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HAEFTE T ceRNA M8 & RNA 73 8] B —FP 5 HLH . LncRNA @ %N 72 25 L0 1S 58 |
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O AYE  KIEGRED RNA ; 525 WP TE RNA

FESHEE . Q522; R737.9  XHMFEEHRG : A

Regulation mechanism of long non-coding RNA as a ceRNA

molecule in breast cancer

BAO Yu, ZHANG Su-Hua*
(Institute of Biophysics, Hebei University of Technology, Tianjin 300400, China)

Abstract: Breast cancer is the most common heterogeneous malignant tumor among women worldwide. It can be
divided into many subtypes and different subtypes have different clinical treatment methods and effects. Multiple
studies have shown that long non-coding RNA (IncRNA) plays a crucial role in the progression of breast cancer.
The ceRNA networks based on IncRNA-miRNA-mRNA interactions have revealed a new regulatory mechanism
between RNA molecules. LncRNAs are widely involved in the proliferation, migration, apoptosis and other
biological processes of breast cancer through ceRNA network, and can be used as molecular targets for diagnosis
and treatment. This review focuses on the IncRNA-mediated ceRNA regulation mechanism, and systematically
summarizes the research progress of IncRNA-mediated ceRNA networks in regulating the proliferation, migration
and drug resistance of different breast cancer subtypes, in order to provide new insights for the precise treatment of
breast cancer and IncRNA research.
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RNA (competing endogenous RNA, ceRNA) 17 i
W], IncRNA /E N miRNA 4> T 45, 5 mRNA
56 9 45 & miRNA,  #1] miRNA X # 2 K] mRNA
IR, AT AE JE DR e 5% Ja /K- 22 5 40 L HS 58
228, T8 bR - [ 78 i #% 1L (epithelial-mesenc-
hymal transition, EMT) A& T2 4 i f2 7, 7EFL
Ji g TR R AR R R e R b R B AR . Bl AR X
ceRNA MZ& I TTI0IE, Y12 IncRNA BRI
AR g L M e e PR SR A bR A, AR g
BTEHANIE R EREGT Y. B2, HTARZE
R LR R R RE RE . 25U K TS 1S
[ P, AT SRR R A A . H AR 5K 1
IncRNA FIH1 5 ceRNA W85 R 2 HE, B2 WA H
7 FL R AH G ceRNA 11 5 Gt 2H ZUF1 B AR VE
R, PR N FLf# IncRNA 4F F 4 5 1 ceRNA W 4%
TEA 7 LRI 53 02 1) R AE O Je AR T 5 T A
H, A BT o UM A i i pLa, B ATl
P (PR AE VR T PR AT R

1 LncRNAXceRNA{ER#LE

LncRNA & K J&F i i 200 4% F B2 16 JE 4 65
RNA (non-coding RNA, ncRNA)!", "3z 40 A T %
R, K2 BUE oAb 21 S s s e i 2R T v
HRIEM, BAARERIERE A, HHAENER
KIEABRT, Eis. Ba)a U, RBWEMEL LK
BT b B el e R A R R A M ML
%, IncRNA #] LLE AW 1 M, i b
miRNA, FFKH A mRNA 5 A 1F ), 763U IR
b A 25 PR EEAEA Y. BT, 2F %
A IncRNA #{ R8BI ceRNA M 4% K 115 1H I g
%4, IncRNA ST8SIAG6-ASI il i # [] miR-145-5p/
CDCA3 K i p53/p21 {5 5@ %, ik TNBC 4i i
(B HE AN EEF2 U, LncRNA CERS6-AS1 £ ceRNA
7775 miR-125a-5p 4545, 3 BAP1 &k, M
i 338 2L e 40 184 5 - ) 4 0 T2 U7 LneRNA
MAGI2-AS3 il K miR-374a FIA A% R iF PTEN
FIE R AM ) AL i 3k U, LncRNA GASS fE
9 ceRNA 7314 [ miR-196a-5p, M ifi_Eifl FOXO1
(2%, M) R FOXO1/ PI3K/Akt 15 58 MBS
g2 1,

mRNA &8 A BB, stk Bk
AR R HFE PO, R ceRNA 2% 18 47 1) S f 4
B 53§ miRNA 2K FE RN 18~25 M H R 1) = B

