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[ Abstract ] Long non—coding RNA (IncRNA) is a group of functional RNA molecules, which is more than 200 nu—
cleotides in length, lacks ability of encoding protein and participates in all aspects of gene regulation. The current studies
have indicated that some IncRNAs take part in regulating the process of breast cancer tumorigenesis and progression. This
article reviewed the abnormal expression of IncRNA in breast cancer, its relationship to breast cancer growth, apoptosis,

invasion and metastasis, and its function in early diagnosis, drug resistance and prognosis of breast cancer. This review was

expected to offer an insight into a new target for the prediction, diagnosis and individual treatment of breast cancer.

[ Key words ] Long non—coding RNA; Breast cancer; Tumorigenesis; Progression; Molecular marker

FUBR R oMbl W R, HoA =
) 5 Bk o LI B AR IR YT T R B R A
L HW i B R KAETFE A, B
I PR b 3= AR AN [ 18 3~ 37 ke L 2L Ao
MIZEAIRIT o T4 ME Y B X A3 AUAN 3 T AN 2|
NFIENFF12% 1 8 AR o gk
ZH ARG e sk =, BIAE RS RN A (non—coding
RNA, ncRNA), OFZRTEHECRE . R XIfER
DUERASHIA , = AR FB, gk s
T ABAG AW IIGE, RN g

WEEE. 2 R E-mail: wujiongl122@vip.sina.com

B oo BEEMRTFEN A, B E AR
TAIRF, neRNATEAHM 365 AR A0 A At # v
KA AT HENEN . Hrh e s K B 3200
ntfi) K EEncRNA(long ncRNA ,  IncRNA) AN AE R
L | ok MR RO BRI, 25
XY EARTUER . BRI e . R fieifi . 5ok
WG L e sl T S N s i A 2 i B R A
20, LT 5% 5 22 g e B e A
WM D FEFLRE R R . KRBT
B EHEEETEM . AT IneRNA 53
s 0 BT R ST i SR TR



(¥ BBAER L) 20174EE27RHH

669

1 IncRNAHE£

LncRNAGE# A T AN AR, fER
KA b5 e 5% o LneRNA R A poly A 12
MR B T4y, B30 bl /b I SR AE
WA B SR> B I s dm i g . H AT,
X FIneRNA BRI Ao 1E4E, s Ao Al
BERELT®ED . © Ryt fh,
B 1 5T S 5 35 R 198 Pl el 32 A e A 578 | A
IR @ e BT HE, PR R
Fr BRI R — BTG @ AR dnft B3 i 2
A7 A @ Ry ER R BRI A ] 7 LR AR Y
ncRNA; (& JE A i A— N8 B A e 1

LneRNAH 7 HCH I 3 19 5 2R 1 4 ) g
(SER F BOR AT Ay ) 8

D fi}\(lncRNA(antisensc—lncRNA): IncRNA
e SRR AR T i T A8 ELAT G ) D) RE L DAY P S
34, HAsIrm 52k, Itfa =0 -5
BTFHES; @ IE XIncRNA (sense-IncRNA):
5 XN ; @ P& FlncRNA(intronic
transript IncRNA): FBIncRNAKE FE I T HAE
I REHE N &1, HIALA A B 7 E
. @ Xﬂ[ﬂlncRNA(bidirectional IncRNA): H G
Tl B B AT et D RE AL R i A 31, HA
] 7 SR HE M IneRNA 5 B JEH[H]IncRNA(large
intergenic ncRNA, LincRNA): #g8¥% FMHA~H
A ik DT RERE A 8] 9 IncRNA .

LncRNAT TEZ A2 M RE I Y ik, 78
ALPERIE B AT DL B G R S 5 R
B ETT . SRR T EAE S 55 %k
P SR mRN AL B PR 2 5 5 5 J 35 20k
RAEGLFERAEIER] . 40 : IncRNA HOTAIR
Al DL 3 0 55 2 i i 2 S P2 (polycomb
repressive complex 2, PRC2), {FH3HE A
S 2T R Y AL, e R Y AR 2R R R
%, TMilncRNA Gas5il i 58 f B & 32 1k
(glucocorticoid receptor, GR)E@DNA%%[XiEﬁ%
G REFEIERN, BH1EGRS Y B &R N AT
A5G, RSN (2 S A0 i 0 ) Y sx
Wk, SR E T

