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IncRNA-miRNA-mRNA 2% 75 = [ ZLAR E P RSB TR EA

%Y E W, WRE
(HALE I, 1B 442000; “HAbE sz s A, KX 430070)

FE: =ML (triple-negative breast cancer, TNBC)A £ A 1% £ M 49— AP SLIRJE BA, HAFIER
B R R Akt 2535, EHABRNAK AR K 4% JE %A RNA(IncRNA)F2microRNAs(miRNA) 2 A % &
HERMN T EARIS, REATRERRGRDIEFTAMIER. HFk, HRTIEFE, IncRNA.
miRNAAMRNAZ 8] £ 449842 W4 A TNBCK £ KRG RR 7 @A/ € 24E R, 2L A5 T
# o AERA., ZLEL4# T IncRNA. miRNAZ L T HmRNAZ F A4 X R RAT6F Rk &, 5%
7 T IncRNA-miRNA-mRNA P % A TNBC R £ L& #4577 ¥ o9 AAE R, & &K T ATNBCH K
Fl AT RO WT 58T R RBETEXR L,

X1 IncRNA-miRNA-mRNAR %; =AML RE; BAEER; TRtk

Potential regulatory role of IncRNA-miRNA-mRNA

network in triple-negative breast cancer
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(‘Hubei University of Medicine, Shiyan 442000, China; *Department of Pathology,
Maternal and Child Health Hospital of Hubei Province, Wuhan 430070, China)

Abstract: Triple-negative breast cancer (TNBC) is an aggressive subtype of breast cancer characterized by a
high rate of recurrence and metastasis. Noncoding RNA, especially long noncoding RNA (IncRNA) and
microRNA (miRNA), are major components of the human gene transcriptome and can interact with coding
transcripts that regulate health and disease. A large number of studies have confirmed that the complex
regulatory network among IncRNA, miRNA and mRNA plays a role in different aspects of TNBC
development, but its underlying molecular mechanism has not yet been elucidated. In this article, the latest
research progress on the regulatory relationship among IncRNA, miRNA and downstream mRNA is mainly
reviewed, and emphasized the potential role of IncRNA-miRNA-mRNA network in the occurrence,
development, diagnosis and treatment of TNBC, aims to provide important clues for understanding the
pathogenesis of TNBC and developing new diagnostic and therapeutic strategies.
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R R ZRVER — M, JLAFAE R MEER 32 44 (estrogen
receptor, ER). 223 52 /4 (progesterone receptor,
PR) M N 3R B 4 K A 7 52 &2 (human epiderma
growth factor receptor 2, HER2)§t = Kk HE k%
R i m . TNBC & BT BCR 1 ¥110%~
20%, EARATEER LM, BRI,
JE R, UG ZE. TNBCAM)HE5E .
T, 228, W2y, b -8 78 i #% b (epithelial -
mesenchymal transition, EMT)%5 %% Fi 2 A P
BETNBCHIRE R EHYIMK, ZI K51
BEWMEE M. WY FERN LB RIXH
HRAE OC A AL, IR RO TR 4 AT T
Jiie

EZWASRNA (noncoding RNA, ncRNA)TEA A
FAFRAE R Thae . WEHLEIFE T I8z
W5t. FETNBCH, HAJLLZ5mMpmiEsE. i
. 22, 2. EMTS &M ARTE. K
BEEYRTSRNA(long noncoding RNA, IncRNA)FI
microRNA(miRNA)ZncRNA Z % ) 4> 3 5k
o LncRNAsZ KR T200M% H BRI A #RNA
RAEM I ML HERNA, 2 KA IEMESE
FIIRNA, HJPFIRT HRIEKFEAL, 75N
B X BE, FEPE AN FIneRNA - 54
W2, HEmRNAZAL, IncRNA- e AR AR
WA, AH A A /2 Inc RN A B 2 78 ] 132
HE®'. LncRNASDNA. RNAFIE [ 7 H HAFEH
TERMIEAE B S 3 5% 5 7K P E 5 & Fh A4
FIRe, REBERTEAREES . 6l
IncRNA PCIRIE S FiHTNBCH TAB3FIPABPC4[f]
mRNA/H 7K, W& TNF-o/NF-«BAE 538 i,
AT R 23R IR ) A KA R . miRNAE —Fhidi ik
EARSEH . AUERPER BB RIRNA, K N20~241
MR . @i 55 M mRNAF FIEANTF A, I
SRR FRIAR G, MHmRNAFIEELE
mRNA [ fif ALE 48 [ A= 40305 1 1 O 42 v 4% B 22
YER

