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KIEIF RIS RNATE FIZEMT X AhiE3
R PRER

=EN=E] o 0%
ES- A IR %2
("W R AR 2B, NS B A XA o 7 R4 25 5 s =) ATV R 010070;
2PN Sl R R 2RI @ B B i PR R, PEATE 4 010050)

TWE  LA-R A REACEMT) AR E L LB X OER T, LR @Ik FAH, ale 'l ik
MK, SR REA A A 8 LR iR e) A g i, EMTEM B 12245 b X B4
FROER . KEEIFEHABRNA(INCRNA) £ % BT F 7 AL, EMBOE ALY LET T2
W’F)ﬂ IncRNA TR A5 At g 42 R 4545, 1L F kAR S 69 K I, IncRNAA L B4z EMTidt A2, #t

Foh I I 0912 2 55 A4%, Bkt A A s R AT G 15 BUs 7 ey e de b . 1% 3 K IncRNAZE 1 42 EMT
&E“F‘ 25 A AL P 04 I HUE B K e RS ST R AT 4R A

X58E KBEAFgISRNA; EMT; BRi{R 28, PhRiEts

The Role of Long Non-Coding RNA in Regulating EMT
and Tumor Invasion and Metastasis

WU Man', LIU Yaping®*
(‘Inner Mongolia Key Laboratory for Molecular Regulation of the Cell, College of Life Sciences, Inner Mongolia University, Hohhot 010070,
China; *Department of Obstetrics and Gynecology, Affiliated Hospital of Inner Mongolia Medical University, Hohhot 010050, China)

Abstract EMT (epithelial-mesenchymal transition) is a biological process in which epithelial cells lose
their polarity and tight cell connectivity under the action of certain factors and transform into migrating mesenchy-
mal cells. EMT plays an important role in the invasion and metastasis of tumors. IncRNA (long non-coding RNA)
is abnormally expressed in many cancers and plays an important role in the occurrence and development of tumors.
IncRNA is also involved in tumor invasion and metastasis. In recent years, more and more studies have found that
IncRNA participates in the regulation of EMT process, and then affects tumor invasion and metastasis, which has
gradually become a potential target for clinical tumor diagnosis and treatment. This article will review the mecha-
nism and clinical treatment of IncRNA in regulating EMT and tumor invasion and metastasis.

Keywords  long non-coding RNA; EMT; tumor invasion; tumor metastasis

iR ) 15 2% e % 2 S 1 e R 1Y) — A SR AR AR ) (] 78 J5ii ¥4 4X (epithelial-mesenchymal transition, EMT)
AL, MR R AR R, B ZRAER BRI D EERE, IncRNAR KK
MIsemd, K2t B AT R HURE MR 21 FERT 200 MZH IR AR IS RNA, 52 i id i
JR, IR RS QRO T2 IR B &R - AN E AT . 5T T IncRNA [T 7T HL

ok H3: 2022-11-24 $25% H#1: 2023-02-06

S A X i S SRR AT 000 H (HEHES: NJZY 23134) 5% ) (1) R

*EIREH . Tel: 0471-3451427, E-mail: wuyun19820221@163.com

Received: November 24, 2022 Accepted: February 6, 2023

This work was supported by the Scientific Research Project of Higher Education in Inner Mongolia Autonomous Region (Grant No.NJZY23134)
*Corresponding author. Tel: +86-471-3451427, E-mail: wuyun19820221@]163.com




406

Gk -

BT —ERHEE , IncRNATE IR &A=k Je it F A i)
VRPN 328 5 1 T g AU R A e F4 ee AR SCHE )
IncRNA i 42 3% 14 i 8 EMTHERE (17 F HLA A — 25
A, D SERE IR SR ALE 1) B .

1 IncRNASEMT

KB SRS RNA(IncRNAYVREE T —2 KT 200
MZHRIARE AL FA . Y2 IncRNATEZ
JERE T S Rk, BN E R R R A T R E A
o TENZEIIE 1, IncRNAREIN 942 2 it i A= 4
PIRE (ISR A G . B8, REBMER)K
T T, SRR IRTT LR R AR bR B U
IncRNAJE T 5 RNA . & H B A K7 TR EAEH]
KRESEAVER, HIneRNATER WML . Fesx, Hs)a.
TR R AN B B J5 7K T 1 25 DR A T 5 vh A8 T OB
o HHFFERIL, IncRNAJE L Z FL I 2 5 o8 1)
RAER AR, i, IncRNAJE 5 miRNA KM H 5%
FrR LA R Rk, BEm e SR AR e E . 5
b, IncRNAE AT LME (S 5 73 5 I S 2615 5l
SEUF S P A E BRI B,

