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Abstract

Breast cancer is currently one of the most common malignant tumors in women worldwide. Triple-negative breast

cancer (TNBC) is a special type of breast cancer which is highly aggressive, and associated with poor prognosis

and lack of systemic treatment options at present. Here, the authors address the latest progress in treatment of this

condition.
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B2 A ARG HNR FETNBCEH B BUS 2, i
PEH T . N K RIE B TNBCARME IR %, %
TNBCEH Hm, & AEFR, RTTNBCIHITY
J7 T BIESE R BT, AR SCEETN B CI6 7 37 B T 5%
PR — 255k

1 TNBC Hy#iA

TNBCHE 8= MR Z 1K (estrogen
receptor, ER) IR e VN ( progesterone
receptor, PR) WL, DAldh= AR EAKR
F3ZAK2 (human epidermal growth factor receptor 2,
HER-2) MR B SCER Y8 19 2L, &L rf El
BRFERI10%~15% . 20114E3H 7ESt. Gallend JF
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(4 [ B 2L B i 3 WO L B8 43 A Luminal AU |
Luminal B#! | ErbB-2 (+) A ( HER-2#f % ik
) FRIEAERAAN R HoR SRR 5 TNBC
O e R v = A i I (€ 1 3 S S WD T OF -~ 5 o= = <6
FMIE L R B oR TR 5 Ak A AL L R S
FEPER L B U2 A b 5 R 20%~30%",
TNBCZ W T4 BRCA 13 [F 23 45 i 4F 4% 42 1 12
#U, HHe R LR A, H A o AR Kl
JEPL, EMERER, RHEAL SR E, BE
W LR, WG 2% R0,

2 TNBC WigYT

21 FARigT

) HE 8 B FL IR — 4, TR T W2 R i
HIF TNBCIR ATV . TR 7 1 WA AL 45 R SR
( breast conserving therapy, BCT) 4% 51
FRARPIRZE . TNBCAERE IR b R B J5 R4 Y
AR, I LRG0 Em”, e T %
FAPE RO HE R, XAt N TNBC B & S BCTHR ML TR
R ATREME . XF TFTNBCHEH R BCTH # 2 43
VIR ARG i 2 kK BB A R iEsE . A WF
2GR TNB I # R FIBCT J 2L 90 A A
SAE R KR M H26% . 30%, SAEICHE AT
% (disease free survival, DFS) J% MK/ 17 %
(overall survival, 0S) BCTHIYI &&= T 4235
DI AR . JRETNBCHA REME, X FHZBCT
I EARJER BB E M, SAETNBCIE AT L,
TNB C 2 Jj 3 - X S M 52 % 2 JC 1 3 g =
WYFKE K BCT 22 B TNB C R R 374 7 10 8 2B A
yror .
2.2 WEIRIT
221 FIRE  TNBC HEH BH B ALT7 Xt AL
25 UK — VLR B WFITIESE Y Liedike 45 ™
i 1m] B S A A A 5-FU+ B B 3R /R B g
2R+ POBRIE AT O 58 AT 5 4 B kT i) TNBC 41
BOE W B 58 & 92 i % (pathologic complete
response, pCR) b 22%, dE TNBC 41 5B #1 pCR
N 11%. Wi 34 DFS B E 2% 5. Carey 4 1
WFFERBIXS TNBC [0 5, B % 3R 50 il 1t i
IRIT IR 22 fif % AR &, pCR W] & THE TNBC
B, SR DFS K 0S 395K THE TNBC &4 .
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DL Sy 3 00 8 il B AR 9T O S84 TNBC /997 3%
JERA T Y, HIHE W7 RO TR S B AT
2.2.2 RHBE AR IIEHEEERATS
Vit 2Z (R B PR 0 B A R, IR R M LR e
HEZRFHENMEM ., Martin & "R B8, 1
4 JAI AR 5-FU+ R P& + BBEBE T R )5 7 5
4 J5 1 542 BE AL YT 25 ) e B Al Y 6 S
5-FU+ RBTE R + AW LT T %, TNBC &
e AT WALy 7 b e Kk 55 o F I sl R 842
MM TNBC B, DIEARRMEEEIR N TN
RI7 R IR E R, BN E W pCR &, A T
A AR L Liedtke 55 " F 5 R 7 TNBC AR
o B R 25 YR IT ) pCR Ty 20%, 5
B2 ALIT I pCR N 12%, T B RS HE & 4
W25 LIF B pCR RN 28% ., Wu % " #F 5%
IEW] TNBC & & WG S 20 5 E A K251k
J7 B9 pCR B &5 T4 TNBC M. il W&k
R ALYT 2% T TNBC S8 32 A A sl ey