2 IncRNAZEZBERZE. ARPHEA
2.1 IncRNAZESUM B P o457 E R ik

AR, W R IAEFL R 4V AR i fE rh
HR A L PR RN S KO 1) (3 O, T
AL AEAE S Inc RN A B S ek B A 5 18,
IncRNAY 54 RISTEFLIR i H2Uh A EidA
T, HALIncRNA FEH L Y HikR
WFRIBEM I F1 . Gibb%s O I FHELP L A
AT LR SRR FUR 44U IneRNA ) 22
SRR, RMALEAL 2207 IncRNA
S RIE, H 1290 IneRNASH ZLR I 5 B
Fik, AT LAFE A FLIRE A A4 AR &9 . Hung
2 LU e o 5 00 R S0 R O R ) S Bl Tk
1FIncRNATf L, % BA 35 IncRNATEZL R
T RE D SRS, PR IncRNA
TEFLBR A R B A p RS R . AN, A
TAEAN [ 43 F 43 B v % B4R 5 IncRN A3
ik, Sun% XL B 4N 2R R L 4 U
APEATAEIN, &% FlIncRNA H197E ML Z 32 (A H
PRI b 3Rk, JF AR EZL AR 19 AR KA
145 . MilevskiyZ 3 i AN [6] 407 W R FLAR
FEbRAS AT EERLS a3, 45 5R &8, IncRNA
HOTAIRTEHER-2 [HYE T #f 5 35 . iKang
s LU 9% 71 iz Y IneRNA IRAINZEHER-2 M
A=A FLIRE TR A T, X EEIncRNAY 4
SRR AU T SIS N R A E %
AR, X T — 2 A LR A G
IncRNALIREBERE | FEAit
2.2 IncRNAX FUBEIE 34 78 Fo 8 T 09 %5 7R

i3 ) & A 5 A O T 2 R LR A % DDA
Ko MAMMEAT-HLE E RIBEIR, s H KA
Wi, W FEMER LA, —%IncRNARERS
Wl TR T, TR M A, T
SR U R . Shi%s [ S2IE 52 Ine RN A
SPRY4-ITIEFUMEH A P Rk B W, &
Al LU S T 20 3 N ZNFT03, (e gk &
SEAABATE A LI A0 G F . Huang?s 1o BIFSY
KIN, IncRNA UCA1BEUZIE 12 754+ P27 mRNA,
SN — YA BE % 8 H 1 (heterogeneous

nuclear ribonucleoprotein 1, hnRNP)Z545, #
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X &, S FUBEADCKEEESASRNARY T

il P27 25 1 (J8) 30 28 MO P B 1 i 1 ol R ) 3
ik, PEIEFLNR AN I AE o T A P AR S
IRIESE L7, IneRNA CCAT2RE S 34 M Wt 5
SIE K, PEEFLIR A G . SR, W —
B8 ]ne RN A 2 6k 55 200 6 68 7 o 00 o ek g A 4
WncRNA PinX 1 B {5 FL M5 40 i A < BH iy 78
Go/G 3, Ml 2L B f 3 4, IR 4T e
R 1
2.3 IncRNASTIURZZIE . A0 REER
FLIR R 5 — A Z R R . 228
RN E /R, WRMEMEA K. T
BIRES— R, SIEWHSLEE
B A EE, FLARIEFE B KR R Ine RN A & & &
WEA, HRRAKF- 528 LHs1E R
AN, ArEusgm”, BEikE S
Thegm st [HlncRNA EFNA3RIEIL, &
Ephrin—A37E 4N IR 1A SR 4L, 4% fin Jieb 22 200 1 DA
M5 45 2 JE B LU RE S, e o FLIR &

YRR EFERS . MK, IncRNATRIEE AT LIAE N
Jie g A1 o XL ke o 1 LR IR I R RS L R
LiuZ ' ' JiF52IncRNA NKILA 5 NF-kB3 g2 1)
I, B AT LA NF -k B B B il 2 Pk 1 |
P, AT DME R OB R, i BT Tk B R
1k, MHINF-kBI I FLIRIESE RS o

FI X Inc RNASE MR (2% . 568 9VEFHAL
fil, AT A 2592k T HInc RNAR) KI5,
LLIA B IR 55 R 1R . Zhao% W BT
KL, FEE 1 7Th-ME —REREE & T M 1IncRNA
MALAT-133k, KM IncRNA MALAT-1%}%,
PRI R ALK . RSB E W, =&
HAFR AR

LncRNATEFLIIE BT | FERE i b i AE
FHZ HAETAFSS IS . IneRNAXRIE | #6850
PR S5 2L T K -] B 5% 1 (epithelial—to—
mesenchymal transition, EMT) N Mg A4 #4525
YA,

