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[ Abstract] Thyroid-associated ophthalmopathy ( TAO ) is related to environmental, genetic and immune
factors, mainly involving the autoimmune response of the thyroid and extraocular muscles. However, its specific
pathogenesis is unclear. Non-coding RNAs (ncRNAs) ,the transcription products of RNA , are mainly divided into long
non-coding RNAs (IncRNAs) ,circular RNAs (circRNAs) and microRNAs ( miRNAs). ncRNAs regulate molecular
functions and biological processes in cells and the body at the transcription and pre-transcription levels. Recent studies
have found that ncRNAs, especially miRNAs, play an important biological regulatory role in the pathogenesis of TAO.
This article explains how miRNAs, such as miRNA-146a, miRNA-155, miRNA-21, etc. ,IncRNAs and circRNAs are
involved in the pathogenesis of TAO,such as inflammation mediation, adipogenesis and fibrosis, and cell proliferation,
in order to provide new ideas for future research on the pathogenesis of TAO and clarify the important inspiration and
guiding significance of ncRNAs for the targeted intervention and early treatment of TAO.
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FFDR IR A 5% BR 97 ( thyroid-associated ophthalmopathy, TAO) ,
SFR Graves MR , =& —Fh B B S e PN , 4 & AR T HAR IR 20
REJTHE B o TAO d iy LAY I PR A 6245 A AR AE IR 2R 12
BTG R TR B R 4 R TR RS g ™ E R LR
I £ 351 9%, L IR 3 43 B IR /R TR R TAO &
o3 WL B K R IR R IR S UL B S S S e R .

TAO HA 7 W ME Y £F 4 240 Jite ( orbital fibroblasts, OFs) f 4% 5 4
B IR IR K 52 44 (thyrotropin receptor, TSHR) fY 4 £ 2% ¢
fE, TAO & H KNI T % TSHR [ 6% fit 32, TSHR %% %l B
T 20 R S R PR 0, DA T TS Bl B T 4 B, BB T 4R 43 i R
(1 20 R R B £ 3 IR 0 R R o B B R 1 A
PR A 5 40 2 4R E A, BOAS [R) AR 8 1 IR HEE A 07 B2 ik LA % R
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SMULIERL B TSHR b, TAO #8359 OFs 1 3 5k 5 7K % ) it
BEREAERKET 1 32K (insulin-like growth factor 1,IGF-1R),
EA A J AL R W IGF-IR 2 57T TAO #y & HLH, H.
TSHR 1915 5 5% 3 38 4> WM T DI g 14 IGF-1R, ¥ 5] A IGF-IR (1Y
0] P B 5 B T 1A 2 K BT (teprotumumab ) 7 TAO 35 57 4
BRI S T SR VE R T SR, TAO i ) & s AL
iR S8 A B, Bt 2 W] T LS W BT A 5 0 ) R R
TSR R AW bR S W DR, 20 4T 52 BT BR 4 TAO Ry R 15
12 Wt A BRI 4TS 2 TR A 450480 11 XA

L4415 RNA (non-coding RNAs,ncRNAs) J& RNA [ %% 5% =
W BHOR B 4 iR B B BIBE . neRNAs W] DLTE 4 ¥ D fig
A Ke A ) 3ek A 55 22 T 05 TS AILAAR LA B 40 o 81, 4 K
IF 45 % RNA (long non-coding RNA ,IncRNA) 37}k RNA ( circular
RNA, circRNA ) #1 4F % % /N RNA ( small non-coding RNA,
sncRNA) , ncRNAs 2 5 A 5% s FI 2 (1 0% A B S 4 9 7,
S 5FIER MG, TS 5 — 58 FE A8 ML, b R
J55 A 1 K 3 B3 E AL . 35 % bE 1 R RNA  compeing
endogenous RNA, ceRNA) f% #61A Hy, 1F 2 J9E 4 i RNA 43 40
IncRNA K circRNA 1£ 40 fifg b |] L 3 43¢ /)y RNA (microRNA,,
miRNA ) 1 4 02 BE A 0 4 P, 36 170 A7 R miRINA St JHC 88 66 (] 1 41
PR, R L N A kK F 0 neRNAs T L 7E 45 Fl 14 9
I B, HA AT RE R 2 W TAO L i ¢ 955 19 5 L AR 12 A
PEAE M tn R . KR4 RNA fﬂﬁiﬁéﬂ(/\*ﬂﬂ“TJ_u
IR TE By BORR R DL e H U e, 1IX R D] neRNAs 7E TAO
B K A R i i i TPl B A TR fﬂ’ﬂ/ﬂﬂ AR 33 neRNAs 11
TAO Kﬁ o O A S M R 3 R AR W R A AR T O TR AT 2 A

