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Interplay between non-coding RNA and insulin signaling pathway and its

clinical application
LIU Yuhong, ZHANG Fangfang, LIU Jianxing, LIU Yue, YANG Yue, JIN Liang’
School of Life Sciences and Technology, China Pharmaceutical University, Nanjing 210009, China

Abstract Non-coding RNA (ncRNA) is a type of RNA that has no or limited protein-coding ability. It mainly
includes microRNA (miRNA), long non-coding RNA (IncRNA), circular RNA (circRNA), transfer RNA (tRNA),
PIWI-interacting RNA (piRNA), and small nucleolar RNA (snoRNA). At present, research has found that ncRNA
plays a central role in regulating the function of pancreatic 3 cells, and that defects of insulin signaling is an
important cause of diabetes. This article reviews the relationship between ncRNA and insulin signaling pathway
in recent years, and discusses the possibility of ncRNA as a potential therapeutic target and clinical diagnostic
marker for diabetes, hoping to provide some reference for the treatment and diagnosis of diabetes.
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B 5 DN e 5 A 18 2 Je R DG AT 8 1) AS I T
A, KREIE S RNA (non-coding RNA, ncRNA) g
TUE S 55 05 PRI 1 A A7 AE WY 8 AR DG o 5 e
NFEAH HE, K B9 neRNA 7EBE PRI 835 g 3R 5K
KAV A 2 A A, DI e R I R AR S
Z SRR R AR R . © AR 2R
S ne RNA 7 I8 45 I JHE RS DR 1) 2o 72 v A 45 2
AR B, A SCH 32 22834 neRNA £ iR
B 2R A5 o A 5 TP A AL AR B AR PR 16
72 W T i R IS, DU 35 5 R 58 28 W i 1Y)
KA KR, I S HA R A Bl BRI IR T 25 %)
S WHaUR R HE B .

1 ncRNA I#E& R EAERALH

ncRNA 2 — 8% A7 8 AT A7 IR 2w A 6E ) 1
RNA, & Z AL i/ RNA (microRNA, miRNA) | K
HEAESiAS RNA (long non-codingRNA , IncRNA ) | FRotk
RNA (circular RNA, circRNA) . ¥4 i RNA (transfer
RNA,tRNA) . PIWLAH A ] RNA (PIWI-interacting
RNA, piRNA) F1#% /[N RNA (small nucleolar RNA,
snoRNA)PT S BF5E & B, 3¢ B8 K [6] 25 B 1) ncRNA
PRI 2 585 TR 0 &R %R,
H 2 miRNAY  IncRNAY!F1 cireRNAM . H A
5 F miRNA i BF 58 © 2 A1 X i3, B2 54
IncRNA | circRNA F1 A ZE A (1) neRNA (19 2] fig
YEFAMLEI AT SR A PR
1.1 miRNA

miRNA J&—Ff K & 4 18~21 nt [ ncRNA, H:
PR N = A 5 72 R B DNA A 10K miRNA 3
M DNA %% 3 24 pri-miRNA , pri-miRNA 2533 ¥ 2% in
T )5 B 722 i miRNA . AR JE F0, miRNA Jd@ i 5
mRNA ) 3" UTR X #4758 42 5 A 56 4 B AMIC X 45
Bk T PR Ik PR A 3 5K 0 T s e 2R T Y B
PES 34, miRNA A DL 5 24> mRNA 454, i 15
miRNA B2 R S E R IR Yihe . HETA X
miRNA W 2 05 IR & AE & J 1 Ik 5% 55 ok i
AT N AR T 2 A ST ) — TUE 5 R R B
miR-802 1] DL a5 U [] #f 25 Y 434K 1 (neurogenic
differentiation 1, NEUROD1) 5 Wil fi# 1 2 19 5% 5% Al
Gy
1.2 IncRNA