F1 IBREPEINFERERINCRNAS

Tab.1 The abnormal expression of IncRNAs in breast cancer

Genomic

LncRNA Full name locati Expression Function Mechanisms
ocation
Oncogenic Activating GLIZ—dependenhgene tran%crizpotjion and to
Breast cancer anti— . promote cancer cell metastasis
. 3. Jp-re,
BCAR4 estrogen resistance 4 16p13.13  Up-regulation ) BCAR4-induced tamoxifen resistance depends on the
Drug resistance presence of ERBB2 (HER-2) and ERBB3 receptors fat]
H19 H19 imprinted mater'nally 11pl55  Up—regulation Oncogenic Activating of Akt and Erk .to er.lhanﬂg JBC cell proliferation
expressed transcript and migration
HOTAIR HOX transcript antisense 12q13.13  Up—regulation Oncogenic I?lteran.ting with. PRC‘2 to reprogram chromatin state.s ff;rﬂ
RNA epigenetic gene silencing to promote cancer metastasis
SPRY4 i ic Targeting oncogene ZNF703 to promote cancer cell
SPRY4-IT1 i m.tmmo 5q31.3 Up-regulation Oncogenic L]
transcript 1 proliferation ~
Urothelial carcinoma— . . Suppressing the tumor suppressor p27 through interaction
J 3. Jp-re, “ogenic
UCA1 associated 1 19p13.12  Up-regulation Oncogenic with haRNPT |16
Preventing the degradation of miR—205 target genes to
LINC-regulator . . . . ] .
LINC-ROR ¢ . 18q21.31  Up-regulation Oncogenic  induce EMT transition to promote breast cancer progression
of reprogramming %
and metastasis
¢ ¢ i . . Promoting breast t th by regulating the Wnt
CCAT2 Colon cancer.assomated 8q24.21 Up-regulation Oncogenic . r01.no 1ne breas [ l%nor gr?w y.regu .a e fe ?zs'
transeript 2 signaling pathway or TGF- B signaling pathway
Metastasis associated - : — : Solinecit
MALATI lung adenocarcinoma 11q13.1 Up-regulation Oncogenic Irgduljlnc EMT Vl? aEl'lvatm]rgl Off)ll;; pjl;(;.(%}l)‘halld}?lvlno?;?{ie
transcript 1 —kinase—protein kinase B ( - ) pathway
Preventing histone and DNA methylation on the maternal
91H 91H 11p15.5  Up-regulation Oncogenic allele at the H19/IGF2 locus to increase
cell tumorigenic capacities (7]
T Acting as decoy to either repress steroid receptor—induced
Gas5 Growth arrest—specific 5 1¢25.1  Down-regulation umor transcriptional activation or to inhibit miR-21 action to
suppressive

impact key regulatory pathways of cell survival -7
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2.3.1  IncRNAVA LRI B EMT

EMT/2 48 I 5 4 i o e 787 Ak o 2
A 8] TR B A W2 i 1R, AR R A
FErh R EEEVEN ., Ho P F FHIne RNALS
F, R P Twistifs 5 20 B 20l EM T A
AT, GREI, ABL99FIncRNAS Y
X A, HAR A 4R Inc RN AT i< 17 1 40 3L K]
TEWNTAE 538 % R & ZAE M, HouZs 1 B
FERIL, IncRNA-RORZEFLAFIEH LI E K L1
BRI, 38 AT ARSI EMTHRRAE 2 F A9 48 1k .
LncRNA-RORF LLiE £ X miR-205 & %5 “F
457 VEH, BHIEmiR-205# 3L [N ZEB2R& S, i
SEMTA A, DT 2L 1 g A B AR A5 1 240 e v
Ae, PEIEFLIREIRIE MRS . RS —
AAESE, i IR Ine RNA-ROR AT LA 461
FLBRE AN A KRG R . Ak, Matouk: Y
A, IncRNA H19F35 5 IREHER %1)
K, HFZEMTIE R (G455 5% H +-Slug) Al
PL_EJIncRNA H19893K3K, TMilncRNA H19 38
TR AR R AL #ESlug 63k, B — N IE R
BEIS, PEHEFLERIEE RS . A, Kt
A, IncRNAIS AT LU i 4E AR OCAF 5 1
PR FLI R EMTIE B2 . dlincRNA MALATI “*
H5IMEILE R EARIEM, JHEUIER
IncRNA MALAT1, AJ I i PI3K-AK TR A4S e 45
EMT, fif 7L A 7%
232 IncRNAZ 5 ZLIME I st G TR 15