25 45 ncRNAs 7 TAO 53 /¥ BF 5% 1F J

1 IncRNA 7£ TAO £ E£MERTHIERA

IncRNA & —Ffr {45 (19 2 T B RNA , H A% S A K 21 200
A nt, FEZ5H 5 {5 i RNA (messenger RNA, mRNA) A1, (H AR
i H B o IncRNA S ) I b & 36 X 4 5 st o e op 77 2R /Y
TeA= Yo RE I R B AR A = AR B R 1 & J |, IncRNA 11 3y
ARIZ W WIMT . BF5E2W],IncRNA 5 DNA RNA FlI# O 5 A B.4E
L BA R A e . BFSE W] IneRNA AT DL 7E 5% 58 K
VR SR G KPR SRR R, S 5 R TIR 5 HIE ZN%iE
T Y 0 SO AG 5 T S R AR R, O AT AR O 43 i 45 R BR miRNA
X L TR 410 o 405 P, BTG 9 PR g 2 ik KR

AR, IncRNA 7E MR AR5 4 i BF 98 B 45 38 2, ¥ |l
PR T OGHR T R R o 4 2 Rl B . SR T, IncRNA
TE TAO F R HL A By BF 5 AR XT38 20 o IR, TR A F 5T IncRNA
TE TAO KA FlE J& i A FI AT L TAO [ A 5112 I #0403
FEHLPEHT IO B . Wu S5V 5 X TAO % 19 OFs kA 47
IncRNA 5 38 1 U )5 DA Je 22 57 48 35 FAR G 43 0, R B TAO (3%
B OFs 1, B 7 377 F | 9% i IncRNA 1 455 Fp F 9 19
IncRNA; A9 2 T TAO B 3% 19 IncRNA 5 mRNA 3t 3255 W 2% |
PLf# B IncRNA 0] 3 3 98 95 mRNA 2 5 TAO 9 & i L .
iZ AL R IE M 4 N Yy Be & 4R 40 BT R, IncRNA 55 24 fitg S i 5T A

KHEH Z M AAAE 311 Ak B AH B AR . IncRNA 5 41 ffg b 3%
JFi i 9 mRNA COLI12A1 L) f COL6A3 Y3215 F I 8 & AH 56, T
COL12A1 Fl COL6A3 (L& ik M H/E W B85 TAO BHIE K
Jig Wi /45 4 40 23 b 40 R A 3 T U RR AT 6. B i'%i_ D)
Inc-PTP4A2-3.7 5%k FJ8 % mRNA TNXB 3t % ik 5L i %,

F3K T B IncRNA LINCO1139.4 533k | % % mRNA SPONI
ek B AU T TNXB 15 48 i 75 B 5 48 it S 3 73 i) ol A%
FAHE, T SPONL HIEfh & n 4 LA A 6. R4 LRk
B, Wu 50 N 2% 5 K A1 IneRNA 55 mRNA f 41 B /E i 42
/R, IncRNA 0] fE 345 TAO F& R HE P9 i 07 25 43 14 40 i 4/ i I3 1)
T 3 T T BN A AN T R OB, AT & AR A 4L, T EOR
BRSEH R X — B R T TAO WA W2k 3 B2 F0 & e AL,

FEXT R R R A BN EH. Wu S RIESL T
TAO % OFs # IncRNA 5 mRNA 13 ik 77 76 H1 e 1k A, 3 it

— L B0IE TAO 1 ceRNA B MR ULIRAL T B 57w o

2 circRNA 7£ TAO £ £M& RHPHER

circRNA J& —Fj HLAG B P M O 45449 19 RNA 437, il 2 2

B 3 %ﬂS'zfr”ajtm,mﬁ'ﬁﬁ/bk B A 52 RNA 41 4] |
F L BAT L N RS R ST B S A R

AL, cireRNA 9 AF 48 8 48 75, HC AT LR miRNA —
Z 5L SR 35 R B W, BT LR RNA 4550
— K5 RNA 455 KAFAE s cireRNA 197 A 3 AR 7R B 1 7] g a
ik B 12 0 B 4 1) 5 ok IR M mRNA I AT O HLAT
AR Ay 43 ¥ 400 % R miRINA S JHC 3 5 AL i 400 o) £ 3, AT L
AL ik KF

