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Research progress of competing endogenous RNA in bronchial asthma

HE Shanchuan, QIAN Fenhong*
( Department of Respiratory and Critical Care Medicine, the Affiliated Hospital of Jiangsu University, Zhenjiang 212000, China)

[ Abstract]  Bronchial asthma is a chronic inflammatory disease characterized by airway inflammation, hyper-
responsiveness , and remodeling, which are manifested as recurrent wheezing or coughing and chest distress. Recent studies
indicate that IncRNAs and circRNAs competitively sponge miRNAs via microRNA response elements, form a competing
endogenous RNA regulatory network, and therefore regulate post-transcriptional gene expression and play a major regulating
role in the development and progression of asthma. This article reviews the mechanisms of ceRNA and its effects on asthma.
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W72 R W, mRNA MR IncRNA F1 circRNA 7] /E
I VEYE miRNA 43 F R4, i85 miRNA 454 7 14
TS A M ) Y miRNA | DA T 98 428 5 R 2 3515
HAEFEAE U ML 15076 FIORE PRI 45 22 P s vh % 4
BEEAER , AR SCHEE ceRNA T35 HL i A H: AR 122 i
AT E R R T LR A

1 ceRNA B H1HI#E 4

miRNA & —KK B RATE 20~ 22 %R H
HLA 78 55 53 5 7K 7 8 45 56 T 36 3k T 68 1 A 4 A5
RNA, miRNA ] 5 H 40 mRNA 4 37 3 35 B X
(untranslated region, UTR) &5 &, 3 25 B 12 3 il F1
(5%) mRNA F& %% miRNA [ 2 50 £ ( miRNA
response element, MRE ) J& 38 mRNA . IncRNA .
circRNA %5 HA 2 A i) RNA #5524 |5 miRNA H.
AMESS G —BUT A, X R4 Al H S H bR
i Fs5 . 78 ceRNA JE 42 HLHI o, MRE J2& 4% Fil
RNA %% 5% A 22 i B9 4, mRNA | IncRNA | circRNA
SRR E L R MRE A S0 <155 AT
RP ELA AHIF] MRE ) RNA 20 i i ve 445 A+ TR
) miRNA SRJH# miRNA 1 mRNA 335K,
WA L PE K B 45 R 2% . Ebert 2517 3538 A T8 1%
A ZAHIF) MRE B9 miRNA“ 457 GEAEHR 5 H.
AR AN H] miRNA THAE, 1 ceRNA FEFHHLEI S5 A
TA B ) miRNA U6 487 KB R, nl 88 ) 25 4
miRNA FE A6l miRNA B35 P, B LA 9k Sk o9 15
5 miRNA 45,

i b AR MRE JE311) RNA B 5 A (4
F& mRNA) B AT VE N ceRNA, I3 1 35 G PE 45 A [
—Ff miRNA 2045 [ A9 F£ kKD Hd IncRNA
Hl circRNA 7EA ceRNA BB SZEIESE, IncRNA /2
—RKERT 200 MEAT IR A H A HISE H )
AEAY RNA 231, MY 2 B9BFSE F W, IncRNA 16 R
JVE 240 R B L R o 8 A B A6 L A o AR p
RAR TP FE N IR A AR ZENP I R G g
FBFIE AR, A BFFE AR IE IncRNA 7ERE R JE /N4 i
it R R MR AR AR AL B T VE R ceRNA R 5T
EVER, SRR IE RN cireRNA J2—2K M &
ARAE Gt RNA, R AAE T B A e sk v
SHEFME R ERENBREBEY, BT
circRNA R 5 W R AMII g e, HL A4 7l 4
2> MRE J¥1], B RNA 4358 =300 4
AH % ¥ ceRNA THRE!S . Hansen 28U 3% T —

FPFK R CDR Las (/NS PEF SCER 11 1 2 UGSk 9,
P ciRS-7) [ circRNA , 76 F0 5 51 [ 7 4 60 4
miR-7 &5 & 00 5, T BfF miR-7 % 4% < Py P i
457 AE L, W6 miR-7 Y 95 M, 76 BT D f0 SE 0
CDR1as AZELT“ Rk B miR-7" A4 05 2UBHAS T A ik
KRB WAL, A Y Yt Rl
X F F Y circRNA , L& 16 4~ 1] 454 miR-138 [
MRE, fig % 11 7 # miR-138 4 & 51 H #7
circRNA BV UESEXE D ILEF4EAL T B DR ™ Fn2
R 2T ) A H A miRNA 41145 11
ifig.