FEWAB AL 27 8 AU T DN A3 571 (1) e AR
T 51 S R RS e T 3R AL B R B T AR 5T
KB, RGP Z RN k. KR
HORECAEN . HAr 5 s A S R M %
et E LR Y T . &R B MOk S
DNAH AL,
2321 YO fREN

LncRNAT] DUIFH SR (0 B i A0 5 A IR 2 R
P, A AR M FIATTER . [ IE
BN S 1Y X RNA (hox transcript antisense
RNA, HOTAIR)Z%% 5% H [A] 2 K C(homeobox C
cluster, HOXC)/Z 55 #—Z5IncRNA, W5 %
M, ERENSIHE S A S PRC2E A 4 3] i 3%

, PRI A H3K27H AL Fge R A
VA3 3t 4% =Xy il 8 10 B8R L s e 8 A G
gk, RHFLENRE
2322 HEABM

LncRNA R DLid 5o 20 25 (1 H 54 3 4 kb
B, AR R 8 P9 L R, R ke Y &
Mo Wan® DPURRSE R L, 5 IE R LR SN
FL#, IncRNA-JADEZEFLIRFEEAL 20 m ik .
Hi Jif88 AH G DN A$5 405 1111175 & i Inc RNA-JADE,
REfE Al FAH4 S WAk, 38 5 S BRInc RN A -
JADE, Bem LRI RN A K . i
W LI, B AH OCIE 2E H (glioma associated
oncogene homolog, GLI)1/2H<H# % 0 I PR % S 7
SIEAA g vhonT AR S e A0 ) A A RN EE RS
XingZ§ "2 BFTIESS, IncRNA BCAR4R LU7E#
L FCCL21IMIES T, HZESmadi WA X &K
F11(Smad nuclear—interacting protein 1, SNIP1)F
22 58 TR/ 9 R TR A W IR it 191 15 7. 3£ 10(Serine/
threonine—protein phosphatase 1 regulatory subunit
10, PPP1R10), fHZH# FIH3K18ac L HEfL,
JEi P B RNA S AT 3R 5], %
i Hedgehog/GLI2 %% S %, A1 31 2L g 9 40
T,
2323 iHEDNAH AL

LncRNA W] LLiE 1 FIDN A HY 564k /i AH B4
M, W& e Rk S, BER T H 3
1k, TR Ik, AugoftZs ) ¥ 5ek
HIncRNA LOC554202 /& miR-31 175 EHEH, —
HAE = BRI AR A2 205 2h 1 SR
7, I TR LR ik, (R dh 9 240 i i 1=
L
3 IncRNAZEZLRREISIE P HI1ER

H FlncRNATEFLIRE 19 &A= . HEFE A T
R MG S S E R REEEN,
I IneRNATT LRIt R B2 B . 301 0 r 2 4
PEBT bR G, RIS A e (%) PR T 245 337 42
HE—Fhr R . ANE MG Ine RN ATE B i
TSR B R B MRS B Y L A
FEEM, SEEXTIEAHE, JEH IncRNA H197E
FUMRIE B 0 3 m ik, LR IR S



672

X &, S FUBREAC KBRS RNARI DTS

I 2L L A2 Wi dE bR IR TR (carcino—
embryonic antigen, CEA), CA153, HERGR
KBRS, TR R R R 2 W T e
Sh5 %L BULAT UL, IncRNAZEZLIRSIG K2
Wi T IR 2 E R T .
3.1 IncRNANFFUREE & 77 w24

FL R AR T 245 2 — A~ Z AL e A 1R F G 245
S, BLAET 2 I ) S0 G . 2 WAE A S
T4, W58 K MIneRNA BCARANL 5 FL M5
TR B A B VI OC, 76 2L MR fh 25 5 25 Y
SR URAYT BT 25 LA b B E AR Y
FE YT ER BCARA R Wit FLAR I A AL 34 51, T 7
BCAR4MT 25525, # R BE K ERBB2/3 Fl{i
FHHLMAER e vl s U, SEFhimnEs e &
FEXF e A K I F 32 4K (epidermal growth factor
receptor, EGFR)FIHER-2/ERBB2EMHI1EH ,
X E K IncRNA BCAR4W figii 7 ERBB2/34f
T3, FE SR JF N A AR YT T 24 ki
PAER . A, MPREIERW, IncRNAKE AT
DA RRATC i3 XoF Ak 245 40 1) SO T ™ A Ak 7 T
2§, i, IncRNA CCAT2E 2235 3L M i &
HMNCMEFHTENLST 7 b ks B/, miH &R
8] 55 5 0T 25 1) R W e R Ak T RS 0 . Shi
i TR R, AR K - B (transforming
growth factor— B, TGF-B)ili i1 S AYEMTIEZ,
P g i 22 Bk BB 25 HL A P AR EEAE R . i A
B i — 2 % I, IncRNA-ATBHA] L3 52 55 4
2545 miR-200c, FIHZEBI(TGF- B 5% A
TYFIZNF-217(TGF— B {5518 % 1 532 i) 3=
ik, fEUETGEF- B i A S 1Y 1 fe 18] i1k
M Ine RNA-ATB S 3R 15 1Y 5 45 5 th B
i 22 Bk BTN 25 o AR AE Bl A R DG A 58 19 A W
A, IncRNAAT 2R h 2L 96 it 25 7697 108
A
3.2 IncRNAL U TG