LncRNAZmiRNAsHImRNAI 54 &,
IncRNAMMY 45 5 miRNAZK & , B 454 H I mRNA
ERImiRNAZE &AL, AR T miRNAE T,
Bk, X 2IncRNABFR A 5% 9 1 IR ERN A
(ceRNA)/ /> FHlg 4 8UHEH . 83 UiincRNAT] LL

B B miRNAFF P - BT S mRNAM EAERH, AT
EmRNAT] DL H e TR0E, ek 202 gk sl
JERE AE (). BBAh, —LemiRNAT] DL B 245
ArIncRNAFHE L AR . JLARVE FALHE A 1E N5
SE55, MELOKEGN, FREAREZEY
FUAH 7 Ff I 5 B8 e = 4 A7 s s et s B A
B9 0T, BOE NS 5@ L4 RE 515 5
VERN T 348, A4 R 42 T Ui B i IR ) 2 ok 55 0
V. B, —2IncRNA. miRNAFImRNAJE
FEFPE S PR, AT DALE A A H AR LR AT S [
VAR, AT BRR 2R 1T A R L3087 T M 251,

MEZW R, IncRNA-miRNA-mRNA % 2%
ETNBCH) &P B A B FR 2 UIAH ¢ . A SOk Il
MU (D)2 #ETNBCHE & 24 i IncRNA-
miRNA-mRNAZ&(1); ()M #I TNBCHR & 4=
JlncRNA-miRNA-mRNA M 4% (#2); (3)5TNBC
AR ST 24 4H 2% B IncRN A-miRNA-mRNA 2% (£3);
(4)7# M EMT ) IncRNA-miRNA-mRNA ¥ 2% (#4),
%} IncRNA-miRNA-mRNA W 2% 5 TNBC 5% & # 47
P ok

A o

LncRNAs miRNAs
TrTooroum
mRNA /\/\/\/1 /W\;
Jl_lI_U_lJ_ll_lLl
A VAVAV

E1 LncRNA-miRNA-mRNA %~ E

1 {RHTNBCHEA £ AJIncRNA-miRNA-
mRNA [ £&

T 20 BB IneRNA ] LLTE 4 53¢ J5 7K S 1 35
U, B U T DUE I I E miRN A R A
K HEREMERE, EHEEKAMIRNAK “#F
457 o PR 2% T IncRNAE AmiRNA ) 145 K
IR HETNBC 8 & 4 I IncRNA-miRNA-mRNA
-
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1 {BHTNBCHE % & HIncRNA-miRNA-mRNA 4%
IncRNA miRNA mRNA (EREptrEs fEH Z2 R
GATA3-ASI1 miR-676-3p COPS5 (HWEE. T [9]
DARS-AS1 miR-129-2-3p CDK1 NF-«B/STAT3 (HHH. TR [10]
C50rf66-AS1 miR-149-5p CTNNBI Wnt/B-catenin HIH. T, B2 M [14]
HLA-F-AS1 miR-541-3p TRABD (P TR [18]
ST8SIA6-AS]  miR-145-5p CDCA3 p53/p21 (HIEHE., TR, 228, 4RI E [13])
AFAP1-AS1 miR-2110 Spl (HIEH., TR, 1228 [15]
AFAP1-AS1 miR-145 MTHI (D). 125 [16]
LINCO1315 miR-876-5p GRK5 LV NE - N Nakrt 4 [20]
LINC00466 miR-539-5p O, . RE [21]
LINC00339 miR-377-3p HOXC6 (H)HEFE; (—)2HHu B R . PR T [22]
SOX2-0T miR-942-5p PIK3CA PI3K/Akt (HiLH [30]
GHETI miR-377-3p GRSF1 (DM, =228 OFLT [28]
DUXAPS8 miR-29a-3p SAPCD2 (DI ()T [31]
SChLAP1 miR-524-5p HMGA2 (MBS T [23]
HEIH miR-939-5p NOS2/NO (D s T [24]
HEIH miR-4458 SOCS1 (DB FET: [26]

