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Abstract: In recent years, with the rapid development of molecular biology research, increasing attention
has been paid to long non-coding RNA (IncRNA) , whose role in tumor occurrence, development,
treatment and prognosis has also been gradually recognized. HULC C(highly up-reglated in liver cancer) is a
type of IncRNA called liver cancer highly expressed transcript, which was first discovered in liver cancer.
Recent studies have revealed that it is also closely related to many other cancers such as gastric cancer,
colorectal cancer, osteosarcoma and diffuse large B-cell lymphomas . This paper reviewed the research
progress of HULC expression and its mechanism of action in several different tumor tissues.
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H 2 PR e ) ™ B B N 2 A fE R S A
fiir o PRt A4 B e AR i N T W 0 N 0 i A
FE 9 ) BE AR SR R S R A T R T
Y i 5L KT 19 5 0 B BT oA LGB ) L H K
HE DR A AR i B DX ) S o SR AT R R 4
AR SR 5T A — K A JE 4% RN A (long non-
coding RNA, IncRNA). B & — 2K &K F 200 4
WA R 1 5% 5 RNA 43 F 19 48 xEYL o 58 & W],
IncRNA 2 5 Z Fi 40 M i 22 . 55 3 58 . A T° i B
R 28 ARV 2 N8P ke 38 18 45 IR 19 4= . 491
T, FL A 955 ME B B AR 4 (BCAR4) i 3o 3k ##0 1
Hedgehog / GLI2 #4242 i M 33 2 G P -4 ik 2L AR
P 8 BE ORGSR SCH S A IneRNA Y —
Fh— 9 7 3R 18 7 3¢ A Chighly up-reglated in
liver cancer, HULC) , B8R ‘& ¢ Jo 78 BT h &% B
Fh B BE IS S AR FoA i 98 rh o A W 35 S i 3R K.
TEX G r ik b, RATESS T HETOCT HULC 7 AE
WF 5T b R J T AT BEAE S b IR 12 W A LIS 1
A YbR S IRE R R

1 HULC #i&

HULC ¥ W2 76 1 pl & 3F DLk s 44 . 30
A 1 22 W9 E S A H At a0 JiR IR | R A 2 A i e
b S AR A B B 9 HULC S #3A0 Y % K
4K 500nt, EM T 6p24.3, &4 — NN & T A
b R NS R E R 1152bp, BN BT K
/NG5SR 182bp A1 303bp. 7E /I BUFI K B AP 18 K &
B HULC Wy [RIE L R 7E 5 SRR M 5w ) 2R
PRI op AR AR SF Y HULC [R98 5 5. HULC %
Besk ey 2ot BT YRV TS JE B — 4~ 500bp Ay
RNA, B ZEMT mRNA 1 poly A EB45#4.Panzitt
UM HULC A LR #AE: © HULC P8 A B
T 2 1 R ) S5 T 1 B S E 5 ) (R AR RN
Az AT Ay BT ARSI 8 2 B s D BTSN A HULC
A 2 UK 7E 3R 5K R K HULC RNA
) HCC 414U oA /R PHAE SR s @ JF% B4
EARKREWM AR 4 HULC HifsMEA: ©
FEA A HULC 78 fl A 3] C-A sy i A fill & %1
GFP By N-2K i B A A] FHBe A ks . Bt i ik — 2
HESE T HULC 2 —F K aEdE 4% RNA.

AR H TR RS B UESE HULC 78 £ Fi ik g
o AR R HULC 5% ik, (X HULC
A IRE Ko FOLHI B T IR AN 2 A R RO
8. 256 HET O A A G E , 7T S 45 a0
2.1 HULC 3 miRNAs )i 4 /8. B T

miRNAs 7K F F1 & E R ik

X — AL 2 AT ST L S . A1 Wang
SE R HULC Jb 8 F KA cAMP [ X 25
44 H (cAMP response element binding protein,
CREB) 4546, H CREB 25 HULC JH 3 7/
WM ELFIBHET , cAMP i85 B A( protein
kinase A,PKA) J&1L. G4 )G PKA ¥ 97 WP & I
i b W3 (
catalytic subunit beta, PRKACB) 7 &, H
PRKACB M 4 ffd J5i # 5% iz 25 4 #% . i CREB #% 5%
¥ B2 Ak iR Ak i CREB 454 3 HULC T35
BT X G HULC BB 5 ot i
IncRNA HULC & W # ¥ B “ microRNA 437, Ff
S 5 microRNA-372 254, fff microRNA-372
B 2235 F1 G 2 R FE. B T miR-372 5 PRKACB ¥
mRNA 3-3E 4 X B A L . miR-372 5 HEY
mRNA 454 2 30 i 85 11 B 5. microRNA-372 [ 3&
IEFHEPE R M2 xF mRNA B 40 6075 FH 0855
Bk PRKACB 1 2, #E— Ll g R fb ) CREB
W Z Ll HULC Rk J2& A 30 I8 15 3 — & 45, 1L
HE A miR-372 (1% 2 35 FTE M DT o VR 7E
s IneRNA HULC b #3235,