2.2.3 4% ImIRWBFSERY] TNBC X H2KALIT 2y
R VRN R TR (AN R Y& S ES

254 R w0 AT 7 R T i A1 ZE 25 2 filf TNBC
AP B8 pCR, 2015 St. Gallen 23 i 2 1
TNBC Hrf B L)y i pCR 7535 50%~70%, A F
BN T TNBC B pCR, {HJE B BCA KA H &
FEERZ I TR s IR 24 G 2mME R, 0
TILS. 7&— i 11 4 58 b 45 th TNBC 835 76 )76
7 LR N ACEE T 1 R AR AT R i BG UT E 4R
F21% 19 pCRP, Wu 28 PV AN — T 2 G2 o M
.75 TNBC ) pCR & T3E TNBC &3, 10 RE 6% §2
RO AR H R AT A YY),
KF 6 MbIF A, =404 fbrgs &M, At
KT 16 JE 6T I ) K ML A S2 193597 o Fan 55 122
X A T A A R ERYT TNBC B 1Y
BTG, ToHk R A AF I S S Y] AR T
EREHA R, #F— 28l T HIZE7E TNBC
BT T E B A
2.3 AR ikiEasT

ERa . ERB . GEHFMIKZIK (G protein
coupled receptors, GPCR ) 2 H Al & %1 /4 3 Fh i %
RZWMWA, BT T IE 5 AR 2 % FL IR
P ZUrh A HRIE R Y AT R DU B R IR B R
T 2] Jr A7 28 8 0 E D 2R 32 A, BT LA AT e fE U 3R
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AR BH M 0 R R R M R 2 AR B, B
i IR T o BT B EE SO R E MR 2k
B {5 < 1 % 19 7 A P9 20 3R 972, St. Gallen & 5K
2 A, VAT o A 0 33 2% A2 A B e ) el B N
WIRITPY, F b, LR CARIEER B £k
FHPE, TMER a FREFAMERTNBCEH A Y K —i8
Oy XA EUE M TNBC R 4R A48 20 3 7 1y Al
RETE . 2015 2 i A L AR 9 4> SR YT FINCCNAE /48
T ER/PREG I AR BIPE AT g, R AIR Y 5%
B 58 JCAE R PN IOk % % 98 1) 2L MR g o % AR B0 3
2 AZARBAPEATL AT 2% R A 3 AR T, R R I
PREFAE$2 /8 B Z AR PHPE T RERY B3 (K B
AR BRI E Kk . HEREE AL L ik
) o XATNBCHEH AT N 4 IR YT H it 1 3
WA .
2.4 WFF

HRiir 2R MBS BR TN EETRZ
—, R AT R Ay o b g 0 R A A, R IR
g 2 kR R, T 0S. WangZ P HESE & B
XFTNBC 8 I AR 5 HO7 854 Jo 2 & A7 3N
75% 8= %) T88%, IFMiSHFOSMTI% YR E 2] T
90% . BayoumiZE 57 [ B /R TNBCH & AR5
T BE 3 4R R SAEDFS 5408, {H 2 Kyndi &P
XF A [] 43 2 B 3L 9 R 5 g7 6 BiF 5 43 A
B, TNBCEFARJGHA BIRIT R 2 K% 5
T A /TR AL, $ERTNBCH REAATE 2
i 53 B0 3 BOM U R I AR L. BTG T
TNBCHUEEAE B R JCTT 77 A BELT B 43 58 A R 5 5
g EE R, EATR 3 R TNBC B BT
PR I TR
2.5 @i