AR P, miRNA 2> Ti8id 5 mRNA #) 3' 3k
FHEIX ] miRNA W6 (microRNA response element,
MRE) EAMICATTAHSS &, M55 mRNA 1) #]
AR P, R, miRNA A mRNA 2 [A1 47 7E £
R FR. —A miRNA 7T LLAEZ 1 mRNA, AR,
—/MiIE £/~ MRE [ mRNA 5] I# £ 4 miRNA
W, IR R T ZAE ™. mRNA
A LAFE 24 g 4 ) DR 7 B B R Y, miRNA 2 5%
RGN RX RIS R T Y, g EALR
Je R BB T I AR, 9 41 miRNA miR-204-5p Xif
PI3K/AKt {5 5 A1 15 $0 ] 1 2L e 248 L ) 2 2 R 4
925 2 i EE 4 A5 P, mRNA MARKA4 3@ i 4714 Hippo
GRS, (it LR 4 3 B AR P

KEM LY, 40 A mRNA F IncRNA #§
8 MRE, X285 #n] LLE N miRNA ¥ 45 K
W miRNA, M0 miRNA e H 03 D] 1 42 0%
o BT, Ak, XE5F 2 (A AR miRNA B A77E
4K FR. 2011 4, Salmena 25 FIRIEH T ceRNA
Beut, F DA IR X P % s 5 45 0 &R X L4y
MRE H. 1 I A7 7 56 4 9% R 1) mRNA 1 IncRNA 5§
RNA 75 H ceRNA 77 . @I 1 fi7x, ceRNA
W LG R OO - M AT ceRNA 7 11
9 miRNA ¥ 44, @i #H 7 ) MRE 3¢ 4+ 45 & AH [
1) miRNA, fERFH PR “Z X027 ) ceRNA
FH AR P B A2 2% R 2 0 4, R T A I 2 ik K P
CeRNA LI FE At 7 —Ff 42 1) 3 R 5 Rk B,
W RARZ AR . ORI 2 I AE W15 B 5
WEge, NI AP K2 5 55 L
IncRNA 1 &5 [ /i 4 5 25 K] mRNA 48 % 5 MRE,
IXAESE T ceRNA IR M 4% 5 2 FoiE A ><. Hln,
IncRNA FAM225A 1}y ceRNA 43 F, 431k miR-
590-3p/miR-1275 3 1 L1 ITGB3, 5 £ fi i3k & Wi
FEI R AR P, LncRNA HAND2-AS1 /£y miR-
3118 [ ceRNA 43, @ik i PHLPP2 K41 il 7.
JU 95 () 388 5 AT #% . 1T ceRNA W 2% 41 IncRNA
2% 1 2 5% PR miRNA /5 IncRNA/mRNA AH B.4F
FH 330 7 2 3 e R 4 A A Ok g PO,

SR, FEAEFTA A LS & 1) RNA TR T2 1R
ceRNA M4%, ZM 4 2 Z MR, AdE
ceRNA 5 miRNA (1A X) = BRI 40 ff e fr . 2
miRNA 5 MRE %5, DL miRNA AL 5 (R,
i fn B 7K BE . miRNA 45 & 98 £ A1 miRNA-MRE
B P 6o F ) LM AT B
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Result: ceRNA2 upregulation

ceRNA1FIceRNA2 &4 7 A4S &rmiRNAXAImiRNAy I miRNA [ 3 T/ (MRE);  ceRNA1HMIceRNA23L = — AL [F] fimiRNA
i, ceRNATKIEE LiH S 5E ZmiRNA S5ceRNATZE A, M _EiHceRNA2, KZIRMA,
[El1 ceRNAIFTIHLHIE

