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[ ABSTRACT]

long noncoding RNA ;

genesis can induce a variety of diseases, such as cancer, ischemic heart disease and stroke.

of great significance for the treatment of many diseases.

tain diseases, but pro-angiogenic therapy remains a difficult problem.

shown that long noncoding RNA (IncRNA) plays an important role in angiogenesis.

angiogenesis ;

endothelial cell

Physiological angiogenesis plays an important role in tissue repair and body balance, but abnormal angio-

Regulation of angiogenesis is

Anti-angiogenic therapy has shown therapeutic significance in cer-

In recent years, a large number of studies have

By regulating abnormal IncRNA, an-

giogenesis can be inhibited or promoted, which opens up a new field for the treatment of diseases related to abnormal angio-

genesis.
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1 R MmEERIEAR IncRNA

1.1 IncRNA LINC00323-003 71 IncRNA MIRS03HG

SR — T 2 A I A ORI R R O
PR, B4R AE WL E IO EC Y IneRNA 193635, Hidt In-
cRNA LINC00323-003 il IncRNA MIR503HG %} 548
= B FE EC RN AR B T B G, DBk
IncRNA LINC00323-003 7] #4fil A4= K IH 715 5, BRI
P A% AE B 55 S I T GATA 45467 A 2 (GATA
binding protein 2, GATA2) L% P JZ 4= K K F (vas-
cular endothelial growth factor, VEGF) F17T Bk {5 B 17
TR 2 ARG T A3k, I 3G o i % A 1 9 71
F /R ;2R K F 38 EC B3G5 T A RE
JI0E S, Ik R RE 1 BB R B, IncRNA
MIRS03HG YLER G EC 1134 5 Al # Ty RE vk 55 , [H]
I A 20 A RV AR 350 p21 A5 0 3 A 10 A A i
Sl T GATA2 33k B BE RS, e 4b,
IncRNA MIRS03HG i A] 411 il i AH 4R 5L miR-424
A" I miR-424 1 FIKTE N EC h HA i
B RIER
1.2 IncRNA ROR

IncRNA i % #2 3 75 A + ( regulator of repro-
gramming , ROR) 57 F YL £ S 1Y 18¢21.31 Ia=t , i
S ZEE TN OB, BT & B, R In-
cRNA ROR AE %1 il A f4Ifi 3 P9 K 43 1 (human
microvascular endothelial cell 1, HMEC-1) [ 4736 if
RSN A A B, AR E A ML T, miR-26 i FIKREHE
1458 IncRNA ROR UL 8K )5 X} HMEC-1 A=K iE R Al
A8 AE B A S, 0T A B miR-26 WU GBI In-
cRNA ROR VUERAYRCR . Ak, 7 IncRNA ROR
REAZA 1 4 10 PR 1/ 15 5 1% 5 SO B T 7 3
(JAK1/STAT3 ) {5538 % , 1Ml @Bk miR-26 [F]Af GEAS
ik — 5 AR JAKL/STAT3 {5 53 % 2 410 i
L e 240 R RN A K P B AN A I A ) o
AU P IneRNA ROR % HMEC-1 24 Jifl 114 4
TR Al i I miR-26 4 33k, AT 10 i
JAK1/STAT3 i S BLAY
1.3 IncRNA 00152

FEAR A PR 7 A A0 A %% 3 B 2R 1 T 9800 I
e K PN 52 28 M9 ( human umbilical vein endothelial cell,
HUVEC) H7,IncRNA 00152 D i &) 1 57) 42 4 461 1) 77
HPEM, IncRNA 00152 fg % 42 3 il 42 b A1 25 i

RE AT HUVEC W1, (et HiE 8, pl

HIWFFE & B, IncRNA 00152 J2& miR-4767 ) —Fh 3%
FrPENUE RNA, Bl S P45 & miR-4767 , fi i

