e 40 i 25 024 244 Chinese Journal of Cell Biology 2018, 40(6): 1057-1064 DOI: 10.11844/cjcb.2018.06.0029

K EEIEZRABRNAs(LncRNAs)7E A
FLARE P VAR IR

Bym BoUCk W £ ox T A R AEHE BEXw BuEwr
(RRWIE TRHEER 2, 364 S0 Tl 62750 %, B9 650500)

= K4£ 4 4 AHRNA(long non-coding RNAs, LncRNAs)#9 & I K T KAV 45 T st
Je AR EINIR. A 58 E 05 F AR 69 K, LncRNAs &R A4 & EAF 5 69 %, LncRNAs#)
A M AR HATE] T MR, % AR A, LncRNAS™ B 4 3K, 8] 4 1098 5 2L B &k vA B gm it A 4y 5
Hhe. LncRNASHILELUF F M Z R AFAETT B T R o B 4148 5 FUBR S 40 L2 VA BV I8 KR 6 R R
B, 3 TLncRNAsH 2 4 SURRIE 69 F- B0 W7 . 57 2T 0L BUg 97 AT 6 o T 3eam. B b, % Lk
LncRNAs#) 2 #8vA B SRS F 69 AR R IR EAT 4534,
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Research Status of Long Non-Coding RNAs (LncRNAs) in
Human Breast Cancer
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Abstract The discovery of long non-coding RNAs (LncRNAs) have changed our understanding of
transcription and post-transcriptional regulation. With the development of new technologies such as high-throughput
sequencing, LncRNAs have become the focus of cancer research. The biological functions of LncRNAs have been
gradually understood. Several studies have shown that LncRNAs can directly or indirectly regulate gene expression
and cell biological functions. The tissue-specific expression features of IncRNAs can be used to distinguish between
normal and breast cancer tissues, as well as different stages of tumor development, suggesting that LncRNAs are
expected to provide new molecular targets for early diagnosis, therapeutic efficacy prediction, and treatment of
breast cancer. Therefore, this article reviews the function of LncRNAs and the research status in breast cancer.
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W FR bR LA SR IR YR YT T AL A T AR B a1
JEBE

B % 20034 A 28 JE R 41 11 K1) LA %2 20074 DNA
BH AR G, NI AT it A5
TE T AR T 20 3044 AN Bl xof # Rl 1 AN 38
FL R ZHDNA, 3L H>93% K IDNA T 41) 7] B 5% 3% i
AR, TR A <2%HIBEW i i Dy REPE HR B . =
1>98% ) ik K] 4H B % 5% 1 AF 2 AU RNA(neRNA), &
AT 7 35 ] R K] i) X35 v S S A, R
ncRNATE A4 A AR v ke A =5 SR 15 VR .
ncRNA L5 IZRNA(IRNA) . HZHEARNAGTRNA).
/INZRNA (snRNA)FI/MZ A RNA(snoRNA) 5 £ i 1]
“EZXRNA, EAMEE A& Mh AR EE RS, %
T FAKE, ncRNA % Asmall ncRNAs(small non-
coding RNAs). LncRNAs(long non-coding RNAs) I
vIncRNAs(very long non-coding RNAs)“,

A SR 72 B, LncRNAs 5 33 AT 52 10 6
F58 LRI TE N IR0 22 T 14 B 8 1R R AR R R, i %
PP LA e L R G T . AT R
TBEHE. B, A LncRNASH) DI fe & HAE
FUI e b BRI S DR BEAT 2558, DA 7L s 12 W
ANETT R AL Y R

1 LncRNAsE
1.1 LncRNAsHIAIM5IhgE
OkazakiZEPI7E20024F 5 Al /) B 2 [KlcDNA
P R KA I P, % WK B LneRNAsH, Sk AR, 42 H
LncRNAs 2 £:200 bp~100 Kb, A~ B A % 15 2 (4 Ji
IhRE, HEAEY AL FIRNA. AR 45 HAH X T
mRNAZJE K (107 B 3 KW 1. 51 B AR R K
YLy 45 R, K AL ah ) e sk R
LncRNAs, {HULH BTHAKE, B2 R is %
SEANH Y TE B AT AR AE — R P
T BIEYE 32 B, LncRNASTE A= 903F8 Hr 2 o5