IncRNA J& K il 14 200 nt (A B A 8 E HA

TR HE 1 19 RNA , [RJRE BLAT 1 12 BRI SRk i A=
Ve oihe . MRAEE A b5 8 g A L P Y 0
KZ ,IncRNA 250K 525 : DIF X IncRNA (sense
IncRNA) ; @2 ¥ IncRNA (antisense IncRNA) ; @
M lncRNA (bidirectional IncRNA) ; @ N & T
IncRNA (intronic IncRNA) ; @ % [H [8] IncRNA (long
intergenic noncoding RNA, lincRNA)'"™ . #f 5% &
B, IncRNA FZ LU N R 7 i B K g 2 ik : OFF
R BT T g i A R Rk ;@5 5
G0, 50 45 A6 19 T80, DT SR AS ) 66 PR A0 e 5
@i Job 5 e 57 R 745 G ok BHL IR BE R 4% 53t s DFE
miRNA 737 S HSE M miRNA 5 #L3E  f 45
Ao PEIRAE, IncRNA b miRNA HAT 547 A 418U
St X R W] IneRNA AR AR Wb AW BAT B /NG
U F B 2 B ENY . BETE & k3
IncRNA TEMH BRI I & A= & e vt 4 B /R Y
AU {9 T AE & B IncRNA i 5 &R 5%
st P8 7 A F (regulator of insulin transcription,
ROIT) 7] L 3 8 7 NK6 [R] JEAE 1 (NK6 homeobox
1,NKX6. 1) M 5 3R A5 %
1.3 circRNA

circRNA J& — i o 95 28 $ J52 ) 39 I i 1)
BA MR AR S AS RNA, i T4 5" WmiE 1
SEFYFN 3" it poly (A) £, L L ZME RNA HAT B4
AR E M H AT & B ciceRNA FEZ IR 3 Fh
B S5 H P 1R B W : OcireRNA 5%/
RNA (small nuclear, snRNA ) 5%, RNA %5 1 #1 5.
A ST V815 J R 5% 5% 5 @cire RNA /E A miRNA T4
M miRNA 5 HHE mRNA 1945 4 5 @circRNA 5
RNA 4544 1 (RNA binding protein, RBP) 454k
28 mRNA B R Fa e VE T o ek, i T cir-
cRNAJE mRNA f Fif (42 17 3R S ) 3 4] 7 2
I, cireRNA 19 59 PIJE 1t 58 15 4 52 Wil o A< 5 [
mRNA K35, O A R BIHLE circRNA BE I
P B TR 1) IR R 1 4 A= () GO o )1
1.4 FALEA 4 ncRNA

AT AR tRNA 224 R 2 #5002 MR E A
B 72 mRNA 455 N 2 58E A B & it 2
TER ZH0A M tRNA (5 4 RNA 1 4%~10%, J&
— M U AR E 19 RNA L R T B R 8 22 1Y) TR 41 2%
W, TR T BRE A CLEIOBE PR ) tRNA 5% 5
Je B 2 % IR B 28 T e 23w A A 7 AR (RNA AT AR
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B (tRNA fragment , tRF) ',

% T miRNA | IncRNA | circRNA . tRNA 2 4},
piRNA Fl snoRNA 2 55 5 8% & LAY AE S i RNA
piRNA 2 — i AEAE Sh W) A5 A v R I K B
254 24~35 nt /N3 T neRNA . piRNA 54 27 -0-
F L&A 09 37 3t , Il 0 5 PIWTE 2 )% 19 Argo-
nautes £ [ & A2 A0 B AR FHE 4l B A5 25 R i AR
LB, snoRNA J&E—JEAREHA poly(A) Zifg(H A
A5 T 450 K B R 65~300 nt [ /N 4 T
ncRNA. snoRNA F % 43 2k C/D £ snoRNA I H/
ACA snoRNA W 2 Y H R 45 1) FE 2 A7 )
fit & 48 5 4% B R RNA (ribosomal RNA, rRNA) Fll
snRNA 54 5 1B 1>

2 ncRNA5S5EBEESERE

i B R ARPT M PR R AR B — DN R
9 5 ZRARPT R AR AR E RSN R AR 2,
JEFE LA G 5 22, (B 2 AR A TR I B 40 A
U BRI R A T R — AR IR I A Y
6 B I R AR 1 S BELA 2 S EUBR B Z ARG M
e HERE DR B K A R o TR B 22 R IE 4 2 W
ncRNA BT 1Y[BR 1 2055 W v 4% 00 1 3Rk
E E NTIE S N R (s SuR
2.1 MBFATEL