W5 K B, cireRNA (193535 57 5 2 Fh IR BHEOR AH OC , bk
PR FT P I O R 0 0 B 7 0 R R R B 238 £
A5OSR cireRNA 76 TAO @)ﬁhJéE’JEﬁ?{/"ZR//",Af TAO
RGO T 2 A 153 — 4 R A, Wu 251 @ 3 X OFs 4T
RNA & 385 I 5 00 T 25 5 335 19 mRNA I cireRNA I 44
T circRNA-mRNA L 2% 35 Fl circRNA-miRNA A & 1E B K 2%
HKeAF 7R A A cireRNA 7E TAO K AL o 4/ . 22 Sk ik o)
Mrigzs , 4 163 Fit circRNA F77E 25 5 33K (95 B T 94, 68 F
EIR) L Ho cire_0006633 B F Ik FE TAO B dh B & TH &,
cire_000712 ,circ_0000190 , circ_0082096 HJFE ik 7E TAO £ F
AT, R 35k M % R, circRNA_14940 5 mRNA CCND1
8. mRNA TNXB F i ¥ # 5%, circRNA _10135 5 PTGFR
mRNA %15 | A 5%, circRNA _14936 5 mRNA TNFRSF19 %
ik | 5 #H 3€, circRNA _ 14936 5 has-miR-10392-3p ., circRNA _
07438 5 hsa-miR-10392-3p . circRNA _ 05002 Y hsa-miR-6873-
3p.circRNA_12367 5 hsa-miR-1228-3p 43 B A B AE . % BF5%
TRk M 4 mRNA 3 5 440 BT B8 CCNDL 257 Wt
G5, 1M TAO &2 I HE A 157 20 8 5 R 38 3 7, Wt i
B AE 5 R ATAES 5 TAO M RN . Ezra % 2 RGBT 58 K
PHEM , circRNA-14940 {47 Wnt {553 % . PI3K-Akt {5 5 i %
A K 4 i 1 Hk BT — 52 44 S, #E T 2 5 TAO 19 % 9 AL, 3 b
VB AT g i B CCND1 . TNXB % #%, H hsa-miR-10392-3p
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Al fE i i U8 5 circRNA _ 14936 £ TAO o & # 1E H. 1M
circRNA_10135 ] A5 i 52 4T % 2 8 % 4 %% mRNA PTGFR, M i
25 TAO MR T i, bR & BB /R T 22 8 KK M circRNA 7
TAO H15 miRNA DI K mRNA W REfF EEMI AR LR, 3R
TAO ' ceRNA UL HE— 25 30 UE $2 41 T 37 2L % « cireRNA 1] fig
LTSS A miRNA T A B miRNA X mRNA [ 3 i 78
A, HET X mRNA f) 26 3K BEAT IR .

3 miRNA 7 TAO R £ fM A RHHER

miRNA 2 Y JEPE Y sncRNA, B E B Ch A 915 1828 U 1
WFoE S, HAK By 20~ 25 nt, W] 5 H2 1a] 4 A+ mRNA 347
G KEREE, S S5k ok FE R TSRS
At PV . miRNA B H f T H A% mRNA 19 37 9F 4 i3 X
W, 5% B EFREREMES S, T3 mRNA B2 B S K fir
BEPEM . miRNA A MR ER KB MK EES 55,
I AEVE 252 0 HE AR vh R HEVE T, B0 S B DR L XU Ak G TY k
Graves 35 L & TAO 21 42 TAO BF5¢ o, f# I miRNA $1j ]
) = ADLAL  HE  k K L AU L A 0 KR B R R A
YRR R © BRI A SR i W AR
3.1 miRNA-146a

miRNA 146a(miR-146a) J& 4 E £ A B G 5 P 5 s Hh i 52
$Z ) miRNA'™ . — R B BF58 % W1, miR-146a 7] fE 7 TAO M
& OFs rp i 8] 5 9 98 17 (9 1 B« JLAE TAO B35 1 OFs th 2 %
SREAE FH %7 38 b 98 P LA b 9 A S $E 3 PR 4 iR IR A8 R T