2 ceRNA FEXSEEmMENXERRE

2.1 ceRNA FESEFBAMILIE

B 1 LA MY (airway smooth muscle cell,
ASMC) S WP JE 1Y 5 224 1R 43, ASMC 3o i 3 A=
FBS , 25 5 350 TE 35 R A AR 75 $L 28 S E BH %€, ik
ASMC 7€ B Wiy 12 P BH %€ $ fili % 5 ( chronic
obstructive pulmonary disease, COPD ) %5 & 4 - W &
PRI BB T IR Y A R R B G ARE L TE R
HRRASTT ,ASMC £H 52 21145 25 41 M R A9 %, Ak
T 203 PR R 5 R B A ARAS Y TR B ASMC
A DL I R 2 i B 11 I L 25 B8 9 PR R A Ak TR
TS HRGERAER N

HETC A 25478 T4 X IncRNA 2 5
AMSC {358 . Zhang %' % B IncRNA BCYRNI
AL bR R Rz 25 L A 1 SRR
WSS B ASMC P33 FIERS . iE— DA 5T R B0
Y3 2 BB B AMSC H IncRNA BCYRN1 %
IRHE N, miR-150 FIKFEAL, H IncRNA BCYRNI 7K
-5 miR-150 1 AH ¢, RNA pull-down 52 5 3iF 52
IncRNA BCYRN1 #] 5 miR-150 45 5Pk 45 &, 12 F
ASMC fU¥EFE AN RS | 1M 7§ 202K ( Schisandrin B)
AL — 3 B Lin 250 % M1 IncRNA TUGI
I W A5 70 K B ASMC HPY A4 6k 188 i, ) Bf A A
miR-590-5p ik FFEAR, 28 18 2 8 B i Ik 5 565 iF 512
IncRNA TUG1 #3515 miR-590-5p £ A%, IncRNA
TUGI A] /E N ceRNA W Bff miR-590-5p, ¥4 15 miR-
590-5p FAHE KL A A £F 4 240 fitd AE 4 A 1 (fibroblast
growth factor 1, FGF1) B & K /K ¥, o £ ik w9
IncRNA TUG1 3@ & IncRNA TUG1/miR-590-5p/
FGF1 flifg i ASMC R3S FE FERS IR ASMC 4
T7, B—IHF5E R IncRNA GAS5 7 I i A5 75
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KE ASMC H3RA KT I AT {2 ASMC 3558,
IncRNA GAS5 fEME A miRNA 45 W ff miR-10a, 4
9 1 Y P #2878 7 - (brain derived neurotrophic
factor, BDNF) [l 2% 15, miR-10a g I #4% 4 BDNF
(9 3'3% UTR X, 4] BDNF ik 3 #6551 miR-
10a A7 22 245355 5 1 ASMC 38 55k 2> 50% , 1
i miR-10a fifi ASMC 3 515 g 1380 40% , #AIG
IncRNA GAS5 fEHEE miR-10a HIFIA/K I i
fRILEE L] BDNF (93R35 , 1] ASMC Hy3E7H , @i
IncRNA GAS5 K& [A (1) W% Wi /s B0 TE S B 7 B i
REAIL

FENRIE ) ASMC H FFEAEAE ceRNA L
il Perry 457V 78 1A SN FH 1L ZE KA FIIG 4 1M
B3 N\ ASMC J5 , H mRNA .miRNA #l IncRNA (/)3
KSR MR A 4 Fh IncRNA ( RP11-46A10. 4,
LINC00883 .BCYRN1 F1 LINC00882) F35 |1, #Eil
X IncRNA AJfE R H A% miRNA 43 F (miR-150
miR-371-5p . miR-940 il miR-1207-5p) ) 5 1 4
RIEPIEAMER , 2P IncRNA BCYRN1 1 miR-150 £
FHEAEF OC R O 6 s B R P gl e 52 i /)N A U5
A K HF (platelet-derived growth factor, PDGF) 4
B 24y B A S ASMC F BE SSRGS
B M Lin % H] PDGF-BB At B A ASMC
J&, % Bl IncRNA MALAT1 2 35 & 3, I 42 i
ASMC RASEFEFER . 2¢ 5t 2 Wi i 45 52 95 1E 52
IncRNA MALAT1 5 miR-150 77 7E#E [0 45576, ihi
miR-150 W #8 ) & %% A& 47 1 5 4E ( eukaryotic
translation initiation factor 4E, eIF4E) T {E 5 HE H
Akt FIBERFE K F . R IncRNA MALATI w] 38 i
miR-150/elF4E i [ 31 il ASMC 345 FliE 4%, Liu
AT I IneRNA LINCO00882 7E PDGF 4k 3 ity A
ASMC 1 5 B 23K, IncRNA LINC00882 7 5 miR-
3619-5p 45 A I f M A 17 miR-3619-5p ) £ ik,
miR-3619-5p # [n] B-i% ¥ & [ ( B-catenin ) I 7
ASMC (4% . #08 IncRNA LINC00882 NI I 2 Hb
T ASMC (355, X £ W] IncRNA LINC00882
i L W miR-3619-5p fieifE ASMC 3858
2.2 ceRNA 3= CD4'T iR =& ) iz