Ma 47 % B HULC 19 mi A mT 1) 55§18 5
1) B0 2% 4 ), RNA 492 U0 3E (RIP) Al RNA Pull
Down S8 % B, HULC "l 54 % TNF-a 5%
T2 DNA L 5% 5% i AH OC 156K 40 8 miR-9 19
5.
22 HULCEHFEREZEHRXEFRATES

K FRIE KT

Hammerle 255 3F 8] HULC Af i@ i$ 5 1GF2
mRNA 2548 [ 1(IGFBP1) 45 4 i 76 7% 5% )5 52 %
AR EPR . AHLE EF L IGFBPL 1945 4 i i 47 5%
CNOTI M (HJE AZE CCR4-NOT LRI EFE &
W 3258 SR BEAR HULC 119 2 52 30 e 28 3635 K
X Sk 2% B L IGF2BP1 W] fig i@ o {2 #F HULC
F BRIk A S HULC B BT — 2 052

cAMP-dependent protein ki-nase
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2.3 HULC @i E -8 REL

b Rz -0 5 A Ak CEMUT) 76 i 0F Ji8 Fn i 7% vh &
PEOCHEVE FILEMT J2 b Bz 40 M % 45 (] 5T 4% M 19 b
T HRREAE T 48 A 1RDRS B0 2D L iz 3l M A= 28 v 4R
AR T O 4E S EMT f HULC 22 i) iF 45 .
HARM N EMT By b Bz bn a4 (1 n E-55 0K 2 F1D /Y
I VR AR S bR AR A Y B D Y
24 HULC TEEEAIANRRXNEAEFS 5EE

H 4B & F SLC35B3 IR ik

Du 000580 5 46 HULC FR7E Y 6p24.3 X 5
B 4 5 i A, 8 B HULC K& PR O 77 78 SLC35B3
F I8 FE P p18 A G iy Ik R 2 P 41 3 ek /N
#i. RNA ( small in-terfering RNA, siRNA) T i
Hep3B fil Hep G2 & /fHm 4 fa th HULC Rk, &
AR L SLC35B3 By ik bl 2 T Ff. X $2 7R
IncRNA HULC "] gefEH 1 A XAE I 2 514
P HAR T I SLC35B3 Ay ik  (H IL D RE I8 75 22 1F
— IR AT,

249%, HRT HULC 7B AL A9 B 78 38 A2 0K 1
— 1 IR AR K AR I 1, 0 B AE AN TR e b
Y& FAIL I A S A 8] 4 F scrpef 3230 1 HULC /]
ANy R U N IR

3 HULC EEMEMESNEA

3.1 HULC 5 Bf & (human hepatocellular carcinoma,
HCO)

IncRNA HULC 7 I 40 M th ¢ 5 M R 35 T
2007 LIPS Rk SE IS, B A DEE TR A BHOE
TAEH ZM HULC ] L sEds E G456 FRAE 1
(ZEBD /5 EMT, #AJ5 i 51 miR-200a-3p/ZEB1
15516 AR Lk g i e F e %, JF 48 it HULC
72 HCC A ZUrb 9 538 05 5 bR ) TNM 20 301 VBT
WH RS HCC B & MARJG A A A Wan 250 i
FEAR B HULC By 58 i P il ol i miR-107 /%% 5%
HF E2F1 /852 % 1 (SPHK D {5 5 7% 3 8
N T 240 3 A 0 ek 96 10 A8 A= 1, DA TG i B JHF
SR I ARk 2t BLIRG R HULC 1] fig J& HCC 2 1
FHE i v ) OGS R 3R, 2 HCC W AE R T #0 AR,

3.2 HULC 5 B #& (gastric cancer,GC)

Zhang S fifi F 5 i SE R R A BEEE N (qRT-
PCR) % ¥l HULC 7 GC B # vh i ik, i )
Kaplan-Meier 4= f7 43 HrilE 55 HULC 3£k 577 36 %
ZEB KR, K HULC & &5 R WA R AL

[ 4 Y HULC B F i 35 358 ] 4 5 968 20 Jif 38 2 0
1278, I 38 o BO0E F W B 40 6 98 T, HULC @ fik
A ISR ALY S0 GC 40 M T, Jin 2500 &
B HULC 75 M3 H i b 323K 5 g /0N ik 12 45 5%
& G AL B CTNM 3 1 R IR AT R e 6L 3K
BURE HULC W AR I3 M b 3 9 T 12
W TS 0 A A AR b AT R B AT RS )
HKIRZRHIEAEALH.
3.3 HULC 5 % 8% %Z (colorectal cancer,CRC)

Yang %1 HIES2 HULC 76 CRC 20 23 71 40 Jfd v
VL HULC Wi FEMH T CRC 40 il 4 2 1) BU8
PE I BAERAMM G T CRC 40 i i 5 5 | 1T 5% Fl 42
ZIFAE MM T IR 4R i HULC 5 CRC &% il
J& 22 P AE A A 0. 55 A0 RN A G DLIE (RIP) Al
RNA Pull Down iEB] 7 HULC LA EZH2 A H
i DA il v 26 A S0 AR NKD2 #% 5%, H: 25008 o B 36
ST R NKD2. 45 2R % 78 HULC # 2 CRC
1) LA bR R ) A IR YT FE 5. HULC 7R 45
i 98 v ) 3R R A W) 2 AT Sl R B R R oA ARL EL
BARMLHI A R R AR
3.4 HULC 5EH A phyE