ZARMKE F 6 LL K 140 il A -1 (interleukin-1,TL-1) 52 {4 46
i (TL-1 recepter-associated kinasel, IRAK1) 3k fifl #] NF-KB

3 6 T 2 HE A P 5 2 S B 48 R R T 4 1k B A

18 AEH% 5 T miR-146a ) %3k, X Fh i \Eﬁwﬁﬁ'ﬁmﬁiﬂﬁﬁlﬂiﬁﬁ
TR AR, 28 TL-1B i35 L TAO 3% OFs #1 miR-146a f
Fik LR EARTAE TAO B4, X 3EH] TAO 35 OFs 51l &
E 19 RE 7 FRAIG, L% 0 7 2 INK A PI3K 3 % i s 2™ 5
M M22———Fh &% 1k TSHR A A B 5 B B PR F TSH 1] L %
T cAMP il 37 Y 2% 1C3E %, DTS PI3K G %, 19 3 OFs Y i
Ui % B, 3 U B PI3K 38 % 7] AR 75 TAO &9 L il b ik B0 4% .0
Ve RGBT AR R 5
146a {614 RE % 25 40 i TL-18 5 5 09 R M Al F TL-6 14 430,

XU miR-146a 4 & M C I HL R E R . B, @ i miR-

146a 4L {6) 4 3 40 ) TAO H 2 (%) Ja) 5 48 %iE ST
M E -

[F] B, miR-146a 7€ TGF-B i 5 04 £F 4k Ak br 3K W) 1Y 77 A
KA S BEAE ], TGF-B AT @ i Smad A1 ERK 8 B4 4% /il OFs o
miR-146a [y 32 3, H 3 0 7F 52 B0 ) 0 vk B R P T
miR-146a /K F-1{ FF & 2 40 i TCF-B 5 5 1 £F 4 fk m ik 4,
SRR 1 R 1 T L o LI BH B 1 A 4R R
miR-146a 7] fig 2 54 TAO ¥ OFs ML ik’ ™, X Jy J5 4k
FRILE TAO B35 OFs 44k iy 56 R4 T LK 5. &

N FL A T AW 5T

(118 Wang A R 9 5 M R AR A A % R 1] & B miR-

146a AT 5@ 3 i Notch2 52 K 8 1 350k 1 1L-6 K F, T

—JE S, FE OFs th )i F| miR-

fiE 3 TAO #F & ; e =, 4 il #8 3& BH) Notch2 9 3635 1] K I miR-
146a, 32 77% Notch2 A[ V£ g TAO [KVEI7H 5 o [AlAf, Wei 2207 %
B TAO FR 3% L miR-146a ik K F TR, I 50 R RAEN
YA - IL-17 K2 ARG . X 2 TWF o 45 1 5 BEAE iF 55 47
TE25 5, 7T RE 15 5200 5 i AR R SR A A 56 0 76 Hu 28707 1y
SCEG R UE B TAO JR 3 CDA™T 4 il 1 () miR-146a £k T
WA A TS NUMB 2 (2 8 TAO 3 3l 8 1% IR &,
Ui miR-146a 7€ TAO B E AN F AP EH T REAR . 5
Hh, Woeller 2277 % 31 TSHR {& 27 TAO H 3% OFs fFifl it S
miR-146a ik fil % OFs 58 , miR-146a 0] fE 0 3 T 3 410 i 40
M8 R L B ZNRF3 B R MR 4 il TAO i3 OFs 474 .
DL EWF5E ¥ B, miR-146a fE TAO [ 4 4 8 45 LA S 40 Jid 1 7E
LT b B P R 25 2 50 B A AE W R4 4 F L 6 ] BB AE i
TEM A D bR &9 UL BRI 3 A5
3.2 miRNA-155

