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Abstract

Compared with other subtypes of breast cancer, chemotherapy is the main treatment for triple
negative breast cancer (TNBC). The long-term prognosis of TNBC patients is not optimistic due to
the toxic side effects and drug resistance caused by chemotherapy. This situation further encou-
rages the acceptance of biomarkers as effective and precise targeting components for TNBC
treatment, which is urgent. In this review, we aim to discuss the latest advances in established and
developed prognostic and predictive biomarkers in TNBC and related emerging and approved
therapies.
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1. TNBC SF49&

2020 FEAEREIESR ISR H . FUIRE LU 230 277 AN BUHiG a3 BoN T R i I RE 1]
TEFLIMEH, TNBC 2 RIS+ — 8 H5r 2 —, (HEE IR P LR B AR —
FHEAL[2]. TNBC ML E HAE 2007 4E42H, BEE AT TNBC () —2 858, &I TNBC i
—RAEE RS RN, IR RGP A, DX TNBC #HATANE U N E L, M
2011 % Lehmann [3]5 N2 H T3 40 VICC 70813 2019 4F, B HZFERE 7T “EHSM” (4], KT
EORIIES IR, SR1TE 244 Bl PRI2 97 X S50 A R B A

2. EHRFBXEATRNEDIREND
2.1. ‘REEKEFZHEEGFR)

EGFR 2R EAKRFFZARMHER) R IER 12—, f— M2 RBEa BRME, 0 T4uffikm, 55
WREE ARG, FESSMMM MR AR GG, 8 DL ANHI 4N E T TR B[S 1A b AL
s Y, TNBC [ EGFR RIA I 5 &, EGFR fE#IIE 50%1) TNBC H38i%, JF TNBC [J EGFR £iA
LEBIN 15% 4. F34 EGFR [F3RE 54657 M 251 4H5C, EGFR 7€ TNBC 5 Ti/E A RAHG, Hit
AL, EGFR A DMEN—AMMBTERAIT I A . X TIX—48%, 7E—Ti[6]LL TNBC 4 544 g A5 8 A ff
Fi EGFR #5588 54097 B6&rig F AT I S 2o, TNBC 411l 2% EGFR #ifil (R BUS AN iy, (H 5 3
B Jesag 7 TNBC i R4 2 PEAb SR s B, R EH RS B RETF 2 PEAhge i) = BedH & BA A
ER, AR EHE— BT,

2.2. MERK 4 KEF(VEGFs)

BT S AR AT T B SRV R, BT I FOTE A Bl TR (X SR, e gE M A oh . if
AR OB R Z /2 VEGF, Ktk VEGF I A 7 ) iR sl 70 K30 VEGF £ 30%~60%
) TNBC B3 il JE3RIA[7], iM% E] VEGFR TEAFERALH] p53 BB M1 00 N #0716 VEGFR
BE— BRI JAK2/STAT3 (55188, AR TR4fsss . T, AR RAL S m 28], & TNBC i)
ANRFUEARED . VR AP B AT WL VEGE #II5, 6 F78 TNBC [193R 97 H 2 75 78 DL RER St
HONIEREIRE 258, KEM ARG H 80458, Hrd RIBBON-2 i{5G1EH T AR EEKR T2
A& 2 (HER2)FHM: 83 PFS Fil OFS M3 3 B #2405 [9], SR1M 5 —LhF 5, i BEATRICE #FFL[10]4
BN DURER BB S, TR K 7 S EIEH .

2.3. HEHRZEFAR)
FAET AR JTERIE, RARAFATHEKRERAGNER, CHUITUEN AR W2 KM 7L IYE TS
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TP Z —[11]s 29 30%~35%[1) TNBC #iffil - AR i Rk, Hd LAR B AR Rk /K-F 5 2 im i ik
HAhW A, Kk AR AIEERCA TNBC H—/MEJT#E 4. Enzalutamide /2 H ATIlGA L5 L AR $H5,
MDV3100-11 5 PRAF FE[1210PAl T FUkERER 2590967 J5 0 e 3 Bl A% 1 LR VB, 3040E T AR 081 741
7£ TNBC VAT Ft. HIR AR 7£ TNBC KR EHRE 2R HEMIEH, H AR X TNBC & K5
SEMATIAFAE G, 525 ST KU I R T3 R 4