EMT & 3 BURAEF # B0 C Bl 2 — . )b
AR A A EMTIN o 20 B &5 B sk s , A4
it 98 A i 1) ozt b B, AN T 3 BUTRIE B8 TS AN
Ko MR RYE, EMTHUZ b R A0 i 5o 8] 78 )5t
MRS I AR B AR . A i b, B Asic
E-F05 24 8 A A /KPR B, 170 8] 78 BT bR iC ) 4 N-
WEEA. BIREA. FEEANEEGE. EMT
s A1 (b 4n Snail . Twistl. Slug. SIP1. ZEBI
S HEMTHI R AR, Bl oA KREMH W &
X EMTHR & 8 H Ak 7 1%, EMTAR SV
RILEMTRINLHIWT IR AL T 2 1yigte, AR,
WA — (35 5@ H (LW HIF-1a. TGF-B. Notch.
Whnt/B-cetenins ) 1] 175 T EMTH & 24E , X (558
B AT DA I B LA 5 2y TR R A, AT DU I
9% EMT# 53¢ Bl 5ibR iC P ) R I8 K 7 5 EMTW,
AN, EMTiE 5 e A 5% (tumor microenviron-
ment, TME)H ] % % $1 il F O¢, TMEH A /L) —
L £ %5 H1 31 41 Bl [TAMs(tumor-associated macro-
phages). MDSCs(myeloid derived suppressor cells).
CAFs(cancer associated fibroblasts). TANs(tumor as-
sociated neutrophils)~ 75 1% T4 M55 ) vl S BN
KA G, S R A Y EMTY), 264K

IncRNAZ 51 EMT#RE RN T — A, A
FERE 2 W 56T At T — AN

2 IncRNAZEEIZEMTLA K B 15 & 4%
BHER
2.1 IncRNAXEMTHE X FREMIHIFRIZIFIE

EMT K A4 1) — KB B 5 TR b 57 40 i 2k
R, B IR FE R 4, SRASR B AL RE B
77, TR RE R, £ B 5 30 P2 B 1 VA e AT R
AR, RIE-5 5 B H R &k, ifi 33 b
PRI A S, T B 15 ) 7 T b i R AR, B/
N-SEE A, WIREE. FEE A LB, E-
PR (A RIE R T A AN IRTS T B B4 e 4 h 5
R IRE T B AR R — B A M B B T
E 20 i A 0% 32 BEAE 2 T B e 4 -4 A E A
FH B 25460, T % 4 B4 A % ek, TR Utk E-45
FEHRIEM R ZEMTH EZEFR LS, IncRNATE
KEZHUBRE(LL W B SSEMRE. IS, s,
B P g 25 ) R S 3R, WF TSR B, IneRNAGE R ik I
il 7E-F R A ARk, (AR TN R EE . B
EARRL, NIEHEMTE R, SEURMME 22T
Fefie S s,