Bel2 KE 12( Bel-2-like 12, Bel2L12) LR R FE i A= K
[KF3Z 1K ( epidermal growth factor receptor, EGFR) £&
F 23k, UTER miR-4767 A LA IncRNA 00152
W 51 A Bel2L12 F1 EGFR %35 F [, 38 /b
HUVEC 4 - FaE B i 2846, Bel2L12 Jj&—
FRHTIAT-HE |, miR-4767 3@ i 48 (7 10 41 Bel2L12 42
Pt HUVEC J 1", EGFR 3 i #4175 % 1R ik LS 3
FEURE (PI3K) / Akt 55 Z2 it i B | 76 240 M AT A
R & R I 10 1 /E A . miR-4767 W] 3 i 40 )
EGFR, il il HUVEC f%iF #'°', [H I, IncRNA
00152 il i3 miR-4767 1 5Ci % & 5 EC ) 1l
A0
1.4 IncRNA PVT1

IncRNA 2% 4i ffd 83 A% % {7 1 ( plasmacytoma
variant translocation 1,PVT1) 7] i i3 4] miR-186 &
TRIK 5 0 i S PRE B LA EC B Il A A )
W] IncRNA PVT1 5 Il & A= i, 7 HUVEC
IncRNA PVT1 n] fi& 20 () 34 58 32 RS R/ NE TR A,
miR-26b WA AR A 455 . H9E 3, miR-26b J&
IncRNA PVT1 B9 B4R 5, — & B A, IncRNA
PVTI fEAE4S 4 IEFEA# miR-26b , {E #E45 4% 4 41UE K
[ ¥ ( connective tissue growth factor, CTGF) Al Ifil &
AR 2 ek Hop CTGF & —Fh i if 4% A4
BT AR LA & B A T A R A e e
R iRt m A AR K7, R, IncRNA PVTI i@ i
J#55 miR-26b Fl miR-186 25 Il 45 A= i .
1.5 IncRNA WTAPP1

5T &, IncRNA Wilms i A 56 25 (O 3L A
1 ( Wilms tumor 1 associated protein pseudogene 1,
WTAPP1) fig % 1E [7] 9 55 PN K2 41 41 i ( endothelial
progenitor cell, EPC) BT % | = 28 1ML 48 2k 7, 38
HHLEIPFFE & B, IncRNA WTAPP1 & miR-3120-5P
(3 G PE R RNA, T 56 5 42 )8 26 I 1 (matrix
metalloproteinase-1, MMP-1) J& miR-3120-5P ) ijif
A5, IncRNA WTAPP1 0838 i 5 S P45 & miR-
3120-5P , Il 5% Ho 6 MMP-1 (49 30 36 46 FH, D T A1 3
MMP-1 235" MMP-1 J2 Ifi. 4 A= B A 06 B2 26 1
filg 1) BERSTEAR N AMAE S HUVEC 0 A= R 4 38t
Az 1200 A IncRNA WTAPP1 {70 8k 1 33k 3 35 7] 97
AL A OGS U OCE U 1 FREE 3B
P62 F B R IE, B IncRNA WTAPP1 thfE
LR A R S 5 EPC R R A A i
PI3K/ Akt/mTOR {55 %125 T IncRNA WTAPP1
A1 EPC 550%™ . PI3BK/Akt/mTOR {5 53 f %



CN 43-1262/R " [E s ik alifb 24 & 2020 4F55 28 %55 10 907

5 A0 A RS A I A AR B AR, HL T DA HE
MMP-1 45 () 41 i 388 5 A & 2), OF fa e 5 A
W2 B IncRNA WTAPP1 A AE3E i 2 Rl sl
2 EPC A IS A i 2
1.6 IncRNA ATB

JbsRE A= 7 B ITE B9 IncRNA (IncRNA acti-
vated by tumor growth factor-B,IncRNA ATB) it Fik
AR HMEC-1 i 88 F1 I 45 A % RE 77, A B B o
MMP-2 MMP-9 FI VEGF BJ7KF12 | i HLH#F 5T
I, miR-195 & IncRNA ATB (%) BEL#E8E 4, miR-195
3 FEIk AT %% IncRNA ATB XF HMEC-1 #5200, i
—EWFSE R L, IncRNA ATB 33 28 35 1] 38005 12 1M 45
A= B PI3K/ Akt 38 46 R4 A AM 5 A G it/ 400 i
HME S (MEK/ERK ) 3 %, T 52 634 miR-
195 AT P X Fh ORI, IncRNA ATB 0] 3
i miR-195 HHOCAF 538 AR 2 100 8 A 1
1.7 IncRNA H19