H A 3 88 36 YT 2 — R iz kAT Ko 1
(3697 20, TNBCH] A8 B AT KL Rl R & 19 70 1 R AE
el FEXT 43— $ 1) YR 97 BURK
2.5.1 RRF_FBBREBERESH (PARP) 374 A

PARP 5 if 9% 40 il DNA 1 4516 &2 H %, PARP

J000 0 790 3 5 0 P 2 M DNA #0518 = . fE b
S AN & AR R TS, DA AT SR O LA K e Ak ) D
IS5 Iby7 BT 88 bR T T B i AT 25 9T AL
Ab, PARP 1 i 5 4 Ry 25 XF BRCA 2875 () f &
WA M BRCA 72 WAL UESE £ W T TNBC &
# P, BRCA RAFM A N EANGEC 28k,

© WA )T i [ & F I F 2P H

FHiE o PARP A4 5 704 DNA A9z 52, WAl DLs
b XU R 25 BE i3 40 L, w0 28 e R BF 52 b 2R
S — ISR . PARP il 5l AS{L 5 BRCAT 5%
BRCA2 7R A Up AR, Wl g 51F 28 R
B HE D R AR WAFAE B F R R T, 2011 4FE—
Tt B AL B 0 390 0 DR 3 38 % b 1 3 1 At W 3K IR
535 vE M = B A I AA BX A Iniparib ( —Ff PARP i)
#1750 ) i697 TNBC % L PFS e iz 08, k&
B Iniparib B INAfE TS th AL PFS S i OS B i SE
KSR 2014 AF A — TSR Ag BEHL TIT 397 1 R
R E ARG 2L ™ W IR T — T
BEBL A 1L 0TI PRS0, % b BR FH 58 42 I B 55 42 i
B4 Iniparib V69T TNBC B 1Y pCR, ot WL
) pCR JC WA 8 48 i1 2% 2 P B X F Iniparib
IT R B IR I 75 B — 2P AT

25.2 AKAF2HK HEHRWSEKHE T2
A SRR £ 2 3 M 2SR, B bR AERK T
5K (epidermal growth factor receptor, EGFR)

YT (PHZERPE) | MENEERKKNFZ
{& (vascular endothelial growth factor receptor,

VEGFR) il 50 ( DUARFPIAE ) | 25 4k Bf 40 i A=
K T 3% {& (fibroblast growth factor receptor,

FGFR) il 7. K% 60% ) TNBC % ik EGFR,

9% 1) TNBC /5 FGFR1 9" 4, 4% i) TNBC & A
FGFR2 % [H 4§ 4% ", VEGFR 7E TNBC ' ff) %
KW TR TNBC & . Nogi 458 PV B 78 R
EGFR "I {E24 DFS B ftil (R 2%, R4 B2 ) 3%
Wl VEGF 1 3L g 8 & 7R N 19 3 3K 7K %l J 13T
TR, RBKFm, WU BEIESFSTIE
B3k 3 A A K PRS2 A o 50 23 S B S e AT 2
YIREW] 2 " TNBC %% pCR J DFS. 0S. fHl
A S UE WD VS % B T TNBC BB B3R 97 O
WA AW R 4528, HIEYS, i/ A 2> 55 R
PEFBT P DR BT F TNBC (B — 43R Y7
(7 460 L 28 0 T A B DL B 360 iE 52 01 HL A
B Ak 7 v o 49 T AR T, AR — T LT I
IRWESE U IR W AE LA 2 V6 A2 + R EUR R B AT
o HEA ) TNBC &35 o A DA 340, pCR W]
i TAEE WAL BTGB IT 9 pCR. 73— Meta 43
Prdofd 2 Igh it B Al B 1y Bk & DL B TR
§7 TNBC () pCR R # HL 8 4f Bi Ak y7 19 38.1% 42
w3 45.5% (P=0.003) ™,
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2.5.3 P13K-Akt-mTOR  PI3K J&— Ff a] {# JI iz
INE 3 LR FE B R Ak 0 B A ok VLBV R, Ak 2 —
il 22 202 | 75 A FRVOE , J& PI3K Y 3222 N Il A% 0
YT WOIE A Akt DA IR IS AL B 2 41 i S5 AN 4
MOAZ 38 3 i R Ak A FH G sl ) JHL T Vi R
WM A . AT DL RER . BFSEIESE TNBC
B P AFTE PI3K-Akt {5 530 P& 19 5%, PI3K/Akt
AR VR, R R AN AR L AR
AL TAE IR S 3G n . X SeEf 4278 P13K-Akt-
mTOR #14 7 7] T3/ 97 TNBC & . P35 O
W] P13K-Akt-mTOR #1471 5 75 7 £ il 410 1] 55 55 bk
FEVT A F AT DA i 2L /B i s fE e
P13K-Akt-mTOR ##5 H1 T TNBC & &7 RUM BT .
2.5.4 A WU R, AR BLAEAE 9 7L IR
MG AE, WA LOE IR A T, 78 TNBC
H21.29% By 5B KO B Z 1R (androgen
receptor, AR) BJFiE ™. H TNBC & AR A9 FH
PEFE SRR AN, MEBEHEBEE X, BIKKRESH
W25 R AR PHPER &, #2278 AR RIKFH MM
TNBC % BV 3 A 5w v 0 AR 217 o W, 2%
LAY, Choi % " HF 57 W8 AR (9335 TR 5 FL IR
FE B OS M DFS AR o fH LM B0 ] AR (93
KA AT RE A TNBC (B W AE IR YT Tk 73hh—
ZHHEZE T B AIERA T AR AT LATRIN TNBC SR 1Y
A7 U SO o 0] — T Meta 23 BT 3R W] AR
FIRE A TNBC £ 0 A y7 i AR bsic s Y, 4R
1 E T V52 R DG Y DR A I R G50 36 TE AR 10 ] 5]
B 2R YT TNBC,