Sun 2N B 5T & B, HULC 785 W (OS) 4
ZUR A0 M 2 b 5 1E 5 %5 BOA e g 2% B oA 3 2 A/
T4 RNA il HULC s FT D fESL 6 R .
20 V) 15 5 L B RN AR 28 BE T B B S A2 AL 5 A
Feik HULC &35 09 i g i 5 32 90 o 0T 5 19 4 28 47
J FEE R W RE. AT A 48, HULC KP5S8 R
(OS) B WY IR 43 1 | 3 b 5% B | 0 J5 A0 A= A7 %6 A
K.HULC & —F 2 5 & R 3k e 098 AL 5+, ]
AE M E R A ATRIT B TS AS BRIV 7EI5 7 0 A 42
HEBT AR A

Yan %18 5@ 1 qRT-PCR % B G Jise J5 983 2H 41
t HULC Y335 7K1 B b e 19 55 20 21, I o 98 4
Jiidrf HULC 2 4 i 22 36 A A1 38 58 40 i ) B 3k 55
KB HULC AJ LA # J52 50 968 40 i 1) 3 58 3 7% i
78 I U A I KL Zhe 260 B ST 0E — 2 R L
HULC. M5 W B A K 5 (VEGF) #1N B 20 Jifd 4
SV F 1(ESM-1) L R i il %8 %% B2 5 10 o g i o
HA RIS ) S E A AR L ESM- 1 2 5
PI3K/Akt/mTOR (B 5 BELEE 3 /2 1S B
/AR FO AR 5 B AL H bR T Sk B TR R
W B8 G/ S H1 1 248 6 J0 0T A DT ke 72 i 8
A3 PR Y 2 58 X 6k BLIE 7n HULC 1l LAAE Ay #f
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¥ 449 % A RNA HULC EAF 5% P AE R 64 F R 3 B 813

2 I IR IR YT I AR TR YT A

Peng 2% IE 52 HULC 765K 18 ¥ K B 40 Jifg it
Bl (DLBCL) 41 21 F 40 Ml & b 3% | 3% 3 R 35,
HULC #% ik 5 DLBCL % fiF % Y] # 5¢, 41 Ann
Arbor 23 1. B SEMR .CHOP )72 Rl . 2 FE 1
R JE ) IR 9T R 2 B SRR T R
Br T 48 50 (TPD). 55 Ah, Kt A< 10 B 7 A AR R B,
HULC #] {£ 5 DLBCL £ 3% i 3l 5732 Wi A 13 )5 45
br.ib4h, HULC #E % 38 3 99 i cyclin D1 Fl Bel-2
1E DLBCL 2 Jifd v 1% 2% 35 AT b 35 00 1) 248 i 185 8
AN I T, L HULC A 8 55 n] B8 s 4 DLBCL
B 1 — 0 A 1 S R R T B

AN A WFFT S5 R B, HULC 78 IR (PCO
HA PR FRBW & TR 5 IEF A2, JF H HULC
[ R 2R 3K 55 AR 0 Ji R RN L W DT Tk L A5 R R B
FIEM L™ Taucher 18, HULC /K 5 PC
BE BRI PC E KA 3% M.t oh,
ZAS A AT IE 52 HULC W] B8 2 8 A= 77 300 /9 1k 57 7
MPHEZE (P = 0.032)P7, Kaplan-Meier 2 #7 & 7/~
HULC £k @ K0 B & Z M AE 7 3 2 7 W,
HULC ] R Ay 8 B SR 9 07 26 ) b 3 ) R PC AR
VB AETR YT R

4 HZitERE

IncRNAs 51 2% B A ) 2 2of B2 19 J 28 43 1 L
il o A 45 Y 0 5T 4 2L 3R W 3t A% R 4 | R TR A S R R
P VRNA B 40 R 5 PR ZH B 100 55, © 28 12 H AF 52
i o 5 DRES R 3 DR A 2 R e e Y SRR Y &
JE LB £ Y Ine RNA 2» 78 & B, Horb 40 4%
HULC.HULC & &7EF 2 e th i & 3, JF il
PRI FE R A A . A S 0 B 36 7 L A T R 2R A
HBMEBY HULC 0oy R 8 4EH e £4E L,
T RO i 2 R Y AE LR RO A iE A AT
T A I AB A5 TR 2 . % HULC 19 — 25 it
FE ] LR R I 12 B RIA O T R OB 1 L i, R H
TE I T0 B AR ST 5 T A I R 2 SO0 A AR 1Y % 22
MR TE AR A8 Sk, HULC AT RLFE S il B9 34
ST HE RIS BR W, S T K I PR iR A8 1128
R AR
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