H5IEE ANMHR S R, IncRNA-miRNA-mRNA W 2542 i3E(+) BE ) (- TNBCHI &% FhAE FLIT 2 . 2. K3

#2  HIFILSCCHE & 4 BlncRNA-miRNA-mRNA F 4%

IncRNA miRNA mRNA fF518% YEH 225 R
SLCI6A1-ASI miR-182 PDCD4 ()4t i J 5 [40]
ASMTL-AS1 miR-1228-3p SOX17 Wnt/B-catenin OMAIE S 738 [36]
SEASI miR-3940-3p KLLN OWEHE. TR, 238 (DT [38]
CARMN miR-143-3p MCMS5 (D5 ()T iU [33]
NEF miRNA-155 Whnt/p-catenin L. B#E [35]
PCATI8 miR-103a-3p ATF7 Lz [41]
MTI1JP miR-138 HIF-1a (. T [42]

#z3 STNBCHITHIZAHH XA IncRNA-miRNA-mRNA /4%
IncRNA Fik miRNA mRNA YEH ZH R
}(3)_256' 1 miR-26a-5p MTDH (HIT 2 [44]
LIN- 1 miR-200b-3p Bel-2 (ST 2 [49]
C00667
GAS5 ! miR-378a-5p SUFU (HWIT RN T [45]
SNHG10 ! miR-302b (WIS EURNE, T [48]
ANRIL 1 miR-125a ENOI (DT 2 WETE A [51]
TUG1 l miR-197 NLK (O U [47]

1.1 TNBCE & ¥ IncRNA
& X RNA &R 5EmRNABH M RNA H 4

RNAZF T, i%ZKIncRNAK ST 17 54 mRNAFE
SEH MR . ZhangZEPWF FEIR G T 02 T 105 e a
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T4 S REMTHIIncRNA-miRNA-mRNA 4%

IncRNAs Fik miRNAs mRNA YEH SR
SNHGS 1 miR-335-5p PYGO2 (H)EMT. 5. % [52]
DLX6-AS1 1 miR-199b-5p PXN (HEMT. 358, fby7it 25 [57]
SOX21-AS1 1 miR-520a-5p ORMDL3 (HDEMT. 58, 5. &% [60]
LRRC75A-AS1 1 miR-380-3p BAALC (HEMT. 55, 122 [56]
LINC00921 ! miR-9-5p LZTS2 (-)EMT. %6, iT#¥. 127% [53]
LINC01234 1 miR-525-5p MEIS2 (HEMT. #%E. T#%. =2 [54]
LINC00096 1 miR-383-5p RBM3 (HEMT, 5. 122% [55]
ARNILA 1 miR-204 SOX4 (HEMT. 12%%. ##% [58]

