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[ ABSTRACT] Atherosclerosis is a chronic vascular inflammation process.  Emerging studies have shown that long non-
coding RNA (IncRNA) can interact with microRNA as the competitive endogenous RNA (ceRNA) , and regulate the ex-
pression and function of its target genes,which plays an important role in the pathogenesis of atherosclerosis. ~ The novel
regulatory mechanisms underlying the crosstalk among IncRNA, microRNA and mRNA are complex.  This review compre-
hensively summarized the regulatory relationship of IncRNA-microRNA-mRNA axis in the pathophysiological processes of
atherosclerosis, and highlighted the important role of this axis involved in endothelial cell dysfunction, vascular smooth
muscle cell phenotype transformation, macrophage activation and lipid metabolism abnormality, aiming to provide new tar-

gets for clinical treatment of atherosclerotic diseases.
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S K oK3 R A A I — b A8 AT R B 1A A
PR , FEER Iy N B D RE R A5 | 8 PE A 3= 11 |
-3 JIL A 3085 5 ol 6 s 5 5 i 0 AR, TE L
B IRFEAZ U RN o TR R, 27 B e i 2R ) ] S B
O JUREZE R P4 v 25 JF R AE . sk e a1k 2
A% Gy L TN SR 3t A4 18 i L B PR35 DF 3R Y 3 ]
Mt NP A AR S i RNA 0K A A 2 1
RNA ( long noncoding RNA, IncRNA ) Fl4# /N RNA
(microRNA , miRNA ) %5 7E F WL it 1% 45 e Sf ol 42
NG S I A 4 8 TR 3k vh O AR T 32 3132 SR T
Horr IncRNA 72PN B2 400 145715 LAR L . 5 w20
L, AR AR S 20 PR i 14 52 4% IO 4 ool ok o 4
M REDIRE AR BT A A 5928 S, 52 1l 3 Jik ok
AR

ITAF A S IEBE 22 B IncRNA 7] DLl 3 3 4 2%
A3 E A miRNA B2 JG: ( microRNA response ele-
ments, MRE ) 523 RNA 737~ 2 [] 4 AH EL P 452, k0
PET LR fF {1 RNA (messenger RNA , mRNA ) 97K
SP-HTRE , X A Y R PR SRR PR PR R R 5
PP TR RNA (competitive endogenous RNA | ceRNA )
BLHSY S ALEIR R G A 27 ceRNA T 42 090 2% 114 41
Ji, I IncRNA-miRNA-mRNA Z [A] (1) ceRNA .
VEWIZ8 AL BN DK A5 E RE A A % e R O AIF S 3 g, L)
398 Bl ok ks B RS A o LA 5 1) ik AR 12 W SR
TR TR

1 ceRNA M4 R R H AL R EAERHLE

ceRNA PS8 /R T —Fh 47 (1) ik PR 3R a8 ) 45
BLl, ¥ J Z Ff RNA 4 F, & 240 §§ mRNA
miRNA . IncNRA FIFR RNA, #5377 RNA 41245
fill 17 ceRNA P28 0 28 i A ATTXF 7 53 2 i 42 1Y
CHPFIEFTAH THEEANINA,

1.1 mRNA

e AL 5 BT 40 5 & (1 Y mRNA, &2
ceRNA VS W25 1) S5 i 01 22— EAZAEY) mRNA
1Y 3% AE B3 X (3’ -untranslated region,3’-UTR) &
S H AL & 5 miRNA B 7 51 B Ab 19 25 & 58
MRE, ifijd MRE, —/ mRNA 7] L1 5 £ miRNA
AHECAE FH 2 T R BRI D 8%

1.2 miRNA

miRNA &K 18 ~24 ML R I Bask IR
Hafih/NorF RNA, Al 5 H A B ) mRNA ) 3'-UTR
HAMECXT S G, PR 51 S 7K P41 o] R 1Y) 9B 126