IncRNA H19 fERSTETT EC BYFRL 4L 9 1 3 4=
B R% IneRNA H19 A0 HUVEC 19 40 g 4
30, Wk 55 LR 1R A it A RS AL A RE 10 kAL,
5] 7 57+ 4 A ( mesenchymal stem cell , MSC.) 1 434k
R EC ML - ¥ LA A 258 Al 1 5 4 e 7 i A
PRI, IncRNA H19 R et MSC 358 , Jsi /b I
T2, 350 MSC Ry I 45 A g e, 8 o AL A5 &k
PL, miR-199a-5p /& IncRNA HI19 ({4 /5, IncRNA
H19 A DL 4 P06l miR-199a-5p, I 1fij -4 VEGF
R KEAFFERM, VEGF J& MSC 77 Fl i
B LAY BB T, VEGF (1 _EE el {2 MSC
AR 6 I3 HL I 45 A BB B . IR, IneRNA
H19 J2—AME il A A& 7
1.8 IncRNA MALATI

IncRNA #5FHH 5 Ml BRI 5% R K 1 (metastasis-as-
sociated lung adenocarcinoma transcript 1, MALAT1 ) 7
AP RIMAR S Bl A2 30 497 I 1) I A i ot R v 2 2k B
5 FYH EE IneRNA MALAT1 52 B ) 5 3 A% EC
(3% 5 A AE RS, BL B 58 & B, DT ER IncRNA
MALAT1 FEAR T 15 5% A 1 (15-lipoxygenase 1,
15-LOX1) .VEGF LA}z STAT3 Bk 1k i 2% 35 7K F
09T &I, 15-LOX1 J& STAT3 4 L iiE K 1,
AL s FL R R AL KUY B Ak, A TR 3R
VEGF 5 5 kL5 100487 A= ) 1% 3 F2 52 STAT3 1 94
5, ULBK STAT3 JL-F- 52 &l VEGF i3/ EC i&F
AR 15-LOXT A4 61 51 B9 1 ) STAT3
WEER fL Al VEGF fy L8P 59 — I s2 56 & B,
IncRNA MALATI FIfiL A P Rz A 4 PR 732 44 2 (vascular

endothelial growth factor receptor 2, VEGFR2) 7E T i it
170> SR B R WL P 57 BH A8 b v il o T PR e i /) B
[ IncRNA MALAT1 F R 5, Ja 350 I 37 5 A 1 45 23
JEREAK, VEGFR2 ik b, RIS 50 K B, Ui Bk
IncRNA MALAT1 35 s /DB % UM 487 P9 B2 240 i
INEBYIE GRS RIS S, AL 9T & B, IncRNA
MALATI 7] B #4541 18 VEGFR2 31k, ik
45 A ™. B Bk, IneRNA MALATI ] 3 i 15-
LOX1/STAT3 {5538 3 il VEGF By 7K-~F-F B2 I
P8 VEGFR2 M9FR3E , i o 145 i 26 i
1.9 IncRNA NONHSAT004848