HATIN R CD4™ T 20 Jfd 2 2 g <38 8 AE 1) o 22
25700 RIERAR I RERY AR R A CD4 T 41
LA Rl B vE T 403 (Th 400 R85 T 400
(Treg 4fid) 45, Th 4HME AT HE—2 404k Thl ZHAE
Th2 AT Th17 40 A0 RE , T 236 45 750 41 fif R

2 5 WM R

Th2 ARG A F (40 1L-4 IL-5 1L-13 5§) 7E 1%
M ERAE PR ERC ) EZ, PR
7R Th 4R 1 Th2 A0 AL AL S50 Th R Th
RUZ A R 724, Th2 20 sk B 0% | DA T i 22 02 Wity
FR) % 0 2% R 4l Th2 50 40 it DR 1 B8 i a3 =
Th1/Th2 HAE FTREAT Bl T~ 28 A 027 i A OC A9 . — 30
K H Liang 257 BIBFFENA T 772 B2 i &
441 ffg R Xy B, FEREmG 2 A E AN B I CD4™T 4
i R 2 7 £ K Y IneRNA MALAT1 AU k1Y
miR-155, IncRNA MALAT1 ik/KF 5 Th1/Th2 Lt
15 K 5 T T-bet/ GATA3 B S AARE R T
miR-155 FA7K 5 Th1/Th2 H{E F T-bet/ GATA3
FEAE S IEAH G, IncRNA MALATI 5 miR-155 & %h
ghh, M I The RUERFHRK, S50
Th1/Th2 P4,

IRE WG IE cireRNA AIEN ceRNA & 5%
Wity Th2 B 9, Huang %6 & BHEE Wy 3 40 J&
CD4"T 4 4 circRNA has_cire_0005519 %5 {dt Fé
NFIRHEIN, H hsa_circ_0005519 Fik/KFE5 hsa-
let=7a—5p ik /K P AH G, SEERHIE SE hsa_cire _
0005519 354454 hsa-let—7a-5p A2 1L-13 F1
1L-6 235, DT 52 M I iy 2 B o 3 A1 , 4 W i £ 1Y)
ANE MBS A P RS I 31 hsa_cire_0005519 2
KT

Th17 4l 2 ThO #H il TGF-B 1L-6 1L-23 1E
R 50467 Az 19 22 35 K% 2Z 4Kyt (nuclear orphan
receptor yt, RORyt) [ CD4™ T 4fi fifg W H¥, Th17 4 i
AL LA Wb TL-17 55 20 M PR 7 & 5 5 K I A 5% 1
F o Treg 42 AT e M DI BE AT T 4 M HE,
FUABRE] T 40 M o N T RE . 78 1E & HLACR
AT, Treg F1 Th17 UMOA B HEHT, kb FFHERRE
Treg/Th17 % 2 i 75 W% Wiy 1Y) & Ji& vh 2 5 & 24
FAPY L Qiu SV HRE , 5 ASNE I CDATT 4
IncRNA MEG3 A {4 ceRNA W has-miR-17 735
RORyt FRik , AT 52 M 2% Wi 835 (1) Treg/Th17 ~F-1f
HLAF5E & B, 7 5 i HR G CDATT 41 IncRNA
MEG3 7K P8 0E 5 AN T8, i miR-17 ZKFEE
WA FEE, IncRNA MEG3 % ik /K5 Thi7 &
CD4™T 4 43 ke IL-17 7K 1L-22 7K K RORyt
) mRNA F A 7K F IEAH G, miR-17 38 2o §E ]
RORyt J95 Treg/Th17 H{H, Mk LncRNA MEG3
ATHE N miR-17 B3R 3EKF, IFAH N B I RORyt
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FEIRAKF, TR FE Th17 ZHETIRE .
2.3 ceRNA HIEEEHMRN