T: K& B | RETE; + REER — WHER

R EMGATAZ & HE A3 LRNAT(IncRNA
GATA3-AS )X 4 e 7 PR AR T -HE A4 1 (programmed
cell death-ligand 1, PD-L1)FIEFZENLE], FXFIEH
FANRALP EHETNBCHL i HETNBCHE A
FEARPREIEMG. EFZEM T, PD-L1TJFRIA(E
i3 4 Pt % 6 T G 72 MW AR AL T 4 2 WA v e A
JEE VR )T T %, T GATA3-AS1A] LLiE T #)
HIPD-L13Z £AL KA £ PD-L1&E A M E HETNBC
A G ki . ML FoR i, GATA3-AS12
I 4RmiR-676-3p 5 F COPSS FifE #EPD-L1 %
ZEMN. RXEBKR-tRNAS X XRNAL
(LncRNA DARS-AS 1) — Mt A 30 i 98 {2 ik
7, ETNBCHEALARMAMBW AT EE, S5
TNBC & I R B HAFE FE 2 IEA ¢ 24DARS-
AS1id F A A] PLEE [ miR-129-2-3p i JE #A & B
WA P BLEE 1 (cyclin-dependent kinases 1,
CDK1)!"". TfiCDK1J&—Fh 2 S /7 B, &
[k 7] LLBGENF-kBAISTAT3 {5 5@ B, MM
BEffRE R R, pS3iEL R £ Al i
TSRS BUEEH, mgeRr R At t, 1
W Tt BT ARiET . TR/ B
MUfE 55 25, pI3m H Nk Kp2r, {4
JE ARG B CEG /G Y, AR 7RI, STSSIAG-
ASTTIE I 5 miR-145-5pAH BAE 4 2k 5 40 A
Iy HAH LR A3(CDCA3)HRIE, FHKifpS53/
p2lfE 5T, ETNBCH RESUE/ER,
C50rf66-AS1iH L AE ymiR-149-5p )i 45 £
CCCTC-%54 [A-F(CCCTC binding factor, CTCF)#&
KR IETNBCAN fu 5 . iITB {2228, CTCF2&

— MR Z MR AERE T, BT HEENA
FAEGHEE, T2 EF, a5
oy DX 5 HER AR 3 7S, X RPICTCFA] fg LA
Z R R RIA . fEB3 T4, CTCFRILL
B . FETNBCAH L H1 CTCF 78 24 C5orf66-
AS TR SWOE R, T i1 S0 34 JF B0
TNBCH I Wnt/B- I & ({5 5@, 1M Wntf5
SIE A BT & POR MR T . AR
Ve Oz i . WIsh s AL 4R H -
X RNA1(AFAP1-AS)#E B 5 miR-21103% 5P 45
A, DARRAR 5 3 X e 5 14 25 1 1 (specificity  protein
I, SpORIFMHIMER, MIm{ZE TNBCHHE ",
YER—F 5 R DNASE & H A, Splal LU 3l
Y2 40 i 25 R (B FIneRNA) I #5541
WG oy AR T S S R A R . S T
WEFER I, miR-145t 2 AFAP1-AS IV /EHE £,
Ae % [ (X Mut TR YA 1 (MutT homolog 1, MTHI)
FRIE , M 520 TN BC 4l A Y 18 4 F112 28 B
FU S W ICR I, JE AN A R R S B ¥4
JL,  fE v RO R R, e AT AT 32 g E AL
JTEY). AT RN T, fiHLA-F-AS1H]
DLidE i 2 3F 40 B S Al AN T A 44, 401 Go/G T
Y1 e JE HA BEL i AN A B R T, AEAR NS S MR A K
fRHTNBCHEE: ML LKL, HLA-F-ASI{EH
miR-541-3pi) 73 TifF4%, {ETNBCYH ML T 4w
TRABD(TraB domain containing gene)fj#&ix!"",
1.2 TNBCKlincRNA