Ji i 2 5 15 5 2 324K (insulin receptor, INSR)
S5 5 O Y INSR A5 5 2 SR A I B R AZ AR Y
(insulin receptor substrate, IRS) R o F , R4
A 6 R IRS MY, {H AR A i 7 Dy R A i 9
JEIRSTAIIRS2™, IRSBERR LIS , IRS 8 1122 5548
1% B8 P JUL 5 -3 384 B (phosphatidylinositol 3-kinase,
PI3K) 5 —RAK iz AR E A PR WL p8s
HEALE 5L p110, PI3K AT 3 — 25 (i AL B I Tt JUL Pt -
4,5- B2 (phosphatidylinositol-4 , 5-bisphosphate ,
PIP2) 7= A W Mg BE UL B -3, 4, 5- = B R
(phosphatidylinositol-3,4, 5-trisphosphate , PIP3) , )\
T 3- B IR L AR BPE O 1 (3-
phosphoinositide dependent protein kinase 1, PDK1)
1 2 1 ¥4 B B (rac-beta serine/threonine protein
kinase, PKB, tLFKfE AKT) . PDK1-5 mTOR Z 54)
2(mammalian target of rapamycincomplex, mTORC2)
A LM AKT B2 P AT A2 BTG LIRS 1 Ak iy
AKT ] PLf# TBC1 3 ¢ J% )i 5% 4 (TBC1 domain

family, member 4, AS160, tLFx A TBC1D4) B A&
% B 3% B -3B (glycogen synthase kinase 3B, GSK-
3B) X3k HE 5% HF- (forkhead box O, FOXO0) il iz
K22 . AS160 1] U HE # B i iz L 4
(solute carrier family 2 member 4, GLUT4 ) i) %% iz Fll
R B W2 T GSK-3B A FOXO A i 45 A
SR SRR AN, S MR B PR AR 2 R A
RSN o B FRAF 5 I G L IR A 9
PE R B © B i 2 0 IR e 1 ke R I 22—
ncRNA i % 78 by 42 ik 5 R A7 5 1% 5 19 A %0M
RiEE
2.2 miRNABEIER S F1E 585

7E3d £ LA P, miRNA B IA RS2 12 i 40 45
B 5% 22 {7 5 30 B PN VT 2205 3 I 178 O St B Vi
%o miRNA E I I8 15 [ 5 2215 = B v OCHE A
2R3k AN SCAE FIE LR i 1D 2 245 %
AR B ZR LAY B Th AR 3] TR

JHF I 2 AR B ) AR 2 B, AE M A
ARZOAVER I IE IR & R ACHTE T2D ) — MR .
TEF A ML b, R e 15 22 0800 1Y AKT 2 1 2240
il 7 2 0 ) A AR R IR S . PESR RBE
TE HepG2 A JF 4H ffl H miR-424-5p 5 INSR )
3'UTR J¥ 91 g HL 4% 45 4, miR-424-5p 1Y i K3k 75
T T INSR BE R i A R AR R . it
Ah B B AR A 2 B, 2540 AN A W R (saturated
fatty acid, SFA) Zb B 1Y) HepG2 41 Jifg L K 75 5 Tk £2
(high fat diet, HFD) /]y B A9 JHF I H INSR 2 11 3R 3k
W/, Al B miR-424-5p B FRIBHE TN . X SEEdE 3R
B, SFA 75 5 1Y miR-424-5p J2& 3 1 ¥ 7] INSR 3 [
KHI S F G515 T Ono E P58 45 R W
7 JEAR /N U 40 miR-222 fi B 32240 7] IRST F
PRLZE T AKT 25 1 i A b s /b, S8 0] ik B A
SR TR IR AE R o T R TRS2 A 1 ) B
PI3K/AKT i 42 Fll GLUT4 45 15 3K 12 17 4 % 15 1 i
DAV A A BERR S . Huang Z 0 WOBFSE R B, 55 %
IR AR FL , 4 23K miR-221 REFEAIK Hep G2 4L (14 3
HIFEREIL . 5 X ALAE 28 0. 8 mmol/L A7 A iR
(palmitic acid, PA) &b P 1 HepG2 4t i Hh 19 PI3K .
AKT 1 GLUT4 5 A 75 %% 55 /K AF- 2635 I, T miR-
221 3R3K BT AR 3 il i 4 i D 55 99 ik
B miR-221 i L4 #0 () PI3K FE A, 2% 1 97 15 4 2
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R
INSR 7f
RS PI3K o /\/ et i A
pl10 9055
AKT
PDK1
mTORC2 /\
GSK-3p
P
/ / AS160
P Gsk-3p rox \
20 GLUT4
BEIE A B WS MR E
Bl RS EGETEEREE

