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Abstract

The International Agency for Research on Cancer says that breast cancer is now the world’s lead-
ing cancer. TNBC is a subtype of breast cancer, which does not express ER, PR and HER-2, account-
ing for 10%~20% of breast cancer cases, identified characteristics of this disease include early age
of onset, highly invasive nature and easy recurrence in the early stages. The cause of the disease
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has not been clearly analysed, and it may be related to factors such as heredity, work and rest, and
diet. Compared with other subtypes, the treatment of triple-negative breast cancer is more chal-
lenging, as conventional hormonal and targeted therapies are not applicable. This review will ex-
plore the current treatment modalities for triple-negative breast cancer, covering surgery, radio-
therapy, chemotherapy, immunotherapy, as well as emerging targeted therapies, traditional Chi-
nese medicine.
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1. 51§

= BAMEFLERE(TNBC) & —Fl ER. PR Fl Her-2 SR FA AR, EZ LT 40 & LT 4% ik,
i LR Y 10%6~20% . F DR 87 4 AR A7 RIS i (AR 28 1 i 46 52 0%, IS IS AR SR T 23Rk B T
40%, JFHZ) 46% 2 KAAEER, X 2 RAETEMIZEINE =54, S8 R ANESE, Hit
o Ja W AR A TR 4R 2 AUE 13.3 AN H, R E R I LLFI &k 25% [1].

7E 2011 4 — 5T 7T 1, Lehmann 25 A 21385 %) 587 451 = [ 14 LI 5638 AR RE A HEAT L R ik
AT, 4 TNBC 48 AN MR JERE-1 Y(BL-1). JEEFE-2 AU(BL-2). A1 785 AL (M) 7] 76 5 -4 i
RI(MSL) Fe 8 U 15 T (IM) RS Jls T R 32 AR L (LAR), AR T fi TNBC 4 T AE M MR A S 5
2019 ££ 3 H, B B KA MR B B AR S B A E I % 465 1[5 & 1k TNBC FEA#E4T @ B0 [3], - T
DABES R 32K . CD8. FOXC1. DCLKI X PURfil R H FH S e AR B AL 1) “ B B A7 Frife, ¥
TNBC 730 LA FIUAN LAY fio A 2 A R (LAR) . A2 5 AL (IM) . JE B RE S 2 100461 AL (BLIM) AT A] 78
JRANMES). X —43 28k — DA T TNBC FIEAY, AR vA T AR ZR T TG T S s d R 4 1B 77 1m0

TNBC [RIHARR 73450, XL G 40 WA 2 R AT A m P, iR TT O
M EZRIT FRB[4]. REW, W7 EHACRARNE, FRlREFAREIT RS BBLT, Hrss
WA FRE, IR IR A . BMERERZ T LRIETT, BRAF IR R AL AT IH A T BE 51 R IR 1
WRAE, HEFOHES SRR RE KA, Kk, WFRFANGIT M S, CERTFHATT 8RR
FetE, CHONESIARI NS S RXLGEEDIT T HRTREIT SE . 290Gk, xR |
B B T S ) SR HEAT T DT, B AEN TNBC HIVRYT J7 VAR s H A i JELG 57 1o o
2. FAREFT

TNBC 7EAMENAYT 7 B A HARetE, B3 ZEBE RN A, BARGEE KRR, X35
ZAEARTE N 2 B e T R 2 A PR . DR, BRI, BEHDIR S 4EEI0TT, ORI ST T
Hal. HAT, EP BRI AR, EERATFARZERIENT, M TNBC B TR
FAFARINMAFBACIT[5]. FIRAUR S ks &, RN OB @R A5 i B E 2 m, K
e, RAF AL R TRECRFEALIR SN, T BB FHTEAR SRR SRR A G, SO 2
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DIREMI PR B B EEEH . B S0 R R HEE TNBC B3 MM AFARIGT %46
%, HGHAWFARMEL, A BEREA T EMARGESIRE, REE TSR, W IR KA
R, MIMEERAREEERET].
3. WEHARTT

TEHAIT RRIT IR = KR EBEF Bz —, EEHIMR Rt a SR Y, BUEE S
T RN KM BN BUPTEEHTFEARE, BIERVNR RN R, e AR a1 H
T4 /NIRRT AT R R, R e R s AR AR . SR, U IR I BAR T =AY
TEARWHEA R, PR32 — TR 7E 45 R BoR[8], K E1T (40Gy15 k43 E) 5 bR 43 E 7 (50Gy25 X
SENHIT O 2, R EeT AE AL A SE A B S R A, T I TR B 40 5 .

