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Breast cancer is a common malignant tumor with high mortality. Long noncoding RNA HOX tran-

script antisense RNA(Lnc RNA HOTAIR) is relevant to the oncogenesis, progression, metastasis and prognosis of

various human cancers. In this paper, we review the research progress of Lnc RNA HOTAIR in breast cancer.
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K55I EIS RNA (Long noncoding RNA,Inc RNAs)
R BN o TR B 5 it e R B, A OF
FEUER] Lne RNAs 5550] 8wz BEPRERIC 4 i 731k
FE B TR I8 55 A A ) 2 A 1 i A e 8 DD AT
% HOX #5537 X RNA( HOX, transcript antisense
RNA ,HOTAIR) £ H fiBF 5 88 2 19 Lne RNAs
) —R, BRI 5 ST RE 18 & A R e e R T
JE SR YIMIE, IFL IR o FLRRE TSR Lo Y
FEEBAE NI 2 — , HR 3 SE Lotk g i i A,
TEARIEA o UK T . A58 B Lne RNAs
TEFLIRIRR 09 & A R R R P i 8 B OCE S A A,
1fii HOTAIR 3L e A 0] % . A0 HOTAIR
Z: 5 R R R R SRR RIS A T RERLAR, LA K
HA R A FUIR AT AT 04 A A0 55 T Y
W HEIRAE—25ik
1 Lnc RNAs #fif

Lnc RNAs, K &4 200 ~1 000 MZEH R, B

HOX transcript antisense RNA ( HOTAIR) ;
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G2 11 (AR A TR KOV R JE R A 0k, A0 3
Jea B e SN FE S i L, JE AR G A i R
W TR . ISR E
FAME a2 A Lne RNAs i 35 P 8 34 1 25 56 5 1
PRI . AR Lne RNAs A X T2 A 4 25 R Y
PSR S 28, BIOE S e SC O] N F 3 A
], Lne RNAs EBRAEYEERM: (D) B4 5
oL  BAEWRICHR S (2) 5 DNA B H it4s
B R EE A YIRS R Y E AR R e AL (3)1E R
EATRE S B A T Y 55 i i 2 [ 8 45
SR FIE 5 (4) W7 S B 5 27 51 5 (5) 3 4o ) il
RNA RA7 I FTEEsA S Y RS HE TP T it
PRIk 5 (6) J& 3B 4371y RNA (411 siRNA FI miRNA )
FIRITAR ST F 5 (7) VE R IR FrbE RNA, A 4 S P2
A miRNA & HEPIUE M miRNA 457 VR R, 52 i
JEPEHRE N M £ Y BFST B /R , Lne RNAs
TG I A e Je v ORI AR ZB RN 7S b
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HEEEBERREER
2 HOX # 33K X RNA ( HOTAIR) #fi&

HOTAIR £: 2.2 kb, 5V 7E 12 E- Y@ {k HOXC
B bz e %, EBR$E HOXD S, H1K g
EAMT 26 5, i Rinn 256117 9 YLE A BLEF 28 40 i 1
HOX LR R 3, 4wt & 1) DNA J331 (45 5 4~
SMEFRNT AN ) A HOX B 51 3 A TE (]
— 2% DNA % I, F 20l o A SR DT A, He
SRS T 3 AR LA HES A 10 FMEL s
() HOTAIR JE[R 751, & BAE A Wi 2L HE 3l i 3
PRI 2 83 A7 75 B~ HOTAIR K 5 &b -, 17 75
APy R A, X HOXCI1 #1 HOXC12 3K 2
B8] [F] B A7 7E 6 4~ HOTAIR & K 9 5 555 L Ah A &
I FL2h ¥ HOTAIR JE[R 751 iy kb i A B B A1
£BiE HOXC FE[H , 48/ [A] i HOTAIR JE R 4+
A — R ek B ) 27 b 7 i — 2P B9 B
HOTAIR B SMEF 1 19 5 s M A 2+ 6 45145k B
() 3" s AR X R ST, /T 5 26 A 456 RIEAEYF 2
g, S A W) Y AL 3 F . Schorderet 251 B[]
T/ INERURT N ZE 1) HOTAIR BEHANA 58% 1 )7 51
AAE AL, 4548 F0 2 BE A AE BT W 22 S /D Rl
HOXC #L %4 HOTAIR [y 52k A 520 HOXD10 3
BRIk, 1 A2 HOTAIR i [A] f9 k 2 T t 35 52
i) HOXD K& (K] i 2Rk , $& 7R A [al P ] HOTAIR
B P8R 3R 25 S5 BRSSP 22
3 HOTAIR f{EFH#L &

