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[ Abstract] Tumors contain a functional subpopulation of cells that exhibit characteristics of stem cells.
This cell subgroup, named cancer stem cell (CSC), plays important roles in the initiation and progression of
cancers. As a key regulator of the CSC subgroup, long non-coding RNA (IncRNA) has the important ability to
induce self-renewal, migration, invasion, drug resistance and differentiation of CSC. This review summarizes
recent research on the functions and mechanisms of IncRNA in the occurrence, maintenance and regulation of
different CSC, with the aim of finding new targets for cancer treatment through IncRNA to selectively eliminate
CSC and ultimately improve the prognosis of patients with cancer.
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1 K$EE4ES RNA

KAEIE SRS RNA (long non-coding RNA, IncRNA)
JEAE—K KT 200 MR, HASEA & AR5
TIIREM L A, HE 2 RNA RA G I s M54 5%,
HAE HAD A A b T i RNA AV 54510,
JEFARY IncRNA 7] 5 ZFp 4 FHIEAE R, B SO 7>
4E #, U1 RNA/RNA, RNA/DNA, RNA/ZE M J&i.
DNA/RNA/ZE 1 it 8. DNA/RNA/RNA & 491>, —
B, IncRNA I (] R de Rk ) 5%
X (Ehbmuw RN ERE) BIEM, SEHL R 1%
IS TONTE NGRS LR

JUE KBTS IncRNA 7E56 5% . 5% 5% J5 Al
PR ER, B2 5 IncRNA SIRE SR R, i
ERBITT RN, AHEJE IncRNA 7E 2 F4 FHLE T %
HHEEAEH, B mRNA WRCEMEMBIERYY . &
FUBR B, 1 0 RNA R A 3507 S 55 4 1 D9 3R
RNA, —BoR U, IncRNA Bl IA k& 5% 5 1 32 20
-, ATEMYa, JHS5EYE AW EERL
BELUBT 4 ket o7 a5

2 PETimAE

— BNy, TR RS S A B T A R A Y 2
FEPE 2 MW A 3R R 1) A B A3 kA e T
il (cancer stem cell, CSC), CSC A “T " %tk
i H RS AR AL RS T AR B, [al i O 4R
SHMEZ AR R RE ). B, CSC A TR
AR UL R mBOR . REMEMEE R T, B
XA, Aby7 B U MOk 2 1 B 5 R
CSC 5 Mg Jm ¥ 52 e Bl b 5 78 A O, DRI T il
CSC 7> FIREENL T AT U 2 DI 5 B
PEHLIF K CSC,

CSC VI FE 2 MEBR AR A% 1 7 (acute myelog-
enous leukemia, AML) qﬂ%ﬁ%%tﬂm; ME e, TR
JiRRE . A/ R BOR . RO TR
YU LI I LR S A g R R AR S AR rh gy
YE T CSC, AR, R R i S BE A B AG I
Jifggg i CSC A H ], 5 205 R S 1 20 L R T s A
¥4y B CSC™', CD44, CDI33, OCT- 4, Bmi- 1,
ALDHI, ABCG2 Hl KLF4 J2& ¥ WLRR S o 3k T 40 i
RN CSC AR,
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3 K#EIE4RAD RNA 7Ei0E T 48R th i 1E

ARITEHAL, IncRNA 7EAAE | 96 55 05 2 ) 2 o
2SR, AW K24 b gn it 5L P 7E i &
A RERIER ., AR EP, IncRNA H2
57 i R kS, B, 7E CSC W AETE
FFVE IncRNA A9 5% 4%, IncRNA HAND2-AS1
A LEREIE /N AR AN A T IneRNA ZNF281
AL A Tk B1 A5 5 3 A1 ) e S5 R T 40 i )
I FHRE S, IncRNA UCAT i@ i3 /E K Slug 15
Pk JE RNA ( competitive endogenous RNA, ceRNA)
BSR4 < T T IneRNA HAND2-AS1
FENF CSC 2Rk, &5 T CSC AT H DL R
Y M %%  ( hepatocellular carcinomas, HCC) fY & 4= ;
HAND2-AS1 ¥ INO8O 4 4 Jit # ¥ &2 & W) #H 5 2 BM-
PRIA WE 3+ b, MW S RE, IF 55 BMP
FEREIE ) IncRNA By ik | Bz s A ]
REXT CSC 19 H IR TR AE 7= A= 2 m , [ALH IncRNA 7E
CSC Wz & H ZAEH]
3.1 LnchPVT1