3 B =

TNBC IR BE — T B KA Bk, P
BATFRBR A A W) R AR, N0 I8 R 9T B AN B E
S 136 95 B AN IO 25 A 8 A4 400 0 2 1 25 W 3 AR 2
EMETRIT I, SHERRAILIREH LT,
TNBCAIB = RGA MBI Tk, (HiEA RERN
7 SRl B A 45 12, AN IR B R B F 5 v
IRAREFRAF R TNBCIRARE . A B IIRTT Tk

S &k

[1] Beiki O, Hall P, Ekbom A, et al. Breast cancer incidence and case
fatality among 4.7 million women in relation to social and ethnic

background: a population-based cohort study[J]. Breast Cancer Res,

© WA )T i [ & F I F 2P H

2012, 14(1):R5.

[2] Siegel RL, Miller KD, Jemal A. Cancer statistics, 2016[J]. CA
Cancer J Clin, 2016, 66(1):7-30.

[3] Abdulkarim BS, Cuartero J, Hanson J, et al. Increased risk of
locoregional recurrence for women with T1-2NO triple-negative
breast cancer treated with modified radical mastectomy without
adjuvant radiation therapy compared with breast-conserving
therapy[J]. J Clin Oncol, 2011, 29(21):2852-2858.

[4] Ghasemi R, Grassadonia A, Tinari N, et al. Tumor-derived
microvesicles: the metastasomes[J]. Med Hypotheses, 2013,
80(1):75-82.

[S] Weigelt B, Bachner FL, Reis-Filho JS. The contribution of gene
expression profiling to breast cancer classification, prognostication
and prediction: a retrospective of the last decade[J]. J Pathol, 2010,
220(2):263-280.

[6] Prat A, Perou CM. Deconstructing the molecular portraits of breast
cancer[J]. Mol Oncol, 2011, 5(1):5-23.

[7]1 Navratil J, Fabian P, Palacova M, et al. Triple negative breast
cancer[J]. Klin Onkol, 2015, 28(6):405-415.

[8] Prat A, Adamo B, Cheang MC, et al. Molecular characterization
of basal-like and non-basal-like triple-negative breast cancer[J].
Oncologist, 2013, 18(2):123-133.

[9] Uematsu T, Kasami M, Yuen S. Triple-negative breast cancer:
correlation between MR imaging and pathologic findings[J].
Radiology, 2009, 250(3):638-647.

[10] Cancer Genome Atlas Network. Comprehensive molecular portraits
of human breast tumours[J]. Nature, 2012, 490(7418):61-70.