BEOER, mRWEE . B S 5 K B s
FRRIL, ZH5XGEOAARTTER . TR B DL By
BB FRBeE. BT, BAERE, 5
NRIRIR A RIBFRIPG A &HZDIBERY, W
FLR I, LncRNAsH fig LAVF 22 77 205 i 25 41 i Bl
1, 75 WiluszZ5 Wi 5iA Fh C4 4T /48 7 LncRNAs
M ELED R (DT, AT 4ETHRNA, 5H
FIRNALE & S L % . (202 SmiRNAT ) 2,
W B miRNAE L 2K 75, fi 28 52 M miRNA [ #1 3
#i5. 5] 40 LncRNAs-ATB(LncRNAs-activated by
TGF-B)ifl i 45 A miR-20012 it HCC(hepatocellular
carcinoma) )12 22 FE #2101, (3 1M v A% BY £z (1) /37 411,
FEAEZ R BT, Bl BT B K FMBNL3E i %
F& 1% 87 ) LncRNAs-PXN-AS 1M 11 34 ITPXN) % ik
&, B HEHCCHIERED . (B E ARG, &
R A A RE A&, AT E AW, dBEA
TE L B IR B R A 51 W1: lineRNA-p2 LIl
i EAp2 1R 20 R ) 20 M G TEN . (5)S AT
FEARMRE IhRE. (6) 1 & A 4l i E r . (T
T Yo T E IR AN B B, YA R Y € A e g
R 2 [P Bl ARG E K Yp15-AS
T G A5 ) TR B 15 Sp 1 SINK4b I UL ER, - H
p15-AS5 H 1M 41 g Hp1 SINK4b 2 71 A %), (8)
YEAmMIRNA“WG4R”, R EL KR IA . (9) T HLARiT
E AL Rk (10)HNHIRNA KA B, 00
FRRIE. (1) 5 gahth 8 (2 R 1 FA T 5 H A
WEE, THmRNARI BTV, 72 A4 F R85 D) 8 5
7EDicerfg/EH T 7= Az N I 1 siRNA, 18 2 FE PR 1) %
IKTKF
1.2 LncRNAs5 A7 e 40 iR (5 = 18 8% < (8] 49
XE

R 22 AT 9T R B, OGS INE SR/ I,
AR RO RN A Sk R - 45 0] B $% S5 LncRNAs
gh4, HF HE MBS PE 22 LncRNAs A%, 2 i

%1 LncRNAsHy4 3
Table 1 Classification of LncRNAs

LncRNAs/} 2 LSS TALE

Category of LncRNAs Transcriptional position

Sense LncRNAs Transcription of the same strand as mRNA
Antisense LncRNAs Transcription of the strand opposite to mRNA

Intronic LncRNAs
Intergenic LncRNAs

The transcription unit is in the intron of another gene

Transcription in regions outside the mRNA gene
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LncRNAs 1] Wi 5 40 fd 715 5 5040 B 9 15 5, 746
VA5 S A A 5 GRIBC S, S B B U 48 3 3 1
1, LncRNAsH 2 5 8 %5 (5 5 B B A 2D B
(1)LncRNAsH] 54l 52 4k 4 &, T2k 1 57 =%
PRANR] — SRR BT G (2)LneRNAsHT /S 5 ¥
T/ R AR 454 (3)LncRNASH /548 {35 {d A
SHUE S EME; (4)LncRNAsHT 5 & I AH HAEH,
R 1 250 420 P S5 TR A A5 A 38 2 S5 1241 (S)LncRN A
AR 3 R AR5 T 1D IO 4T B 5 v, AT SR s A
A R 7 SR AL ) 2H 358 4 i o

