DNA
KA ZEIR M A e 25 | S A T Sikov WM SR
VT AT B Al BhALTT R M7 RL, 45 3 R R4 2
P Im A(E1S ZLAR 2 pCR M\ 46%3 K 5] 60%
(P=0.0018), W% pCR M 41% 3 | 5| 54% ( P=
0.0029) , . I 75 7L i s 2 v At AR 25 10 Bk
PEEIZA ST 24 20% 85 R BT 52 235 @I 5207 11
FAREMAN ST . RIDEERIONE o e g il B Ak g7
TP K TAC 77 &5 1) TNBC H 2 By R IT 2L, 45 5%
KB Bh LYY TP 34 cCR R pCR F¥ & T
TAC 5 RIRITRIERE , H A BRI B R,
WERH TP 7 ZH TRl B LS A —E Y74 Tutt A
W BRgERE, ENZSRERG N TNBC B B ik r iy
pCR, {HAJRELSIG ML FRERI S . Ptk , #1128
TNBC Hrili B b7 5 D) 5C R 0 5 220 21l IR 52
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2.1.3 HUMbiE R E  GIX JE—FhifCisi2s 4,
YEFFHe e An i s 01, BHIE A G i1 S %44k,
ARG 55 Z2 ARG b )= 4 3 [ 0 s AZARAZ 7 il
Ji g, EZAN ] DNA & 1, 78 2 Fh S vk g o7
BRI, Z IS 3 I TG T AE R 5] TNBC
TR, BL24 I IR G2 223K 15%~20% , #5 BK A 1
W, BEREITAY R BRI E 20%~
79% , {HFEME S b 238, Minckwitz GV 25 2R
FAR I, GIX SZIRYT I & B TNBC yIlfi R —2k
Fi#5. Masuda N S5RIF5EHE R85 b i 2E Bl B
fI7 RIS pCR M K25 . Marangoni E 451
TNBC #riii B4k 7 J5 (5% BA o kb e 37, PDX B, 55
WE TR ElEXT 60% PDX A %L, (01 5-FU SLal -
I Bt Al Y22 i 97 530S T RAARR o 59— T, W R L 118
PRk i 22 Xof 3 P I T 25 I O, AR AT
21 & P miRNABO8 .miRNA145 55 i 24 Pk A7 2,
ERIET 7 A N O A e S S 1 2 e o (8 P =
JHCAE XS R B I 25 (ML AT, DI PR T4
it 25 B
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2.2.1 DNA B8 (DBRCAL 3K :BRCAL & A
RANREER R L, a2 MiEn s
TNBC &4k J , Hoh S22 ()i 72 1 5 BRCAL KL A
B AL 58 25 5 BORH G AZ AR B G B DG [ 22 . BR-
CAL JE [N 1) F- B4 F Rl i B 2 52 A2 () 3k DNA,
FEIR 948 S 8O OGE BB s e i As . gt 1
BRCAL .BRCA2 2875 i MA 43 AT 57% 49% 4% B
SR RUBSE P, A IS G, R R AL S st ek
A I H A A B I T A O HX L
D5 AT e B R AT UE S . @R MR IR R
4§ (PARP):PARP &% HUEE DNA [ — Fh i
ity ,BRCA JE [K 2 A5 4fi jfd ] £ R A0 421 PARPL i 4%
R G R, IEHRVFZEE P T PARP I 55X}
BRCA 3K 2875 i) TNBC £ & SUR B 6 I T LA 56
UE. Isakoff SI ZFPIXTAEJE A JE (PARPL) A1 HL T
TR ) S (TMZ) IR 97 TNBC S 91l R T A%
HT AL, 455 7R PARPI X T- BRAC 5878 i 597
BCE AT, 46 PARPI 54057 254 UL KR [ 25919 &
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2.2.2 PIBK-AKT-mTOR i i %l 2 540 rd
A AR G2 s A, R ELE R F AR sk Ak KA
T 5B ETR MG ARES &0 sz i, B e FLRE
PRl It B, B0 EE AR TNBC 1697 Y AT
AETERT, Kim SB Z&PHF5E BEHLEF mTNBC 5 h
AKT 447 ipatasertib 20 54284, FruERIEIA
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J7 )5, AKT 414515 ipatasertib 2H rh{v; PFS B i et ,
EH B 3 HHEVE (23% ) Ko ok 40 i LU R F%
(10%). Xu S ZFPMHFYF I, e RL SR LR s A N A5
R F OB 7] mTOR #0717 MK-8669 fil AKT
P15 MK-2206 156 H AT #fil g A= 4