LnchPVT1 & —Fh#% IncRNA, 7£ HCC " & & |
W, 5 CHBFR T (‘hepatitis B virus, HBV) Ja&
Y BGEFSE R, LnchPVT1 5T €SC S 1E
K, LnchPVTI1 % # 4k 4 K F-B ( transforming
growth factor-B, TGF-B) WHRIMTY, HEafE HCC 4
YUh g HBV #0E ", E A BFSEIEW] LnchPVT1 1] 7¢
TRANEIR P 3858 A CSC By, FEmd R e &
1 NOP2 4 F HCC 40k 5T 4n ke itk
3.2 Linc00617

Linc00617 J& Y A 14 AR AESLH ] IncRNA
K/NHR 2937 nt, FAEMIAZL IR 2 2 R ik I 45
S Gk, JF IR R 3L A0 00 AT B R R 2R
Linc00617 SZLIRE CSC M HIRER LY WA X, T
CSC (IEBAY 84, Linc00617 32t 2 1A AT 14 i L 98 40
FERY 2L AR BK OB B A0 B0 A 1. R IR 56 3R W
Linc00617 k= 1] e T EEE B V4575 B SR b . iF
— 2 BF 58 Linc00617 i 5 CSC 1Y 4r F #L il & B,
Linc00617 J&—F1 5 Sox2 FE 5 31455 #I4% IncRNA
I AR S AN — PR AZ B 1 KOS L 5
RN, Linc00617 1 Sox2 Bk K 2 (R AE TEAR
K, Linc00617 7] g id ik % Sox2 R BB G 1k, 1M
Sox2 Jll# b Fz-[a] %4k (epithelial-mesenchymal transi-
tion, EMT) 3458 CSC iy A FHHAES ",



KRS RNA 5 0 T40 00

3.3 HIF2PUT

AT N - 20 8 B LSS SR Y (hypoxia-in-
ducible factor-2a. promoter upstream transcript, HIF2PUT)
SE—FIHIE IncRNA, 751 PRI R 25 B 98 T 40 i vh B
A CERE T T RE 2 ) HIF2PUT &0 T 8% S
F-2a (hypoxia-inducible factor-2a, HIF-2a) A
Ja s i X B B2 S IncRNA . HIF2PUT 75 Ho 1
FHE N HIF- 2 76 B 45 W 4 20 1Y % S 0 1k
HIF2PUT i % ik 5 8 HIF- 20 3k Th &, WGk =
HIF2PUT W) 5 808 DA 93 FN 45 B o A7 A= 20 i & o
HIF- 20 &35 [A% . HIF2PUT M1 HIF- 20 7512 227E 5 A
R £k TR, H HIF2PUT Y7 2538 Al &
PR RECE IR RIS HIF-2a 5 CSC 77 76 A1 26
P, £ CSC RREIR T h R /R

HIF2PUT 7515 P8 A 45 7 9 CSC i R #EA R Y
VAR, 68 R, HIF2PUT 724 €SC H K E
B A AW R BT K A HIF2PUT n] 3 5%
CSC Wy34FH | BRI A FRTHr, 1M 23k ml 4 i
SO MR, TESEImE T, HIF2PUT £ik 5 H
A CSC RBIH AN MURE i & AR AH G, 7 HIF2PUT k2%
W FE CSC FEtk, QARG AT, ERHME
7%, IAh, HIF2PUT M4l 580 CSC A& (Octd
Sox2 B CD44) ", B, X SRR & WX
IncRNAR[REFETR A AN [R] 41 2L A0 CSC iR & 15
R BIVER] . AR LGS R IncRNA 7 D) BE R AEX]
LR REIRIT B EZ . IncRNA 53R 5E 2 (8]
AL NI AN AN AL 4y, nT REX R
HEEFAYT HA B,

3.4 HOTAIR

Hox #%5¢ A Je CFEH [E] RNA  (Hox transcript anti-
sense intergenic RNA, HOTAIR) J&—fEUE IncRNA
HAEZ R IR rh RIS e, AIEFURE, INR
. Shind . BRI AN TR SR % IncRNA BEMS
55 0 3L X A 00E BT Bk HOTAIR P 354 MLLI
HEHEBMITA S B AR 4 WA EA H3 = &k
(‘histone H3 trimethylation of lysine 4, H3K4me3 ),
T 8 % €0, 5 #A i, HOTAIR 3 7] 55 45 R 42 &
¥ 2 (polycomb repressive complex 2, PRC2), # S
H3K27me3, | & ALHTTER >,

WL, TEUR A UM . R G e L) e
W2 TR 9 CSC T, HOTAIR 3k FHE 272 i
i IncRNA 3R 35 5 T 4 AR IE 1 4R34 ¢, S5
bR A R N B i i 5 28 HOTAIR £ 253
UL TGF-B MR 77 X fih & EMT i S g« T4