EMT# % A 745 Snail X % & H(Snail .
Slug. Smuc). ZEBZ % (ZEB1F1 ZEB2) LA S s P
(2 JiE —2F —2 g K 1 (E12/E47 A1 Twist), ‘E1115 5
FFEMTRIE, RUEHTFIERAME FHRLS
FHFEMTRAE, HAL 340 1= 2218 . Snailfl
ZEBI/2v] DLE R B 45 A B-S A E A a8 T X
BRI E-45 35 B IR AA . IneRNA W] DU i
ERFEFE AP R 5r B 0 DNA. RNAFIE H
JR R AR AR ELAE AT 75 88 ) 5 AR R R R AT A
e, O KREHFTHRIE, IncRNATW T EMTH
SER T HIZRIE , LINCO1094 (1) T FEAK 1 44 4 Snail
FIGE H P RIE K, XFRHLINC010945 EMT
AR A e . BEAh, MLINCO10944H 5%
H1 5% 414 N Y5 RN A (competing endogenous RNAs,
ceRNA)M 25 | F 50 K I EMTAH S FE [K Snail2F1
VCANT) 31K K P 1E ceRNA M 4% o i i, VCAN
2 H— A5 EMTH G ZE R, VCANH EHBOE T
TGF-B/cPMLAE 5 % M2 2F 1 1 I 5 241 ffd 1)
M, fENGEBE RS, SNHG6 18 52
E-f5 3 & ik |38 0, (2 ZEB1. N-#58& A
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Vimentin. Slug#l Snail ) 3R iX & FFK, BT miR-
101-3p & A5 ZEBI 45 &AL s, Atk SNHG 68 i
miR-101-3p 4% ZEB1 HI R 183171 175 3 EMT, M
et 4 B A R 2 7 1, YUANSE VOt
FR I, Inc-UCIDI T 5 Snail mRNAF EAFE KB
1EmiRNA ST #EmRNAFF iR, 3455 T Snail mRNA
fFa e Pk, AT E EMTIE RS, sk JHF Jes 200 i i) %
# ., Inc-UCIDX} Snail’ 554 §m, {HA] LU o 4
£F Snail mRNAFREYE, 165 5 )5 K442 Snail i
FE. UAERFFIE, #40AEK R 7 TGF-p L i
T EMTAR i g 4 i 1) R 22 5 ¥, Ja R AU E R R
TGF-B15 3 EMTHIALH], flif1A& I EMT R A 1d 7%
H EMTHR LY S 5% A 4% R 7 Snail . Sluglf ik
B, M H TGF-B1 Al 5 5 EMTHRc ¥Rk, {2k
it A A2 280 H ET, AITBEFE T 2 FincRNA
25 TGF-B11%5F EMTH 2, EALH] b, [FIFEH,
IncRNA MALAT LIl & 5 R ZEBIW Rk Z 5 |
TGF-B1/ FHEMT, AW 12 W 51097 324t 1%
(1) 51508,
2.2 IncRNASmiRNARRMHZ$IESEMTEHTE

IncRNA 5 miRNA B A KL 454, IF H =& 1E
S VR AR 2 F 7T, IncRNABIESE AT PLE N
—Ff ceRNA S miRNAMH BAEH , IS EE BRI R,
Y2532 M, IncRNAE miRNARIE 2 A,
miRNA A fEiE 1 71 [+ IncRNA K &k, 31 & 3%
— RH Y E ] . miRNARE S 52 HA 2 n 50
mRNAK) 3 JE4afi% X (3'UTR) HAME &, IFi8id RNA
7 SFUTERE A %) (RNA-included silencing complex,
RISC), F&fR#0%E R mRNAB I H| mRNA K FH 3 1,
LUOE P I8 R B, 72 RIS I &, IncRNA
CASC11#3A _Fif, TimiRNA-150%15 N iff. IncRNA
CASC 11T B3 1 7 #] miRNA- 150138 15 Sk (e ik i
PRI AMIE S . IncRNATE G+ 454 miRNA, {EN—
i<y T35, MHImiIRNA IR IE, TR 2 e
PRSI . ZHAOSE PUBF ST K I, IncRNA MSC-AS1
EjmiR-425-5pff13'UTRIX F%h k&, MSC-AS Liti i iff
#RAbmiR-425-5p il BP9 (1 12

ITAESR YR W7 R B IncRNA 5 miRNA [ A
25 FEMTERE, AIEIRATN4E T IncRNA
MR F > FALHE S EMTH s S £, 2
BHE AR IR 2B R, B RTATE IR SE miRNA T B
5 EMTH 5K R (132K, ZFh IncRNAT] AR “45

TR B miRINA G 1T U 2 R ] 3k, ek
EMTiEfE . LIU%E PR 5T KB, IncRNA XISTLEE
AMERE T AN ARG 5E . BB AR ZE, HE N miR-
200b-3p 53 T-iE4%, 181t 5 miR-200b-3p#H H.AE H
VA% ZEB1/2W13215 , 5o EMT R . ZUZE B3I 5%
KIN, miR-65572 —FP#L ] ZEBIF-4M EMTHE J (1)
miRNA, IncRNA VIM-AS1{E } ceRNA 7% P45 &
miR-655, MR ZEBI ()31, {3k 155 I Ja 4t A
FIEMT#EBAE R . JTANGZE P78 KB, IncRNA
OIP5-AS17E bGP w4 2R b ik i, OIP5-AS1H]
A I A4 AL miR-34ak _E i SnailfE P S %
ik, TR 3k 5N S A0 AR 2B AERS . IncRNA-
miRNA RN EREE e b B 2 OCE BMEH , 78
J& [RR IR YR YT TR AR K38 7™,