HAE ANB ZIR 40 g (Inc-DC) 1 26 34 ) IncRNAs
5 {5 5 1% 3R AN i S5 0% 1 3(STAT3) AH G B, BARH
1ESTAT3 (1) 2 W R Ak, 5 SO R 40 M 43461, X
5 #% B FNF-«xBAH B E A I LncRNAs(NKILA) &
HTxBAH 2% FILncRNAs, 7] J# i 51kB N-A ¥ (1) B
B 45 45 PN HIIKK A S 1 Ser32 f1Ser36 L [Tk B iR
1k, R, NF-«BAS 5-4% 5 52 NKILA it [ 755 A il
FERE F 1Y, I HA W7 C4E B, 1 At 5 N,
LncRNAs NBR2 7] 5 AMPZE B (AMPK) 45 &, {12
HEAMPK [T I 14 7E B A0 M, p65 NF-xB
5 T2 #H R LncRNAs(Carlr)#H < BE, & Carlr, 7] DA
Hll S NF-kBH#ILEE P (1) Rk 0

F 5838 A BN, 55 1 IR L 89 3- 3 B (PI3K)p85 L.
F R B AE I LncRNA AK023948 1] 1 [i] 1 5 L i
Ji TP I AK TR A2 1 T30 W0 A LINK-A 1]
5 9E 52 A T 2R B BRI (AL M i 9o U5 il ) AH
B, {2 HEBRK S & A K H 7 2 & (EGFR)4 &, M
1M 48 3% fLEGF-BRK-HIF (it %A 75 & Il 7 1)f5 5 18
U, 5 —HF 5t & P, LncRNAsIE it 5 37 48 2&
((lethal giant larvae homolog 2, LLGL2) 1 1 3 # £2
fif (NOP2/Sun RNA methyltransferase family member
6, NSUN6) I AH H./E H, J¥ B F T 7 Hippo-YAP
& 1% v H 2 AEMST1(mammalian STE20-likeprotein
kinase 1)FJRNA- [H )it & G010 = ZR 15 707,
1.3 LncRNAsSIEKRAYIH L

Ml R £ B KB, IncRNAsH 7 BEAE 9 R ia
JT 4y TR0, R HBLEJF &K T £ MLncRNAs(H)
B ) 3R T SEIENO, 4 f: (1) 1E £ BIF 7T RA R S
1% H R (antisense oligonucleotide, ASO) A 3 fitli (1 %
W&, B3 o 4K FIRNARE-HT) BF f# K T 8 IncRNAs
(1) 3 s U8 (2) B & I R 1 LAR JoT A/ 40 oK SR A 38
JsiRNA, 7] 7E 44 PN i id Dicer- il Agonaute- & i 4

RNAVTER K FELncRNAS!, H L4 3F B 5 12
AT DA 1] b8 10 2 A Rz Bt i #4200, (3) AT Sie BHL
LncRNAs-# H U AH A H 80% B4 LncRNAs- £
1R AV RN 2 0 ] 55008
1.3.1 ASO  ASOHLFHASORIFEIA. XEERNAFI
A% BR(LNA), A3 i k525 C % 5 Lnc RN As#% 5 A
25500, JIf H O & A 2 Pl e 8 P 38 IE T ASO
TE A N i fRLncRNAs, X s A= K il g 5 B
G /E R, O fRoE R B, {4 FHLNASE [q)
PVTl(plasmacytoma variant translocation 1, PVT1)
AT A4 G 595 1 i S B BRI, XAIESE T AR
7 B9 ZPE; B AF, Inc-ARSR A {2 3E 98 4 o o &7
Je & Jé i 25 1, {538 ik {8 FILNAZE [7]lnc-ARSR
Al DL e e A i £T 2 B e I BUR R, A
W Sos, T80 H Bel-2% B . B ST
(HIF)1a(NCT00466583) 1 1t ¥ 2 % #R(AR)FILNA
CLH T I R SE 36 8F 78 b 72 il o, ASOT] BH W
MALAT1 0] [ 1E A P 36 1 Je ol
132 #hkBFiEiEesiRNA R, 8T
s Tl PRI 97 1R il 5 % AR 196 IE B (DOPC) 4 2K
N 5T A, ] B T4 A A% a8 A% B IR VA T 77 (sIRNA
miRNA. IncRNAFIASO)?!, #ff 7t & B3, H A
DOPC-41 K JIg 5 A siRNAF, i 7IN B 4 74 0 N e Jg
Il R A Y rh g B PRI(f9) aiBel2. eEF2K. FoxMI .
Krasa{miR155. miR34af1JAK2)H)# 1A /K- LA A ik
Jod KN A B A | 252
1.3.3  LncRNAs# > 5 47 %) 7 EEAYERT e
A5 FH v 2 7 226 >R 45 7 1T BRVE 7E A RIRNA R /N4y
THEY ., IF HIEETF R @ T &R
5558 B0 T LneRNAs R /N 73 1 ) 7710120, 30K 41 gk
A 1A LncRNAs 24 771 ) K AR A2