ity 5 5% 40 Y A7 A il 9 Jis R it [ 5 b, e ¥R A
W S 3 PL I | 43 Wb S E A BT M S 5 g8 N )
fE, EWRANMA 3 FhmY, M1 2 g i B 1 48
YERT, M2 2 B W5 240 el EL A B 28 A S e ol 15 4R, 3
TR WA (LR Ry M2 R 4 ) T S
o7 J BB ] 9 RE F J . I A0 A Ak T BE S 1
KR, W K P W A0 1 3% Ak DL K ) ML 3
TG AL AR Y % SRt R Pl B R

Zhong %M R A5 PM2. 5 BEIS ST MELN I ) M1
i‘%iﬂyz:’pﬁ, #*%ﬁi IL-6\H¢@%§E %—OL ( tumor
necrosis factor—a, TNF-a0) 25 Z f g 46 A 113 76 5%
& T PM2. 5 [/ U 41 2, 885 > IncRNA 43 F
H1142 4> cireRNA 70 FIORIE AV L A s Ar, Hi
IncRNA NONMMUT065867, IncRNA
NONMMUT064312, IncRNA NONMMUTO018123 i) 55
ik % [, circRNA CBT15_circR_1011, circRNA
mm9_circ_005915 Y5k & T, #E— 240 i
JNIXLEAEZR S RNA 5 TNF-o 35 S8 — AL A & 1
(iNOS) \IL-1B IL-6 4542 R A K+ F1 NLRP3 5Pk
IIMAREG

Shang 250 XF /N )% W A AU 9 BF 98 & PR,
circRNA mmu_cire_0001359 YE -~ miR-183-5p SR
UM% miRNA Vg4, 398 1 5 %+ FoxO1 {5507
1) M2 A E WA s A . ARSI S50 R AR S 56
R IS & mmu_cire 0001359 (9 4 W 44 18 1ot
mmu_ circ _000135/miR-183 — 5p/FoxO1 il il /> M1
FHA I A4 7 (INOS | TNF-a IFN-y) 3k | [
TRRIE K- IR S AE E A, X 5T e, v] LA
FIF IncRNA 5% circRNA BAH SN MA L ceRNA 4
32 I 245 Ay B8 T R i 3 B 0
2.4 ceRNA FIESIE K 400K TE K M

A bR 0 A A il 5 A S A Ml 1 5 —
T8 B R iR A 25 M M D e e R = 5 R
ey RO PR B AR, IR T R RE B
B AR A R A VR T A B Bl B A 20 P
A <GB SCRF A L 5, 2 5B RIEM KL,
Dai % R BV T TR 2 WA T (10 SO RE R R K
SUIT 4141 IncRNA MALATI 33k & T 5, miR-146a
FIk i NI FEFIR 20515 5 K BRUR AE i 48 i 1T
TS/ T4 RNA Bl MALATI A B R B8 43
P43 Al 1L-6 . TNF-a  IL-1B A9 3 3%, [A] B miR-146a

FEIR I ; AR HP S B0 UE S, AE FUN L Bz 20 i RN B
i 96 15 e 40 9 7P IneRNA MALAT! 5 1 W% B miR-
146a P42 5 AR R 743 W, 53 — T & COPD
RIRHLEIFFETE | 76 208 MR 4R U Ak 2 1Y)
A5 F R A, IneRNA TUGL 35 T+ 5,
IncRNA TUG1 38 345 71455 miR-145-5p 2 7E XL
Y5 YEBE R B8 6 ( dual-specificity phosphatase 6,
DUSP6) A3 ik , it il 40 M AGE BRI, %
JEEIGE bR AN AR Th2 B9 608 5w A= T B i
i AeA: v B FEEAEF HED IncRNA TUGT 7E % K <,
LR A T VE A ceRNA EHEPREVER
2.5 ceRNA 5HEERHERR