A 12250 B2 B HOTAIR (9 AM Ik 32 35 S 5%
EMT i 54 Zebl . SNAIL. TWIST #1 CTNNAI () I
P, IFESE AR &Y, A Vimentin F1ZF 3% 8 [
(Fibronectin) B 7= £, #H 0 B9, bR bR &Y, W
E-cadherin, B A H 7 AR K F T2k 3
4% HOTAIR Fi#, 76 EMT 118 #% HOTAIR T4 #Y
FHFEIE PRC2 SRR B HOTAIR % 5
(9T 20 AR AE O 5E S A AR B I, BB R
HrRE S M AR FE S AN BT KB, HOTAIR
A REE T T SETD2 {23 €SC A K7 ki T
MMIFREY Q0 Soxl. Sox2. Octd Fl CD44) 3
K220 HOTAIR A 3 53 08 55 miR-34a Y 2 B ok 94
T Sox2 Fik, 5 MG A IR 1S 22 S EAROE
il A d CSC 5 . R . REM A IRE N
HOTAIR 17, 7 & Bl IncRNA 34 97 M1 .
b, HOTAIR W] 1E Jy %E 2% i 98 30F Jie Rl R 28/ % B 1Y
ﬁE]“RJ_:—I\[ZS,SOJ .
3.5 Lnc34a

Lnc34a 7&— 7 0Y IncRNA H 5 miR-34a it
FEH 255 I8 DNA HILFE RS 3a ML L 2
el 1 5545 2 miR-34a JA 37 DL IO, BEAEOF
5ERW], miR-34a AT HEVEN Notch Al Wnt {55 38 [ Y
TR R T, X6 CSC Y A 3R E B o E
W5 W Lnc34a 7E45 1 CSC P ik, alfE sk csc
FFREH P, Lne3da BE—AFE CSC A3t it &
PRI R XEFRAM AT 19 IncRNA, - PR A ELAG AN [5] 40
ATIB AN TR T 40, Lne34a 3 325 410 1 S %oF FK 48 il
Sy BT CSC a4k, T Ak 2 3 D) 3 A X6 R A4 4y 2R
T3 CSC A, XA HADL IncRNA #8735 AXTFR CSC
SRR FF i — 2209, miR-34a-Lnc34a Hlif &
AR MRS IncRNA 78 1% 7 b i) S22 D S H
P CSC H R Fr it R RS T .
3.6 H19

H19 20 T 11p15. 5 KB ENIC R, AU H BEA
SRR RGP AR R B MR A Ok
IncRNA, HAEZL MR | w780 R ) 0 o £ 40
7T A R A bt Rk

FEFLBRE T, H19 BYSA7ed F3k nT b 2502 1k B yg
MER . seBERIBRE AR T Rz, H19 iyl )
S IR LR A0 M 1) 2B RN R Y B RE ) . H19 R
AT IR R AR BT, L5 miRNA let-7 25
A, M SEE let-7 $BAR Lin28 AU IAIEE . H19 i Af
AT TR R B let-7 R, (AR Y&, H19
5 Lin28 T R PEFLIME h ARk ) H =X T 4E+
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FUBR CSC 1 T 0 Bt SC A, Lin28 38 nJ B I
B let- 777 Az, DA 3 B H19 19 £ S i 400 ol I 3
B H19 B/ SO FLIE CSCRRE R4 %3 st
45 H19/let- 7/Lin28 J& AL G I 153 35 LA AR i#E 7L
Ji CSC M 4E+E, 7ERT S M, H19 bR 1 40 f bs
HW, W5 Sox2, Oct4, Notchl, Klf4, c-Myc Fl
Abeg2 BIFEIAAED L H19 VR 7E e 5 B 40 BRI 1) CSC
FFRHE R A AR BT  BF9E & B H19 ik R E R
F CSCH#4r, HMEMERIE T EOZM A T B LKA
2Bk A M98 T A RE 70 B 3R, H19 38 4E S miR- 138,
miR- 200a Fl miR- 141 ) ceRNA £ 5 CSC #Y 14
) EAREE AR, HI9 AT F 48 miR- 138 Fl
miR-200a 3 ik , M\ T 3EE S 410 ] Vimentin, Zeb1
Zeb2, JAEREA S EMT, H19 19 F iS5 EMT ¥ &
ZASEH AT, X T REAL IR b T PR
3.7 HOTTIP