4. LERTT
TNBC E#& HTH= ER. PR. HER-2 I3RIA, (RGN /3 ibia sy KB o ¥y iU R— A . R,

KA HT RS BT SRS AT IC N O, HES SR TR N BRGSO O K EAA T TAC T
TC I REMWITH G TR OHBINEN TNBC I T INEE T &, NEH R 7 ARG T .

4.1, BIEER

S M I I BH TR 1) LE AR SR R AT FELAS 4T i 43 584 25 56 B T 1) 7 Al A R LA 4 R T
SR TEVE IE 5 0 240 7 400 A B a2 1k, SR 4RI 2 2L A A . BR T 4 4 i 2 4
MRZERE 1AL, BRI EOE T BV IR SR PUR S, A S 40 M T (0 B 0 R B R R
M — AN EEAR Y. ZTESEN G R EE MG EREE AN BRI, EEMARNEEKET,
X A SRAE T M B 08 B T AR G AZBE R WIS, T SR I H LA B s £ FH O THD P S T
AN BERTIRIRTT FBAR, HORIRFHAYT ORISR TR S . AR A% S S P EIEE A 84
JEL45 245 ) ) S L SE YU Sk AU BT 75 R TIUAG 3, S S B 16 PN R A R[O] I 4h 2R . AR SR B,
Xof T MR B IR P 2 (BL-1 A1 BL-2) ) = B M L s A5 3 A7 70 3 B B AH DG SE R I DNA 18 52 6 1R )
PERIOIRDL, XI5 RIS R U 227 282458, AR EURME . SEPRIpRIT Mg, HLR
FEE 3252 A W S 29 WVR YT e » LI PR A 2 S5 35 v 1 1) 7 5 440 i IV 28 5 fs TR 3 38 S AR I 2 B 3
e JEH MIUAR[10] [11].

4.2. BIFAK

AR AWE DU IR TT SO B VS R 2, JE AR PUaSE B Ik TR B & S S s
WFLNE . T B AT R I R R X AR R IR TT . S AR Z IR SRR (A E, B
5 A B 2 1 B0 AR 43 R 2 60 mg/m® 55 100 mg/m? [12] $RIEHG HI[13], B4l i A L
DAPR T AE A7 2 B PR S MR o« H RT) V2 R B3 T R R 36T 7 5, 9 & R 2 L 1) FEC-100
7%, CAESZalESUIE I 2 & SHET RS 2> 25%~30% [14] [15]. BRfEtntt, BERE257E A (R LR
S L 8] R ST RAAFAE 22 57, el L 5 A2 e RGN, X b 22 5 B 9 2 [16] . BL-1 B MSL
TR TNBC #:% pCR &, 1 LAR fl BL-2 ALK TNBC B MBS 7 RAHUK. BL2 WA H
i) pCR A 0% [17].

4.3. INTHBERE
INETEZ R — MBI ML &Y, TEPUE SRR S AN ol s i M th . MR 2 AN TE T2 W20
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HBEAN NP, S P ) PABO B Y » e (R Hs VT A —— R BE G ST, T7 RE A U RO [18].
MEA IR, ATy — M SRR 251, BEX B R, EEXT ST R SRR . AR RAR
b, 52 Vhth 28— [FF R TC 75 &, © BN HER-2 VR FL IR VA IT (14 BB B Ak ST 77 % - Nakatsukasa
(19155 N7 1 TC 75 S0 A [ 3L it W24 R 35 1R 7 A2 57t JUHRAE TNBC & oy, TC J7 R AR
NBRARRYT R [N, Wu S5 N[20] %8, PRI 45 & HA AT 250 Gl Bhia )7 RE 0 35 BRI € 26 AF R
R KRR, A ROERTCH A, Rl xR i ELAR RO UL K45 32 7L 55 B 73 DI B AR 1) S8 ok
4.4. §HA

HIRZGME R T 2000 DNA, BAT S PuRER, 2 arlkR BER s M a4z —,
Tt el Ohilm. Evs. Q8. B, 45 B AN SRR S5 S R (R 9T
X HER-2 BV Jm e A 7L e B 1 &, R IR G AR 7 RARIBYE N R EE R T i #e, &
HIMIRTT )7 R IN T FE, OB A BT 4R 2 — o R H AT T BT BRI 10 3 AR5
B AR, AHEFE S HIRZWE N HER-2 [ 1 7L (BL4E TNBC)— £ 13 nBii Bh k7 77 [21].
BrighTNess K3, KRG IRIT 7 A2 E T pCR #[22]. Von ZE[23]% 6 i€ 1) 269 £ A i &
BT, RIS R T I TT BB AT RN R, B RIRBESE A TNBC &35 1) pCR %,
SRIMAE HER-2 PR R W EL BRI TT . Bojana 25 A [24109 TAESE—BEH 7 BL-1 WA TNBC
X T MR AT T 7 H R RO B AL T oAb TNBC 2.