B TLocRNAsAE DG 2 2%, BA iz 9
B R R0 (R E, S miRNAAH EE, LncRNAsIA J7 5
] B B b o ERLUtE, AN 28 T LA R A 4 0
LncRNAs#E [71] ff) FE A J7 2 DL K2 LncRNASTE 2597 &
) R AR A, AR L R SR A AT A e

Z

Jlo

2 LncRNAsSZLARE

IR R — AL R E. W BRI 5 2410
SRS, V5 I 22 K] 0 Th B R0 U 42 1 5
A5, bl T AT B L (3 A IR, 2 k=
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ARG 1 e, 15 2L IR B 20%~30% K
A #E R H G196 f. LncRNAsH2 3 R A (1) &= &
W% T, AR5 8 (A FImRNAZR L, 645 30
LncRNAsAIF# LncRNAs. 11, /i 51) i g v & 4% 4
H BJPCGEM1™L, H /N 48 i fifi s (NSCLC) HH ik #E A
FH 0 3 %% H ¢ il i 68 7% S 1L (MALAT) B0 3L iR

I WP R FEAE F BTHOX R S 1] 2 [IRNA(HOTAIR) B
S0y 1R N EURE R, TET A1 e R 4 AR
1 A K A5 i RE 5 P B 3% AR5 (growth arrest-specific
transcript 5, GAS5)P?,  FLME i 5 NF-«BAH B H
I LncRNA(NKILA)EE ] )y #98E N 7. H A 2%
JE H LM 5 2L e A OC B LneRNAs(K2), AlATTH]

®2 FLBRFEPEFRIZALncRNAs
Table 2 Differentially expressed LncRNAs in breast cancer

S ER LN DA kKT

LncRNAs Chromosom Expression DIREAIBLE
LncRNAs omosome Pressio Function and mechanism
position level

HI19 11p15.5 High H19 is thought to be a tumor suppressor and is overexpressed in breast cancer

HOTAIR 12q13.13 High Combining PRC2 to methylate lysine at position 27 of H3 histone

MEG3 14q32.3 Low Inhibits tumor cell growth, migration and invasion; promotes apoptosis

MALATI1 11q13 High Activates ERK/MAPK pathway; induces expression of B-MYB; promotes
EMT by activating Wnt signal pathway

GASS 1g25.1 Low Combined with GR to act as a bait, down-regulates transcriptional activity of
target genes and induces apoptosis of tumor cells

XIST Xql3.2 Inactivation X-chromosome silencing; dysregulation in various female cancers, including
breast, cervical, and ovarian cancer

PANDAR 6p21.2 High Regulates G,/S phase; poor prognosis marker

CCAT1 8q24.21 High MiRNA sponge

CCAT2 8q24.21 High Regulates Wnt/B-catenin signal pathway; promotes the proliferation of breast
cancer cells

UCAI 19p13.12 High Regulates KLF4-KRT6/13 signaling pathway; promotes cell proliferation

