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Abstract: Long noncoding RNAs (IncRNASs) are a class of RNA molecules that are greater than 200 nt in length and do not
have protein-coding capabilities or encode micropeptides only. LncRNAs are involved in the regulation of cell proliferation,
differentiation, apoptosis and other biological processes, and are closely associated with the occurrence, recurrence and
metastasis of a variety of malignant hematologic diseases. This article summarizes the function, regulatory mechanism and
potential clinical application of IncRNAs in leukemia. In general, IncRNAs regulate the occurrence and development of
leukemia and the multi-drug resistance in chemotherapy through epigenetic modification, ribosomal RNA transcription,
competitive binding with miRNA, modulating glucose metabolic pathway, and activating tumor-related signaling pathway.
Studies on IncRNAs provide new references for understanding the pathogenesis of leukemia, uncovering new prognostic
markers and potential therapeutic targets, and addressing the problems of drug resistance and post-treatment recurrence in

patients in clinical treatment of leukemia.
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e S B AR 1 IncRNA, KRR T4t RNA,
INCRNA JF A B A iR s %+ . B3I
ST DRI B SR AE 55, JF HLS A R i 28 1k B R
T, WIEE A, IncRNA — BBkl B 5%
MR, ANBGEY IR, 5ok K ENSIE
52, IncRNA AT PLd i 2 i 5 2% 1 — G alis =2
SEE), TR 20 B A A A AR A A i i Bl rh e HE 2
BREMER. 2T IncRNA 7ERR A FHALE 5
A A L2y M FE R ] IncRNA, 955 T IncRNA | 2
S IncRNA | Ji 81 F A€ IncRNA | 155 F IncRNA
DL RAEBFE X IncRNA 2501 U IncRNA 1 s
A XAl h {55 (Signal), iEW (Decoy). 515
(Guide) FIE42 (Scaffold) 25 425437 LncRNA
W TER B AL B . 5 MG 5 E 2 A2 T
2 5 5 AR i e DR ek R o 5 BT T 9 4
LA Bl A8 . T ARk, BEE BRE SN R
(Microarray chip). RNA JllJ¥ (RNA sequencing,

RNA-seq). Northern Eli 2442 (Northern blotting)
IS¢ ¢ E B RT-PCR (Real-time quantitative
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reverse transcription-polymerase chain reaction,
qRT-PCR) Z5PISLIGH AR i s & J | BF 58 A B M
PEA R AT ST H AR G B 5 R i 18 22 57
Ik IncRNA KA IncRNA (361600, &P
INCRNA 7 A& 2 i i FUs AE & AR K SR Y 4%
WrBeXy RV R IR DI RE , Al it 2 S A
R 7 WA N N R S E 2 LA S S RS
#% (JAK/STAT. Wnt/B-catenin il PISK/AKT 45),
ke R AEGLI BB RAE N . N, SR AL R
T A R INCRNA CCATL, 7E 2 MkL T i &
FAMA M AR 2R 4 b ERis, B
522151 INcCRNA CCAT1L REMS I ik 2otk Ar 14 it
AN A | SRS R, AR 24 AR YR 1 i
R ANAEH InNcRNA HOTAIR ik i, 7] IncRNA
HOTAIR ik 238 5 08 P 11 05 20 i Xk 24 P 1)
U, IR 0 R 15 S I B% PIBK/IAKT AT
AR, MM & T g SR R, %
AWFSE IncRNA 7 1L A gL, A BT
TR R AR R, S R T S A AL
TR G

2 B e o R R R R

ek A, AR 1 0 24 PR AN [ 198 s e s B
R AR H A 2, B (1% (Chronic
leukemia, CL) FIZMEF M5 (Acute leukemia,
ALY WP 1 I35 22 5 B A1 o 1 e B4
A ML 3E ZAB 3 AR AR BT, R AR R R e e
R E RS . A, AR 1 s 20 B
AR A AT 43 Ry A VR R A B 1 i s (Chronic
myeloid leukemia, CML) A48 ¥ bk B 21 11 155
(Chronic lymphocytic leukemia, CLL). & 11
s L RUREIR SR A I . = 07 . s . T . ST
PEURE TR, Bapcmss, Hh CML A R
K, CLL 23 SR EE T Wk EL 45 b Ry K30,
W30 AT e 2t I B 0 S B R B S ot R
JUAEREAR . MRS R, IR B 2k i