[11] Voduc KD, Cheang MC, Tyldesley S, et al. Breast cancer subtypes
and the risk of local and regional relapse[J]. J Clin Oncol, 2010,
28(10):1684-1691.

[12] Pan XB, Qu S, Jiang YM, et al. Triple Negative Breast Cancer
versus Non-Triple Negative Breast Cancer Treated with Breast
Conservation Surgery Followed by Radiotherapy: A Systematic
Review and Meta-Analysis[J]. Breast Care (Basel), 2015,
10(6):413-416.

[13] Liedtke C, Mazouni C, Hess KR, et al. Response to neoadjuvant
therapy and long-term survival in patients with triple-negative
breast cancer[J]. J Clin Oncol, 2008, 26(8):1275-1281.

[14] Carey LA, Dees EC, Sawyer L, et al. The triple negative paradox:
primary tumor chemosensitivity of breast cancer subtypes[J]. Clin
Cancer Res, 2007, 13(8):2329-2334.

[15] /N, AR, FBIa K, 55, ZBIPEFLRE R B Ak 7: fi31

BHRAE[I). o EYSE SRR, 2014, 23(11):1527-1532.
Guan XQ, Gu SC, Zheng XX, et al. Neoadjuvant chemotherapy
for triple negative breast cancer: a report of 31 cases[J]. Chinese
Journal of General Surgery, 2014, 23(11):1527-1532.

[16] Ghersi D, Willson ML, Chan MM, et al. Taxane-containing

http://pw.amegroups.com



e BEME, % ZAILRE ST TR 745

—

=

=

—

—

=

=

=

=

—

[}

regimens for metastatic breast cancer[J]. Cochrane Database Syst
Rev, 2015, 6:CD003366. doi: 10.1002/14651858.CD003366.pub3.
Martin M, Rodriguez-Lescure A, Ruiz A, et al. Molecular predictors
of efficacy of adjuvant weekly paclitaxel in early breast cancer[J].
Breast Cancer Res Treat, 2010, 123(1):149-157.

Dawood S, Broglio K, Kau SW, et al. Triple receptor-negative
breast cancer: the effect of race on response to primary systemic
treatment and survival outcomes[J]. J Clin Oncol, 2009, 27(2):220-
226.

Wu J, Li S, Jia W, et al. Response and prognosis of taxanes
and anthracyclines neoadjuvant chemotherapy in patients with
triple-negative breast cancer[J]. J Cancer Res Clin Oncol, 2011,
137(10):1505-1510.

von Minckwitz G, Schneeweiss A, Loibl S, et al. Neoadjuvant
carboplatin in patients with triple-negative and HER2-positive early
breast cancer (GeparSixto; GBG 66): a randomised phase 2 trial[J].
Lancet Oncol, 2014, 15(7):747-756.

Wu K, Yang Q, Liu Y, et al. Meta-analysis on the association
between pathologic complete response and triple-negative breast
cancer after neoadjuvant chemotherapy[J]. World J Surg Oncol,
2014, 12:95. doi: 10.1186/1477-7819-12-95.

Fan Y, Xu BH, Yuan P, et al. Docetaxel-cisplatin might be superior
to docetaxel-capecitabine in the first-line treatment of metastatic
triple-negative breast cancer[J]. Ann Oncol, 2013, 24(5):1219-1225.
Hammond ME, Hayes DF, Wolff AC, et al. American Society of
Clinical Oncology/College Of American Pathologists guideline
recommendations for immunohistochemical testing of estrogen
and progesterone receptors in breast cancer[J]. J Clin Oncol, 2010,
28(16):2784-2795.

Goldhirsch A, Ingle JN, Gelber RD, et al. Thresholds for therapies:
highlights of the St Gallen International Expert Consensus on the
primary therapy of early breast cancer 2009[J]. Ann Oncol, 2009,
20(8):1319-1329.

Wang J, Shi M, Ling R, et al. Adjuvant chemotherapy and
radiotherapy in triple-negative breast carcinoma: a prospective
randomized controlled multi-center trial[J]. Radiother Oncol, 2011,
100(2):200-204.