EPB41L4A-AS2 5p22.2 Low Inhibits the solid tumor formation

BC040587 3q13.31 Low Poor prognosis marker

SPRY4-1T1 5q31.3 High Promotes cell proliferation

NBAT-1 6p22.3 Low Mediates transcriptional silencing

AKO058003 10q22 High Regulates the expression of y-Synuclein gene

738/ CLDND1 3qll.2 High Promotes cell proliferation and metastasis

FGF14-AS2 13g33.1 Low Poor prognosis marker

MVIH Unknow High Promotes cell proliferation, invasion and metastasis

LINK-A 1q43 High Regulates HIF 1a signal pathway

DSCAM-ASI1 21g22.2 High Mediates the progression of ER-regulated breast cancer and tamoxifen
resistance

aHIF 14q23.2 Low Negatively regulates the expression of HIF-1a> mRNA and protein; inhibites
cell proliferation; poor prognosis marker

BCYRN1/BC200 2p21 High Synaptic protein synthesis regulator; overexpression in invasive and metastatic
breast cancer

LSINCTS 5p15.33 High Overexpression in breast and ovarian cancer; regulates the downstream target
genes; promotes cell proliferation

NEAT1 11q13.1 High Concerning the formation of spots; its overexpression increases the proportion
of cells in S phase; inhibites apoptosis and promotes proliferation

SRA RNA 5q31.3 High The transcriptional coactivating factor of the nuclear receptor; enhances cell
invasion in breast cancer

ZFAS1 20q13.13 High Molecular markers for cancer prognosis

ARA/PAK3 Xq23 High Inhibits cell proliferation; stimulates cell apoptosis; reduces cell viability

SOX20T Unknow High Unknow

TreRNA 20q13.13 High Increases invasion and metastasis

u79277 Unknow High Poor prognosis marker

FOXCUT 6p25.3 High Involving proliferation and metastasis of basal like breast cancer
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T U 4 R B AR AS R R A I S R
12, s LR R AR R R

2.1 S5YHBCETHEX

2.1.1 GAS5  GAS5f7FChrlg25.1 |, £ 40.6~1.8 Kb,
J& f 2 MNTH-3 T34 . 7 %65 58 5 41 e 58 T A DG 1Y
IncRNAPY, GASSTE Jy Bz it I 2 52 A (GR) I A% b
s, MM A T Rk, B 5
RS i, JF B L 590 5 GRIFDNASS 4 35k AH B4
FH, ] 2 ] 5 FE A2 A4 () AR BLAE FHESY, Ji e i b
BLHI, GASSFEAR T & b B[R] 0 2 35 [ 240 9] 2 4100
Hil K F2(cIAP2)], et g T, EFLIES, 51E
W IR B H AU L, BRI th GASS I ik /K
BEPRAK, MIXFILREL AR H R B, #
FHGASSZR 1L T B A2 K AR AE I Je T B i) B 3001, 4k
TMPickardZ5E7 % B, 7EMCE-740 g i ik GASS5
PRl 2> BH B 40 AR KR S A0 T2 LisEPYR I,
Sk [ 2 Bk BT AL B (9 SKBR-341 il H GAS5 ik
B, #HIGASSIE 3ESKBR-341 iy 3451, J H.GASS
A& 1 A miR-21 (1) 43 ¥ 2 SRk 40 1) 4 14 7, =
FrmiR-21 [ A 5 B 1) Tl 1R T R o ) 2R 13 () A
(PTEN)[) 2 FHiE . PRk, HEMIGASS AT e Rl A Tt L
Jies 2 S DA R it 225 1 PR 7

2.12 MEG3  BERFIEHIHEEH3(maternal expressed
gene 3, MEG3){iL T N2514q32.3 50 fk . WFRL %
B, MEG3/E VT 2 8 204 i) Jae e Fh ik, A0 46 0 28 Jid ot
e MR B e AR DR W AR, SRk
MEG3 il fifr 83 4 s ) 2B BB AR 28, (e b4
AN L E TP, IncRNA MEG3 [ i 22 32 th 7 fig 1
HpS3H Rk, (B AR 7L e h S5 pS34E ik
AER. B, SunEH R I, MEG3TE 7L ik Ji 41 21
A & i, MEG3 it 3814 5 BAKT/E 5 1%
SN, MEG30] GEIE T AK T 5 i i 301 i e A=
KRNI AR B, (R0, MEG3 W] A FL AR 17 78 3T
RCWOAG ST HbR . EFALIEH L T, MMEG3 K
JE 31 X AT AR E 1, REMEG3 3R IL RIS, 41
MOXGFERE S BT, & HAL S, 3G 5E I 1 52 B
FEIMEG3 1] R it FF A0 4G 1 >R U8 715 48 i 14 5 .
22 S5FBRERE. HBHEXAIncRNA