% : 010-64807509

I 2 OIS M 1 I BE XMEVR YT o S I 2K
P P PO LT 200 O 2 494 400 ) L 3 i
RE M SO MBCGAE MR, 2R AR Rt
FUBVERE o i B b S 00 5L 46 4 R M2 4
FE 248 R 38 8 I 4 ] DE R O, BTz R
W, WREEESFE AR EAS, RIAITIM . W, &
PR ARG . ARG 200k I 32 B A 40 2R
AU AT RL 4y o Ak R i IR (Acute
myelocytic leukemia, AML) A1z bk E 200 g 1 1f
J% (Acute lymphocytic leukemia, ALL). ZE I fr
#43H) CML, CLL., AML FI ALL /& HAj I & E
O E WA A MR 2E R, BT 4 R IMETE
IR Jieb g v o L R 9 ELR A ) A i gt R R
ARG TR E S, R, IRRIX 4 KRB
99 1 A s AL ) AR 4R S0 o AR iR T R AR
BN R Z WA BV . RETF 205
FKWI, INCRNA # K Z Mo 3 (B HAR
Jert i 5 DR B A0 98 25 DXL A 1t o b A HE R R A AL
gz, FHk, XFF IncRNA 25 [k &
A R SRR R BE R B AR A e i 2
A R

3 LncRNAZS5Emm AR ERE

TESE M RS, IncRNA 2 5 1 28 it 1%, 24 4
b, IF5 MM RE M EAE . BRI ER
UM O o MR 2 (AR IE R B, TENE PR A0
JOL T LA L b B RS L T e A i
P I3 0 2 T L 00 B ) L X 4 b R AR
F) LI T, A7 AE 2 Bl 58 RIK 1 IncRNA & 5
I B & AR R RO H T2 & B
INcRNA 3= B [ Il & A= 5 19 B B & 44 1 22
FEEEVER , X R&GA EEA IncRNA 2 5
V55 1ML & 9 1 AL 1R B BE iR AN 401 2 . LA
oK EE S AR AR 4 R 2 i SRR R A
INCRNA 2 3 3 fa] A 78 45 1L i >k & #2 I 300 8%
T BERY .
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3.1 LncRNA 512440 p0H M

P R 48 L 1 9 S — 2 Pl e B 3 I T 4 A
AR RGEE T R BN, 2K T AR IR
o, R B R FAKE 9 S ek
[ c-Abl JUEE JE R A2 22 S e Ak F 1) Ber 3 [
RAWR . SRS TR Ber-Abl ik A
BRI, 75 CML H, Ber-Abl 3 K 4 i 11
Ber-Abl I 25 A FREE A I S IR I TS 1, BB iE
I LRSI JAK/STATS 1 PISK/AKT 2545
SR, AL A RN TTIE S CML 1Y
KA H T, IRE BV CML Rl
1% 2 PR TR 157 T (2 Imatinib) 5% 414 BELIET
ATP 5 Ber-Abl i4h4, B TIRGRZL L2
YIRIERERZE, W5 287251 Ber-Abl L[ fE
i 7= AR 2528747, AT kIR Imatinib (1) 14
it WRE LS H RS A I SRR S M
HA3IG R Y897 CML B EE R Pk . o,
T3151 2878 & Ber-Abl i 5 WL 28 A8 /Y, A 5%
e RIS R, & 26 T 57 M R W H
e, BERE A TKI, s Ry e
#Je (Nilotinib), LV #Je (Dasatinib), L&
BE % 38 50 JL T At A5 Ber-Abl 28 25 (A T 245 1 (1) TKI
H= RS (Ponatinib) 40 sk,
RARAM B, B A NAFTEAR 1—Fh A i
25 | {15 Ponatinib ¢ 237 M. ki,
HRGIF Ph Ye(aik (Philadelphia chromosome)
BH P 169 11 L5995 A 1) 245 0 AT i BBk 2 G AT AN i
IR