Bayoumi Y, AbdelSamie A, Abdelsaid A, et al. Locoregional
recurrence of triple-negative breast cancer: effect of type of surgery
and adjuvant postoperative radiotherapy [J]. Breast Cancer (Dove
Med Press), 2014, 10(6):151-158.

Kyndi M, Serensen FB, Knudsen H, et al. Estrogen receptor,
progesterone receptor, HER-2, and response to postmastectomy
radiotherapy in high-risk breast cancer: the Danish Breast Cancer
Cooperative Group[J]. J Clin Oncol, 2008, 26(9):1419-1426.
Hartman AR, Kaldate RR, Sailer LM, et al. Prevalence of BRCA

mutations in an unselected population of triple-negative breast

© WA )T i [ & F I F 2P H

cancer[J]. Cancer, 2012, 118(11):2787-2795.

O'Shaughnessy J, Osborne C, Pippen JE, et al. Iniparib plus
chemotherapy in metastatic triple -negative breast cancer[J]. N Eng
J Med, 2011, 364(3):205-214.

O'Shaughnessy J, Schwartzberg L, Danso MA, et al. Phase III study
of iniparib plus gemcitabine and carboplatin versus gemcitabine
and carboplatin in patients with metastatic triple-negative breast
cancer[J]. J Clin Oncol, 2014, 32(34):3840-3847.
Llombart-Cussac A, Bermejo B, Villanueva C, et al. SOLTI
NeoPARP: a phase Il randomized study of two schedules of iniparib
plus paclitaxel versus paclitaxel alone as neoadjuvant therapy in
patients with triple-negative breast cancer[J]. Breast Cancer Res
Treat, 2015, 154(2):351-357.

Nogi H, Kobayashi T, Suzuki M, et al. EGFR as paradoxical
predictor of chemosensitivity and outcome among triple-negative
breast cancer[J]. Oncol Rep, 2009, 21(2):413-417.

Chanana P, Pandey AK, Yadav BS, et al. Significance of serum
vascular endothelial growth factor and cancer antigen 15.3 in
patients with triple negative breast cancer[J]. JRP, 2014, 13:60-67.
Carey LA, Rugo HS, Marcom PK, et al. TBCRC 001: randomized
phase II study of cetuximab in combination with carboplatin in
stage IV triple-negative breast cancer[J]. J Clin Oncol, 2012,
30(21):2615-2623.

Miles DW, Chan A, Dirix LY, et al. Phase III study of bevacizumab
plus docetaxel compared with placebo plus docetaxel for the first-
line treatment of human epidermal growth factor receptor 2-negative
metastatic breast cancer[J]. J Clin Oncol, 2010, 28(20):3239-3247.
Robert NJ, Diéras V, Glaspy J, et al. RIBBON-1: randomized,
double-blind, placebo-controlled, phase III trial of chemotherapy
with or without bevacizumab for first-line treatment of human
epidermal growth factor receptor 2-negative, locally recurrent or
metastatic breast cancer[J]. J Clin Oncol, 2011, 29(10):1252-1260.
Andre F, Deluche E, Bonnefoi H. Bevacizumab: the phoenix of
breast oncology?[J]. Lancet Oncol, 2015, 16(6):600-601.

Kim HR, Jung KH, Im SA, et al. Multicentre phase II trial
of bevacizumab combined with docetaxel-carboplatin for the
neoadjuvant treatment of triple-negative breast cancer (KCSG BR-
0905)[J]. Ann Oncol, 2013, 24(6):1485-1490.

Chen XS, Yuan Y, Garfield DH, et al. Both carboplatin and
bevacizumab improve pathological complete remission rate in
neoadjuvant treatment of triple negative breast cancer: a meta-
analysis[J]. PLoS One, 2014, 9(9):e108405. doi: 10.1371/journal.
pone.0108405.

Pritchard KI. Endocrine therapy: is the first generation of targeted
drugs the last?[J]. J Intern Med, 2013, 274(2):144-152.