22.1 HOTAIR  HOX¥#3% & XRNA(HOX transcript
antisense RNA, HOTAIR) & H B i 75 2 [f)LncRNAs
2 —, HALF12q13. 13 HOXCHE A i _E, K:2.2 Kb.
GuptaflAt 1) [7] S8R 8 T HOTAIRYE Ji & 14 FL IR

i3 R A B 1 i gRg (1 SRR 3G hn HL 5 TS 22 4 5K,
HOTAIRAE HPRC245 &, /i ‘FH3K27H 4k, 3 i
YR TR RE FT . Taofl R FHUIRITE 5L R M, 7
LM Ot A GER R R A B R 2 AR -1
S IfmiR-148a | HOTAIR K &, [ 5% Ml R A 7
ER'™', HOTAIR = K I8 A4 il 7~ & A B & 1 5 78 36
R Z WS ; MAEER HFIE LSt 1% & . Padua
S HIF 9T % B, HOTAIRIY % 75 S EMTHE [A] AH
Ko HEFK, Hongyi S e 7L I o & L, HOTAIR
A DLl i HoxD10[A] # F #miR-7, #l HIEMTH &
1%, miRNA-EMT 1] ¥ % {5 5 i 5 A S 00 R+
3(STAT3). XL&5255 3K B, HOTAIR W] REAE IR YT H.
Ji e () 0 B R

222 SRA 19994F, Lanz% "7l 1 5q31.3 1
(1) 25 [ B 52 ARRNA T K ¥ (steroid receptor RNA
activator, SRA) P {1 Jy 3 fin 28 [&] B 7% P 0 E % 14
RNASZAR, 12 55— R I L 30 e 04
IncRNA. SRAR BUE JLAH N MM R 2k 5 5L
s B VIA oG, W Re S5 T MR B0 AE Y,
{ESRAXT S [i] Ji 5 2% 52 A 1A S A2 A I R 1 11, e
o S AR i OE DR T e oS . R 7
PRRNABS 7% 3 [ SRA 177 2E Th 6 YERNA(SRA) Ml 25
1 Jii(SRAP). YanZ5WVk B, i {KSRA/SRAPEL ik
FILSRAPSY il T B 4H 32 2 14 1 4 RS B0 o,
F HSRAIHE K 338 5 41 i iz 3) 2 [R) A7AE 1) — A4
o HWEFERM, mRIESRA S MM %2 1A (estrogen
receptor, ER)FI 22 3 52 1A (progesterone receptor,
PR)K % % V), ml {RSRA R B AR 41 i 4= 2% g 300,
LinZ5CY%E I, SRASER-ofF i 2R IBIRE, (H
HER-BIE I H 2/ R A . XKW, SRATHEZTH
T 2% [ e A 1 L e 12 W R T (1) B
223 HI19  H192ZH P KK IncRNAZ —, fi T
11p15.5.F, HRNAS & BEILFE 5% 17K £92.3 Kb HAY
FERG LA 2R BEAAR B A A B DR R IR B B R,
2 E SR IR (B 5 FL ) O 2 BIH 19 57 7 R A,
HFAEAS [ g o e B 80 A RIPE R . 3
JUAEWF TN 53 & B, HI97EMCF-741 B # H (1) K 1A
BIMDA-MB-23 140 Jfd bk o 5 w1, FE MH197] e 2 5
O I R 2t A M ) O R, LigEPER BT
Ft K B, HIOFIDNMTL 1 B & 4E 2% 1 3
O Jf 189 5 RN AR 2%, HLmiR-152 I H 199 ¥ B #2248 5
DNMTI, H19f)id % & FE I T miR-152XDNMT1 ()
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0, BERAH193E i I FimiR-152/DNMT 14 32k 7L i
FE IR AR 28 . 12745, ZhouZE BRI, HI9RT {E N
miRNA 45", (i i 8g 40 i rh b e Bl a) Jog 2 46t
TEJ5UR AN RS AL b B FE bR 2t M b, HI19# &
miR-200b/c, fz AT A 8 8 H ARF, HEETHH
H ] 78 R 0 R, H19ZE A let-Tb, e Z4UiG ARF .
X8 R s, H19-55 iR 38 56 FH 85 % 2 (A7 72 2%
VIR AR