ULAESR, Bl G s A 1 R A B2z
VFZAFTE T CML Hr 5 3K 1Y T REPE IncRNA B
Wz dE - 10, £ 5050 % Guo Z ks LB,
i F AN fafk 11p15.5 % InCRNA H19 fEfiE 2 5
Ber-Abl %5 5 5 M & B #E , T Ber-Abl [ 3£
KA Ber-Abl B Y T 1 RE 6% B 2T H CML
il K562 H IncRNA H19 235 , 1M1 A INcRNA
H19 135 RE IS I HF K562 41 i3 171 259 Imatinib
WA T, IF ELA T 40 A AR R A S
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PR A . S k#7287 IncRNA H19 75
Ber-Abl 175 5 (1) 11 ML & AR i B rh B S ST RE
AR, Guo MBS & B, T4 Ber-Abl
FF IR BN Ber-Abl 3 A 75 E BEAE B 2 1A
CML #ifid K562 1 IncRNA BGL3 Ay#ik, H
Imatinib A9 4b B AE % B @ 9 CML FEA
INCRNA-BGL3 335, Xy IE# FEAH IncRNA-
BGL3 M &KX WH I, JREMTR R, ML
INcRNA BGL3 ik REMS I H] CML 21 g 3 m) 24
Yy Imatinib ES AW T, FRIEUEAIAETE s T
#35 IncRNA BGL3 Mgt CML 4iftE ik m 254
Imatinib 175 S 09 41 i 98 - FF 9 i Ber-Abl i & 11175
S MR R A . HAh, Guo ZEIE AT T EAE
Imatinib F 15T IncRNA BGL3 X 21 s AF K 1 5%
W, AR, 2 kM, £ K562 A
#5315 INcRNA BGL3, A% Imatinib ZbFH, A 524
S AN AP T, BT R R 5 IncRNA BGL3 F- %
S A R A Imatinib () 24 1 vk B S 0 )
CML M4, et T, Hik—20
PLHIBFFE 2 B0, InNcRNA BGL3 et 1E R M
J5i RNA (ceRNA) 4454 miR-17, miR-93,

miR-20a. miR-20b. miR-106a # miR-106b i
2 PTEN (9235, B INcRNA-BGL3 114 i3 ik AL
YE CML 4 i E 151 259 Imatinib 5 S A9 4008 T,
M7E INCRNA-BGL3 =ik CML 4 ifd i fik
PTEN 33k WI#E — 7 B2 B 1 Pk 52 240 JE RO A7 306

RS INIR T % Ber-Abl 75 % 14 1L 1 8 th 41
HLHIEERA T %, A EWCNIRYY CML ey
T-HUAR . 1T INCRNA-TUR Z 5 228 & 9256 % Wang
2O Y IncRNA 785 B AR S 31 1 — 25 B L i)
JZ 3 IncRNA 431+, 7E Abl 4 115 S 10 i &
e s R B T IR M . Wang 2005y
K, 2 Imatinib ZbHLSEE Abl FAL4ni b,

INCRNA-IUR A% 23 ik 25 0 08 20 A7 036, DRt B
B R A s T3k IncRNA-IUR I £ 1F
CML 4 it 1] Imatinib 755 0 41 i 078 1= 41 i 40
M AE 3G, 0RO N AR K. FER
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INcRNA-IUR knockdown %% Z& Bl /N iR A & BEL,
INcRNA-IUR #2242 F Ber-Abl i S 5 A0 E
B AL ; 3+ T IncRNA-IUR knockdown %% Jit:
PRL/IN B 1 e 1B Y S 35 vh JIESE T IncRNA-TUR
FIER A Abl e A 41 B 5 3 B AE /N AR 43
AR, H/NRE 5978 & Abl 45 (14 1 I -
EARIHLHRIFSE & B, INCRNA-IUR F i i — N5
SEZAS INcRNA-IUR-5 BEifi il STAT5-CD71 i f 1)
il Abl AR ke A o 28 TR RIS R B
B 7 KA IncRNA 7E Ber-Abl 5 85 [1155 CML
FEAENLE I AR, HIRYE Ph YRR
CML £t EES %

BEiE AT IncRNA BF5E AR WT R A, 78
CML H 55 Ri5 1 IncRNA 1E°4 ceRNA, 5 HiR
FEH TR PESS S mIRNA BRI 2 i pk A
I8, filln, Xiao ZPURFSY KL, 1£ CML
4, IncRNA UCAL £k THE 5 CML 41
JEXT Imatinib i 245 M g3 sm 2 AR, H 259 DU
FIEORE )7 R IG5R CML i ifith IncRNA UCAL
Bk dE—HHF5EEB, IncRNA UCAL REE1E
N ceRNA 35 4+PEZE4 miR-16, M4 MDR1
RYZak A2 CML 4 X Imatinib (i 24 P18 5
RIE K562 #iiJifd 1 =% 35 InNcRNA UCAL, £3345%
Y HaXF Imatinib AT 254, K MDRL ARk 5%
F#iE miR-16 WIBETHBRIXFVERT; M HL, 7£
Imatinib it 2511 K562 4 i H i ik IncRNA UCAL
KA 2 H159 CML 4 Xt Imatinib @1t 2544 , 1
B miR-16 By BEL MDR1 1 5% 2 1k N REMK
X FVE R . Zhang ZPARF 5 K B, IncRNA
FENDRR 7EFi%: K Mif 2519 CML 4l g IR %35,
WRea P N, EREREZ K562 4
3k InNcRNA FENDRR R A1l 2 o s 5, A i pof
B RS T IANIR T, 2 T iR A0 X e
HBUSNE, JF HIGIBTR R AR E CML 4R
B AR K TAE CML 40 B B IncRNA
FENDRR By&iEHARAEM . AN, TR AL
RS &P, IncRNA FENDRR figifi i 5 HuR 3%