4.5. @ERIBIE

B R L2 ) S AS B B A SR 2 0vR 7 e R U IH 3k F R 3 B, R R A L B2 T A
BARKIFERIE R RABTEMI 4G 25773, BN TSR B IS4G IMA ROT . BEE LRZERA IR
JrHRTZ R, 2RISR T — IR B E KB . R R E X 0 R AL R 1 e
RO R IIATTBOR . Li Q 2 N[25]AF TR, X T & BIFK SRR KRR TT % TNBC, KH
R FAA B IBE 75 5, REis FRIIL L B3 (VAT RO R AT R B T
5. BRI

TP VEIT A RAE R R 1R YT R EUS T B MR, PEBEOC T Gk 2 AU R (1ICIs) 5 257 AR R
#, KIICIs f£ TNBC (K3 7 R BA WKW 11, A E BRI RE S [26]. BT FUIE T 400z
AR, MERBAEE, KR R —F “%7 Mg, SR, TNBC FILH H L HigiE ke
Y, MR ICIs BB LERI AL TG RIS iR . TNBC 38 27 AR EOK [ i gg RAL f i, A
T G B 40 R ) 3 B IR R Al[27] . PD-L1 FISRIATE TNBC W3 Fhm, FH ICIs #2488 T —Ma A
EEHiNE Ly

5.1. PD-1/PD-L1 #&i57)

4RI ZET -8 3 1 (programmed cell death protein 1, PD-1) B &k /E s T 40 B, FEHHA
4G WAk, PD-L1 f PD-L2; PD-L1 F#AEMEAM F3Rik, 2 PD-1 fFEHiK; PD-L1 5 PD-1 45
G E T AMTCVE R A, A SR ms Diae . PD-1 HIHIFI R B A E AR S T 4 B
PD-1 $E 55 . 1 PD-LL il 54k i H A fE FHZE BB 4 i - %) PD-L1 $E /5. 2841 PD-1 Z9C) 2 M H
T RV TT 22 FhBE R . SRTT, BUfd ] PD-1 30734 7 TNBC I BT P2 A ) % SR 6 R s T
U T ST S AR T F B A AR [28]. 7R — TR 2 A Bz = kT iR T HR AT TR R )
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TNBC EFHIATH N HIEIRAFFE A [29], BN AR T AR i R BR SR PTICA BT ie 5 Je 2 AR AR KB 97
TR SN 46 2B, RER TR, A RN Z(ORR)IAF] 37.0%, #JiizH|2(DCR)A 87.0%,
W e A AP IAPFS) IE K &2 8.0 AN H, IR Ee4h o B 7RI FIBR SR HUE TNBC 3% 2 2R 77 HH T E
T8

5.2. CTLA-4 R E i

CTLA-4 &—FhE 24k, HAE AR E rUEIERIF N AGENZ . CTLA-4 BHAS T 44K,
AL IR R L IL-2 B9 AE RN T 4EM 204k . B0t CDA'T 4 S B RE SRR T IR 7, ANTIZ4EHRE T 40
MRS . CTLAA FERT I T A rp 2 R0E, WS EAE R ML T 48 e rh _BiR[30]. A FifE TCGA
HrHT T CTLA-4 fEA R IR T I #RE 0L, &I CTLA-4 #£ TNBC Wik m. Bl A3
hsa-mir-92a [z, a4t RNA %%, JEit A4iifl T 40 iRisibigm5m] TNBC B3 1 fiE[31].
WIRRIL, K EMELEHER AR T CTLA-A /KPR S5 Tk [ R & M FURR IR (A ARE AR . 1k
4b, CTLA-4 B3RIA M BFH IS S H R 2 I 3. CTLA-4 BRI AT e R I s 8K & T 40 2 e
BRAI I s bk L 2 i A 41, I e R LM 00 S B LI A R IRE A A . Bernier 55 A [32]7E TNBC #7#%
/NERAEBL R T DZ-2384 5 CTLA-4 B AT, RINZIT R BRI T/NR A, X —
RIVPEREC S ] DZ-2384 15 CTLA-4 #0157 7] BE = TNBC 4[] () L B mg 2 — .