HOTTIP A HOXA JE K JEE 1Y 5° wifit s, I LA
YEFIE™T HOXA JEA Ry ik, HOTTIP 455k E A
WDRS, 4 WDRS/MLL & & Y)#0 ) HOXA F K |
S H3K4me3, HOXA A 52 7 T 4109 Z 6. &
UK E i 2 (SN

HOTTIP 7 i I3 S5 I i ( pancreatic ductal ade-
nocarcinoma, PDAC) Hiid B ik, JF 4 i H kg |
1RZERM 2y, X Fh IncRNA 38 1] {2 #F EMT 3 3 15 ik
i CSCH L Fu 214 % 3 HOTTIP 75 1 iR CSC i 40
Mok bk, IR Wit /B-EHEH (Wnt/
B-catenin) R CSC F#%E, HOTTIP 7E CSC 4y
TR R LT HOXA9 115 3 FIBE S Wt 348 1934
i . HOTTIP/HOXA9/ Wnt %138 i 4% il CSC 45 A1 A
TR LIRS CSC G, HT HOTTIP F1 HOX9 Ay
KON PDAC B TS, HILATEN PDAC 178
FEIRITHL S A FhRaE g 2
3.8 MALAT-1

R B BRI S W) 1 (metastasis-associated
lung adenocarcinoma transcript 1, MALAT-1) R B
SFRY IncRNA |, U7 g v 22 3s 282 38 91412 22 i 240 i
MRZEMEER ) BFFR W], MALAT- 1 7805 [ BR
FIFLAR IR CSC it 3k ) MALAT- 1 o] {2 iff
CSC R4k, TR HING | 2% | EHEIB L R
F IR E B RE 1170 MALAT- 1 B 5 miR-200c il
miR-145 HAMW AL s, AT RS 162 miRNA /9
TR, FEL Sox2 FIAAY EIHS ) MALAT-1 f
TR T 40 AR S (0 Bmil | Nanog, Sox2 g
Nestin) 1E il 28 58 5988 0 M6 R g8 vh i) 26 Gk 1400
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MALAT- 1 3£ A 5 IncRNA HULC B4, DASE s
BEEAEHNT2 (telomere repeat-binding factor 2, TRF2)
s | BEIR AL IRz AL MG, JF I CSC 4
FH, MR, iR TRF2 AlH{H MALAT-1
A HULC M 80U AE, MALAT-1 5 HULC 454361
B4 i RL 5 PR OF A2 TERT #1 TERC 22 [ 1 A .
PR, ANTTTAE (SR K, A K IF CSC i F >0
MALAT-1 9 3 P 386 55 45 1 £ 22 T Snail |
Slug, E-cadherin, N-cadherin 1 Vimentin fJ I8 7 &
HEMTY

JEH Xiao 551 MBI, BHEAH LD MALATI
I Sox2 (Y IE RIEAIDG, XIH CSC HA IE 45 1E
Flo MALATI B Sox2 (%% 5 Ja SR 7 I8 1, AT
155 Sox2 mRNA 4545, 358 | mRNA FURSE VL4 it
HAK, Bk Sox2 W MM T MALATL X CSC Y
EIATAE R BeAh, 580 & 3 MALATT X
ST HUBRIEA TR T M. % T MALATI (958 KY)
fE, UTERA A HE H MALATI AT Ry R 7 18T
T
3.9 IncARSR

IncARSR JETE&T JE 45 JE T 24 14 ¥ 2 o v i s
% IncRNA, ] 54 58 &F J& B Je X ¥ 40 M 98 09 T 24
FESY IncARSR 35 B #2454 miR-34/miR-449 fi
5P, M S E AXL/e-Met 35 F1{5 515 5 K
R POGHE A (signal transducer and activator of tran-
seription, STAT3) | HEHME B ( protein kinase B,
PKB/Akt) FI40HE4NRE T 5 BB (extracellular reg-
ulated protein kinases, ERK) {5 51% 51 P14 TED
IncARSR fE'f CSC &k, HS S TR
OfedEE CsC o A E R, BUR KR, &
IncARSR/K V- RT /Ay ' 375 WY 24 e Jes A6 85 F9UJ A B Byt
SETAF . IncARSR 5 Yes #H28E M ( Yes-associa-
ted protein, YAP) Z54, FfillidBHET YAP 5K
T - 1A AH AR R AL R 6L, YAP A& CSC
MRS 3Rk, 7E Hippo {55 1% 5 vh 78 2 i s 4l
W T, KA CSC 4 e e >

