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Research progress on biomarkers of triple-negative
breast cancer

WU Zhifo, WANG Ling, HUANG Junhui
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Abstract Triple-negative breast cancer (TNBC) is a subtype of breast cancer defined as the absence of estrogen
receptor (ER), progesterone receptor (PR) and human epidermal growth factor receptor 2 (HER-2), and
characterized by onset at a younger age and high incidence of early metastasis. TNBC does not respond to
endocrine therapy targeting ER or PR and HER-2-targeted agents, and has accordingly become a challenge
in clinical treatment and a hotspot in research of breast cancer. A great number of investigations have been
done by scholars for finding new biomarkers of TNBC and thereby improving its clinical diagnosis and
treatment. Here, the authors present the recent progress on researches concerning the biomarkers of TNBC
both at home and abroad.
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HER-2) Mk Rk i) — 2K LI w2, 54k
TNBCAHIH, TNBCH# & TR, BARE
PEsR . B R . BUR 205 A Lehmann %"
e TNBCII 2 650 73 5 MERY, 73 ) 2 5 e 4 A 1
(basal-like 1, BL1) % JEJRANMIFE2 (basal-like
2, BL2) A [A]FLRYIMHE ( mesenchymal, ML)
B MR T M ( mesenchymal stem-like,
MSL ) & f sy (immunomodulatory, M)
AL ORI B R E Z K (luminal androgen
receptor, LAR) T, FLIR I AR T F
AR LBEFRIT AR AN, AETNBCIE AL 45 N 4
WA YT ML 259697, (HTNBCXTER . PROHD
S 2 WA T I LLHE R -2 4 #4514 25 ) Je 2k A
T3 ARG ST B A REE .y 238 TNBC Y Il RT3
RRNG MR IT A RALIG T B DT L 2y, 2%
fIFETNBC#H5EH, BXHER-2, ER. PR4LM, Hil
E & B LE bR iC W) A R TR I A R G T
( poly-ADP-ribose polymerase, PARP) . RS &R
FEAERK N F 2454 % F (insulin-like growth factor
binding protein, IGFBP) . ¥ IET BLIA 1
( programmed cell death 1 ligand 1, PD-L1) .
FAIIE A28 (interleukin-8, 1L-8) KM K7 i ik
EZIK (glucocorticoid receptor, GR) %, 5
B FAE B S RGP bR ic

1 PARP

PARPE — )7 Z A7 76 T HAZ 40 0 v i &%
RO RN, EreUNIF4 5 W R DNAE,
RIGSEEADPERE AL, HEB L L&A MDNA
S AHOC I, W — RV ALY R, BRE
Wi 2L B EE DN A, DT fR 457 G 40 44 45 1 58 B
Z 5DNAK il AL PARPSE H i € K77
FEAI8FEE 1, H P PARP X MR 3 (H . &
Motk REMYEZEMNEN, 53 R E
2 1B FHEH (breast cancer susceptibility gene,
BRCA ) JEFIfEH FDNASEE 5 . BRCA-1
MBRCA-2FEZ @ o [MFEFEMHBEE (homologous
recombination ) A BE MM ADNAC, 1fij 7¢
BRCAZZZ B4 v, ] 5 5 2 e 48 52 Th REAS g
SEIN, A B 2 K PARPR I T DNAB K,
HAN R PARPRI B B2, 825 77 28 & LB AE RN,
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FEDNASEES A o T A

— S FT I RIS 2 B, BRCAT/BRCA2%E
75 B9 ik 988 41t AR Xk P A R P 55 2 SRR Y, A — T
T I R 5T, PARPAN I olaparib ¥t FH T4
JT A BRCA /25878 1) iff J A 2L Ao JB 3, L
s oR B ETE R W% % (objective response
rate, ORR) KT AW (progression-
free survival, PFS) LA EIKLE. ki, 7
5 — TR AR BOE A S A T I PR 2 58 ™, T X 4
HIEBRCARAFTNBCHE FH A, H25 1 KR
W335 . 0'Shaughnessy 28" 5 76 i i BE S R
%El“t’?ﬁﬂﬂPARPim]ﬂi"Jiniparib{@ﬁiﬁ%éﬂgﬁﬁ{mfg
BA R Im BRI L TFTNBCEE, K5
HEME MR ERM (52% vs. 33% ) , PFS
(5.9MHvs. 3.640H ) UREAEF (overall
survival, 0S) (1237 Hvs. 7708 ) K., H
TEBE & 1) — 31 Z Ho D TTHH I R L5 S, iniparib
UM G REIXT LR aiG e R Abyr, M4l
HWPFSKOSIH KM B Gt #2255, Sl
SERAFEN R A — BT I R 5, 3
302 AFBRCARZF I TNBCZ ik # , TRPARP
Ml flolaparibVE AR 2, A XF 22 32 br 1L 9T
B HEETAPFS (7.0 Hvs. 4.2 ) FAIORR
(59.9% vs. 28.8% ) L Y¥IFRMP Gl 70",
XATBE UL, PARPHIGI R TGS AR R B — T kL
5 Hoph Ak 7 25 W B A R AR T A X A 48 T 1Y
TNBCEFZ W RII WAk 5, HXT TAHBRCARA D
TERIBIT UL LA TNBCHR#F, PARPIERA N
(G YT 0 52 — . DomagalaZs!"F) 4 S HEPARP
PURAETTOBI TNBCAH LU PRI 2], PARPIL & %
K K86% . —THiMetadd i 4h B, AR
TNBCZ, TNBCHPARPIfYZAE ET ", b
EHEWFR AR SR A, PARPA ¥Ry — T9F5000 1 (14
AWbRIcy, B B AR a5 R O R L 5 2 A ¢
(30 ) 3R T IR