2.3 IncRNABIZEMTHY{E 5@

Wi EMTHERE (045 50l B A7 5%, TGF-B.
Notch. Wnt%, TGF-Bi# & 7F EMT % S5 A & bl F
W, FEHXHF EMTHERE (IR 5AT 58 — AN R0 N 2%,
TGF-BAZ AR R LABIE 22 Fh 4 i Py %, 40 Smadid %,
HoAth 38 2% U1 Rho-GTPase fl MAPK . 1] DL TGF-B
AR, — e H A R R S S E g i
EMTR A, X E6 5 5 i B I B0E NS 5 5
¥ (Smad. HIF-la. MAPK. NF-kB. B-catenin%)
MR, B FEMTHRCY) . kR F0ERE, i
#E EMTHERE 2927, IncRNAE A — N HE SRR VR
J7 R A, TR — 2 5 R A S A S I e
MG 228 I MEMTHE R RAE 7%
BERER, I, IncRNAGE TGS EMTHI SRS 518
%, (R R 4N f 1R 28 F5 . TGF-B1/Smadfs 5 %%
08 T A TR S U 1 i 8 4 i ) A B U, BE
FA it 4 ) 2808 LA (R e 8, IX MR FH R
T B BRI AT MR 20 B . CHENSE P8 72 R 30,
1E TGF-Bi75 5 11 FFH e 40 o 3 A7 b R 40 i g 1) 78
J5R 20 B RE AL 867 | 1inc0026 138 i #0 TGF-B1/
Smad3 & 5 ¥ FHIH] 7m0 EMTRERE , JF 2L
B HA AR, BARHLIZ linc0026 1181472
7 = AR IR AL Smad3 . p-Smad3 £ A# , BH
Wr 7 TGF-pLili#s, Aim4Mh] TEMT#EE . IncRNA
DDX11-AS1/F A ceRNA, J#id #4541k miR-30d-5p -
WISNAIIFIZEB2[{) %61k . Snail | fIZEB2{E NE-45%
HAMREERT, a5 B8535 A8 8 7 IX g
A LRI . iR 40 iR T ) B 3 A A [k
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2R, AMUAE LA SR T 4 M 1) (1) 286 PR, L e 4
JIEE_I ) B-catenin i B G AN 41 i 5, {2 33F T B-catenin
¥ G0, BE 1 Wnt/B-catenin{s 5 @ B, LKW
FLAR I, IncRNAH I 0% 2 Fh{E 58 2% (%91 40 Notch
{5518 % . Wnt/p-catenin{F 5@ % . Hedgehogls 5
. HIF-1oM5 5 38 B A PI3K/AKHE 5 38 %) 4%
— B FL RS (triple negative breast cancer, TNBC)H]
EMTid 28, ZEB1AI ZEB22 1 1 3% 1 s EM Tt
PRI KB SR T, 38 AL T EMTAH OGS 58 B 1)
NF, ZHANGZ: U5 R B, IncRNA ZEB2-AS il
i PI3K/Akt/GSK3B/ZEB215 5 il #% 1F [\ i 5 ZEB2
FIE BT EMT, M it 7L A0 i () 7% .
1M 5 2, IncRNAE i J0E F L6 (5 5 8 25 5210 EM T
SRR P RIE L EMTR B, 768 112 28 5%
R R AR HERVE A, HORT B O E ) —
ANELERTTHE A
2.4 IncRNASZI B RIMNE IBIREMTHIZ

H A, ok 2 ) Fe AR EIncRNA S TMEZ
8] R Bk &, {HIncRNAFETME 1 {1t ELARAE F LTS
TEAWHIHRE . TMER M K AR ZEFE R 1) 3 2
AL KA TR S, BE R TMER) — K & ERRE, T
ARBERIA S, IR 20 i = AT PR AR A, 53K
FLRM R, TMEH pHIE PR, 7RG, BRYERGE
Berb, R gt R A0 AR A R AR T, R
R A IR T, TME A I A7 7E — S G0 52 001 1) 41 Y,
WG NI T4 (Tregs). TAMs. CAFs%, S
Je A0 I A e T 52 e B RE s B, g T i o 7%
JiE [ NP, EMTHe 5K 7, WiSnail. ZEB1FI Twistl,
WO o eI 40 M, BE I 7 AR A DR A g e
PN AT 8 T RIE, T B R G 2 0 A 358
BITE RSe SO, Ho B #f| DR — mT A5 i ee 248
K AEEMT, EMTAI G2 $01] 57 (R AH B 42 S Ja i
BB IRTT Ji R TR IR