% : 010-64807509

GFevEZE & miR-184, AE 4> ¥ i 2 i — 2 Il 55
HuR 5 MDRL [EIWAIEAEM, IESET miR-184/
FENDRR/HUR/MDR1 #i7E£ 1875 CML 4l it 245 1
B EREER . SR RELT IncRNA 1E5
CeRNA JH4 g % A ik R M R e 41 1 123240 (A e
FHZ 5% CML AT HZKIL
—ff, WL, XFET CML FREE T2 ceRNA
9 INCRNA HEATUR AIRSE , A # R CML BIRYT Y
R AR
3.2 LncRNA 51g21%i# B4 A M fw

P bR L 0 P L s L L
I ECL 235 A0 L PP g CD5T B i L 40 it G PR 4
BN RIS UL, Ziln R Bt s B2 L T
FAE NP X I O 25 19— 26 RSl CLL
W 5 78 R HOPE K B2 i ik TR SR 28 bk
O AR BOBURIA YT, A T RE SRR I 1
FWINBET

CLL My A&matlliil i 2%, IRAIRF IncRNA 7E
CLL PR VE LI, 4 i I 26 7 A ]
W 89S AAE R o 9120, LncRNA DLEUL F1 DLEU2
EAT KA 13914.3 |, AW ER],
50%¥) CLL % H#7-7£ IncRNA DLEU1 il DLEU2
KBTI, X 5BETUSEARETIHEL,
SR kB, 15 61 Bl HE A 58 Bl ER
INcRNA DLEU1 F1 DLEU2 % 52 46 437 45 1) DNA
AL S F BRAIG, (A5 AH &0 f 10 9 i R A SR 2
RAESEE, HMTI L NF-xB 5 58 G L 5% .
TEMASN DNA ZHIEEAEATTS . IncRNA DLEUL
M DLEU2 7E CLL Ziffarh ¥y B, XK BN
e SEE T DNA B9 L /K-, TifE CLL
H, IncRNA NEAT1 Al lincRNA-p21 />4 p53 i
P DNA $i45 5 HLi B BT e 2 iR VE , 78 p53
A FH RS CLL 20 A& A8 T T R S 4H
JEL A P8 T CLL 40 A SR 1 5 ot
bh, HWFFEFEB, Inc-IRF2-3 Al Inc-ZNF667-AS1
MR IE S B-CLL A AF 3R YIAH G, (HHIATE

. cjb@im.ac.cn
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CLL Hhdnfa) & #E# /A et — R P,
HHT, &F IncRNA 25 CLL &4 R IR
D, W BT IRSAR R TE CLL 5w &
iKY INCRNA AT BE LR JAENLE], LU AIRYT
CLL 2t ZH MEN S,

3.3 LncRNA 524440 i 5 MR

ANFE TR A, S kR e . M
DIl w5 E R H UG R E R, Hd, &k
7 240 L P 005 — B VAR ™ T A AT B0 (g
JE, R R PR TR AR A A0 M A 14 5 A
A0 I H & i oh e S 3. T AML kK9
BRI A 2%, (A AML RS SR R 3677 3RS KR
HWFFREY, f£46T AML T 5354 235109 IncRNA
Reil 1t Z RS 5 AML 9 & A4 BB, I,
FRZE INCRNATE AML % A& 1L 72 o i 4 ML G B
TH R W2 500 AML IR TT IR