2 IGFBP
IGFBPJE IR B RAEE KN T (IGF) MR A
i EH, E—TUEIGFBPIEIGFBP6RY & 4

FIEFRICY), 1GFBP i 88 s & a0 16 F & & M
FE R TG F 5 109 50 I8 5 Mibosd 19 & A= 2 R, 1GF X
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ZHESEFAEKEFZMAEL (IGF-R1) 456
16 PTK 3/ A KT [ Jrt 20 i g 386 8 K B f 1= sk s o
IGFBP2 & —FPAE Ak 40 i o SRk AR K L7,
Ju R HER-2 B M ) 2L B 4 i rp e v2 4ok
XFFIGFBP2AETNBCH 9/ FH ML 8 2 i K o8 4=
B, ENTNBCH AR IC Y W 30T B A A [\ A A
B, HEHE"UANIGFBP2IE T S o MM E 21k
(ER- o ) 454 {0 20 il Py [R] 50l R il - 5K ) 2
(PTEN ) 7K BT, e IR 45 PI3KGE i DL i i
I AN MG T . AR IE IR e A R B AT
FITNBCE F 1, IGFBP2AIAE N B & & 4 17
W (recurrence-free survival, RFS ) F{— i Bl
Fehr. SRTM, HernandezZ:!"I7E20154F () — I 4 £
A T X — W, AN T AR AR P IGE R
IGFBPRIKHEU S EFAFN LR, WHEEMA, K
VRS R R R AR, A S RN IGFBPIY R IA
SR R A AR R AR, HIGFBP2
() 22 I5 76 N [R) B e N Bl 22 S 1, ) e o s
B, TNBCI K4 51GF1 XIGFBP23& ik T KA
Koo AR P TNBC & 1 AE & 2 AREHI R
TR AREN . HI, IGFBP2AmHEES
AR W) 25 A 43 B 94 B0 1R A B4R B fS
AR bR ic Y, AH B 2 Bk B 7 U B )
e A g A 3

IGFBP3 5IGFBP2A/E FHALHI 2L, BHRESS &
IGF-1LL RIGF-2 3K FL 52 ], IGF X [AIGF-1R
A SEMm AR, BAMRPIGREN, 7F
TNBCEE FIGFBP3 AT L8 iy 3800 i 22 1 22 W 3 1
15| EGFRFZE IR TFF &, 78 100175 K& b Jgg 20 M 1 4
58 AR B R 7% o IR T i Wk BE TG FBP-3 11 (B 35 7T
A 0 A PR T R

28 th X HHLE T, IGFBPA I GEAE A
TNBC Y — 35 4 Y nic 9%, 1GFs. IGFBP,
IGF-1R L KA A0 B AR H 0 HAbAE 5 5 40 AR fg
TR BIG I VE RO A, X AR AR KT
REARG, Fik . B A RS2 A0R S 30 i 7 B 4R 8
RAFKAIEXIRGE, HHERNEER R

3 PD-L1

PD-L1 ( B7-H1, CD274 ) Z#¢CD2743: [ %5
R — S BS IAE 1, 2 PIL AR f 5 I 25 A K A A

© WA )T i [ & F I F 2P H

PO, PD-LI R E RIS TBAIM . NKA A &
I8 PR AR A AN, 38 ok 5 PD- 145 & 7E T4
10 736 b 8 B AR b & 4 R AE . PD-L1/PD-1
gianem AR A R2 (1L-2) . THHME
b B 3 (8 B AR A L DA ke 7 9 4 L AR B
PE R A, 555 R 40 M G k skE 1) % 2B, TNBC
FPD-L1MRB W& F20%, X —H(E 3 i AN
i TAETNBCH YR IAP, PD-LIZETNBCH £ ik
AR HARNLE A R — R, BHEiwrs?
WA R PD-LIKIA A HE SPTENM SR AHIC . 55
*iﬁé?ﬁ%’y—$ﬁ? (interferon-+vy , IFN-~v ) A
DAL 8 ek i 40 it 3 T A PD 11250