2 FBREPIncRNAN S HYceRNA M L& F1E
e

FUIRSE 2 —Fh SR, AN E T AL TR
SR R TR A T U Dy T 22 S B U
TR R R, IncRNA JEid ceRNA & EAS
[F) 7. 2 7L i (R S 0 e T 24 A S g A A
AN PR 7 208 K3 R AE S m B R 0 T E
SRRAE P, IR A b X 40 A b I R DU AT 3E
YRR IZ W RIG YT . 7EIX T, IncRNA J H A
1) ceRNA [ 2% Z 3K BiF 5% 0] B2 A5 Bl T 5 4 %5
RUHEAT 40 28, 040 =0 F WL IncRNA, NEATI.
OPI5-AS1 fil AC008124.1, ‘EAI1iHIE AN [F] ) ceRNA
P9 265 5 G /AN [ 10 L 88 30 2 o o 4% R s A B
BRI, AST X —# BE 43 il4iiIA IncRNA 7 TNBC.
HER2 A £, luminal A %4l luminal B %! F| it 9
IR EIE R .
2.1 LncRNAZETNBCHHI{EF

VE R BRI ) FURR R 7Y, TNBC |5 T A SLAR
S 15%~20%, 1228tk 5 B ok £ 0t 7T
W, IncRNA 7] LLiE T ceRNA 1L 1 42 5 35 IR (1)
ik, 75 TNBC [W¥G5. WS, R28. H&. M
AR T 2 R e A R A

LncRNA A PLi# i ceRNA % 2% 5 1] TNBC 41
o Fy 438 5 AN T . Wang 25 P9 % B IncRNA WEE2-
AS1 7F TNBC 4 e &+ _F i, miR-32-5p 7 TNBC

M NI, TOBI £ TNBC Him&ik. i —2H
Sz Iy % B, WEE2-AS1/miR-32-5p/TOB1 % 7] L {i2
i#E TNBC 40 Jfd B4 5, 4 i) 30 0 02 8t 2 W
IncRNA WEE2-AS1 7] LL{E Jy TNBC F5 2K, IF
i ceRNA MZ& Lk TNBC Uit fE. Li % P w5t
& i IncRNA LRRC75A-AS1 7E TNBC 20 41 th & 3
8. LRRC75A-AS1 1 5] 4% miR-380-3p [ 71k,
IE R L ] BAALC IR, 0 THLH] SRR
B LRRC75A-AS1 18 i 4 7] miR-380-3p/BAALC i
A3k TNBC H)4H g sa A2 28, Kk, LRRC75A-
AS1/miR-380-3p/BAALC 45 # ¥ {E ; TNBC 7
(BT 4 2. Yang % B R FE R B, 5 IEH LRGN
MuAH L, IncRNA DUXAPS 7£ TNBC 2 i s ik .
YY1 #5570 L5 DUXAPS JE 5 7454, %
DUXAPS 1% 5% . AWM 82 0 H AL 5256 & I
DUXAP8 5 miR-29a-3p fH ELAEF, M358 SAPCD2
(P32, {2 1F TNBC 48 1 39 58 40 1) 0 T
B4k, Lv 25 PP % 5 IncRNA SNHG6 )+ i 7] fig
i 1L I8 # miR-125b-5p/BMPR1B #i 411 #1] TNBC 4H
MOXG e LR e SRR R M T £% B TIR,
IncRNA il i ceRNA [ 4% ££ TNBC 1 38 4 A1 12
AR R R B AE A, T RE R TNBC ¥R97
HIVEAERE KL