AR, BEF IncRNA 73 R Fak f it #2
R R AV FE A WTZHE , AML 58 3R
K INCRNA BIWF TR AE B HRA o A WFEHiRIE ,
INCRNA RE i 2 U8t (2 1k P8 #2 AML /9 & A=
wFE, Luo ZPUBEGE &, IncRNA HOTTIP #£
AML Hg S H G, e 5% HOXA IKh i
FMAH R L5 (TAD) MyecAs, 3 RUNXL,
STAT5A. MYC SR R0 . MR RN,
INCRNA HOTTIP ik 3 ixf & Wi st A% Jr R I 15
T LG BT SR AR Y, S AML 4 RS 56 5T
MEK SR AML 41 F /N RN 5 /N R AR
A0, T E S W AT DA R CTCF i Ak 55
19 AML 40 L v (9 1% TAD, 6% CBS7/9" 4 &
B M AE . HOTTIP Sy k2 il o i3
24 A 11 I A X P 4% 00 J50 45 A R 35 R 2 S e B
Bl T2 (HSC) ThEemBURmRd, shsL
IR, NEARN HOTTIP (4 5o 6 30k 3 o) i 28
T 1ML 35 DR A O A e o o 245 F B R SR AR P, fE
HSC [ &5 3 1 BH s 4t M 1E 5 o4k, 1 = B0
Bl AML 8 & A= o P58 %) IncRNA 3 i 32 Wit 1%

http://journals.im.ac.cn/cjbcn

A 8 9 0 e 3 10 4% €8 SO R 2 S AR T TR SR
DL IR _EBlse AML B R P INcRNA HOTTIP
MIFRIXATEEN AML BEIRITH R R R X,
AN, WAL, IncRNA fEi# i AML
A AR S AML (R gE , flhn, 78
AML Wi 2K IncRNA ANRIL, &Eiif i
5 AML HYIRIK R Z & AdipoR1 K H R i A ¥
AMPK/SIRTL el i Ak 21 B A7 155 1200 1t 755 726
Rt 55T R B, IncRNA HOTAIRM1
W5 PP R R I S AML 40X 2580 1y
B, JF RS S5 IE 52 T @K IncRNA
HOTAIRMI [} ik 23 Wnt/B-catenin/PFKP
B AL I AT, 0 AR AR S LR A B
M4 =AML ZH 6 Xef Bpf 7 1) B i o
AN, FoHFsE R, IncRNA B i i
FERRHAR RNA #5025 AML R ETE,
Papaioannou 2B 57 % 81, IncRNA HOXB-AS3
TEEA NPM1 RA5H) AML B EE46 (BM) FEA
A NPM1 %275 () OCI-AML3 411 fifs v 2 35 5 ik,
T il R 7 i REAE AR TP R 3Rk . HE— 20 IR A
SMNIFIE R, FEAR InNcRNA HOXB-AS3 ()% ik i
AL AML 3G 5E , B AML BB UG
2 it B A /N BRSPS /DN BRI R A7 TR BT 1) TR A
FIPLHI BT, IncRNA HOXB-AS3 1 L) 5 4%
SEHF EBP1 454, # HOXBAS3-EBPI-NPM1
BAWEN T A DNA B3 71X, {2k
K RNA (9% 5%, FERR 8 3G 78 1 AR SRR S T B
AR AR R R R B R ROCR, M ZERF AML
20 i 1) A P S A, T AR IncRNA HOXB-AS3 Il
SECT 50 A DNA A AR A NPML i i
A i AML A EAER S . FR T (e
BM ZiiitgH JC InNcRNA HOXB-AS3 A3k, Fitk
FE3E AML H K 11 InNcRNA HOXB-AS3 ik fig
 AML EEBUA MR B A, ff IncRNA
HOXB-AS3 Wi Im K FIGYT AML 1Y 2255151
F&, 4 IncRNA 53597 AML 158 it 55 22
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2 B —J5TH, IncRNA BEM%E o 3246 5 H 1
PR S 5P AML 40 AEMEREEE . Lyu %59
W5 % B, InNcRNA MEG3 7 AML H{E ik, &
3K IncRNA MEG3 A A4 s il AML 2 il 76 #¢
BUANFE SRR AR, HFER AML B LY
AAE . HE— 5 R, IncRNA MEG3 1%
B2 WTL IR R, HR KK RWS TET2
LR P8 FF 2L i IncRNA MEG3 25— 4 T IX
L A G, BP WT1 5 TET2 B9AHEAE A REIE
[ IncRNA MEG3 FY%; 5Ei& , fiff TET2-
WT1-MEG3 {5 5% T I 4 i il i gg AMLJE
B E R . Pk O IncRNA 2 5 4%
AML &R R ik B B B 58 S AML I R 5% AL i 5%
PEOUE TR IR SR, IR R mVRYT AML 42
P 7 1) o

3.4 LncRNA 52%i# B4 A M fw

P VAR B 200 1 9 A AR L 4 L 1
AR 2R LI, R R AR 32 B R B b G
WA JF RGO R B A, ALL 2% F L
B, ORWERA N LEAE R 25%, S )L E PR
FRCT R Rz —,