6. $EIRTT

H1 T TNBC s B R B, IR B I TR R B AT AP 2. H AT AR B0 4 R 52 AR Bl i 4
GGt R TNBC FE ) iRT A AR 56 IEAEHEAT

6.1. REEKETFZ&

= A K T ZAK(EGFR) IR 7T % %208 H . EGFR HA MAKE S B A IR & (RS, 5 EGF 45
A I BE A IOE AH k% A AE DGR R )Rk, b imR ko> R S R . B K E AL RAE S TNBC FEARRET
DNA #FE5143 47, Nielsen 25 N[331K 3, KL 60%HIFEA E 7~ EGFR FIAK . Livasy 5 A[34] )
ISR TR R, BoRIEERER TNBC FEA A 70%~78%m %145 EGFR, X —¥#isaik
T EGFR 1N TNBC ¥ 7E IR 7 #E 5 (B3 - Cho 25 A [35]FFH ok [ /A L 50 5 B 41 i RNA 5 (RNA-seq)
fls, RO T ERBB @ BEIE 1 =AM AR AR . 75 K& RNA-seq s b, = AN AbRIC A
(ERBB2.ESR1 Fll PGR) ) 2= 5 Kk A o8, {H B2 Jf 4 55 20 X 7 HH g P 57 o 1 o 1X — 25 3K B, ERBB
&5 Rl W ER R RuE 1, oA A KT ERAE T .

6.2. PARP HDil5

5 ADP-HZ 4 584 B0 4 77 (PARP 11411 7) & T DNA &S B —F, 3 i T T8 40 /2 9 i) DNA
T 2 R R A R A T, T RO R T A AR SR 2 AT R, . X TR e
iWH BRCA AR MR S, PARP i@ It 1 il B PUs s, JEHZXT BRCAL FEHRAL
R, LAk b AR 2 A8 b v R B B80T %[36]. % FEF] TNBC H 4045 19.5%f i # /745 BRCAL 5
BRCAZ2 JE[FI1RAE, PARP il I 7E1X — B A AR B0 ) vy 7 B A s M E I B RME . SR, i
W0, anBhrif 21X 3% PARP #1778 BRCAL B BRCA2 3£ RAF 5ER A5 ) TNBC i
[37], FEAREILH 2 FAMARITROR, X A BEEIRE R PARP #ii 2 4, TNBC 2 1& il fe 45 HAth DNA
BENE], SEOXLEEE N — K PARP 175677 4E T HKT.
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6.3. HHRZH

M e — R R R R A, (BRI R A R 03k 2R B 2 R . K4 10%% 15%
[ TNBC 8 A E S AR PE[38]. RASET R HENEE 2 AR AE TR o (E R OB S0E R %548, Gucalp %
N[391H R 2 32 A FEPE R LAR TE% TNBC 5 HOFUHESCER Va7 IR L o, X5 S8 B RE AN
PO T 328 KRS R M 2R E TNBC R R i R — e ffa, (HILERRLE
ST —25 T SO DA R
7. REGARTT

FREEFE A TNBC R WL 5 B 5 2 [ 2545 6, R4 ot AR BE SOl RIEIAR I PRS2 2%, Y897 TNBC
Fe S5 SO0 BT R 9 JUE T B RIS R P T 2, (DB AT o RN 1 i, 785 T 45 e,
LS AT SURTHATT AR, BT IRIE R, MR IMR S R R R (0 K, 1T 28K B3 0 A AR %
S8 LA I

& PH5 N[4S % H 245 5 7 5 19T S A 7 e 30 = B 1 SLISUE SCHREAT RGN 55 Meta 5007, &
LM KIE ATV MY B 5 R TE TNBC [03A77 S A, T LRSS TR 1S T 45 0 (5 25 B ER 2 T AL R
PR RS, AL BN oL IR LA SR S A FO B 25 . PR 25T 7 ANLRELE 1-IV G B4 i1y
SRR JRBLHAR T BT IR, R T 11~IV 8 B (S0t e B 5 2 (A3

8. BREGRE

= FAPEFLRE IR T AR — AN T B BRI AU HAT, ZRE 2RI T NN SRER T R
WSR2 RAL, DR R E A AR R AR R . R R EITSUANWRR N, BT AL [ 24
Yo AR Dy = B FL IR O R iR T 2 A B

SE K
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