INSR:JBE 5 2R SZ AR IR S e 5 2% 52 A4 IR 40 PISK AR 1k AULIEE - 3 I8t s PLP2: A AR TG UL -4, 5- — W1 PIP3- W AR IBE AL -3,4,5- =R PDK 1:3-B 2 L
P AR R 2 1 1;PKB/AKT 46 13 B:mTORC2:mTOR & 44 2:AS160/TBC1D4: TBC1 38 5 5 il 51 4;GSK-3B: M I & 1l fili 184 il -3B: FOX O:

L GLUTA S A5 B 1 4

BEROFRAS o AR T 4 2 38 miR-221 25 5]
LB WA N A O ZE AL A o HiE
18, miR-499-5p i FL 1% 4 [k B4 192 il 7K 7 2 1 2 TN
(phosphatase and tensin homolog, PTEN) . 7E T2D
/N BURSEHY (40 Lepr™® /N B B9 I H miR-499-5p
BN, PTEN A 35A F R ELA R B RARPLAY
W4 . TER% miR-499-5p 22 Ji , PTEN 45 [ f 5 5
IKFECAKT 8 TGV 35 BRI, BT S 30T IR
BE DR FARREAR, DT 2 8 R AR S 224

JUL PR A P 5 R i 5 28 R 2 2, X 4
SRR A B LB R AR A AR 2
i 1% 2% T /Y A 4 BE SRR 32 5 o Zha
SEVAR S L Lin28/let-7 S BE % 94 5 A AR A QI AL
IRRE S M Lin28a i 555 /N Bk let-7 33 #2 35/)N B A9 4
) WE TR i T 3 0F AR R R AR . 5L B let-7
A DL R 1] R IR R AR Tl B b 2B B A
INSR F1IRS2.

JIE U7 200 JH 2 JR 15 2R B BB 4R B Z — o Teleman
AFE 2006 4F T U miRNA AT 5@ o 98 45 40 A
PR SV B RS AL Sk i A bR s .
HOE ST R M R T AE A b & PR T miR-278., HIE

AR AR HE , miR-278-KO 58 245 {4 L e FLAT 5 11
Jig &% 2R 0T A IOBE BB R BT AR IR
AN AR I WA B IR W AR FOXO S B
JEE AL, X2 R R AR R T 2 Y M R 4
XBELE K], miR-278 ﬂﬁiﬁ%ﬂﬁﬂﬁéﬁiﬂﬁqﬂﬁu‘%
RIE TS RIIARE , X (2 1l 5 2B 7 50 miRNA
P SR 20 SRR B R U R AL AT TS
2.3 IncRNABEM S 155 8%

BARAUA D HUIneRNA BEIESE 2 5 T 5 %R
T I G B (R 1), HEE T IncRNA B AT
BRI S A R e (A Ine RNA X B 5 224
10 R A AR B A2 B BOR B 2 BIFTE A 1 T

Goyal 55 e 938 5 /&7 38 =0 5 & 95 1E #
/NERAH L, Lepr™® /N BRUFHE A A9 IncRNA H19 5 3%
T TE HepG2 4 B FLSAC /N BRUST 40 A b ]