[41] Lanzino M, Maris P, Sirianni R, et al. DAX-1, as an

androgen-target gene, inhibits aromatase expression: a novel

http://pw.amegroups.com



746 HE S AR 4 5505 %

7!

mechanismblocking estrogen-dependent breast cancer cell [46] Lehmann BD, Bauer JA, Schafer JM, et al. PIK3CA mutations

proliferation[J]. Cell Death Dis, 2013, 4:¢724. doi: 10.1038/ in androgen receptor-positive triple negative breast cancer confer

cddis.2013.235. sensitivity to the combination of PI3K and androgen receptor
[42] Loibl S, Miiller BM, von Minckwitz G, et al. Androgen receptor inhibitors[J]. Breast Cancer Res, 2014, 16(4):406.

expression in primary breast cancer and its predictive and prognostic [47] Witzel I, Graeser M, Karn T, et al. Androgen receptor expression is

value in patients treated with neoadjuvant chemotherapy[J]. Breast a predictive marker in chemotherapy-treated patients with endocrine

Cancer Res Treat, 2011, 130( 2):477-487. receptor-positive primary breast cancers[J]. J Cancer Res Clin
[43] WR2EFR, BRoroC, ot 55, =BIFLIR IR 2 PR %k SRk Oncol, 2013, 139(5):809-816.

KN B OCR]. TR E M4, 2014, 23(5): 695- [48] Zhang L, Fang C, Xu X, et al. Androgen receptor, EGFR,

697. and BRCAL1 as biomarkers in triple-negative breast cancer:

Chen XD, Qian LY, Yi JM, et al. The relationship between the a meta-analysis[J]. Biomed Res Int, 2015, 2015:357485. doi:

expression of androgen receptor and the tumors size, lymphatic 10.1155/2015/357485.

metastasis in triple negative breast cancer[J]. Chinese Journal of

General Surgery, 2014, 23(5):695-697. (ALpm#E REF)
[44] Choi JE, Kang SH, Lee SJ, et al. Androgen receptor expression

predicts decreased survival in early stage triple-negative breast AXSIHER: EHE, Do, = HEIAREBIRIT

cancer[J]. Ann Surg Oncol, 2015, 22(1):82-89. P[], EE B, 2016, 25(5):741-746. doi:10.3978/
[45] Elebro K, Borgquist S, Simonsson M, et al. Combined androgen J-155n.1005-6947.2016.05.020

Cite this article as: Xia LY, Xu WY. Treatment of triple-negative breast
cancer: resent progress[J]. Chin J Gen Surg, 2016, 25(5):741-746.
doi:10.3978/j.issn.1005-6947.2016.05.020

and estrogen receptor status in breast cancer: treatment prediction
and prognosis in a population-based prospective cohort[J]. Clin

Cancer Res, 2015, 21(16):3640-3650.

KT —RARMN—iEF H R B AL 32/ =R

ST 2 A e BRATEAT AR — R PR — R, O 1 RSP AR TR 5 R R IR A5, AR LA 9 25 A — iy Y
FH IR R AL R BN R

L — R BRI — R B0 E . B EIRBESE RIS, R — U B AR A2, s R 2B MR . R
TR AT REATAE R LA R Z A B P SO, 0 BB AN RIS, TR —RPis; — 2 PR T, O —Ra i . e
B PIRHIZWMERBGE R . A A LUR IR SO | B R EZE SRR R AR AR AR, LR TE—Rh e kR
TR A SO 7 — 2, AR EVEE A B R AR, A A R A R

2 AFEAERE RO [ R 3 A RIEFRFE R, KRR AL, Wb, e S A TIZ R o

3. 2 AR AR SRR AT — e P £ P FHRBE I, REA ECSCERAT SC RO AT A5 PR A, (A A R i A
LG IRIRE R g e SR S A5 XU R ML LR I ],y b AV I Ay AU A f S R

4. — TPt —2UEss, WSr RRAS, XZIEEVEA S — R G IESC, 2 4FPPRHBELAEA TR s — P —2IE5E,
TPl PI RS 44 . OS2I CR R ARIIE S, MZIEEE NS —EE TSRS, 2 AN TEAT
A A . AT 1 AR A B A2 s PN () HA R T 7 e 412

© KA )T [5] 8 38 51 FH 3 & T A http://pw.amegroups.com