KA H] JEE F 4R RNA(long intergenic non-
protein-coding RNA, lincRNA)& —RFFik )
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IncRNA, M 7L 204 55 D5 20 A 0 250 AN o7 s B 5
Mok, ENRAERKEE . SRR A e ks
F R R R R HEAEA . LINCO1315 0] 47
I s 8 R 40 P e PO R FE 5 R T DR e 40 e 5
SRR AERKAR 2 XiuEPTRIL, 1
TNBCHLINCO1315/ i 5 TNBC 3 1 < 8 s
PRI ERAFAE (I TNM A . bk ER S RE RS IR S R0 iR
KN EIERZ, miR-876-5p#FilE 92 &ALINCO1315
PIHE A, R GE AR B Z MBS (G protein-
coupled receptor kinase 5, GRKS)f#)ZIADE M5
TNBCHI &, XFRPILINCO13157]/E ATNBCIH]
WG A brEW . FIFEH, LINC004667ETNBCH
Rk EE LR, W5 EHENEREIES VIS,
A S i £ PR 1 R R A AL T, LINCO00466/F
DR T AR A A B TR AR ) bR RS AR R S B
T, LR R miR-539-5p i HETNBC 4 it it 14
B, TR AR LINCO0466[H#1H 7 it J&e—Fb
SEBIVETT 7792 LINCO00339 1] {2 HE TNBCZH fifd i) 44
B, A0 2 L A A R SRR A, T miR-377-3p
Bl R IIAE B P 28 Y 1) e i o — R A0 ) A
T, s 3R 3 I R A 3 A R TR 4
ZTNBCY LM A K. 3 — B #F50 k8L,
LINC00339 1] LLid i 5 47 A miR-377-3p >k Vi 4 [F] 5
FC6H[K (homeobox C6 gene, HOXCO)HIThREE,
HOXC6 T il 7 TNBCHI#EE . 51571
FHICI) 58 — Yeti AR A S (second chromosome locus
associated with prostate 1, SChLAP1), {0
LINC00913, 7fETNBCZZ{H5RiA Lifi H 5TNBC
SR I BE B LS R RS A OG, T I AT R 2 4
il 4 L ) A B I T R, il R TNBCHH R 2.
SChLAP15miR-524-5ptH HEAEH, i1 #=TNBC
2 i H = RS R B 1 A2(high mobility group AT-
hook 2, HMGA2)[FRIEKTF, TTHMGA2S
BEHEAFREN R, TUEEETANTIZHR
FIDNA /IS [ SR ity 2 R 4 3¢
1.3 TNBCE5 H {ttilncRNA

LncRNA HEIHHZEA—FfE TNBC & & A4
i, & rhoid 2k (T E BU% IncRNA . MiR-939-5p /2
HETHH —A C 838 UE R 2. MiR-939-5p/EBC &
HrHRRRIL, XTNBCYM I — A B A2
(NOS2)FINOS3#% 3 /K VA #i| 45 =Y . 7EMLHI

I, HEIHAImiR-939-5p2 [8] 1) & B ] LL#E AN 2
— R 354 VR PERNA (ceRNA) 4%, 2 3E i 1
FINOS2 T 11— E AL (NO) P~ £ R 2 TNBCH
. B, E/ERNZE, AR KN
DA 9 fi g 1 15 AR 0 it 2 5 B 88 BCAE 9 1) LR
R, LigPE & I 7 HEIH 5 miR-4458 (1)
giGAra, T IAHEIHA] 8 i 1442 miR-4458/ 2 Jfd [5]
FA5 5 4% S ## [K F 1 (suppressor of cytokine
signaling 1, SOCS1)%li47| TNBCZH I 34 5 H- {2 ik
YHABIET. . LncRNA i 14 5 38 5 4% S A 1 (gastric
carcinoma proliferation enhancing transcript 1,
GHET1) &4 UE B /& VF 22 9 i K @ () O S 15 2
¥, ##|IncRNA GHET1 7] LA N R A KK 1%
& (epidermal growth factor receptor, EGFR)ZK 1]
Kik, MHIPBK/AKTIE 545 23, AmHIBC
Mg, fETNBCH, GHET1F#RIEHIEN
ecRNA B 40 [MjmiR-377-3p, & & 5 731 [
RNAZE & [A-F1(G-rich RNA sequence binding factor
1, GRSFI)/&miR-377-3pHJ#EFEK, fETNBCAH L
W E T . GRSF A 2 4 RF 28 K 44 ) 8 it 46 75
(1) —FhZERIARNAZL & EE, BRI 22 5] KDNA
W FE IG5, 2%, IncRNA GHET1H] LA
LV FmiR-377-3p/GRSF 13 4 1 5 TNBC 4H iy 1
AT e /7, PIRAMRIE TS, MMIETNBCH K
PR g 1 Y,