1 W51 ¥ 2 % ( sphingosine-1-phosphate, S1P ) Jg&
— PSR K AR B (E 5, REUE L EC B3G5 FIiEF8
Y 3F H OB B Y 52 & EDPYY ) SIP Z K 1 (S1P
receptor 1,SIPR1) j& EC H SIP [ FE 2k, HFE
JEYLE T SIP {55 DIREMYRSS . X SIPR1 It
[AE]9E 2% % RNA (long intergenic noncoding RNA anti-
sense to SIPRI,LISPR1) HJl IncRNA NONHSAT004848
5 SIPR1 [N 7 & % VIR S, He 2238853 5 8l 7 IX
B, miBR LISPRI AMUFEAR T SIPR1 AYERIL, 1M H
W T SIP EFH EC IR MERIE A K . MLHIAFSE
KB, LISPRI & — >Rk JH 3 +F A I X
IncRNA , ‘& il o BH W S1PR1 5 #% 5% #0 A F
ZNF354C HU454 8 RNA B4 11 455 S1PR1 Y
5'UTR ¥t , T3 SIPR1 % 5%, i34 5 S1P )
A=Wy oyEe At A A A Y
1.10 IncRNA TCONS_00024652

BEBR 56 1 41 B 43 6 14 4 A6 PR 7 0 4 E TH - g
% L H2 s (A1 T I 45 A 8, XA S R AR Sk R A
PEIMAE ARG, SR IR SR SE F T o (tumor nec-
rosis factor oo, TNF-o) 1] Ji6 Mg IR SE R F 321K 1,
V3 JAE SN, il EC PR T3 SRR BE 1Y TNF-a
WA {2 HE BC H454 E R RO AT A i, BFE R
B, A B2 1) TNF-o 1] LAE HE HUVEC H IncRNA
TCONS_00024652 [ 2 1534 /i, 5 15 1% IncRNA
TCONS_00024652 H]fiE it £C [ 58 A I 3 A= A%, 1
% IncRNA TCONS_00024652 M7= A= A1 S 1 45 51
T HLHIESE & B, IncRNA TCONS_00024652 1 55
miR-21 454, 3 F % miR-21 A2k, miR-21
FIBE % 3% 5 B % IncRNA TCONS _00024652 )5 Xif
HUVEC FIIMHIE RIS . BEAEBFSE £ 0], miR-21 B
FAPCHE A RS A AR PE R, R
& TNF-o ] B3 43 IncRNA TCONS_00024652/miR-
21 AR HE HUVEC 19 145 A i
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1.11 IncRNA HULC

1= b V8 P I 988 2L A (highly upregulated liver
cancer, HULC) /& —F Z I §8 IncRNA , 7F £ Bl J& iF
H LA AR I A A g . UER IneRNA HULC Af
i HMEC-1 A3 5% F1 78 40 1 A9 T 0, 175 5 LU
-, Mk VEGF.VEGFR2 ,CD144 /K. BER miR-
124 a4 IncRNA HULC JTER %} HMEC-1 724 Y
S, [ARE ek B BEAN A 07 2 1 (myeloid
cell leukemia 1,MCL1) REAZ ] miR-124 % HMEC-
152, HLEIBFSE & 3R, IncRNA HULC 7 #2230 1
miR-124 f3R5, JE 1M FH 1 MCL1 F&M#, MCL1 i 3%
IKAT TS PI3K/Akt 1 JAK/STAT A if 4 {5 = 3
2 I, IneRNA HULC A3 558 98 1 miR-124/
MCLI 38 A2 i 145 A
1.12 IncRNA UCA1

IncRNA JR#% | 2 58540 2¢ 1 (urothelial carcinoma
associated 1,UCA1) B IX1E B s P g & 80, WF5E
W IncRNA UCAL NN BE f% 9 15 98 200 Jid 1 14 5 |
1228 TR APA T, 1M HUTER IncRNA UCA1 RERE ]
il HMEC-1 4 A 1) 384 5 | 3 3% F1 A8 8 7, 175 = A
T4 HURIBRSE LI, TUERAY IncRNA UCAL W] |
P miR-195 , {#i MEK/ERK #1 mTOR {5 5 1 B 5 7% ,
HEMRFEAR R 1 D1 B3k, i T E & A D1
REALIN T HMEC-1 A KA ™ edh, it
F53% miR-195 A #4] EPC Y3458 | 3T #8045 4
B BEAK VEGF 23517 HIE, IncRNA UCAL
AT miR-195 A OGRS 2, P2 88 .