7E CD133 PP CSC FIE & CSC 1Y JHF 465 20 it
11, IncARSR HYZAW ISR, JF Al ek CSC K99
B, T IncARSR W) g 400 1) JHT-9 200 J ) 25 23 A A
FEIIF CSC Y A 3 BT RE 1 Mkl AT CSC md g, I
e JE 98 40 %k 2 v A e SRR B AR, 7 T A
Wi, STAT3 /& IncARSR [ T Ui #8 3& [H, 1l STAT3
(IR I IF CSC He G, MUTTHIESE T IncARSR
eI CSC HAH I AR B STAT3 2 51500
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3.10 IncTHOR

TENIF CSC M 7 CSC MY IFEE 40 P, IncTHOR
HIZER B 3, T8 IncTHOR AT 410 5l JiT- 4 41 A2 1)
ok, FEARAT CSC B A FRTEFRE 1, M il AT
CSC ¥ 34, TEFHE 4, B-catenin J& IncTHOR
B R PAEIE N R SR AEI ] B-catenin W3 T CSC H.
BIREAR, #E—PUESE T B-catenin J& IncTHOR i i#f JI
CSC ¥ ¥ pr i I+, sk, T4 IncTHOR ik
AT RS 20 B e R SR JE IR YT R BURE B, RO
IncTHOR 235 ] IR 38 14 R A8 T RESZ 4 TR Al
E| b T

4 PPETHAEMEXKHEIESRTD RNA BIE 7T
BX

CSC /&M KA | dide, HERE . FER AR K¢
S5 E, WA, CSC Xt BLZG YA T B T 2
PEPS  H T CSC 7R T RIS 15— i B 3 40 g A
[, PR AT IR & A7 M R AR DATH BR PT RE 5 1 e 10
R A K CSC, ik B ke 35 1 7 5 H A B0 1 AR
M, BXHEE cSsC R BARMEETE, HATHFRC 7
SPUER, IneRNA HAES CSC AIREH . T8, 7
78 TR AR B AR 0 HLE AR Ok AT
IncRNAZESE i 40 i 4 54 . T g it 24 25 S L R
b AR AERFIE IS5 K | 5 RS S A
VR LA B 3814 B 1 200 R OG5 PR A T B 45 T dE A 7
THRASE, IHBUS TR R

SR AR 1) CSC I R 4 28 5 s £ 1 490 i i
% FLFRTTHT, DA T T S AR Y CSC Ry B
X — AP, s o ok G g 0T I R T AR Y CSC
Sy ZERTREXTIG R A %5, BT IncRNA A REFE I 15 CSC
RN BRI B A A RS AE Y, B 3
DIRErTRE & T30 ML, Bk, il €SC 43207
A IncRNA AT AR A 67 W 301 a8 14 Pk /e

IncRNA A fEZ 5 CSC i 251 i 35 Ak
IncRNA ]300 JLRP L DGR E P 250, 4872
L AS B Sy G G R R G L e L 7 Y 1)
AR TR S DNA B

5 IMNEERE
IncRNA 2 5658 g & . K BAENIIE 29K

PRA-TR AR, W CSC AT LLEK B g 1 & A kR
TR AESE IneRNA 5 CSC Z [ 4 56 R IF UG 2 3|24 5L

e, AR TS5 cSC AT B, 4 FFfa
FEAHE IncRNA F I RE S8 16 43 FHL

CSC s | skt i MR IT 1 RE ) Lk Mg 52 4 11
FEJFRH, RE AR LR REEEEN, HiX
ol 200 B S ) RIS ML 6 R S 4 B, PR AT
WRABIBFFE . IncRNA ] 76 AR [ K F LUK [ 5 X & 4%
iRE, RIS Ak, U H IneRNA B E NS5
CSC MBI, PTG #E— 25598 IncRNA 5 CSC B 1
(56 2 e P AERLT

IncRNA 7EA R R A & EF 5, 5%
. BFEMBEEKER T2 SR, HA T
IncRNAKAEDIRERY 43 F-HLEI IF- 45 7% IncRNA 7855 41
IR RIERVERT, A 84 IncRNA 14 412 W 2l 75 4R
B, EEERARIT R ALRE . KR Ao
O 4 R T4 E IncRNA TEI T 259 Hi vk . #5140
JLA:54 | B 20 i s R A0 R S 3 I 1 B Sk
R R TIRE, ELRTAE NS . MRV, DRI, IR
A ZUEAS PG 2] IncRNA, ZJC5ER], IncRNA IE
R A IR WA T A 1 TR

EERE: A TEAsk, BEWA, 5 E%
WA, FERATHANLK, REGKEL, &
MR FTASIT . W AR L,

FEhR, L

& £ X W
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