1L S5 21 %5 1 J5 0 0 1] 71 - 1 (plasminogen
activator inhibitor-1, PAI-1)5@EBCYE N 1% Fh
R ARG . BFFTRIL, IncRNA SOX2-OT/E N
—FhEUE I IncRNA, /F T PAI-I/ETNBCH#
WIVER, 72 BRI B SOX2-OT 35 4+ 14 Hb 45 & miR-
200K %, EiHSOX2(sex determining region Y-
box2), MM FEMTAHIT-40f M, (ki S8
s R 22 R . Mi/ETNBCH, SOX2-OTfE
miR-942-5pff) 4y Filg 4, FIBUEPI3K/AKTIE 5
B, (EHERNANTNBCHE P, APCH; #1852
(suppressor anaphase-promoting complex domain
containing 2, SAPCD2)Z5IncRNA DUXAP8/} 3
FITNBCZN AR ANE T, 5 1EH FLIRGIAAT B
DUXAPS{ETNBCAH il ik . DUXAPSH T i
] 7 TNBCYH ML 3G 58, ok 7 40 .
DUXAP85miR-29a-3ptHHAEA], Hi3ESAPCD2M
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#ik. FHYYI(Yin-Yang 1)FEFRH 7] LLg & T P2 ARG T 92 200 ff 48 i AN i B, FETNBCHY,

DUXAPSJH 3 TG DUXAPS % 5¢. BIYY 155
FIDUXAPS#% 1% 18 it miR-29a-3p/SAPCD2 {2
HETNBCAH g A= KBV

2 14| TNBCEE A 4 HIncRNA-miRNA-
mRNA &

TESE R A e A 7 T, K 2 B0 AN i AL 30
miRNAARL T8 [ 5 g 05 B AR g 05 3 S BR G I 9 &
T, 10%M e e 7Fw, BimEEER. 15
Fe R o] B dE i R AR AT AR I miRNASK R IEIE AT,
B, 76 R F RS T, miR-6754#k N H A5 32 3 K]
IncRNA HI9WIAME 1, P LERT S e h Rk
T, HEEmiRNAL H FHFEMmRNAK3'UTRS
&, AMH B, ShengE ™ UKAIEW] T IncRNA
CARMN ZmiR-143-3p /)1 3L, Hn] DL
DNAE il H/ETNBCH CARMNE # F i, i
miR-143-3p ] LLE i 8 fm) B Gt g7 58 4 F
S(minichromosome maintenance complex component
5, MCM3)K PR CARMNA 1 34 58 1) 78 1 AL
TRURRE:

ETNBCH', IncRNA NEF# R, MimiRNA-
155%% L. ARAMNMSCe K B, IncRNA NEFA]
AL I T W miRNA- 155K 40| TNBCAH fiE 4% F 2
2. CHE B BRIRA MR HincRNA NEF# T K
THWnt/B-E IR (U5 B4 SR IMEI g e R,
miRNA-1557EHEE & 1 2 H 0E Wnt/ B- i 3

5SS, Kk, XiangZZ™HAK, IncRNA NEFA]
PLiE 4 TNBCH miRNA-155 ) T i3k K i% Wnt/p-i%
WHEAE S, M0 6] 40 i L 78 Az 2% .
Wnt/B-3E I H 5 5 e T — oA B Ja) e 1 25008 i
2, SunPVRBL, ETNBCH', IncRNA ASMTL-
AS17E Y ceRNA, 47 EmiR-1228-3pH Ik miR-
1228-3p*f SRY &% 5 [K - F-17(SRY-box transcription
factor 17, SOX17) mRNA 3'-UTRIZEVEM, &
HSOX17 L1, SOX175B-EREA BT 4G
0 B- IR B VR AL, AT TNBC MR & A
.

LncRNA SEAS1(SEMA3B-AS1)/&BCHETHE [
HEMHIE T, £ JLF A A2 5 DX BAIK
HIKFFRE. SEASUETS i PTEN#IH|miR-718,

RN A 4 2 T U 7% 't 2 g 4l i 2 DAL A 00 HIE S
SEAS1/E ymiR-3940-3pfifg 4y, FHIEILHIE K pS3
W5 FIDNA S fil #1141 A 7 (killin, p53-regulated
DNA replication inhibitor, KLLN)FI&f#, TMKLLN
FETNBCH A e ) 4 FH %