FEAHE L mRINA RS P, DT 0 o 00 35 R 1) 2%
K miRNA FEN BRI, J& ceRNA ¥4 9 2% 11
.0 RNA 737, — 4> miRNA ] L3 2L
T A [R] A 3L PR TR T DABEAS ] Y miRNA P4
1.3 IncRNA

IncRNA J&—28 K B R T 200 /%1 R 19 AE 4
b RNA, B 7 44U 5 M, 90 08 57 o 8K,
IncRNA BE RT3 Hoph e () R 250 5 8 A R 45 &
JER RNA-EE IR E &9, g 5 24 RNA #H B AE
FATE U 2 ) 6 DR 23R R 9 2627 0 IncRNA 1B R
ceRNA 437, 3833 H 3'-UTR XI5/ MRE 5 miRNA
I FRVIBRE ARG A, R0 miRNA 1A R0 FE
TR, PETT 2 0 miRNA XF HAE 5L T mRNA (5 10 i
TERS,
1.4 EHAfth RNA 5F

PR RNA & —ZRBR 0 R RNA, &5 52
L HAFRBRE R, &5 R ik, 75 AN
BINT ETRIRR RNA 20+, (HHAE R ceRNA (1)
SRR PEAIL v A B )

2 IncRNA EF miRNA B9 ceRNA [ 2882
NN AR RE L Bt 72

IncRNA 5T miRNA 19 ceRNA T2 ¥ £% /£ 4
Bz LTI B A |- T AL 4 L 3R 250 A b R S s 4
TG S5 22 3R v s Bl Dk ks R R AL 1) R R
2.1 IncRNA X IE KK HAAINEER ceRNA iF#2

M4 P9 2 40 B2 ( endothelial cells, EC) B fE f f5
TR BPKHAEREL I IR B #7795, IncRNA AI 5%
EC RAE N, #4015 # 1 B (nuclear factor kappa-
B, NF-«B) {5 53 #% , {2 20 Jiik its B AL TE L, 151
n, INK4 A7 5. 2 SCAE % RNA (antisense noncoding
RNA in the INK4locus , ANRIL) {3 -7 0o 4% 5 Je&
[N, 9 S U Ak p21. 3, 76 o)) ik ok AR A £k
Y KB A 1Y) IR B Ik 3R B 2H SR I 3 rh s 3R A
ANRIL AJ5a 4 PE45 A miR-181b, #7E NF-kB {551
75T EC JE SN AN B T RERRE AT, IncRNA
il iR 9o 5 B AH G SR 1 (metastasis-associated lung
adenocarcinoma transcriptl , MALAT1) i F A 11 5%
AR q3. 1, TEATEE RO SO/ B B R b 3k |
i, MALATI 554+ P25 45 miR-146, % NF-kB {5
S I A€ E R R AE I F o (tumor necrosis factor
o, TNF-o) F1TH 40 il /2 6 (interleukin-6, 1L-6) 1) &
K175 S0 U E BRIl DX 3k 240 it 17 6 B 531 1 (inter-
cellular adhesion molecule-1,ICAM-1) F1Ifil 45 24 M2 24
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[t 4> 1 (vascular cell adhesion molecule-1, VCAM-
1) B9 238, T EC S5 b Al RE e rs ™,
MALAT!1 i 1] 38 i MALATL/miR-181b 45 {2 ik
Ak AR % IR 2E A (oxidized low density
lipoprotein , ox-LDL) 175 3 i N K¢ 41 Jfd 4 i F2 1 11 48
AN Cint /T
{HARIR B SE ik MALATL XF EC B BEA Sk
P AE . MALATL AlGdE S fe o EC #4504 K
T3 WA J7 AESF A D68, & 540 80 Ik ok A i
TEIIFERT . MALATL 35 4+45 A miR-22-3p, [ JRHE3E
A CXC #fbFF 321k 2(CXC chemokine receptor 2,
CXCR2) 353k, CXCR2 i Akt {5 5 1 #% 4 #4i
#EEC 1P PUHTS ELE ox-LDL K1 EC TIRERE

ﬁEl [10]