R ] B F 5w, LR i 4 41
IncRNAMRIE R HAEESEEMARIUGAH
B K EEE, Sorensen [38] X164 R K& AR AT
HENIGYT B FLIR M B AT M Y, &
MIncRNA HOTAIRTE & H R UK K AL 54

MFLIR A LUP AR 22 R, JFAmRE
IncRNA HOTAIR [ Jit & L B S8 8 s Pl AN
R, WFogdt— kM, PG EAH E
ERPFAPERFLAE B, 7] W IneRNA HOTAIR
A LIRS ER BH M ZL R e B AT )b 3 Fui
PIF. Zhou S ) R FHIRL PG A Bl e, 124>
S5 K I I Ine RNABEA TBES 4047
K IR12-Inc RN AL ] LIAE by 7L g 28 2 1k
ST TR bR, X TR Ine RNA YIRS 0BT A 22
G B —1in RN AKTIN A R B, A FLAR I R 3 1
T fE S A T T
3.3 LncRNAYEA S FAREM R LB L 08T
Ma

LncRNASZLIME I &4 . RIRKLZRED],
X Ine RNAFE AL IR ARFFE, 7T LA 471
i FLARIE AR R T AR R . Gas5 54
MO T B IR G, FEFL A Rk T M,
HMEREBURIUEE TR AR 7 . Hil,
T AF I 5 #5803k o R B LR ) 25 4 2
BREIRIT R PEF IneRNA Gas5H 8K, Dhik
PR B H WU . PickardZs L0 IR SMNIFSE &
P, HA ERHIHIPIBK/mTORXUE %, IncRNA
Gas5 A REA RUAEE = B FL IR Ia AN eI 25 32 1k
PHIE R FLAR AN R T X o = B M FLAR
Alluminal Y7L BRI 10 AR IR T7 $ 40— 9
o RIS A, IncRNA BCAR4AALAEAD
BN WA I 2 R E AR, T DA
127 L 40 e o R e G i L
FIncRNA BCAR4 & i ERBB2/34 i 1 7 =X
HHEZAE, B e A 2ROt ] LU i
il IncRNA BCARGEEH . X MHimhaEr e 1e
HER-2BH 1 . BCARAFHE MR (1)1 PR 56 B8
THS A
4 £EiE

RS RKEFE R, IneRNATE LR 0 &
AL RETREZEM, (AT & A w5
I HImiRNATI 5, IncRNARIBFFEATS AL TR0 Ga By
Bto HATE X IncRNA S5 2L A G 5T, &
B 3 2 M — R 2 Ine RN A 7E L 8 40 i v
() S0 s, DI DR 3 3k R 19 ) X 2L s
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WEA . REHITUR . B TFEZ A EAR
FB, HuiA LR KL JHRF R —FincRNA
XPFLIRIEE I LA B . T RZB AR
TR, 58 ROR AR H B A1
B, HEICIRR SR AH ZFIncRNAY L [F 2
S5 s ML . Ak, IncRNAIS = 4t
— TR O, B AT R ST AR T
e . SEHHRE s S A L S5 A Tar 44, i HLAH
X FHAAE A RNAZGE 4, IncRNAFH S H R
ER NG 4, XA — 2 FE R BRI
T AT IneRNA B — 2505 . ARA5 Rl 71
W E R ARWES, Ine RNABCS 434 Fl
PEF Inc RN AW 58 T Be 1 H BLRUR TR A,
IncRNATEZLIR IR PRIZ W 53897 B B R )
AW T2, X FLIR R 5 28 P8 2 R 25 17 1A
THHUE A3 . LncRNAA BN A e FLAR R
T, W AR R T
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