3. RNA Fi41EH TNBC PSS MEEY

TNBC H2%T RNA 1 microRNA (miRNA)EPbr EV B EEAWT R JZ . MIRNA IR KN
17~27 MEEFBRAESRID RNA 73, FLUR S SUR@ AR b K 10 55 D] (e 5 DR 0 Jifgg 40 s ik DAL (0 2 53 )5
Fik. AFEY, miRNA REHEA O ASE. TUE AR TT B EAEYREM[13]. A%
F VG BHARENY T —4 miRNA FRAE XS R14], —HHEE 8 Ff miRNA (miR-139-5p,
miR-10b-5p, miR-486-5p, miR-455-3p, miR-107, miR-146b-5p, miR-324-5p Al miR-20a-5p), ZAHAL A
DA B PR 2= A Bl TNBC B8 A5 B M XURS:, S AT HE T Tl

4. DNA FRiE1EH TNBC FEE 455
4.1. FLBREEEMEA 1/2 (breast cancerl/2, BRCA1/2)

FLARE S K (BRCA) R IE N, £S5 DNA G HE . AR, geRpRR AR eSS
BRI RE[15], BUESZE TNBC M AEYbs 4. #—2 EoR, BRCA1/2 #7457 # 1) TNBC £#% K4
X 2L i P XRS5 i (20 50%) o Bl % DNA B8 S@E B AR IR, BAT T DNA HUEEAS 5
F BRI SRR AZ B R A T (PARP), DNA XU e E FE @ FEEHEE, i BRCA =2 HJE
BABE R REIER, T “SREGL” g A T PARP I, LU LRHA[16]: EHIH TNBC
I ~, PARP SIS EUARHE SR 20T, AT DAY SR BE 47 T 380R0 22 4 Ve 9 LI 35 S K 38 I AR A7 I
E1)8

4.2. TP53 235

TP53 & T 17 SHtath FROSE, FEImIY ps3 HRHFEA, 2 DNA R AR, ps3 Hi
T, RSN A S 5 FUVE DNA SR BT TPS3 /2 FLAME T e W 548 3L K 2 —, 7F TNBC
HIGRAR 2] 80%. TPS3 RAF FHUBL AT E A4 & M R IR T, IFH pS3 B ARIA T REF RAEHK
AT S —LERf T B 2 TPS3 RAEXT TNBC il 520, (H T p53 MIERIEAE, TP53 /ENTIE A
YIbR S EVIRE N E MANTEFE[17]. BT TP53 7E TNBC il A i 2828 2R, IR e T DL AU 16T
HMEIERE 2 3 JLAE AR 1 LRI R4% ps3 LA4): APR-246, PK11007, A1 COTI-2 & CU#IE
B ] DA SR WIS S8R R pS3 SR A AR A

4.3. PI3K/AKT/mTOR

PI3K/AKT/mTOR 15 54& F@ 2 5T MM AARH . WE3h. MESEE, 5HAHRBW V2 08
T AR REWT iZ MR [ 18] AHERKIL, PIK3CA FK 2 TNBC B i W54, £ TNBC
B R R R RLN 10%, I PI3K FH7 AKT. mTOR 4 BN TNBC [R#E[A1VAIT (1 /1. Ipatasertib
Fe— PR B ) pan-AKT #0417, LOUTS 5256 [19]4 7% Ipatasertib & A2 XS L B A2 B — 23R
J7 TNBC A %iEK: 8 35 () To 3k g A A7 A [R](PFS), 1 7E PIK3CA/AKTI1/PTEN A8 53 E 4 HH 8 & i ik K.
— R AR/N T AKT #0187 Capivasertib fE7597 TNBC B, S5EEEEES H T &R 7 W23 PFS
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1 OS, 7E4#EH PIK3CA. AKT B{ PTEN 2825 ()il fr s th 8 ) T RIRERI 4518 .
5. TNBC ®REIRTT W EIFRE
5.1. BFMYREZET 1 Bifk 1 (PD-L1)

FUIE R . KIEME RIS %L D)RelasA ¢, Pt E e 1 PDDEF MM 1
fidfA 1 (PD-L1)& NK 40f. B 4if. 7SALManpasedt T 40 )y le b s i, H5R 7
SETZRCAA | (PDL)ERAEFFPESE T BCAA 2 (PDL2)4S &, P& #RAFAE T b Jeg 4 A g 2 i Ao e A i o 3X
FOAHEAEHES T Ui, A8 SR S e R BE 1 B FRi 52 FlkieE . PDL1 Gl 7EL) 20%
f) TNBC th#ik, S5TiEAR RAFEE %K. IMPassion 130 [20]8T57 53 FDA 1 ittt atezolizumab /£y
PDL1 (PDL1 < 1%)FHPE IR R TNBC H— 27697 . B BN nab- A2 BE LA BN I & B 85 A1 Bk
40, PDL1 FHPENEZLR) PFS A1 OS 43K i it % . BHJ5 IMpassion131 #&—Ii Atezolizumab Bt & A HE—
2R VA T IR = A M LA I L PR 22 rhots TI AR PRARES:, 45 R 7R Atezolizumab A A2 BE 20 K B8 i 35 24
LR AEAFIAPES), IR AU AEAF(OS) 2 I A T %A, DR B0 R S8 B Hh AN B FH R 2 AR B
AL AEMEEZEE . £ TNBC HiiBb)T 771, Atezolizumab W& (A 2R (A 45 & BV A BE AL T BIR K24
PIRIATT IR Bha T AT B R MR B S A R R, AV IEZ[21]. BRILZ AL, TR IR IR R
GPERS AT AT IFLE B TNBC BEEVRIT IS -