LncRNA A] PLiE T ceRNA ¥ 4% 52117 TNBC [
1% 22 5 F% Al EMT i 2. Zhang 2 "3l it IncRNA
FIBE I TUBES 734, %€ tH—Fh el PAT-1 5% 1
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IncRNA SOX2-OT. PAI-1 7£ TNBC &3k, AL
75 TNBC 4 il 1912 28 F1 i # . ML o AT & 11,
SOX2-OT 1f 4 miR-942-5p 1545, 1A PIK3CA
10k, fmZ&0E PI3K/AKt (5538, {2 TNBC
() 5 F%. % W TR 98 % I IncRNA DANCR F
LINC01234 7E TNBC 53Rk i, 7Rt
Jere e . Hd, HE 5L TUFTL 55 1)
DANCR 1y miR-874-3p fIE4EL/EA, 15wy
T SOX2 Ky £ A4M], F{Ldt EMT i #2406 1=
Ze Pk M, i LINC01234 M /E 9 miR-429 [fJ ceRNA
Iy T RS AR SYNJT ik, i {2 4 TNBC 41 iy
(Fiss. REAMER ™, i Wu % ¥ &I IncRNA
WA LA TNBC MR 2856/ 1 . & Bl i sk sk
IS4l % [ S (RT-qPCR) & 31 GUSBPI11 7 TNBC
Y R RFRIE . DhREIRAF I E S50 ], GUSBPI11
i R EPH] T TNBC 41 fE 4858, iE#. EMT
M. Bbsh, HLEIEE T 45 R 7R, GUSBPII fE
 miR-2-2p ] ceRNA IE i % 5 fIF #% iz & A 579
(SPNS3) [J3Ri%, Mifi#nH TNBC 4 fri 8516 12 2% .
5 —3y, Li s ™ &P TNBC 40 i & 35
FI5 ) IncRNA LRP11-AS1 1E Jyi#E4 miR-149-3p )
ceRNA 737, {ik#E 2K Neuropilin-2 (NRP2) {13
ik, B LRP11-AS1 f] DL TNBC 2 jiu 1) 12 28
MRS, TG0 E . R A58 33E ] IncRNA
T 1 ceRNA W 4% e % (i 1 8 i TNBC ()12 2%
R, IX AR TNBC B3t TR 7EIa T #E
LncRNA 7] LLiE i ceRNA ¥ 4% 5211 TNBC )
Jifr 8 & A= R0 LS A6 B . Dong 2% ™) 3 1 o g i 46
BT O e A P E I, IncRNA PCAT6 {44
P AR REMEE TNBC 40 R84 - 3B 7% R0 I8 A Ao
2 B AEYE B 5 5 AT AL 53 4 22 B PCAT6
i IS 78 2 miR-4723-5p (145 1E 17757 VEGFR2 [
15, SRJF 25 VEGFR/Akt/mTOR 15 5@,
M A R TNBC R R 4. 73 4, Zhang %5 1
WF 58 & B, £ TNBC ] MDA-MB-231 41 i & 1,
IncRNA NR2F1-AS1 7] {i 3 L AR M 2R p,  Hof
I8 AR A AT 3k — 05 ik 2L e 400 B Py A K R e
4. NR2F1-AS1 ] fgif i ¥ 44k miRNA-1-338p 5
F IGF-1 Bi&, #—#uE HUVEC Hi1 IGF-1R
FVERK JE S, et AR a0 b e, T2
MUMAEA K. S5 Zhu & " 50K, IncRNA
PCDHBI17P il i {77 2k miR-145-3p #1 | i MELK {f
AR HEFL R B ceRNA. MELK Sz id 5 a] DLdE i
NF-«B 14 il PCDHB17P/) J3 2 Fi& M AR 1L, M

M — AN IE B, DR LM R e 7 A I A
. FEIRIMNE, IncRNA JEIT ceRNA 4% 7E TNBC
) It e A AL A s R AR R, AT RER IR
J7 TNBC I FEIR T #E .