miRNA-155( miR-155) J& —Fh B AT f 9% 98 5 DO BE 1 £ Dy fig
RNA 18 5 A 52 b A 56 Pk B 8 3% 19 JLFP miRNA 22— HAE
T EL R R B AR O Ak 40 M ik 8y RN fE TLR4/NF-kB fi§
Z 3l B P, miR-155 A G o #9040 M BT R S 0 K]
(suppressor of cytokine signalingl ,SOCS1) Fl & 4 SH2 45 4 45 iY)
JULTEE -5 -1l 1R il 2 22 A 408 35 PR of i i 3 I 2 3 R R 45 VR L T
TAO 3 OFs i TLR4/NF-kB Jifi J 1 0% 2337 5 40 0 8 W
A 1) 7 A R B U A0 T L AE T A R, miR-155 5 i ) A
SOCS1 3 ik 5% W Treg 4 Ml 19 & & 1E FH M 36 4 38 N JE, [A) B
miR-155 7€ [ B G e it B 5w Th17 40 Ml 09 & 75, 1fi Treg 4
Ji A1 Th17 40 M 39 RE S TAO #9230 T J5 2R 5
miR-155 X F TAO {4 KNG W% g Fe vh iy I 3 5 2
OE N (SE

ﬁt% miR-155 TQ$QEQEV/\E’J]LEEL$I"PH#TT&@% H

LA G TGF-B {75 53 5% K 3 5 R & i, 17 miR-155 )
ﬁkzmﬂ’\ﬁﬂﬁ%ﬂéﬂﬁﬂ: [, miR-155 i 5§ CCAAT/
BHR T 45 1 B (C/EBP-B) 41 B 7 40 Hid A 43 46 o H
K, miR-155 5 TAO {9 %45 WL % V1A 56, % 55 miR-146a fif
Ik A, B E ST TAO B9 & L i H A A1 I 5% i, Li
8L g 4E TAO FRE 9 CDA™T 4 g fl OFs w1, miR-155 i 3
KT miR-146a Rk Z M H . P Al fe o I8 5 3 A~ J5 M5
TAO % 4 Fil & & . (1) TLR4/NF-kB 3 % ; (2) CD4™ T 4 Jifg
(Th1/Th2/Treg/Th17) J I AH 40 My K+ 5 (3) HRHE OF's 11431k
Fikasy o X FEFE TAO th, miR-155 fil miR-146a fF fE — f F
o, W 2 AL R 9 5 TAO E‘J?yﬁfﬁLﬁ~%’i miR-155 (1) 3 35 J& il
miR-146a B, TAO 7] [ 4k 22 oF J'é s W 1k, /) 2, 5 Wk 7T fig 2%
fig 2", Woeller % ”memﬁ miR-155 T i 5 i {2 o Lk
2 A AL TR B R AE 5 5 1% 5 LA R A0 B 3 A, DA A R A1
UL PR 35 T 3 516 AT A 0 7 388 Ao 384 o g o 4 K 1 T R A T

BUENARIE R, LRI R W], miR-155 G865 1l 53 A = 5w
il KOG IR T B R KR TAO i 2 A3 . DLk

RN Z 5 R 2 miR-155 75 TAO /9 4= W) 45 AL ) 36 77 LA
B 5 HA miRNA {952 &5 AT T 26
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3.3 miRNA-21

miRNA-21(miR-21) & — 4~ /N £ T RNA, 5 5 % 4 4
B3 e o A0 R At 5 AR A R R R AR A R S MRS
1 T AR AR, O 7E — S h HL A R VR T R
miR-21 7E 15 225905 1 41 4t A g B v & 74 56 SV L dn g sk ' &
Hi AL T A T il 2R 2 Ak v il B A A A0 0 S T 9 O B
LT AL DL A HE 0 B O LSS R T I T

TER 4 defb ik B B o B 7, A KB -
(transforming growth factor-g, TGF-B) BEW4 2 UF TAO & OFs
miR-21 34 K35, X UL miR-21 A 0] 62 5 OFs 4 4kt 72 .
miR-21 8% 38 33175 5 000 724 [ Bel-2 35 3K 1 i 4 9 T K
1 Bax 3k /0 Sk 40 ) OFs (¥ 8 T I HL 2 2 04 5, 33k b xih
OFs [y 1 58 A I AT 38 2o Ki67 33 i AH 56 BT J5 ) 38 34 384 Jn 45 5103k
SE sk — 2P (I 5T 38 & B miR-21 38 & 7% Smad3 B iR L/t
TGF-B/Smad & it JF 1fi 42 3F WL A% 2F 4k 40 M 43 4k DL B I8 DR &
T, TG 2 OFs (Y47 ik, 3% g TAO f %% OFs - 4 Ak HL i
B RIF 5 42 42 T3 1 SR