IncRNA 5 TME 2 [a] (A0 B4 H AT AL A2 ik
EMT#EfE. 75 TMEH, CAFs%: 58 5 40 i e i1 &
JEFNBEfE A X EH B, MALAT1/E CAFO2 % £ 4 41 i)
13 IR AT T O S AN A Y42 28, 1 CAFSTEN
50 i IR AT 9 R 2R B 2 7E TMEH R 1555 B 21T
YER, Rl TMEH (1) CAFs o] RE R s 4R (2 22 1) —
ANEFER K. FHN, IncRNAR] LU 4 [ 98 41 i
) — L@ R -, (R 7%, IncRNA MALATI
AN EH TMEH R IL-1B. Cox2F1PGE2, LA

SN TNF-ofl IL-6, 51 & 40E RN, ATk b iz
P R B R B, WANGZE PR B, LNRRIL6 S
TMEH [ 1 41 ffd £ 2% -6(interleukin-6, IL-6)J3 2l 45
&, INITTHE SRIL-6 ()% 5%, WUHIL-6/STAT3 M i, e it
4 H 79 (colorectal cancer, CRC)4NA A IEFE . M2FE
TAMAE A TME 5 B B4y, RO 3R AR
K [X-F (epidermal growth factor, EGF), M Ti{e i i
AU RIIEAE . #4552, TMEH M2FE TAM 2334 ¥ EGF i
T 8 O R 2 P ) EGFR-ERKGE 447141 IncRNA
LIMTIZRIA, Bt O s I f B0 R4S H
S FR 3 H LINC02560 =R 1A, 3 TMEH /) Th24
M. TAHME 40 AR IR D, S A BT
B G s 3], BT (AR Al & AR B RS BT, TMEH
HIFE P HEBET- 5244 1 (programmed cell death-1, PD-1)
FIFE AT HCAA 1 (programmed cell death-ligand 1,
PD-L1)2 (B[ ER P ] LU /2 CD4" T 12, T2
G ikif . NINGZEPYE I, IncRNA SNHG4IE L #E
Il miR-144-3pifs 345 E w4 M5 CD4" T4 2
6] (A ELAE L, 385 PD-4/PD-L1 %o 25 46 25 55 fih
CD4" THHMA T, AT fish & oy ek, (i 2k 45 B s
YOI G T 4R 28 o TAM S JHRE (R 45 b i =F & 1)
Y, H TAMSHSRETG AN RA K. R4 B
i, IncRNA RPPHI1 7] LUl i AN AR 12 2 TMEH
(1) 5 4t DA 3 et Pt M2 AY, , TAM 3= 5 i
3V B IR 0 TR - (8 e 200 PR IR 7 ) AR AT 2 P 9 24
LA A AR AL B, AR /2 TMEIR B Z4FE, AT {2
BRI R AR . TMEFR BVE S S T R BN
WU N ) S R T, fEFLEE A0, IncRNA
RAB11B-AS1EAGR % 5 5 K T 2(hypoxia inducible
factor-2, HIF-2) i 1) 7 Q36 s 0155 5 (0 1A AR
H A T (VEGFARANGPTLA) 1) 3¢ 7 5, A3k fieg i
A N R0,

3 IncRNA: FEIRRIETT BIEE =

IncRNAZE K £ B 53 ik, il i 2 4y
LA 7E R (1) R AR R P R FEAE (). H T,
W78 %t T-IncRNA I TR AR, IncRNAFE
I PRYA ST 17 B0 4 -5 B, B A% IR I R
7 FH 5% -

FTREE N EERIT FBAE T A BOT. 7.
HEZIRTT . BRFATT . IEIRTT, B — 1
ST TR 5 R AT 2, DAL Ra i 24 e il
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Fig.1 Molecular mechanism of IncRNA in regulating EMT process