ML L, ALL 2 ZRENILH S 55
HY 52 2% Ry X 2 R s AR R A A 45 2R . o,
INCRNA X JL H F iR s, & ALL & 24 4% 14
PSR4y . Li 0T R B, e T-ALL
5 NFE S S H #6150 IncRNA ANRIL J&5 , T-ALL
MR A A TR RR ERE TR B T R
XM T IncRNA ANRIL #8747 miR-7-5p/
TCF4 ik 4+ T-ALL 20 1) % e 50 . Wang %5
5T & B8 IncRNA CRNDE 7£ B 4 itd jif 14 2tk
L 40 M I (BCP-ALL) 3% #il BCP-ALL
MR 0 RERE A T R RiL, HAE BCP-ALL
il NALM-6 #1 RS4 ik InNcRNA CRNDE
Fik, BEUSH I A MG AE . AR A R T R A AL
FERSFRPRZHE NALM-6 20 I (14 /)8 BRUAG A7 335 Ik 1] 5
PE— B RAWFFE LI, IncRNA CRNDE fig i@ i 3%

% : 010-64807509

Grik 254 miR-345-5p >k I CREB W&k, it ik
BCP-ALL 4l Jifd 3% 5 I 40 il 40 L 98 1=, 1 7€
BCP-ALL i fifg v & #e ik miR-345-5p J5 4 F il
CREB f2¢35, 1 BCP-ALL 40 i1 %% , 5S40
i &A= TS, IESZ T CRNDE/miR-345-5p/CREB
HifE BCP-ALL 4t i34 58 1A T 45 v () S 224
o BEAh, 78 RUNXL EHEM JLEE Sk bk e i i
F10M5%  , IncRNA CASC15 A 3 35 AH 4R 4y o ik
G SEBOE T F SOX4 ik, AW S HUE R
GEAT R, R R, T R DR R R T X
INcCRNA, 7 LIE A58 F RNA (Enhancer RNA,
eRNA) JH#ESEH k. Bilan, fprfRiiia, 5
ARID5B 5 145 FAHCHY IncRNA ARIEL 7E
TALL FHPER T-ALL Hglide 2 EE0E . ARIEL
SLPTE 454 F ARIDSB B 1 b, fEER R
T-JAs A EAER, SFMETE ARIDSB £k,
IEVHE TALL 753 B9 5% SR 7 il MY C Bu 2 A
MTESE T-ALL 20 SRR 5 . 78 5 AR AT/ B
R ARIEL 1 (IR RE RSN ] T-ALL 40 i AE /)N
B N I A K RIS, RIS/ R B 1 2

WESZ T ARIEL 78 T-ALL H1El eRNA & #5 H 5E
fBOEE I, 2 Uik, IncRNA fg R IR
BYT ALL $REEZ S A HE T IncRNA 7£
ALL g BARAE AL B B IR ABIRA, AT)
TR, UIIE ALL 2l 238 Bile
AL A B3R T 55807 1 SR B 21 800 5 T4
PR .

3.5 HIE4A RNA 5 HIMHEH X &
AT & B, HoAhAE i RNA 2 5T
F I ) & A2 B, QnFRAR RNA (Circular RNA,
CircRNA) 7E [ L% & A & S i B b R #4645 2
BREMMEA . CircRNA FZA/EN miRNA W i
kS5 A MR L AR RS, It HAEE W
s A A A 36 58 . onfb . T Ak 25 24
2R AEY AL ®, FlW, citMYBL2 7
FLT3-ITD FHIER AML B35 hm ik, Hal 4
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% RNA 555 11 PTBP1 3] FLT3 mRNA Efikt,
ek —HF 454, ek FLT3-ITD BHYE AML 4081
AT AN > Ae R T B R 25 THP-1
I = Ik 1Y circPANS3, i 3 78 4 miR-545-3p
W 35 25 4 8 5 T 30 AMPK 3R TAKL 3
ik, MM AMPK/MTOR 5%, S HIE A
A, BESER AML 4 BT A 2 TR 2501 %
FERW], circPAN3 AJREZE AML 2 i Ak i 245 1
KEESYF, ANUBREAE R PPAL (1 5 A8 & AL IT Y7
M EEAE R, WAl AML i 25 1Y 78
. 5340, 7 CLL B TP IR K11 circ0132266
AEN miR-337-3p WEFfHEEAR , @t TE RS A
miR-337-3p kA PML ik, Ml CLL
20 1) 3 A O E AN M T, R R R I A
U sk, Wu 2% B circ-RPL15 7E CLL
223k, H circ-RPL15 /& 22 A 1Y (35 A A7 ) HL A
FikHm . MURIEIE & B, circ-RPL15 BE3E 41
%54y miR-146b-3p SRiH¥E RAFL 93235, M47E
CLL 4l fifd v &5 #3X circ-RPL15 J5, miR-146b-3p
519 RAS/RAFL/MEK/ERK 15 538 #4101 i 1 i
WeHI5S , X WA TY CLL 4R At T #rik s 14.