LncRNA 7] LLiE i ceRNA ¥ 48 517 TNBC [
BITINZ5. HAl, TNBC [ ZRT7 A aEFAR,
BT ALY, Horb DAREER SR ERAZ e 2y BE At 1) 4l
BT ATh A2 2 BT 738, ABARYT i 2 VR AR AR R
TNBC lIfi pRYATT RIGCRFUE AN B 9. 2 Fifih 38 (TXT)
i 25 & TNBC I 97 (1) £ A 2 — . Li%: W %0,
5 TXT 85U (1) TNBC 4 ffl Sk i s b AR A b, TXT
i 2 TNBC 2 J K5 4 s 4 7] IncRNA LINC00667
FkW B THE . LINC00667 i@ it i Bel-2 k&%
FEARR TXT i 24 TNBC 40 ) TXT MUk, &z
BER L TXT M 2gtE. MHLH] B, LINC00667
i o #E 45 4k miR-200b-3p, &1 T Bel-2 () F ik,
B#{% TNBC 4HHaxT TXT FI40 2= MUk . Btk ar i,
LINC00667 A fig /& 4 5% TNBC 40 ffg %} TXT 7677
A A ) bR A2 B (PTX) fiif 25 1 2
TNBC 697 1 X — KRS . RERIR (UA) &2 —Fh I
W= K&, v PTX i 250, (H XAl
250 F 5 & (DOX) [ 2 2 B2 K Hl. Lu
ot PO S I SR IS HR %, R I UA AL BEFHES 7 DOX
i 225 40 i 1) 2B KR JskE T DOX $ittk. UAVRIT
W T 220K E A 1 (ABCC) (3R iE. miR-
186-5p n[ #[1] ABCCl. Ub4h, UA ##H IncRNA
ZEBI-AS1 il it #3 45 miR-186-5p i ABCC1 {5 5
5, gk TNBC 40 8% DOX ) 82 K 1,
A 2 A1 5 IncRNA ZEB1-AS1 #1611 UA
AJ g A& 3% TNBC VR YT 8 7% L4k, IncRNA
DLX6- AS1 £ TNBC [ i 21 i 245 P o & 45 4F H o
Du 2 B9 i i 52 5 52 PCR WIS &KL, DLX6-ASI
7E TNBC 2HZURI40 i & 3R KF & T IR 4
BUFLIRA M. WO R R i LK 40 BT . RNA 2
% UL UE AT RNA T +7 70 #r % € 1 tH DLX6-ASI,
miR-199b-5p FIAEEE FH PXN 1A ) ceRNA X 25 41 .
B0 R RSN SEBR R I, DLX6-AS1 il i miR-
199b-5p/PXN % {2k TNBC 4085, EMT FJ5 %A
iy 2P o 1 S BT 72 % B miR-199b-5p 7] DL B HZ 40
IF1] 25 IR 45 K 432 4 1 (DDR1)™? 380K R e il A %
JEBE 10 (KLK10)™ &5, Kk, 75 2k — B
36 iIF DLX6-AS1 i i1 miR-199b-5p/PXN &} | i& H
fih A5 5 38 B RS B D . AR T . IncRNA 7E
TNBC H & F 25 A0 TT i 25 1t K #5 ceRNA 4 ¥
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WEAER, A BhTH7R TNBC it 25 & A= & & iH
B, 9 TNBC F¥A T ST (10 S0 % .

BRIt 4h, IncRNA i8] LB ceRNA 452
5 TNBC % % 3. Liu % P 5 F TCGA ¥4k
FE TNBC 04l 4T — RV E B0, 4%
F B IncRNA OSTN-AS1 £ E 50 haef k. 1M
ceRNA M 4% 7] LA 52 OSTN-AS1 {E N —Fsgr B
AR T, FAIREAEAR K S5 TNBC BRI IBIT .
{EAZHIE 5 ) BT A o AT A 26 T S B 1 s o0
A, BRZIGIGIE. Rk, R EE PSR
WEFE 3 F5 AT i OSTN-AST /5 1) ceRNA M 4% 7
TP R I E AR
2.2 LncRNA7EHER2[AM4ZLBREEAY1ER

HER2 & — P 5 JI5 52 74 s 2 R WU (RTK),  H
ok Rk K AETE 20%~30% AL s, Hid
EEANRBUGEDIEE ), HET, HER2 FHMEFLAR
Y BB BT YA . PUARMEEZY) (ADC) FRE
IR BB HI77) (TKD) 34738 a7 B RSN
I R B R T TR ECA AT E IR RS R, (A
2P AT 2 1t — B e R 2 X e 2 i 32
ek BT SERTABE TR B, IncRNA ATB. GASS.
H19. HOTAIRP™ Y J % 1 L B 968 5 7 [ i il 22
PR (Tz) I 251, Kk, M IncRNA ¥ # LRI
FIF R E HER2 FH P L5 12 W A ) 36 7 i 245
BT AR B .