S sIRNA 4] IncRNA H19 19 835K FJn 25

5 1ENOE S AR R OG Rk PR [ L A 2 R ©- 1 IR
(glucose-6-phosphatase , GOPC.) , Tl i Jis 5 PN T 12 2
1t ¥ 1 1 (phosphoenolpyruvate carboxykinase 1,
PCK 1) FITA i ik ¥2 fL B (pyruvate carboxylase, PC) ]
K 0 1B 5 R A S A IR I FOXO01 &
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i £ A I BRI SC neRNA BOBIF ST AL
ncRNA VEHIAT 5 e E= BTN

miR-424-5p INSR R BEIE 5 Z AT [6]
miR-222 IRS1 fEHE IR 5 ZEATHT [29]
miR-221 PI3K R AT I 5 R B R [30]
miR-499-5p PTEN {2 19 i 2 41K [7]
miR-802 NEURODI SR By R S5t | AR B R AT [12]
let-7 INSR .IRS2 HRTHETI i T B A D 2T [31]
miR-30d IRS2 .MafA IO B 5 2R SR AR R A0 B T i [8]
miR-278 FOXO0 AT BB 7 A o R 5 2R A S [32]
IncRNA PLUTO PLUTO .PDX1 VAT R 5 [9]
IncROIT NKX6.1 W R F L St [15]
IncRNA H19 G6PC .PCK1 .PC S A 2 B R A S E B A2 [33]
IncRNA H19 let-7 JULPA fB 5 28 SRR A7 40 [34]
IncASIR wr UG 7 200 L 1 B2y 38455 38 % 2 40 [35]
IncRNA-p3134 PI3K  AKT AR R LT [36]
Cdrlas miR-7 OIS R R B 4t X RE [10]
circHIPK3 miR-192-5p A B BT 8 R A I B AT [37]
circHIPK3 AKT.GLUT2 555 J 2y B 24 T T 4 W A TR A2 8 0 AR E I B A T [38]
circ-016910 miR-574-5p PHE 2L T S G B [39]
circRNA-TFRC B S CIRPS [41]
tRNA Cdkall TR T S I AR R DR R A [42]
DQ732700 x T 2R R T I [43]
DQ746748 B TR R T I [43]
snoRNA-U32a L AR 5 T [44]
snoRNA-U33 B AR 5 T [44]
snoRNA-U34 B IR 5 T [44]
snoRNA-U35a B AR 1T [44]

IR E AL

IncRNA H19 B T 68 18 45 T IE i 3 R 15 5 1%
S ALRESE MWL T IR R A5 5L . GaoSE
B IncRNA H19 Fl let-7 878 5% L 78 777 g &
ZE 5. IncRNA H19 192635 878 T2D ¥ 1
WUA 2 EFEAK . 1T IncRNA H19 7] LLFE Y let-
TR T I T LL S5 et-7 76 T2D B E LA
A= )R] FE B R v, DT Let-7 S (451 41 INSR il
IRS2) W) FIRREAR , e A BN 42U 19 15 2R A
JRAEZ . BRILZ A8, WUA AR B 1 1 Sk
e I 5 2% 1M A 58 5 PISK/AKT 15 5 18 B A2 3k let-7
WA R, TS EL T IncRNA H19 PRk FE e . 1%
WFFE 48 78 T IncRNA H19 il let-7 22 8] i XL £ 2
TSIl A B RSB0 T B s WU i A A AR A

Degirmenci % [ B 5% UE BH Inc-ASIR (adipose
specific insulin responsive ) T2k J5 2 5 2015 5 40 HY

Jigs 8% 2R 5 N A2 45, 3% 3 B Inc-ASIR J2: B 7 40 it ik
5 Z A5 53 % v 0B B R 4 o AR, Ruan
SEUOH 5 & Y R S 0 ) BT PI3KY
AKT {5538 5 , 33 7635 IncRNA-p3134 X} 515 K
5 WA A2 E A FH W 9 55, 3K IE 52 T IncRNA-
p3134 238 i3 PI3K/AKT/mTOR {55 5 18 B A2 JF Bk 5
2.4 circRNAR4Z M 5 E 12 5 8%

circRNA JEG = 5" 15 F 454 F1 3 poly (A ) 454
A P A E SEFRR RNA . 1245 5548 cireRNA
HRE , IT H X RSN FI RNase R BHEA HGHT
F1o I, PTAESR AMTAT cireRNA 457 T B £ (156
T, cireRNA & 9 BUE R B — AR 2E D bs i ) Fn
VFE2BIR T TEIR YT HE AR -