2.2.3 Fape A il OPD-1/PD-L1 5 CTLA-
43 IR 2N AR PN R R 5 3 A A i S g
TVHPIRE RSN A 2, e 1 01 B>, fg it
Jieg A, FL B BRI T BT 20 T ik
2 10 P T AL 19 5 Tomioka N Z5EBIRF5T & B, PD-L 25
Fik4l OS M DFS #yJ T PD-L XA 41, M
1= 753k PD-L Al 2 TNBC i 462 (141 il 77 ¥
Mo QTGF-B ik IEH N LT TGF-B 155 Tl
BV IR AR & B A, AR LR R A UL
J& TNBC A3 al Uiz % i el 2% . i Akhurst RJ
SERUNFSYHRIE , TNBC 55 M & A & R iR R 1R 2855 M
K5 538 % TGF-b Y &3k 14 inf7 ¢, TNBC
CIP2A-BP i it BT PISK/AKT f4 {5 S %, T 5L
4 JE 4R U MMP2 . MMP9 25 il s iR AL , Tl /DA Ty
1 L &7 J5 o 2 i 1% 21y, DT e ) e B A 28 o
2.2.4 HEWIEESE S 25 NOTCH 525
S 6 9 B4 58 434 I F R 1 AR R T A A S
7REA 25 13%1) TNBC S8 m A Al rh ,NOTCH 1.,
2.3 ML M IEAR , FEOG y b B ) 75 U
Ham, Ui NOTCH {55 28 T BESZ M TNBC MF 7!
HIBURPE ., JAK2/STAT3 25 TNBC Hy{E S8 %,
SRS E NS 554, XFS 50804
K A7 . Balko IM ZEEIX B B ALY T HIT 5 TNBC f&
ARG R A 95 DUBUB AL AT 50 BT, 45 2R & Ak ST
J& TNBC H & v i) 3 DR 20 45 ¥ 4T % B4 i 8 Tif 25 41
ML, H JAKs ™38 7E 4232 0 i Bh 1k 7 19 TNBC &
HASRIEZIRIT HIGER, WTREN TNBC Bk Bhibyr
Hr 2 ER AR S a5 . ok S I R el AR 9 HE , BT A
42270 TNBC HhbrdEd T a7 i 25 L -

2.3 TN UNRTT

231 MR Z IR AR IR B T I B Z AR
R, 5 ER PR 2L, 7 1E # FLAR K R 43 7L A
A RIS EA A E TR IA &M . 2015
43 [ ASCO 4F4x b4 i iy — 3 1T 4] i PR #F 5%
MDV3100-11 #5377 AR 45 H1 7 B Z4 & iz (ENZA)
RIF IR AR ik BHME TNBC HOIAIFAE A, 16
AR #5776 AR 21k BHYERY TNBC 3697 o A A 52
JURER, A IS I I, M R I A B R S U
LU R B 5 T LU AFTA. #F TNBC i
RIG 5l FHOCHM S, nNIG RIS TNBC
HA R TR LSRR
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2.3.2 Hfth GnRH J&— FhAE (2 2k frbig 4 g A= < 1
FARIIE , GnRH BRI fE 5 L Z R m 4545, FHL
5 T lpm e S, AN 25 BHAT TNBC i K
EHe o Hf— Lo 3R S AR A B AR AR LR B0
F 2K LHRH 1 AE KB B 0 = S5 vl Re AR
TNBC 78 7 8 45, Seitz S %5 B X ] 55 K 45 4 10
LHRH-1% 37725814 (AEZS-108) iy 7 4k 5 22 4 1
PEAT SR, 45 1 i 7R 25 W %o I A A S B sk T
BB F AT T RO AR R, R IIIAS S
JnsExt TNBC HARMGER, G THIGH RN 4
AR A R — 2D ST
2.4 MRS REVRYT MR SR IR T 8 ok R AL A
PEFRGE , F RIS R i) DA I 92 1) i3 Ak ek &4t i =
YEZEYATT Ja AR AT B0 Tk ] BEREIN 25 K A 52 A KBt
B2, TNBC A4 7 B 5 1 T AR G R i 2 R A8 1 &
PR IE S M R GG ER, TR MR
PEMTAZ . WO HUA SR 102 41T TNBC HRfEih
S EE
2.4.1 TNBC 1 W2 IR 4N (DC)FE I 1Yk KR A
IR PR L R T RS R e T e T A
WS 7R, R DC 21 1 HER2 [144 f8 35 3 Xt
AR ZH i JRa BH 52 46 /)N, H. pCR BA i = T XF HRZH . g
SEIPUR (CTA) R T it Re & e, HRi#r
FERER A B I A HERR Uik i 50 7 S i 45
ELAIF ST 4 Ak T 1t S48 o B2, AT 75 K 9 0k —
SRR IR K HORRRE T o
2.4.2 IARVE T A b gRE T AR T RS E A T
JIRE 25N Y T 40 DA S AR Y AR BB AR S 5 R
B P 2 R IR SO E T . R
RN AT LAAS 32 g2 ik It (R 5 ) L) KA 53R 7 72X
B9 RSB, BRI B R TNBC 14397 250 4 RE VR 7 A BE
LN
2.5 REZNAYY PR LR E T LA g,
W R ERAS L ZANTE , %FF TNBC (% BEBHIE S
RN TG —brifE . RS W b BT A B
TNBC S 3 A Y | BH R BRI IR — K2k B
IG5 B0 TNBC 4 43 0 DU E 7Y, 78 NCCN 45 r
Gi—I1h) AC 1Ly7 Jy SIERE TSI 28 7, 4553
WRBIT 25 %S ERIE ALY B W R, B
ALIE [ SR S BT R E T, & 3% TNBC i
REVEEE B AN U IR . P IR RS HRIEIR YT
FHRIE S 33 5 s A AR AR T LS — 3, Wi
T BRI LR BRTT A N AT EER G A
3R
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o BRI K07 90 TR 1 AP AR ROR 22
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B E R VR YT, R B A AR
JHIBJT TNBC 19 2071k, JUHOE R TNBC (3%
WG B EIRPEAZZE 25 FAZE 251 35 VA e/
R LY AT A N L, B 2 G R AR AR AE
—E R PR Sy U5 T, DNA 18 5258 % PI3K -
AKT-mTOR i #% B A IS i R 25 Wi et
J7 TNBC KAFVEHT (B HIBL LA T e — 2D 05T 5
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