MALATI & 7] £ 3 miR-216a-5p B4 T 1
24 ,ﬁzlzl%‘? miR-216a-5p X #E 3L K Beclin-1 H 41 , 34
5 EC A WORTZE TG 3 7R I AR it A P B2 40
SEG AT AR AT BRI SR RS, KB MALATI 3@ 5ot
BB 254 miR-145 {2 JF 145 P 2 A K 7 A R
EEME2 MERE,FESME LR . MALATI
Al 524 miRNA 73 HAE, #95 EC DIRERI1E L
Hil ATy i — 25T

K B 2 1Y IncRNA ¢ & B Al 5 2> miRNA
HAE, 5L ceRNA 2% 52 i ¥ 5L R 363k | B4R EC T)
REFIN AR AR R B DKok RE AL i E R, 3R 1
ST 5 EC TIRER VIAH E Y IncRNA KA 3 ik
SKRERE AL AR

% 1. IncRNA BT ceRNA HLHIVEIE IS A B 40 A Th B8 K Bh Bk R HEmE 4L

Table 1. IncRNA regulate endothelial cell function and atherosclerosis through ceRNA mechanism

et/ =%

IncRNA miRNA mRNA XF EC DIRERYFE o —
ANRIL miR-181b NF-kB {2k EC 3854 et (7]
MALATI miR-146 NF-kB fE ik EC 4AE I 1 ik (8]
miR-181b TOX P23 ox-LDL 5 51 EC JAEFIE LI K et [9]
miR-22-3p CXCR2 B Akt 1] ox-LDL ¥ 519 EC 5145 Sk 2 [10]
miR-216a-5p Beclin-1 fEik EC AMEFITEIE R JEZE [11]
miR-145 VEGF-A fRHE EC 345 IR A A AR AL JEZE [12]
MEG3 miR-223 NLRP3 ek EC £5T- ik [13]
miR-147 ICAM-1 PN EC 345 IR A A AR AL itk [14]
TGFB2-0T1 miR-396; CERSI fEit EC RAE I fiE ik [15]
miR-448 ; NATSL
miR-4459 LARP1
MIAT miR-150-5p - il EC WG58 B RS R ILAETE K Rk [16]
TUGI miR-26a TRPC6 {23 ox-LDL 551 EC JH T 23t [17]
XIST miR-320 NOD2 {2 ox-LDL 551 EC JH T {2t [18]
TCONS_00024652 miR-21 - {3 EC W45 BRSNS AE B HEGE [19]
ATB miR-195 - fEiE £C 385  TE R A A AT 2% [20]
LOC100129973 miR-4707-5p API5 Mk EC T 1857 [21]
miR-4767 BCI2LI2 4l EC 1 L [21]
DIGIT miR-134 Bmi-1 Ml EC P T fEHERG B RS LM AE A JELE [22]

L= FIORARIES] . MEG3 . FF REPIRBE A 3 ( maternally expressed gene 3) ; TGFB2-OTI . e fp A K K B2 HAE AR 1( transforming
growth factor beta 2 overlapping transcript 1) ; MIAT ;0> JJUBEFEAH SE 5% 52 748 ( myocardial infarction associated transcript) ; TUGT ; 4+ %I I8 £ 1 (tau-
rine upregulated gene 1) ; XIST ; X-JE i& ME4E 5754 5 AR ( X-inactive specific transcript) ; ATB ; I8 £ < 7 B (activated by tumor growth factor B) ;
DIGIT. TGF-B K n%(TCF B family signaling) ; TOX . H’jﬂzﬁéﬁﬂﬂ@ﬁﬁ:*ﬁ}tmﬁf&}:ﬁi/\( thymocyte selection-associated high mobility group box) ;
Beclin-1: R, [ WL ; VEGF-A ; I3 N B2 A K T A (vascular endothelial growth factor A) ; NLRP3 ; & /MA ; CERST ; # 22 Bk e &5 T8 1 ( ce-
ramide synthase 1) ; NAT8L:N-Z, [ J& % #5 fiff 8-25 ( N-acetyltransferase 8-like) ; LARP1 ; La 4% B 4% 85 (45 #4380 K % B 53 1 ( La ribonucleoprotein
domain family member 1) ; TRPC6; IR IS 52 A ff A7 BH S 3 3 6 (transient receptor potential cation channel protein 6) ; NOD2 . SEHRES AR
#4358, 2 (nucleotide-binding oligomerization domain 2) ; APIS ; JA T-#Ii| Al F 5 (apoptosis Inhibitor 5) ; BCI2L12: 2% B Itk B 4l fd -2 £ A 12 ( B-cell
lymphoma-2 like 12) ; Bmi- 1. 593K Bmi- 1( B-cell-specific moloney murine leukemia virus insertion site 1),
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2.2 IncRNA X$ifeE-FiEAZHMIIEER ceRNA ¥