Cai %7 WF 98 & B ik % 3K cireHIPK3 A {2 3
HepG2 21 ifd i jig 107 DT AR M 1B 7. miR-192-
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5p 72 circHIPK3 (T A5 , E— D A SE R B
circHIPK3 3 3 34 45 miR-192-5p A % 35 3k
FOXO1 M3 35 J66 ) 215 = 3 i A2 0 b o v
FR A g B R AT, (HASF—$E 12, circHIPK3 fig
YE R miR-30a 143 F- 145 , BLWT miR-30a (9/EH , X
F W] circHIPK3 750 JR s #0078 v Al i #5 2
—SRPE NS BRAEFIE R R AR AN A A
fRIE T circHIPK3 7E AR T A9 7 - Stoll 457845 &
B, circHIPK3 J& B i B 3R 3K B = & 1Y cireRNA 2
—, [ 7E Lepr™™ /)N B IR 5 B 40 f rp 2238 b
T AR T R Y B A0 i X A 4 B 1 T A2 fE
F1, RS B AR T T A AY circHIPK3
P 9 B AN M ) B B A I BIL ) 3 R A AR
i miRNA (1 53 165 25 DA 300 1] AKT LR 25 19
(myotrophin, MTPN ) | ] % ¥# %% iz 25 11 2 (solute
carrier family 2 member 2, GLUT2, tH % &y SLC2A2)
G R FRIL . MTPN &35 il e 5 28 70 W Ll i)
B S GLUT2 2 8 5% B 440 i 45 U] 2 4l
A g g

circRNA 7E JJL PR 8 & 22 G40 RN AR 7 20 4% 15
F AT ST L A R IE . Liu AR
B, cire-016910 fiE 7€ 4 miR-574-5p WY ¥ 45 , T
miR-574-5p W] DL af 80 n] 7 22 o3 24 G AL R
T I O 9 (mitogen-activated protein kinase
kinase kinase 9, MAP3K9) fil AKT3 & 4% H. 4= ¥ 1F
JH o MAP3KO J& MAPK {5 5 i v F i 00 3 53
5, AT DA 37 20 B AZ AR 1) Z2 B0 A5 5 0, O TR
i R Ui AR D B R AL, AR ARG 5 o f . AKT3 2R
P2 T 5L 30 W 40 i b AKT 8 1 5305 19 Bt oAt
P~ DA 5 2 M0 OC A [R) T2 AKT1 R AKT2M
AKT & ARG TF 2 EZE WA Y 2=/, 6
WML TG 58 . 55 8b , cireRNA-TFRC
B B R B IR 5, circRNA-TFRC 1 &1k
S HE TR PR s S5 A R s 1) AU 1
2.5 HABEA ncRNA

JLA tRNA . piRNA . snoRNA 1 345 FH T i 15
R 5 sk A A H R 8 f — Lk
KT I LAY ne RNA FEACI PSR Hh i 2 )2 1)
REAAIRAILHI 5T (R 1) .

tRNA 5278 tRNA &M 5 (RNA Z B AL 5 5
Yo s bR 1) & A Sk J . tRNA A AT g2
M) tRNA A AR E M i A Bl 6 v i P AR

[H I (RN A 80 e 563 T i ok 2 1 I A 7 A TR o
A5 Cdkall BE X tRNA #E 17 45 S5 P& 1 .
Wei S5 SR8 R LI B 20 M e 5 1 Cdkall
AL 83 /N B B B2 3R D45 S [ 7 2
B BRI R S 3R A WA At A2 48, X B Cdkall
P FE T B0 R A O o b LA G E R L O AL
SRR 1 R S R A