AT, —WE RS R, PD-L1BH:
M B HE TNBC R #4252 J 3F ML I PD-L1HT ik
pembrolizumab?ﬁﬁ, i FH B0 2597 B2 1) R 3 0STA &
18.5% . 785 —W Ui KX 5 Y, [ FHPD-L1#
sLREY AR atezolizumabiA T PD-L1FHPETNBC 4,
HEMARCRN33%, XL F/RPD-L1A] DU
HTNBCA AL G 22T Y7 P 10 F000 2 A b e 40
WAMFIIR, A8 EIAPD-LIMTNBC
BMEAEREERKYDFS, BARXLEHFFPD-LI
RB S HERIEOS LRI ES, PD-LIIA
AT REAE R Bl s M i A= b e 4 1 H T TN B C A I IR
TAE

4 IL-8

IL-8o FRCXCL8JE M IL-83 7 e o 1k
4q13-q21 g i) —2 4L H F . Bendrik %P
J BRTL-8 76 ER B M 9 FL AR 98 4i A #k v 52 0o ) 3%
ik, TR ER BH M 0 ZLE g A0 Rk 0 2R A AR .
FAN, ChoiZE ™ B IL-87E TNBC 4 i v A5 B =5 43
A, T T GG N A AR S AR A 25 . TL-8
TNBC 4l i 76 Bl S8 5 1 F = 8 e, & nl BL )
i 96 DX 3 kD 78 E) FE 0T T 4 ( mesenchymal stem
cells, MSC) P9, MSCall % 78 B 6 A5 1 20 21
4 BB TNBCEE S0, &2 0 T 2L AR g o 78
JE BT 18— A~ 47 oo 1 40 e v O 3R B8 0T, 5
ZAREE A J5 I L-8 AE AL JF 468 40 e 1 5l . A A K,
[ Bk 80 4 0 PN R A B AR R Ak, P s R
KGR T IS Ak, BRICTN B C Y 5% 88 XU
e,
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TNBC 4 % % TNBC W AR WAL T B3 25 24 AR B A . I BB 9T DL X 43 T KO Y

Yyt 2y, X WFIH K FIL-80] UL EJETNBCH]
it 2 T A L R g i 2 B (BCRP) . BCRP

—2K72 kDalBEIREH , ERA K EHF LKLY
BT 55 440 i 2 1 A% B 4 fiE 3"‘4‘”0 — L fA S K

E@%&%%Eﬂ% TNBCHH M I BCRP 2 & K F%

, HFHG 2 E e E— 2 LRk
fﬁﬁﬂfiﬂ’]ﬂz FE A 2R 25 A F T I e 4 i
5, BCRPHY AL 4E 7 8 i £/, (HIL-84%
A TR JLR N FFE £k Chen PO PEFT
(1) — JWRIE 5% % IR L- 8 R 1% 7 AN 52 ) Ho A 2 (4 b i
FIRW RO T T BCRPAYFRIL, XHAFIL-84 1]
RE B Ry — TV 7 AR HAE A AR ic . IR BCRPAE

TNBCH ) 2K KFE, WK RRTNBCXT LI 259
A TR} 24 2
5 GR

GRIEH —BIHONMAM B FHMMDNA F B TE
Qe fRSp31q LGy, A ——HE R iR,
WU B B R T %A RS TR B — 2Rl R R A
GEAWE o TS RS R BB B 3R 2 R R
R, B EAMMAZN, JERE R R s R
FEP A S X — i R B TNBC B BT
TE R B0E . SIRAT AR 255, GRA
TR BV L 8 R A W8 B 2 38, B I R AT Y
WA R, GRBLMET-EH AT HBRCA 1Y,
BRCA1HIIEAL AT 5 MAPK p38 F liEh i 1L, 1H
75— BRI HE R GRE B[R] E ALK 3 BRCA 1R GA T
W, T JE A R B A GRIN R BRCA 13K, 2
i) B GR Y VE I HL I 5 2 Z IR AWFSE, (HGRA g
YR —A 25303 T2 A AR IE W AETNBC 2R h &
HEAER .

6 4% iE

TNBFEF)?%—}'LH? JE R h S e, A
L — R, H A 2% 0 A B A A A M S SO IR
RITIA f”ﬁlxﬁﬁi HEYRRICY 5 TNBCH) &4 &
e B UIAA G, HAE M A M A S AE . FRPT R T
MmEERMEB T RETEZEEHN, 25 RIE,
WA I H N FTNBCH AW bsic Y, Bt

© MR IT F EHFFNHFEIH

R ARGk BT N EE, X AEYARICYIE
FHL I B 4R 2200 B A XF TN B C B 2L A X6 1936 7 %
%, HTNBCHIRYY M Kk H 2 A,
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