e AR L= 308 43 W Wi B8 8 25 1 R o W B B R
JEAT AN REAS B BAR TR YT ROR , IS i g SR
BEIRPTRIEE I, ASMC FF A ceRNA JH AL AT
RE SR PO R HRPUAOC . BEAE A58 & B IncRNA
PVTI 78 FAE B g 52 % ASMC R 35 IR A, 76 b
BT 2 IR0 i ™ i e R h R A T, B
IncRNA PVT1 5 ASMC [ 34 58 F 1L-6 A W B A
ST Yu AN R BRUEE M A L IE SE IneRNA
PVT1 AJ{ER miR-203a 195> T340 R AEAE, f i)
P71 miR-203a F Ik 7KV I 1F [ i 57 H T e i s A
T E2F3 1933k, i fE 2F ASMC 34 58 Rk %, 1
o= 4027 i W 5# i IncRNA PVT1/miR-203a/E2F3 %
Tl ASMC 3458, 55 A BF9E & 3 IncRNA CASC7
AT g2 5 W e ot o 3R U R A DG B R SR AR, Liu
AL A T I I ER B ASMIC RS T 34 2 5 Y
IncRNA CASC7, 1 miR-21 ik 7K T+ Akt 3% 7
i, 33k IneRNA CASC7 i 3 #1454 miR-21
T PI3K/ Akt {5530 B, (2 08 R TSR 52 Rl
R AL, , AT I T4 i Jo i3 2% A AR
2.6 EYEBRFETNEEREIEXE ceRNA

Chen %) 3 1ot 038 B0 7 B R 3RS TR AR
T Wity S0 7 I g R MR ) mRNA
miRNA Fl IncRNA &3k 5 54 , 91 2 i &2 has-miR-
133a-3p  has-miR-3613-3p #/ has-miR-93-5p &%
Wi 95 175 12 B AH DG %) miRNA-mRNA-IncRNA 45 114 )¢
B miRNA, 765 — 58, Liao 25" F ] Gene
Expression Omnibus | StarBase , DrugBank SR 2B
JE K A AE B 2 T HA N AH DG Y ceRNA B 4%,
WE T 5 1 K4 IncRNA ( MALAT1, MIR17HG,
CASC2, MAGI2-AS3, DAPKI-IT1) , 3 %F X % 5 A9
ceRNA UG TI T 8 Fi il AE 1) 25 (fh 5 2%, &



[ LR R AR 2% 2021 4F 1 A5 31 455 11 Chin J Comp Med, January 2021, Vol. 31,No. 1 117

RS JEP IR, M B = kb e, 2 R BT, JE
W2 AR FIANE) . HATH A — 2R 25 % RNA % dl 128
A LATRN 5 2 R A G 1Y ceRNA 45 (RS [f] (1
IFEAT BN A5 R AAA R, HA SCE T3 K R
AR 30 A5 | A TR 5 56 R AT A S 0 56 TR A
i PRCHEAS (A6 462

3 ceRNA 5EIgl&Ki2IT

Li 251 F1 ] RT-qPCR G I 2% i 2k % A HR
B G FRE EERRE I  IncRNA NEAT!
I miRNA-124 1) 33k, & BB i 2Pk R B A 1
IncRNA NEAT1 Fikttfm T 44, H 5 TNF-a
IL-1 A1 IL-17 7K Ko 1 ™ S AR B 2 IEAH G, 5 1L-
10 7K K it H e SRR OG5 1 miR-124 Kk 5 8%
PR 7K B 7 i AR R A7 AH 56, 55 T B 2 A G
6 H 2 AE B i 20 R AE BE . KPS IncRNA
NEAT1 5 miR-124 £ 40 3¢ ¢ &, #E Il IncRNA
NEAT1 A] GEJ2 38 8 W B miR-124 e i 77 5E F 3Rk

SRR I, FREHL, Ye 45 & BLIM A
IncRNA ANRIL &ik7/KF-5 miR-125a FKIiL/KF- 11 AH
%, IncRNA ANRIL 5 miR-125a {8 5 & 5 N T
(TNF-o IL-1B  IL-6  1L-17 ) 7K~ i ) e B s v 7™
AR A G, H B Wi & AF B2 ) IncRNA ANRIL/
miR-125a HLE & T MR . PTRAR AR &, 78
A 1 B 5% Th 40 fE B 22 e b 5L AR S Y
ceRNA IR MILE TR 2 KA AL A E 4R 65 RNA
FEIRAOV- 530 v 5 02 i 15 5 R L Al i >R 2 R0 1) A e
Wi £ X 43 T ke, 3506 A Bl T 2 R 2 W T
T, LA 0 Wiy S AL o5 A 0 B 2 8