IncRNA £ 5 8 #2 1L 45 F ¥ WL 40 it ( vascular
smooth muscle cell, VSMC) By %8 142 A K U 45

RUE| G AR A R AL AL IneRNA TSR 25 5 241

miRNA 73F, ] A5 A R s T 2 #h
RS, S0 VSMC JIRE, 141, IncRNA ANRIL
AMYYE miR-181b TE G+ 45 & {2 it EC W 5H, ik vl
miR-181a Tu 25 GRS 2 L WAL Sirtuinl FE K 3
ik, BEMH] p53  p21 ik, {2k VSMC 458 F1 50 ik
WRERE AL BEEIE I

IncRINA i 3 sk 24 28 P B2 240 ) R a2 i 5 i
VSMC f1458 2B 5, EC-VSMC ZIEHEI’J ERe it
HIAR AN A 2, AN /ML E & IneRNA HE K]
EAIE 45 % RNA3 (retina noncoding RNA3, RNCR3)
RNCR3 354+ 45 4 miR-185-5p, i i% Kruppel FE4%
Sk 2 (kruppel like transcription factor 2, KLF2) ,
1R 2R KLF2 A] ib— 24l {2 R LN, 75 5 EC Al
VSMC 458 FERS , 2 HE AT P BEHIE A2

IncRNA i i3 5 A [A] B9 miRNA 32 4+ 45 &, 1
VSMC. LI GEF1 5 ok sk A A1 T ok o 4 22 4 X Ji] ] 4
P EEAEM . AR I3 1 (taurine upregulated

gene 1, TUGL) A 1E Ky 43+ iff 2 55 5+ Pk
145-5p , 855 miR-145-5p X FCHE I PR £F 4k B 20 g A
£ KIF 10 (fibroblast growth factor 10, FGF10) f% 41 il
YERL M F VSMC 3458 FiE &> SR 1T, 44 T ox-
LDL #1# VSMC B}, TUG1 7] 354+ @%é} miR-148b,
PRI ZREAE K T 2 (insulin like growth factor
2,1GF2) ik, ERPTM T8 F Bel-2 FIE 58 240 i 4%
YU (proliferating cell nuclear antigen, PCNA) 3315 |
[RIE T PR R T8 Bel-2 #H2¢ X 25 H ( bel-2-asso-
ciated X protein, Bax) #& ik, il VSMC 8 1= ; &l b&
TUGL Ji7 , AT %% ox-LDL 7551 VSMC $i 43, 40 il
AN I B, 308 117 A2E 25 20 Jks R B AL BEHUE 12

Bl ISR A, IncRNA 75 VSMC H Y I RE %
WM, IncRNA SE4PEIES miRNA X #LJE A ) 41
VR, s e i A A R L 2 PR L U T R i i
JIEE IR PURIAE i VSMC 3850 1B R i AN
I vy Wi B 7 DAy Y SR A R AT S L
I Bk AR RE AL B R e, R 250 TS
VSMC ZIREBYIAH S MY IncRNA 43 K Hxd 30 ik i
FEREAL R 5200