2 FArd, circRNA 7 [ 1L Pt 49y J 25 o
A, SRTET circRNA 158 PR IZ W FRic
Y. IRYT AR KR R AR SR b, Rk
i BT AR B SR OGS R R ASRTT circRNA
FE VIR & A KR v R T RE K A R

4 LncRNA £ B fuig ¥ 97 v #3870 I R L

25T 25 PE 02 HETIG R b s 8 IR YT
P ST UL MERS, TS A R IS T
WG o BTLL, T3 RO B b i %o 2 0 1 1
RIS W &R A EEANE, Bk, —&
INCRNA fE R 4> FLEW) 246 br O 8 12 W F 1
M35 P2 WriRTT ST s FIWbr e . idiiE, 2
S PR IncRNA 7] LU B CLL (32 B K Tl )5
gy)=, i, 78 CLL A FEAH lincRNA-p21 &

http://journals.im.ac.cn/cjbcn

% T, H lincRNA-p21 (MR E 5 A BB bR
WY, eI, oA IR N A
A2 uIE 219, 1 IncRNA CRNDE 1 F 34k
1 INcRNA AC012065.7 F{IE H &4k 431 5 CLL &
TRAETE R AT AE S Wang 26 175@ 33 I 22 3k B
30 4 B-ALL &M 30 4 1E % AR EBEbRA
INcRNA ZEB1-AS1 3Rk /K F- &8, B-ALL H1i¥)
INcRNA ZEB1-AS1 K-V 25 T iEH A, Hisil
Kaplan-Meier A /£ Z 7R, InNcRNA ZEB1-AS1
M2k B-ALL BE UG 2% VI, It HY
B-ALL H IL-11 [ A= f7F1 STAT3 () 2d BE 16 1k X 5%
BEZR . AT, IncRNA FY 55 2k ik 5 1 I
R SR R RS HOH G, B0, IncRNAH19 /&
Fik5 AML BEMWFER KN P, R
G R — e DL EE R AR A O, i WA SR AR
APL-AML A8 3 5 A A7 1 9 i 57 T AR ) bs 35
e s, Li PR R, REE S5 L FE
iE & A & I FE A IncRNA TUGL, 78 AML Hils
Py E EEM AL 7 AML B35 (n=36) FIfid
& (n=23) AT IncRNA TUGL [R5+,
KIS RN IR A, AML 25 R IncRNA
TUG1 W15 [, Kaplan-Meier A= 17 /rbrts 251,
INcRNA TUGL /K& AML BRE TR 52, %
52 INcRNA TUGL 7] figJ& AML B TiJ5 49
P

KERHFFE CIESE IncRNA ELA I JR I 4
fELo P P Rs 5 35 1 IncRNA AL AR
— T A2 W B TS O 4 A bR L T
L RE Sy T 00 755 A 1 I 97 79 I DR 45 R 48 A A 1 7
e

5 REHRZE

WL LA EXF IncRNA 25 [ I & A 1 72 1)
FEHLH R ZER, FRATEE L T ## 5] IncRNA
JE U] 2 AS [R) 28 Y A9 1 ot g m 3 2o o] R g A2 ok &
FEVRTEAE AR (RN AR 1) 78 (I 53 &
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B IncRNA AL AT LR RV LB 2 RN ABE Az D HAAEA Y bs G el
TR RNA B2 Fse e tE 2 & miRNA 2800750k Ry $8hR 5 1 B3 0 e B Ak T . At
PEAEE I ) R A R S AT P AR Z 2T 2 XL S R IA R IncRNA JE— 2B IR ARG
Ph, i HE o] DOsE S WA AR A RS A BT B I B AR LR, DI DA
PR S Z R AR R R AR R R, K SUFR M EZEET IncRNA FEAR B BYGT7 T B
i, WFEENIX T IncRNA 2 5AIEIEZ SRR

# 1 AMFHEX IncRNA BITHRE#RLA
Table 1 Functional overview of leukemia-associated INcRNA

LEII;EZTH LncRNAs Functional involvement in leukemia References
CML HOTAIR Contributes to imatinib resistance by activating PI3K/AKT pathway. [7]
CML H19 H19 is highly expressed and regulated by c-Myc in Bcr-Abl-expressing cells [18]
in a Ber-Abl kinase-dependent manner.