5.2. FREREWMEZM(TIL)

PR v fie T8 922V AR B 400 L (TIL ) ) B i 2 o A B AR AP R I AT SE TS R R R s, UH R TE
TNBC 1 HER2 i ik IX AP IE R f , TIL 76 K2 20%[6) TNBC i o s fE K IE, TIL BEAFET MR A,
WAFETARL H AR . BAR T 402 50 TIL BEiR, (2 T UM R & BAVE 2 7 5 BE TG
Z I B R BARARF[22]. £ —T MATE i ioR: fE 53 TNBC ', FEM TIL 5HEIFMAEAFLE )R
A, T TIL 551 TNBC K4S R i (1 90, AR AT 78 S G451 AR T A bs 54,
DAFE SRTT R, [RIRT 245 R SCRFE AR B AU 70 o e 7 5 8 BT i AR s 6 23] T A A
T B, 2019 SE3INC H PR iRTE R HERE TNBC #HURAE TIL, SR10, XR L Al R gl et
Tt AR A
5.3. FIERE

o Joe A RE e A LR PR P A5 P R X 0 G B S L ) i L BEN D IR B A S B iR T TR
Bk, CAIFA V2 TR s A %, HAlIEAE TNBC & Tt Tt e, (HiRIHEM
HEHE . JRERE B 0 BOAR AT A AR, (BRI AT i A e (A X A A T ST i 1 B S B R
B, 2010 4FKFR M —BURAT HARRE RSB TE[24 4R T — ol B 19 75 11 LRSS 2 v AR i, 3K
R RL R T o-FLIREE, 2 MILURE AERWALE R, AWML IR BURHNAFIFA AT
£, (HEFELET K> TNBC 1, BF 70 A AT A (03 v RE I 2 20 (i B Lo P S AT J9El7 = B 2%
FUBRE R R A RIROR . BEE T FURIRN, AA DRI —Rh S5 H Tl S0 B2 v T k> TNBC (AR KRR,
EHTIRARIGIT[25]. H AR 8 (W FOREARSE, 15 3 2 BRI LT O TNBC HIRYT 5 KT
DREPS

6. TNBC HHifk - 5@ (ADO RIS =
NEEFRIEM ML LR 2 (Trophoblast Cell-Surface Antigen 2, TROP-2)7E IF # N A4 43 Rk A K,
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{EEL K25 TNBC B h£iA(28), [ TROP-2 2515 S S AT A K, SRtk
2SR H AR B TG 25 B4, TROP-2 [{iX S8 4B W) 2R AE B9 5 T He A BUIRIIA T 1Y
it KV ZERAPUSG) T ANEKT Trop-2 $E55H) ADC 254, IMMU-132-01 #F5C[26]99N T BR{E £ 26
YBIT e ) TNBC B % SG I6YT, AR R: TNBC BE IR ZE, RIS/ wess
fireERF 2R 6 N H LA B R e (1 R LuAg mT DUk 21N 45.4% . 53— TS5 ASCENT [27]45 R 27R SG
2 ELALYT AR B Z R (ORR) TRk AAFIAPES) AL HAOS) IR R H, v LA NI TNBC
AR T E RS . Bk SG 4h, HBTEA B0 HARSE S ADC 2901 EAE R ITImPRAR 78, I S 1
—E IR .

7. &g

YRR — R R A FLIR R, TNBC AR H A M ANE 28, T TNBC M5 Bitk, AR RE
FL— [ FIURERIAIT, TPl TNBC BIRBVE UV E S . AR 2R KRR, %41 TNBC iG)7
FBOAEFER SR, #EEIT . %P7 AN TNBC BE R IAE. TFREZ IRIKHET AN
FP(NGS) Db S AR LR TNBC SBF I HUE TR IE V)R 2, AR AR R — A 2 Al g £ Wb
TV, A8 EEE TNBC BH KL )R .
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