4 RESRE

H TG rh 2818 ceRNA WL 1, FEERRY)
REAFFE ARSI 4 AR A9 W7 % J# , IncRNA Fil circRNA
C 2R E AN 58 BN (H RN AT 2L 2
HATTE ceRNA BFFTSTUA A7 — 6 ) BAIE 5, L
WA BRAR A R BRA B S A 2235 AR A0 AN 2 D)0 il

R 1 S5 W BALE] ) 75 N TR RNA

Table 1 ceRNAs involved in the pathogenesis of bronchial asthma

SEAENIRTE B miRNA - H AR Y 4 i e Z:7% 30k
RNA ceRNAs  miRNA sponge Target genes Species/ Cells Functions References
IncRNA
R B LA A ASMC H45E FIIT RS [
IncRNA BCYRN1 iR-150 7 (23]
neR CYR mifk ’ Rat/ASMC The proliferation and migration of ASMC
K BT LA ASMC HRAIIT RS
s iR- - [24]
IneRNA TUGL miR-590-5p FGE Rat/ASMC The proliferation and migration of ASMC
S Bl A L4 ASMC $45 :
IncRNA GAS5 iR-10 BDNF [26]
ne - Rat/ASMC The proliferation of ASMC
N/ SAE - LA ASMC 3§ 5E FIITFS [
1 A MALATI iR-1 IF4E (2]
neRN miR-150 ¢ Human/ASMC The proliferation and migration of ASMC
N/ MRS A LA ASMC 2 345 .
IncRNA00882 iR-3619-5 -cateni 30]
ne m P B-catenin Human/fetal ASMC The proliferation of ASMC
P
R B P AT ASMC H45EFIIT RS
IncRNA PVTI iR-2 E2F (4]
neRNA PV miR-203a 3 Rat/ASMC The proliferation and migration of ASMC
JA¥E PI3K/AKT 5514 Sl |
N/ GE 1 LA B T3 AU O ‘45
. . [45]
IncRNA CASCT miR-21 PTEN Human/ASMC Regulating PI3K/AKT signaling pathway ;
corticosteroid resistance
\/CD4* T 41y Th1/Th2 -# ‘
IncRNA MALATI1 iR-155 T-bet, GATA-3 (3]
ne m et Human/CD4" T cell Th1/Th2 balance
A/CD4"T 41 IL-17 433 Treg/Th17 V-4 36]

IncRNA MEG3 miR-17 RORyt

Human/CD4* T cell

IL-17 secretion; Treg/Th17 balance

circRNA
/CD4"T 4 IL-13 Fl IL-6 ik :
hsa_circ_0005519 has-let-7a=5p 1L-13, IL-6 A WA L6 ik [34]
Human/CD4*T cell IL-13 and IL-6 exprssion
/INE B M2 A Y 0
mmu_cire_0001359 miR-183-5p  FoxOl IR E A P HH@WK, 407
Mice/macrophage M2 macrophage activation

TE: 7" B8 SRR Wi IE

Note. *

7’ , The corresponding reference do not point out the specific target.
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miRNA A 35 7, HA Y ceRNA fY 5 B 42238 T 40
miRNA Y 4= B2 I A BEAI ] miRNA 845 ; 280 h A
R IR R IR Ty i i, AN B8 5L R N AR YR
AT ceRNA FEH ; T 2B 1A AT A7 M F S B
ZAFI BRI, ceRNA BL12 BLAE B0 98 A 1 e BR T 50
AR5 H T2 800t 580 45 B8 7 48 A 2 e i 9K
- T BLAE S AR R RITIG PR SE e Hh 45 2 50k, it Ah
mRNA Al 1 ceRNA ML AT miRNA A AE 1R
FH AR E R RIFTE U 5 To P K

25 L TR ceRNA R UEAGHE 46 8 T 4% SR 57K
S5 PR kPR E UL, R ceRNA 945 9 4% (1 BF
SR T HAEPRM kA L RESEH, BHrm
W58 2 224278 2L IncRNA BCYRN1 IncRNA MALAT1
AR A AR gD RNA 76BN A B E/E T, (H A
BT BT U, 7 S S B Wi AL A F 5 b b &
ceRNA MURIFFEAHRT AL Bl XFAE 4% RNA AHOC
WEFEHIR A, BOR 5 22 () miRNA | IncRNA | circRNA
FER % BT A Sk T 0 02 Wi 9 155 T (%) 46 A 580 iR
JPIHE S, DL ceRNA JR45 P 25 0 #LAR (136 97 3R 1
B NNRIT R FR R BTk
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