HOTAIR 772 4 I T 2R [l i 2 i 52 45 4 il 42
2(PRC2) FHZH 5 1 25 W AL B2 5 ) (LSD1/REST/
CoREST) 25 & 345 2 HE A o 1, (i 41 & 1 H3 58 27
Frf 2z f2 — W Ak (H3K27me3 ) FIZH 2511 H3 45 4
PR — W Ak (H3K4me2 ) 72 & & 1 72 1Y 434k
wAR R LA AR A4 22 32 DR A 3 SR DT RS IR
AT 3 968 R 1) & AR R TR B A% RT Re M RN AR 2B
PER Tsai 2 IBRSE & BULE A R R AT A A o
PRC2 fig 5 HOTAIR 5' 3% 3 fig 8k &5 &, 1 LSD1/
REST/CoREST f5 HOTAIR 3’3 I el 25 & . 1F
B f5 A7) HOTATR 36 P i B S g v, 2 B HOXD
FLPR % F0 H3K4me2 [ %3k b A, T H3K27me3 .
PRC2 F1 LSD1 By£3E T, Hir HOXD PN & 1) 2
ik EVEAEX B, #F— P05 kB, 24 HOTAIR [F]
A5G 2 NME AP, AT M R 2 E & GC Y
FERALE b X EEER 433278 HOTAIR 5 PRC2 Hi
LSD1 3¢ Z %], HOTAIR W] []A{4%5 4 PRC2 i1 LSD1/
REST/CoREST {gi B [H 1T 2R .
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4 HOTAIR 5Z[RERX R

Gupta %2 3B VEFL G T HOTAIR 1y %3k
THOLHEAT T RGNS A Lo s kPR FL R o 7%
R PR ZL MR A E 5 LR 4L 2L I R A% A HOTAIR
FER M FRIRNE O, & B HOTAIR 72 i & VE TN #PE
LRI A IG RPRAS o 3k 34 W 2 4 iy, HE At 3L
g I RAR Ay HOTAIR 53k 2 338 o (RSM S50
7~ , HOTAIR 7& 4 Ff A [a] 19 L B 6 20 it 5 ( MCF-
10A ,MCF-7,SK-BR3, MDA-MB-231) Hr &3k 8 A]
HERRAR AR K T 5 1R 281, 1 HOTAIR 335 F
REAI0 1 e 240 6 P 2 2 o R PN S 3 B,
3235 HOTAIR ) MDA-MB-231 41 ita, Bl i %
Sk AR R, AR 2 RR BRI R I 2 A% TR B S R A
TER R PE ZL R b, HOTATR &3k B PRC2
FEDLTTBRIN I FE A, L 40 B R B o3 IR A5 4 3= (PC-
DH) FIZE RG> T 2 (JAM2) %5 AT T S0 # 3k
IS &= &)kt NIIN=9/30'% -8 A LN TR DI ERE
MU E 812 28 1% , #2785 HOTAIR 5 PRC2 Z [A] i 4
HAE IR 0 I A4 28 1. b, HOTAIR /9 F
PRl A] S 3 H3K27 FH Ak, i %% b Rz [A] 5t 4% A (epi-
thelial-mesenchymal transition, EMT ) 3 #% , FIK 7L IR
SN 42 22 0% , 1 HOTAIR 5% PRC2 41 {4 () ik 2%
AT IR R 22 RS . X SEAFST R B HOTAIR fEfie
PEFLIRIRE AN 2 KA RS . Gupta 25 B4l A 151
B A B, HOTAIR (5 3 38 L Bt i R LAk
K RH W O RS A A7 3R SR A 7 R ) 1 25 R AR,
$E7~ HOTAIR (%) 755 3235 02 T0 s e #8 Fn i Ae T
1 K6 [ 26 22— Serensen 2" i 5% & BAL, HO-
TAIR 7E4G JC R 5 W SRR B H rp Rk
25, BRI Rk FLIR R BB e R 8, SR TS AN
B, Chisholm %" B¢ &k ¥, HOTAIR 1 EZH2 ( En-
hancer of Zeste homolog 2, PRC2 W4 A () — A~ F %
PEAL 5L ) HA S 25 A OGP, AR T it Pk FL AR i
B B TR R R FL IR B P i 3Rk B 3
M, Hm [l e 208 5 B e A R B %A G,
IXLEHIFIY A 51 2 W 7L B 8 HOTAIR 3 3RA 4R
RS IS S A BT S, HOTIAR (1) 3% 34 7K - g
RACTIUIN I3 5 7% PP TS I T R A T00I 45 A5 1
AR, F & IR BrE R
5 RIT5HEI=