LncRNA #] DL it ceRNA W 4% 5217 HER2 [
PEFUIRIE VR ITTH 2. Zhu 25 R0, SR K
Jei A O% TUCAT B (K 2> F i miR-18a, 3 ifif 111
Yes #HRE [ 1 (YAPL) HIRIE, 2k 7L AR 4t
Mot Tz It S5—8, Yo & @ R BN
A F ) IncRNA OIP5-AS1 i i #F 4% miR-381-3p
i HMGB3, 3 5 7L B 40 ok Tz i 2444,
IR OIP5-AS1 AT LABFAIK HER2 LIRS 40 fa % Tz
K 2451 . UCAL Al OIP5-AS1 FJBER Tz TN 25 1A
FERZW AR ED . MR T 408 (MSCs) /1
S Tz 25 BOE FE . Han 25 Y (044 P 415256 )
] T IncRNA AGAP2-ASI1 7E Tz ifi 25 1 Al T rp &
FEE AL . AGAP2-AS1 ERE 771 MSC 40 |
W, AGAP2-ASI KR IL W T MSC M F 1) Tz
i 2%, AGAP2-AS1 ¥ L5 # CPT1 /K- VI &
miR-15a-5p [ RIEHFE T AGAP2-AS1 i 3 ()T
PEEE AR Tz Hitk. MBLEI E& : AGAP2-ASI ]
PLAE N ceRNA 43 i i #F 4% miR-15a-5p F B i
CPT1 351l Tz 2. ZWF 745 RN IncRNA

FIFH MSC 1E Tz fiif 25 R ¥ F - SR s Lg%, Rk
AGAP2-AS1 1 §¢ il HER2 PH 1 L g Jes 56 0 71
MAEDAR B FEITHE S . A, Tz it 255 EMT,
Jei i T 40 i (CSC) 45 1 A 2 E i 25 7 (MDR) %
YIFSE, (73A797 HER2 FLAME A EINE 2. &
I B 5TIE B3 LINC00589 {F A — 4™ ceRNA 43 T,
[] INF 35 45 miR-100 A1 miR-452,  Jak 4% o) fof 9gg 417 ]
[Al ¥ DLGS fil PRDM16 [t ##1l, [R]85 HER2 FH
PRI I Tz it 251 . MDR F1 CSC RE4RE .
BRI, LINCO00589 /™3I~ ceRNA Hll,  LINC00589/
miR-100/DLG5 1 LINC00589/miR-452/PRDM16 1]
VEAEAA R4S P[] B =1 2L it 4 ff o e
1) SR B 0 A VR A2 W R S A A DL SR T
. BOBTRIREFTHEH, IncRNA ORLNC1 7E HER2
FH P 7L R e o R0 T I, A0 ) R 4 A B .
miR-296/PTEN #fi/& ORLNCI ) E#% H#br. ORLNCI
B 5 miR-296 554 PE4E A IE S PTEN ik, M
TN HER2 BH M BhRg 2t 2 s (5 B i v R G e
H4Z1UE ] ORLNC1 5 i Z 2k P 5 /H 98, ARk
AT DL I A 0% 52 56 43 A R #8 7T ORLNCI 7E £ 3%
HER2 FHPEFLIE I 25 N H . AT, BR Tz 24k
() LA B 1) 2509 S IncRNA V¥ (1R 92 A6 A PR .
Keshavarz 25 BV R B, 78 N EAEAR T 40 i b 25 1
% I fE IncRNA ES3 7£ HER2 [ 1 7L Jig i vh 234 1
W, BS3 MJFKIAS HER2 15 5B 4% . 24 HER2
B Bz s JE B WISy, ES3 BA A Oct4/Nanog &3 T
W. ES3 A REAE N HER2 (1) T ¥ 4 r e ik L s (1)
45 . ES3 DIAE A T L s 2 R R ) TS AR )
bRED