SLC16A1-AST & 7E ifi i i 55 5 £ 1)
IncRNA, HmREKFEEE WG R IT% VI
B9, SLC16A1-ASI{ETNBCH % T i H 5miR-
182 EAEH, SLC16A1-AS1id ki Eif 7 miR-
1821 T Vi 4 R 7 PE 40 P AE T 4(programmed  cell
death 4 gene, PDCDA)IFRIL, MTIHAH] 1 40 J&
HING ARG, RIS, miR-182F1PDCD4 /I TTER
DR R S B VR Y KBRS RNART 51 IR
A S A1 8(PC AT 18)_E 1 T 4111 TNBCAH g H 3k
5 4 i B 1 5 9/2(MMP9/MMP2) A1 JR 1 FE Rl I Jlt 15
(UPA) IR, 32 JB S A0 291 Jfa A 35 o 45 g 11 % fit
Je BCH: # 1 12 1) B SRR AiE, TTTMMP9/MMP2 !
uPA = B A7 B B I RN 40 P A 5 T I BE AR . T
TNBCH', PCATI18#§4i1kmiR-103a-3p, 3G
5% [AF7(activating transcription factor 7, ATF7)
MERIE, MM TNBCHH .

HAAEREM S, MTIIPR S — MR b
PAmiR-138HJIncRNA, MTI1JPiE L FifmiR-1383k
TR EAIE T KT~ 1a(hypoxia inducible factor-1a,
HIF-1a) NI #I#I TNBCYH U3 ALER , X2
IncRNAFTmiRNA 2 [8]#7 (A LA ™.

3 5TNBCLFFitZ5#8 A IncRNA-miRNA-
mRNA X 2%

TNBC/2&—MEEK. RFEK. BEERIIE
i, I AN FILER. PRECHER2, JAIT LB
Mo FEFERMHER2IZAY), &5y, A2
A Z BRSSO UM )2 A 1A
JTEW) . T 242 FHAS TNBCYR T 1 kg

2 IR AH AN A X R ) R AR R R e B R R
B, Hr, DNA#) B (DNA damage response,
DDR)/& 4 45 35k PR 2H A2 P 1) it A2 (DNAB it
FE{EDDR MBS, W EBFE— RIIAHLW)
F a3, GHEDNARI LR, B5HS. Lt
REHE. 4R A T A SE) . DDRE H(TPS3.
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BRCAL. ATME)EIEE K. RE KM IIHE R
W L MR RG0SR S AR R R Ak
ST 25V . ARFs4EH, EWE AT LLET DDR
FISREE [, 4ERFIERI RS M, AT 41 i) g 2
K, NcRNART DLE R 55 [ bR TP R 4
A, WS 5MmAK. 28R ZEm
W5, Hl, IncRNA OTUD6B-ASiE I T ifmiR-
26a-SpRYEFRF AL Fi MY 22 H (metadherin, MTDH) )
Fik, M DNAME S/ b 3 PR 20 A F2 e PRI
e ik | WOk ETNBC & 2 BE i 245, $E[MTDH
FIRNA TP FH AR (IncRNA . microRNASF) 5657
S {8 FH AT RS YR Y7 JE 1T SRS o

LncRNA GAS5&— MmN, 7542
it oY A AL B TNBC A g i 2 3% R, Zheng
SR R SO RERIE 4 B on, TNBC
A FGASS AT LA E # 5 miR-378a-5piH HAEH ,
I A s HRiE . 1E N Hedgehog(s 5 18 B 1 11
W4 K, SUFUE I #ii Hedgehog s 5 18 % L
T SR A 3R PR A P R T, o AT 3 miR-
378a-5pi% 5 1 HE 4N A3 5. fETNBCH,
miR-378a-5p ] LA 2N H TNBCZH it + SUFU 1) &
15, KEIncRNA GASSH[ @ i # [AlmiR-378a-5p/
SUFU{E 584 5 S TNBCYI UM T, "I{E NTNBC
M 25 (T #E Ao TangZ5EYR B, 5 I1EH FUMR 1
1 0 L A 7 25 L AR A AR AH B, TNBCAH ik
HIncRNA TUGHIFFRIA T, I RIATUGLE
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