7k A miR-

% 2. IncRNA 1EiT ceRNA #1HE#E I 5 F 8 AL 40 B Th 88 K Zh Ak HERE 4L

Table 2. IncRNA regulate vascular smooth muscle cell function and atherosclerosis through ceRNA mechanism

. . it/ ks 5%

IncRNA miRNA mRNA X VSMC B 1 2 i T
ANRIL miR-181a Sirtuinl {2k VSMC 3458 et [23]
RNCR3 miR-185-5p KLF2 fiE VSMC B 5 AR T itk [24]
TUGI miR-145-5p FGF10 123 VSMC 3458 FI3T 7% Rk [25]
miR-148b IGF2 T vsmc JH T ik [26]

C2datl miR-34a Sirtuinl {E3E VSMC 147 et [27]
H19 miR-148b WNT {23 VSMC Ba5H I JH T {25k [28]
let-7a IL-6 TN VSMC 4 AE I 1 ik [29]

let-7a CyclinD1 {23 VSMC 3 7H L[S [30]

FOX(C2-AS1 miR-1253 FOXF1 fE ik VSMC 354 , 3 JE T itk [31]
MIAT miR-181b STAT3 fRHE VSMC B45H , Il A 1= LS [32]
XR007793 miR-23b FOX04 {23 VSMC 345 AT et [33]
SNHG12 miR-199a-5p HIF-1a {2k VSMC 3458 AR ik [34]
LBX2-AS1 miR-4685-5p LBX2 Tk VSMC 345 fEdEIE T FELE [35]
UCA1 miR-26a PTEN ikl vSMC B4 5 AR T HE 2% [36]
SENCR miR-4731-5p FOX03a Mk VSMC 37 RS HiEZE [37]

T C2datl ; 55 4 2 MO 2 11 S0 T 2890 837 A 56 % 5% X T ( CAMK2 D-associated transeript 1) 3 FOXC2-AS1: X3k & 3K 1 €2 X 3L RNA
(forkhead box protein C2 antisense RNA 1) ; MIAT ;0o JUBEFEAF &4 S AR ( myocardial infarction associated transcript) ; SNHG12 :IncRNA /MZ{~ RNA fi3
FEFEA 12 (small nucleolar RNA host gene 12) ; LBX2-ASI ; LA AR A 2 J& X RNAI (ladybird homeobox 2 antisense RNA 1) ;UCA1 JREE R 1
(urothelial cancer associ-ated 1) ; SENCR ;-3 JJUFI N Bz 41 B & 4 0325/ 730 B A5 IncRNA (smooth muscle and endothelial cell-enriched migration/ dif-

ferentiation-associated IncRNA ) ; WNT ; Wingless/ Integrated ; Cyclin D1 ;G1/S-4§5

PEFIIEE 19-D1; FOXF : 33k &F 1 (fork head box F1) ;STAT3 .5

165 556 558005 I F (signal transducer and activator of transcription) ; FOXO04 ; Xk FEFE SR F 04 (fork head transcription factor 04) ; HIF- 1o IG 4815

ST 1 (hypoxia inducible factor-1) ; LBX2 . Bl 4 [f] i £ 2 £ (ladybird homeobox 2) ; PTEN FH . A5 10 5

SR CIRBRIR RO BRI R K2 5 00 2 3 1)

AYFEH (gene of phosphate and tension homology deleted on chromosome 10) ; FOXO3a; X Sk FEFE 5K F 03a(fork head transcription factor 03a) ,
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2.3 IncRNA Xt Bi%EBEZBREINBERT ceRNA 3%

PR AR IS E A LGS BE | 7 B ox-LDL, 43
R IRANAE , T2 R AR BT L . IncRNA J i
ceRNA HLHIJA £ A% 40 i (9 35 58 | 44k RGBS iE
B VLK R LS5, A2 1 Bl Tk ok A R Ak 10 R
IncRNA /NZ% /= RNA 75 T2 K 16 ( small nucleolar
RNA host gene 16,SNHG16) £ 5e00 £ & 4 1M 3 P
FIkTHE, W SRS A miR-17-5p, 0% NF-«B {5
S REBOR & AE A, SR S SN, 5 R
A% A T2 10 2 100 A8 B A AR S 5 40 L 19 1 3 F 6
RE SN