2.3 ShpEgsEE X

23.1 MALAT1  Jili i e 5 A0 OG5 01 (metastasis
associated lung adenocarcinoma transcript 1, MALAT1)
S AL T G R 11q13 5 2 158 KbIIneRNA, tHF5 A
NEAT2. 7EMFoE. 5300 7L A0 5P S0 4 3%
W 5% BIMALAT L) 55 Rk, 72K Z 5 00T,
MALAT 1 E H E 8 I 5 e B 7% . AR M B
I T2 AT A% PA B R S R 93 AH 9GP Tripathi
S H, MALAT T S RNAZ ., #% 5% Age (0 i B
MK FER, HHRNAG . FER R
S i ) B AE DG R Rl (1 R 0K, R G/SHIAIR 22 7y 243t
JEFT L I, FRMALATI, 25 Gy/Mik i i 80
Sk 7 B-MYB(Mybl2)®R ik E T, 5 8ps53 K HL e
FER R GE, R Wp53AMALAT1 3 B9 45 16 R i/
Ji o B 5, Zhao® VR I, 48 iR BEE 1) 17 B-IHE I (E2)
AhER S, FLARANMAIGEE . BB AR 28 R AR K
AL, R FEE2AL 5 KOKFE R T MALAT 1R IA 7K
P, R LR e 20 B P s e, DAL PR 2 E2Y6
J7 i I FEARMALAT 15528 7K P~ Sk 5 v 2, Ji Jieh g 55
JERT R AN M 5 . 3L RS FMER-ofK B AR 8. B2,
FUBRE R 28, # SMALATIA & HE UK R,
MALAT 1] G A FL R VG 7 IR A R R
232 LSINCTS  M#ESKAESH iS5 55(long
stress-induced noncoding transcript 5, LSINCT5)&—>
1 F5p15.33 . KZ12.6 Kbt 2 JRAFERILIE A, A& i
RNA A BRI Js SCE AT 8 S5 (19 ok DR 1) 350 v
PELncRNA. 1 7EFL IS F1, LSINCTS 21 HLii 3=
Tk S AN B LK. LncRNA NEATIRVE [ 4t 5
[A|PSPCI(paraspeckle component 1), Ff H i 5T K& 3,
LSINCTSE FL i g 4 it v 1) 08 B 2 IR FLMR b R
M P R 75 DA, TR SR A L 2 2 b SRk
BN IE LR bR 20 M 1) 1065, RBRLSINCTS G
Y 400 1) L e 4 B 3 A, H AT TR R I, R
IKLSINCTS v] 2048 22 A~ 5 9 G AH 5G 1A B DR 1 R0 (A

NEAT-1FIPSPCI), %5 I 0 38 sk 8 775 Y 0 28 1R R i
HHEAn MG GE, Wi KSR . BN, CXCR4E
GPCRIER F e AR T~ 32 4k, @flKLSINCTS &
= a1 D FUR g 12 28 17 4% ¥ DG B Rl F-CXCR4H)
Fik, CXCRAZRIA BFAK T # i MMP-9[1) ik, 5 2
EMT/x Al R, AT S 540 M (0 R 12, PR iR 28
R Ee /e, R TT UA H, LSINCTS AT i 12 41 i
BGE I e 2 N 2, X AEFLSINCTS B A o bs
02 W L SR V6 T T AR (1T TE AN

3 GS5RE

zi B BT i, H1 FLncRNAsH il i 5miRNA.
mRNAs. %K ZHDNABLE (5 1A TAF FH i 2 4%
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