R R AT E IR R IE YT 1 50 W AR IR R . /N5y
TR R IT AR VTR AAT— B M # s, A DASE
DR RS HETR YT o« XTI TR YT, ATHRIEE XS
IncRNATF & V6 JT F B o IncRNA RS LLIE A [F]
WS 5B S 5 MR A K. 228, #BES5RT,
12 32F i3 4 B 9 T 2 N DR i 88 Y6 97 1 VR IT T
I, R 2 9T £ B, IncRNAJE It 5 8 T 56 i
25 DR 7 HH ELAE 5 350 8 4 R 281, IncRNAFH)
R RIAE— R LRRC T TR T AT
25, IncRNA) T 7T DAAT R i i 4 i
X MRUAA 2590 RO, 5 SR A T2, IncRNA
i EmiRNAM BAEH, BE T ES T, 25
ANEEI AV F L FE(DNATRGIE S . 240 A A3
RS SR T 40 AR EMTAIZH i AL
2 1k), 54k, IncRNARTIE T B #5255 A 5 BLAEH,
55 T 4 L) DR G, 98 5 P S B 1

plia s M DO R S D N e W E DN
Ji g G g8 VR T T e B A5 A AR N P AR R A I B R I
12, TERRIR YT 77 E AR KIS, IncRNAS 5
FEE S5 VAYT , BIFAT R I IncRN AT 145 T4 g 7.
TR T U, AT A T e 8 T B 5% ) B 2
T S G AN () TN R4, S BRI 4 i &
A G e B, HE ] IncRNATR] DL TABR A T, ¥

By T2 BRI R 550 Ffr g 4 L, 46 56 T4 i 4 e e e £
FH, 3% A8 R e v g7 St 7B B, IncRNA
UCA1 4 )7 55 PD-1 50 246 7 i BEL T 7 V5 1 P
[FIVER, AT A SR s s 8 i p R iE PR 7. 2454
FHIEH) IncRNARF 78 B RN HNME. ZE R
ZRVEDUMRE 258, v L@ 2 R 2% (1 7 FHL S5
AT AR EAER, RIESUMIEIER, H T2
FIAIT M IncNBR2. IncKCNQIOT1. IncPANDARA!I
IncCCAT L # 1iF B 72 45 B W V6 T7 ik R v (198 42 2K
3 F, IncRNABGG 2258 3 045 B Wi 16 7 F1 Fil
JaIRAE T HER T A, LINCO003 13115532 FiA kb =]
A Z (2, b =] A A i 5 A S I S8 AL A BE 4T
J& (testicular germ cell tumor, TGCT)H ) LINC00313 ]
AR LY, PIHNEI R AR R B . BT
F BT NI 1) e L2 H R H AR f#115 IncRNA
TEMEIETT R RIS BRI AT, #E1) IncGRS-11#
NCERZE RIS T R AN R, S TR SR
2 PR ) S BBURR AL

4 HWERE

IncRNA T4 1IE 55 A2 Ji e K e i # v (1) — AN 5%
BRI T, Z 5 MR B 228 TR R
K Z FIncRNATE f i H F 1, IncRNAF) 5% Rk
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55988 A FNAS BT A7 75 56 AH G 1, IneRNARTAE
NV AE I IR 12 Wibs ) SR T AR DA SO i i T
J& o EMTAIIRE 4% il B A RE 16 97 H i 3 i)
T, A RGBROR R 22 1R 8IT 9T ) W] IncRNAZEEM T 72
HH AR F AL, EMT AT DLIE G 2 F oy T8 2 (R anisk
TEEMTH; SR T 131K 15 S R e B, T S I8 7
AT DL E AR HIE-ES R AR F R IA . R, IncRNA
T B 4 S Hh OK T A ELAE s e
EMTAHH AR EW) . #5 T IERIE, BLAEE A A
15 5 B A R IEEMTHERE, AT (2 i3 b8 20 i 1 4%
5%, IncRNAIE 1] LUE N —FliceRNA, 5miRNA
FHEAE F B IEEMTR S R 7 IR 18 IR K,
KT IncRNATE I8 G 9% S0 58 A 4 F AL A F o
BONTTIZ, IneRNAZE B0 1 52 1 el 8 Sl oA 358 Hh ) —
Y SRS R (1 =R O S U S MR AN
TIncRNA 3 I 4l fu 2 72 It 5 ik 2, (HJR
IncRNA AT A g — il 8 1061 DKL 7, 4051 e 98 400
(1384 58, Bt LAIncRNATE AS [F] 28 2L 9 iEEMT & A= it
2 o 1) B AR S T WL i ANTE 28, A21E — 8 A 2
PE, V3R T B — DR R AL UE. [F I, IncRNA
TR PR b 1R 8 F e, 3 A - 4K 3145 2 IncRNA 1R
I7 7 P T o R e 6 4 B R T 24 1, R 24 P AH O
I IncRNA 58 H A 8 2R A A, 7340, B B
FOR I3, AHAE X IneRNAREAT 2 77 RN AT,
AR T I 2 W SR T R A R 7 1A .
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