ZE ERTIR, IncRNA /31 ceRNA W45 5215 14
% HER2 PHPEFLIRE 1R I7IN 24, 78k 2RI 1)
2. BT AHE R RAEBE RN AR R (HiEY)H
BT IncRNA 7EXf HoAth 5 W, 244 Jo FoAh 55 /b i ik
[T V2 R 25 1 A A I 9
2.3 LncRNA7EluminalZ 3| JR = H H1E B

Luminal % 3| 7 J & 5L o % DL 28 4,
5 LR ) 70% LLE ©7, E AL luminal A 7Y
Al Tuminal B 3778, 55 Ho A 7, i e 1) 37 7R A L
luminal A 24 7L B3 I PR G000 551G, IeRg A= K 2212,
TR REWE, MHEZ T luminal B 2 8 45
G, BURRE™. BAOKE, luminal B 3L AR
Jeds AW PR 35 SR DU A T 28 B A ) o I R o 3 A
F = o b7 i, BLHE 5 B ALER I ) (AD). ik
FE% ER 1577 (SERM) PL K #5471 ER [k #6444 ER
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W% i 77) (SERD)™. H B, IncRNA iffi if ceRNA Hl
il 32 LY % luminal B L 9 14 4t 55 ¥ 25 i 24 F0 4R
NG AR EV R, 1R H BT E IncRNA
7E A1 F1 SERD $u 4 H HI/EH, # JC IncRNA /&
ceRNA 5401 AT Al SERD it 24 [ A < 1 3E .

LncRNA 7] PLIE T ceRNA R 4& 5201 luminal 7Y
FUBRE IR ITIN 25 . Sun 5 U1 &3 IncRNA LOL 7£
FLIR R Rk &, UL ZAE luminal B 7L R .
LOL 1EA let-7 B RSNG4, 3854 15 25 K] CCNDI,
CDC25A. DICER. PBX1. MYC #1 ESR1, 1 3 fi 9%
AR B 5 241 o« Fif% TamR MCF-7 4 i
(1) LOL, 23k & 48 B xof Ath 558 25 () BUR A . b Ak,
LOL ¥ 14 3% ¥ 1 715 [+ ( % 1 ZMYNDS £ BRD4)
WouBUR, FIGIRHT / iER 254 (i BRD4 #i5) )
i Ik LOL 7] GE A B2 #1l] luminal B 3, 3 & i3t f A0
fh B 25N 25, 2R, Feng 25 U7 i@id — R 5I1E
P ARSI B R B, A ME B3R N TG 1) IncRNA
MAFG-AS1 7E luminal %4 FL i 3 fe i F2 e 55 30
Ji& IncRNA [/E H . 7ED6E L, MAFG-AS1 R
VA AT DL 20 PR G O 0 A B TD . MAFG-
ASI1 i i ¥ 47 miR-2-339p il CDK2 %1k, M
{8 1 3L 19 58 40 B B4 % . MAFG-AS1 A1 CDK2 1 &
(1) ER 15 5 1 % 55 40 ff ) 3 8 4% 2 TR) 1 e P s o 1
fih 25 S5 0T 245 M. 1X % ] MAFG-AS1/miR-339-
5p/CDK2 #1155 ER 15 ‘i i 2 [A] (1) & $ 0] 5e A2 o
WA 253897 U 77 17l 45 F, IncRNA E N ceRNA
Iy FAREET luminal 28 SRR (0 Ah 258 25 i 24, R
KT B — D 90 R 2 IX 22 IncRNA 7E luminal
T L e 00 R At B35 2 I 2 AL ) H 1 1 FH DL R 3
ILPRPRINpeid

LncRNA i ceRNA 1E N luminal Y 3 595 1)
TG bR & Jiang 5 7 @3 A 15 B8 PE I 425 9%
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