R A I PR -0 BRARS A, FLIRIE 3 M LR 5 2600+
MEAY: (1) luminal A, BIBER R 2 4 FHPE (ER +) Fi1/
PR ZRIAPE(PR + ) T AR R A KH 52
&2 BAPE(HER2 BA44E) 5 (2) luminal B, Bl ER + FiI/
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8¢ PR+, H HER2 [H{4; (3) HER2 fHYE, B ER #1
PR ¥4 A, 1 HER2 P ; (4) SLRARRS, 5 =
PEZLIRIE (TNBC) 45 3 75% T4 i gl 5 Wi B, |
ER PR F1 HER2 $28 [ 435355 (5) 1E 5 FLIRAFE b
#1252 ER Ml PR ¥R 21K, 2 S3LE R &
A2 FUR J i HER2 75 0 9o %) PR 376 Ak S i IR AR
22V bR iEAE EELAME ] TNBC 2 R 28 M FL I
HAMEATERE 5, e B2 (Estradiol , E2) JE 3L
PR MER R B EZE I, 454 ER Bl )G
BRSO E2 WA SE N, 5 0N A A A0 R A
ARaENE, e PRI 0 2 2% B S
7N, 7E HER2 4L FLI R 40 v, HOTAIR {2 2515
ik HETT A AR T R 2 A HER2
PR SIS TR ) 25 ) 5 Z8 KR 7 FLIE , dnfth 555 2%
TR ZER ALY L esh, JLISE T TNBC (3677
Ji FRIEAEWE Y, AR R 2 R 3R B A KA 32 4K
(EGFR) |5 N Bz A K 7 (VEGE ) R i —
WR-A% R A W (PARP) % R JR AT AT A3 30
HOTAIR #{5¢f% ER 38 % .HER2 il VEGF 280 5L K
TR H Y. A5 RN, Fix T HR HO-
TAIR 5 PRC2 5} LSD1 & & Wy AH 5 A HIRED ] FL AR
FEANNAE R . i T HOTAIR 5 PRC2 Ml HAKAT,
—ANBHIGYT Jr RWVFREN T 2 s Ria
Jifrggg v, Gn g 6 P TR P HOTAIR ) #8356 R 24 9 5
HOTAIR-PRC2 A H A B 9 I il 571 254 . Kaneko
SEPOV LR T BZH2 8 R, SRR 345 (T345)
BRI W R A 19 28 7% B in 5 HOTAIR 25 & EZH2,
EZH2 )20 - J&] 3 -0t 11 =X ok 4m e ) 0 2 1
WCHEPE WG 1 (CDK) fiff T345 5% K& F 75 2 1R 487
(TA8T) sk B IR b . X3, EZH2 i@ & CDKI &%
CDK2 {5 AT e ik v] AE 2 %5 HOTAIR 7E 41 iy
JAHA'S Fn G2 WM S A ae 1. WA AT DLGE i
HOTAIR-EZH2 B AF R 38 #% , i8530
ST 7RI . Lonc RNAs 5 H AR 4585 RNA (noncod-
ing RNA ,nc RNA) M EAE I LAJA 5 ne RNA {45
TEE, I siRNA, miRNAsP" | siRNA A F4 HOTAIR
FEPH e 3k, 78 7L 9 40 g b, siRNA nf § ] HO-
TAIR ik, T80 EMT A2 i34 5 32 4 il , £ 20 g &
AP TS, Lne RNAs A] 7524 “miRNA V487, T30
JEIH]F miRNAs, 3R 0 R A, Bl — T
TR A 2 1) miRNAs B8 FUBRIE TR YT T e
B0 40 miR-140 \miR-221/222 il miR-125, B2 —
S5 miRNAs 5Lk i 6 y7 7 28, an il i e SR
HERAM I 0% miRNAs (i 28 miRNAs F#1: 254