CML BGL3 LncRNA-BGL3 functions as a ceRNA to cross-regulate PTEN expression in [19]
Bcr-Abl-mediated cellular transformation.

CML Lnc-IUR-5 LncRNA-IUR-5 inhibits Ber-Abl tumorigenesis by negatively regulating [20]
STAT5-mediated CD71 expression.

CML UCA1l Contributes to imatinib resistance by acting as a ceRNA against miR-16 in [21]
CML cells.

CML FENDRR LncRNA FENDRR attenuates adriamycin resistance via suppressing MDR1 [22]
expression through sponging HUR and miR-184 in CML.

CLL DLEU1, DLEU2  Suppresses CLL by regulating NF-kB through DNA methylation and histone [27]
modification.

CLL LincRNA-p21, Serve as a vital element of the p53-dependent DNA damage response [28]

NEAT1 machinery in CLL and lymphoma.
CLL Lnc-IRF2-3, Upregulation of long noncoding RNA Lnc-IRF2-3 and Lnc-ZNF667-AS1 is [29]
Lnc-ZNF667-AS1 associated with poor survival in B-CLL.

CLL CRNDE Hypermethylation of CRNDE correlates with poor overall survival in CLL. [46]

AML HOTTIP Promotes hematopoietic stem cell self-renewal leading to AML-like disease [31]
in mice.

AML ANRIL Regulates AML development through modulating the glucose metabolism [32]
pathway of AdipoR1/AMPK/SIRTL.

AML HOTAIRM1 HOTAIRM1 knockdown enhances cytarabine-induced cytotoxicity by [33]
suppression of glycolysis through the Wnt/B-catenin/PFKP pathway in
AML.

AML HOXB-AS3 Regulates rRNA transcription in NPM1-mutated AML. [34]

AML MEG3 Abnormal WT1-MEGS3 signaling promotes AML leukemogenesis via [35]
p53-dependent and -independent pathways.

AML H19 Promotes leukemogenesis and predicts unfavorable prognosis in AML. [48]

ALL ANRIL Promotes the proliferation and metastasis of T-ALL cells via modulating [37]
miR-7-5p and TCF4.

ALL CRNDE Promotes the progression of B-cell precursor AML by targeting the [38]
miR-345-5p/CREB axis.

ALL CASC15 Regulates SOX4 expression in RUNX1-rearranged acute leukemia. [39]

ALL ARIEL Activates the oncogenic transcriptional program in T-ALL. [40]

ALL ZEB1-AS1 LncRNA ZEB1-AS1 contributes to STAT3 activation by associating with [47]

IL-11 in B-lymphoblastic leukemia.
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UTAER, R I R SR R Y R SR Sy i
TR I 22 ol g i 9] 425 2o A% AH OC Y ) e Pk A S i
RNA 1 T K TTmk, IFZ £, EARZE
s v S 2K 9 IncRNA FE7EVFZ /NP
] S2HE 25 B0 1 D REVE SRR OST filtn, SCFRE
W 5% 42 18 B AE R PE BT I 2 8 40 i i R A Y
INcRNA MIR155 HG, HEE® gL —Fh&AH 17 4
FIETR K mIPEP155, 298 R IR, %Ik AE
R 3 R B0 SR A 1 B G e i S v
SR, H A R & B G 1 I Hh S i R RY
INCRNA 7 7E gt h e Ik r i3l . Rk,
2 A MG P S H 28 1Y IncRNA 2 75 7778 2 5 2
AE P WK 1 BIF 5 AT RE Ry 1 IS 7D I DR ¥ 9 i ok
R

UEAk, “PDX”AEAL, B I A B8 (14 21 2UAE
AL BB B /N BB R, A7 B R o B
A 20 A S B 1 PR A T RS MR T 1A IR T
53 p T A A IR S R L R A
Ze, Bk AT DLRAR KA AN [R) 2 U 11 I 2 208
A, FIH“PDX"/INERBIAY, 76O B JEA 11 0 HF
TE B SERE B ARG T b X B 2 D REVE IncRNA 11
VEREA TR ARG . SRS , 50T LAAE
PR R SR 1 S 36 A AL 2 ) AR A B B R
A — A HE AT IncRNA 25 [ i & A4 5
PR C RIS, IR RIBTEE DRI P
FEAEE, DUE AR K EIGS7 P s de (s 2t
HZ%
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