2 I E 4 R AE RS IncRNA

2.1 IncRNA AZIN2-sv

IncRNA AZIN2 3§ 4] 48 55 /& ( AZIN2 splice
variant, AZIN2-sv) J&—FP7E.O JE EC W5 RiEW
IncRNA | 7EAANE S IncRNA AZIN2-sv fEfSIE/L EC
(R T, a0 %) A N B 4 LA D A TR K, 7
&N, IncRNA AZIN2-sv it 2 W] m] 3% S0 JLAE 3L 5
L A R, 2C3% O T RE, ML AF 98 & B, IncRNA
AZIN2-sv 3 3o 0 8 F A 26S T ATP fiff 5
(PSMCS) A9z MRS ER A 11 1 (TInl ) BEFF, BE
RS ER Bl HE KT, o Tint il 8 A AL
JIT s AR ok AN S AL B B, REAE 5
HF Bl BHLE AT AR AL, In-
cRNA AZIN2-sv 1] DL 5 miR-214 454, 400 ] W 92 iy
K K R/ R Y/ 95 W BB ( PTEN/ Ak ) 3 [, B

TR IMAE AR . PTEN/ Akt {5538 B 7F 145 A i
RAEREBAE ) ik DNA R F7 A5 5 %
ULUE R I & B, BTB-CNC [A] ¥ {4 1 (BTB and CNC
homology 1, Bachl ) /& IncRNA AZIN2-sv Ff) F %, g
5 IncRNA AZIN2-sv Jii 8 F 45 &, 5 L3R 58,
Bachl 2 Il 5 A B TR 1, AT 55 EC ST
AL BT BT, B R IncRNA AZIN2-sv
Bachl #1538 i 12 #F PSMCS A S92 & MK 10
Tinl F%f# FIBH K miR-214/PTEN/ Akt 18 }%, 2 5 Ifi
(e
2.2 IncRNA MEG3

IncRNA 1} F 3218 3£ A 3 (' maternally expressed
gene 3,MEG3) J& —F1 | 1z £k T Z M 1E# 4HH
() IncRNA , Jt HifE HUVEC W R4 itk
I, IncRNA MEG3 1 335 i i 1 14 EC 1Y3
FEANARSMILAE AL A, T F 8 IncRNA MEG3 1 7= A= A
FZER . X EE BT IncRNA MEG3 F 422 11 il
miR-9 MR F B, miR-9 w] i i JR A7 FR 15
A2 PR AT JAK/STAT W5 538 [ 1 7] 142 1L
B RS, IncRNA MEG3 | 3 7T BA
b I 1t A A A G P B R, X R IneRNA
MEG3 f#3 283k A S350 Akt {550 B 10 N, 1 Akt
{7 308 B A L Mg A0 PR A A 28 0 e i A
TR AR BRI, A S & B IncRNA
MEG3 BRI [l 45 1458 4E . 76 HUVEC Hr, Uik
IncRNA MEG3 BE@% i 3 #1 il VEGFR2 1Y 3K ik Fl
VEGF % § 1y EC i #% A il 4 4= it i 4k,
IncRNA MEG3 2 miR-150-5p f¥ 5% 4+ 1 P9 J5 RNA
i3 5 miR-150-5p 254, 5o MMl miR-150-5p X
ZHF5 I T8 7 (histone deacetylase 7, HDAC7 ) fY
A, B HDACT B2k UL Ek HDACT P&
T EPC RSB FRATRE S, WL, 75 R IR Y EC
4 IncRNA MEG3 W] 38 15 AN [ 5 HL I 78 75 1 45
B

IncRNA 7E EC (% 158 A5 plt ik A8 v & 45 3 8 %2
AR VE R, 38 5 5 55 1) IncRNA 1] LUAE 5
P 000 A8 B A B, T TR T S A A LS & I
2PN, MEHEE BEFE TR T 22 1048 2R AR ¢
17 IncRNA é\%}ikfﬁd,ﬂ%*ﬁ IncRNA 23K 192549 8
TR T 22 1008 A U OGP ) R
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