PR IPJRE A L B RS ] miRNAs o fb2 o2
YA, ] % pE SR o HOTAIR AR (5 5342, 0
{Z54F miR-10b" |, B HEHFIE % I, miR-148a 5
FUIE A 19 HOTAIR LA S 40
s miR-7 f) R ] i 5 HOTAIR A [ 4% 6 &, A N
HOTAIR JH#: 234519 HOXDI10 £ K Al {2 #F miR-7
FIRDY L B X BT 4% S u i AT AR
RNA [ R iBE MG IT ALUIRIE S % %L, A
7% 4 Bl HOTAIR 3k 5 DNA FELAL BLIFAR R, X 15
AN B R AE A 56 , 3R SE R 1] (9 DNA (L 7E
P42 HOTAIR Sk R4% T X . Wang 27
WFSE % B, PRC2 7 4 45 T 20 g 22 RE 1k 1 5 2 3k
H3K27me3 3045 40 M 43 F0 143 A V8 42 i Ry s 4
il 55 7 A A ELEAE R . /N BURG T- 4 A A
LA SR 20 B b, AR 4 il & B BRCAL 5 EZH2 Al
PRC2 At 7 2 4 5./ A, BRCAL () 3 35 AT 41 7
EZH2 %54 %) HOTAIR, 1fif BRCA1 (#3235 F F&EA] {f
EZH2 # 52 ], HAE PRC2 ¥ & |32 = H3K27me3 7K
-, Ak, BRCAL BIGE IR EZH2 77 28 IR
Ji6 T 40 ML 431 2 ST LRI O R RS R 28 1 . 3
Bk B ], BRCAL J& PRC2 1 3¢ B 1 9 4 [
T, Felph 2 WL S 4 8 PRC2 S AE M VR A T 40 g
(1431 R 48308 e 2 2 e L i R AT AT LA
DNA HIJEfL BRCAL ZERH56 05 R SEIAIT T4 . B
AR, BF5E LA HOTAIR SRy B Al 1) AN [W3EIT 7 B 78
Wi ERATTH
6 Rz

2 Lnc RNAs 2 536 0E B o F g i
Hs Sk T S EOE F AR L A % 5, B
SR SRS, HOTAIR 7EREAE 14 7 J& vh % %
T, 7 LR A0 P RS I 3] HOTAIR 5
ik AT HEAT N 5% FIEAS S . HOTAIR fr s
[ VAT TR BF 28 AT ) BT , BIE L, W /N4y
FAHI R AU S siRNAs 3807430 miRNAs L)
RELIBTT 43—+ [ () AF B A FH i 3R HOTAIR f) — 2 45y
BTk HOTAIR J£[H . %5 b ik, HOTAIR A5 8 4%
Sy A R FIVH i () e S P B b R 4, 0
X — 0 B B 256 T LR SO R e S B e
J8 o T HOTAIR 553 B FIAH 50 F-HL v 7 2
—BRFSY , A S THETT L HOTAIR S 3Rl A T 7L
ISR AR AL R A O e, 38 R 1k — 2 F 5 LA T A
BRI S R A IR T T 5
5% i
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