IncRNA > JJLEE B8 AH 56 5% 5k A ((myocardial in-
farction associated transcript, MIAT) 1] 5 £~ miRNA
454 A AGE 1t MIAT/miR-150/VEGF {5 5 4l {2 17
EC P3G54 RIS A2 5, .o L4 iR

A SE A PELE A miR-149-5p, I8 55 miR-149-5p X #I %L
K434k 3% 47 ( cluster of differentiation-47 ,CD47 ) HH0
TR, 5203l bk ok B i Ak BEBR 1 R e e 1 =7
CD47 AT E F WG 40 i 1] N B 5 7% | 3 BRI Bt 7k
20, A A T A0 R T B ek B BRE B PN K BE 440 it
BR TR/ S B R A BF 5T Hh E— 40 R B, R
MIAT J& 25 B v T 1 I 00 A 7 I 3 B o, 384 o
BEHRRE | SE 2R Sh ks RERE AL 1 2 2

MR, Z W T UEE W IncRNA 58 45 A
miRNA i JF FAZ A AT RS RN BT, 984 i 4 7
WG N 2 B A 200 i B i 4 i TR -, DT A1 s &7
YN BRI BEHAZ DRI Z AT, R3FIHE T
JEIE 5 A0 B A A AT R RN 5% E SN S ) e 1Y
IncRNA 43 S H X 3h bkt RERE AL i 5 i

3 3. IncRNA 1&33 ceRNA #1 &I 42 B 1 40 A Th BE K B BK R EERE 1L

Table 3. IncRNA regulate macrophage function and atherosclerosis through ceRNA mechanism

et/ % =%

IncRNA miRNA mRNA Xof [ W 24 i ) e 4D 55 i SR St
SNHG16 miR-17-5p NF-«B P ik S AE I s [38]
MIAT miR-149-5p CD47 AR IR A0 LT B fe i [39]
UCAL miR-206 CD36 i ne =R AN €t ] ik [40]
RAPIA miR-183-5p integrin 1 fEHEFET: ik [41]
GAS5 miR-221 MMP2 MMP9 {8 45E ) i i [42]
NEATI miR-128 - P& HEAE N ik [43]

miR-342-3p - R 3 S RE FE ik [44]
HOTAIR miR-330-5p - A 3 S E BN TR R S 1 ik [45]
MEG3 miR-204 CDKN2A PR AR AE SN A1) 48 4 7 i [46]
TUGI miR-92a FXRI PR HESERE SN | /0 fIH [ B A {33 [47]
MALATI miR-17-5p ABCAI A 3 IR 1 A3 0 7k R 5 R A HELE [48]

HUCAL SRS I M98 HTJR 1 (urothelial cancer associated 1) ; RAPIA . 5 h ks A Ak 1k & RN+ TR 5& (19 & #2  IncRNA ( the pivotal IncRNA
associated with the progression and intervention of atherosclerosis) ; GASS ; A= BH it il 457 57 P 4 S AR 5 (growth arrest-specific transcript 5) ;NEATI . #%
EEEEY 1 (nuclear enriched abundant transcript 1) ; HOTAIR ; HOX st ) X RNA ( HOX transcription antisense RNA ) ; MEG3 REREIREEA 3
(maternally expressed gene 3) ; TUGL ; 4F iR I J#3£ A 1 (taurine upregulated gene 1) ;CD36 : 35 FE I H 36 (cluster of differentiation-36) ;inte-
grin B1 & A EK Bl ; MMP . 15 4 J& 85 FH i ( matrix metalloproteinase ) ; CDKN2 A ; 411 A ) AR5 M S5 40 1l 3% Bl 2 A (cell cycle dependent kinase in-
hibitor gene 2A) ; FXR1 e X A SEREH T (fragile X related gene 1) ; ABCA1;ATP A EHER AL ( ATP-binding cassette transporter Al ) ,