Henaoui 553 1 S B4 51 2 AR & 81K BB 5
M K it piRNA 3R 5K, Bl G 1R & 8 T 0 254
Goto-Kakizaki J Bl 11 i85 % 1K 1Y piRNA (DQ732700
1 DQ746748) , 53 5l Hs 3X W 5% piRNA 7E X it K B
(14 i Jp T e e 3K T O A B T B | X 4R
piRNAFIHES 5 THIIRIEI R Sk &

B T piRNA, A7 /D3 SCHRHIE T snoRNA 7£
W DR IAE T o Lee %54 & $LAR (5 2 ) 32 [
Rpl13a B PN 85 F 4577 A B 4 /4 52 W5 4 280 0 R B 1)
FFAAY snoRNA (U32a,U33 ., U34 Fll U35a) . 7E/)N
R FP A T P I BR 1% 4 1 snoRNA Ji , 5 %7 BR/IN R
AHEE , Rpl13a snoRNA 1 2 2% 2R T 26 b A4 1R 1R
i, AR T ISR R Sk T, BB B AN i TR A
PRI A I 5 28 43D 88 o, i A W L -

3 ncRNA fE 3897 5 R 5 MO AE 90 AR RS WA

3.1 ncRNAE A& 7 45 ffgm oy 2 ¥ 5

R i 22 1 UE 4l 2 B, AS TR 20 9 ne RNA B
W2 5T 5 255 0 H 5 T 6E i 4 il Ao
VRIR 0 K A o S8 I, 7 S4B A v 07 2 5 11
ncRNA 7E 1 P 55 8 mT LA B 2 4 153 B s 9 7 IR
R, I neRNA B RS AR IS T, it
BT R IR A W51 B TR BRI R VAT
ncRNA PR N 7K -3k — S w7 N2 & A5
ARACHBE . JHTT ncRNA R Y 7K 1 8 L 3 S Ke
AL BEL BB T 16 ne RN A 1) B A% T R A3 A 1 LA 4% Fif
J5 Ak AP o B ARk 44 nT L i 8 i L
HEIE AT AR E IR R E A AL BN I R
{HLI B8 43T AN R S M b X 32 2 114 40 i i 2
g1, Ik, XA LT RES ST EAA R
J R, AH ncRNA 7E8 IR 967 7 A 2 — 2
OV 77, HEHRIE , miR-802 76 A b /N B b 223k T i
IE 5 PRI 1 A5 R A O, 2K /N BB miR-
802 3t A mi B J REHEHT =5 IR K &5 5 1 e i A
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T B 38 /) BRUA 2 B T 52 Y . R, T AR
BB S AL A A W T BEAS A E E 1) neRNA AT
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ncRNA G PRI FH R BT 18 1
3.2 ncRNAE & 97 48 fkgm o9 B 25 B dn & 4
AR H AT neRNA JG Y7 B PRI A B R 3k
%, B T neRNA A RUE 2 TEAR TR AR TR
FRRG I 21 B9 4% 45, neRNA B 288000 R & — 288 1
i RIS bR S o Zhao 251 2558 15 4 1E # N\ 550
PR F 3 A JE I cire RN A SR T G 51 234 , R B0
hsa_circ_0054633 £ ik KA K, v RE LA 12
WrAe J1 o BEJS TERE PRI T DI 2H W DR 2 2
X BEZH 32t hsa_cire_0054633 2 Wi fiE 17 , 4%
3 W] hsa_cire_0054633 45 22 1%, 412 Wi b BR 9 7Y
YRR EY .

4 BEERE
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B 5 2205 -3 B B PRI 1) R A S R RS T A
IR UEHE o (EAFE B A neRNA BR T RE il 37 b
e Z A A B R AR AN R TR 2R 5
ncRNA Z M WBAFAE B EAER . W& IR 7
ML TE A WTIR A, 2] 1E 2 95 neRNA K F- 1936
IR R BB LA S W S b R, BT, &
A WFFE N B AHH miRNA #2484 5% miRNA #11 i] 551
R JH PR S5 F miRNA (19 k9 H il F
ncRNA $ii% 22 458 09 155 2 FR ) 4 , AH R 9 1 34 K g
N TFIGIR . B, B & % 42 = 201 neRNA i
% R G R neRNA A 254 1 BT 45 2 —
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