2.4 IncRNA XtREBTHBTHY ceRNA iH#E
RECH TR T IncRNA YE-8 ceRNA 23F1E
Jig AR ke AR (H A B ko A i Ak P i
BLH 4TS 98 5 2 0 2 19 92 56 UE 8 S HF. IncRNA
NEAT1 7] 5 £/~ miRNA 25 &, 52 i ol Jik o) #6051k
BEYUIE i, NEAT1 AN i 5% 4 M 45 5 miR-128
F miR-342-3p, & #5742 i7F E 0 40 M 48 hE s A A
A 25 T RRBRE AT, NEATL 384+
454 miR-146a-5p , f#R miR-146a-5p XF Rho AH5E 4

Jiff ( tho-associated kinase , ROCK1) Byl ; NEAT1 fi
FiJa , miR-146a-5p ik LR, fE K ROCK1 & ik
ZAWH] , AMPK 324 0% , 2 8018 AR Bk

IncRNA B 1 5% 0 i[5 AE 1, e it 9 15 iR 2
P T K- 5w e 2 L e e Pt ) R, (e 9 )
FRokE BESR R PR A0 LAY JE I8, IneRNA DAPKI A
EFH 5 1 (DAPKI intronic transcript 1, DAPKI-
IT1) SE4HHELS 5 miR-590-3p, fie HE )i 2 11 5 0 il %
IR R A RE N A T P AT e/ AR B R
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P LT s AR R AT 5 B i 2 P L K P 3,
AR A 4R R 1+ TL-1B8 IL-6 Fl TNF-ou, Bl 34 B0 4% H
Wi A3 5 | SR A A0 P I T s BRI o 16 UK 4
;33 38 DAPKI-ITL J& , Al HI5E ApoE JE AR /)N
B Bl ok AR A AL BEBR A 1

B IS 1 E 2 Ik o R 0 A0 1% 2 A % e el B op
REHEHEBEM ., LAWY B 7R IncRNA 1] 3%
Gk 2E A AN A miRNA T ceRNA 84 2% fi g
i A B, VT 200 g I A I R 3 S
T I A A PN i B SR A, S e B R R 1, AT
VAT B kR AR AL Y 1

3 IncRNA TEBh RS FERE 1K 14 e 5 HR Y I PR
g AT =

SR BE 1b 1) % 25 & J p Bl BILIR P9 2R B
FEAS RSN , H455F Bl bk ok B A £ 114 G S BIL 1 A 1
PRI A5 0] Ry 2l Ik o8 A0 B Ak 4 5 05 B ¥ 2 1t
BT . —28 IncRNA 7376 iU B LK LA K.
B Ik ok A AL B B 20 b S 38 BEXT IncRNA
AYRE A I6 T7 W] BE A AU AR TT 20 Bl 25 1Y 2R
B4n, IncRNA ANRIL 7£ 56 .05 £8 25 1l 3% DL Kz 3 ik
BRI RE B 1k BE Bk 41 20 S s kT MALATL F11
H19 7EARRE 0 400 SR I 3% b 3k iR e,
A AR 2P IR 3h k25 A AE RN B bk ok AR i Ak &
BTV o FhR &, BEAh, IncRNA RAPIA £
W20 i i ek SE LS & miR-183-5p, i 55 Ho X}
AR B WINGIER, fEUE B v dn M8 1 sy 5L
55 R PIH] RAPIA (8085 BT LA M 7T /3R 97 1
FHZSARL, 7Ty 3 Jk ok A A A g 01 3RE e v ) i Joi L
R i/ INBEHLRFR, T 68 B R B Bl Ik o AR T Ak 1 B
FOG T BRI IncRNA 52 i #1355 [R] 4 5 538 B L
il 52 2%, Al —> IncRNA FEAS [R] /) 40 i S 2 b v, ]
TR PESE S SR A miRNA | 3 90755 P9 Kz 40 Bt 2
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