Ifi /N M P8 M A K AT ( platelet derived growth factor,
PDGF)-BB il o miR-21 4 3 & 7 M 40 f 94 = I + 4
( programmed cell death 4, PDCD4) i , #f ifi #il i OFs 35t [ &
#3CHk] o PDGF J& —Fh — B AR R 1, 3 43 12 0 WLk 27 4k 41 i
M 78 , AR AL B B AT AL s P R R AR A, 1T PDGF-
BB & H At & OFs 3§58 = A IL-6 1% W B R d A R0 5+ 44
i PDCD4 W J& miR-21 fiy) — /> 2 2] & 2 1 F 19 o fE 14 48
AP X %4 PDGF-BB/miR-21/PDCD4 il % iy TAO [ §1 [r]
WITHRBE T B Iy 48 BTR , miR-21 7 TAO [ 4%
HE 2 AN 2% AR A 0 R s P (F L A 1 Y 1 R o A i —
3.4 HAh miRNA

B Bk 3 ANFE TAO S 12 B 5T 19 miRNA S, 3 4F ok
VEZHFFE % % H A miRNA 47 T 4 % ¥ 5F 58, 7 miRNA X
TAO By 8 45 1E F i i BT 4 4L 7 51 S RS & . miR-96 Fl miR-
183 T4 £ [ & i in 1 BUBE IR % . R 4k 40 50 R 96 Al
Graves i 8 19 IV DL K AS [) 28 70 1% 20 28R 20 B op 34 77 4 5
WFREBE Y X £ W] miR-96 F1 miR-183 76 T 40 i fr § 1
Bl B e BAT AL 1. TR AR KR M T 12 TAO B
OFs 1 miR-183 1 miR-96 %) # &, o] DL 3% 0 0 #3 H +
PTEN"") ;7 PTEN J&— 5 5 4 19 2 15 5T, % PI3K/ Akt i 5%
HA BV, BA RS R R EE e ™ | B a6 1l Akt R L s X
I, B8R miR-183 1 miR-96 [ 335 0] LASE TR CD4"T Zh i rh Akt
AR R AL, NI 38 CDA™T 406 A 90 , 5 B0 A 1R P A 38 43
M A2 E TAO By % J& ", X — & BN R Y7 45 TAO ZEP Y T
AT A B e B SR AL T A By ), 9 AT RAFE SN TAO
YT AR A5

miR-27 245 855 I [E B A0 0 07 R i AR O ik B b
S AL TR G L TG 2 A y R CCAAT/ R TA5 6 o B
11 2 3, 1080 16 U5 40 M Py S 1L T 0 o) TAO 1 g 7 AL 5 18
TAO 9 OFs 1, miR-27a 1l miR-27b /K -7 fig i 14 5 4 i

REEARG , AT 410 i 3k 40 A 0y T A 348 0 0T A2 AR y RO 3R 7 25
I 2k IR S IS 05 40 M (9 B 88 L X R W miR-27a
miR-27b 21 TAO B35 OFs i1k , i OFs fig s AL AfF 5% FF
Wi TH I . Jang % i (AR 9206 HE— 5 & B, miR-27a 1
AR 58 T miR-27b, 4878 Z 2 W] REAE Sy 98 4 TAO fig Uy £ i
EHLETE BT R

3 4h ,miRNAs 75 TAO JRJ7 S I AT 52 o A7 ik e o W B ot
W iy T R B AT TAO I 3 ) B A R E 9T O ik R AR 4y
B X B B R AN BURR, KRITMR BT AR E. B 5 /R
RSN o PRI, 4048 8 P 00 AR W0 bn 5 1 LA TR TAO g6 3%
o B 2 5RO O T BE L Shen 1 BE Y & B, L
H miR-224-5p 5 TAO & (88 S B0 R U PE R 6, B 5 1
FFR IR & 2 AR B 4K (thyroid-stimulating receptor antibody, TRAb)
FEKF B HUR %, miR-224-5p Fl TRAb J& 5 Bl Bz 5 3#0 2 Tf 2
HH OB SE FEBR TR R, P & 09 785 T BE D E T TAO f4 5Z
U 2R U T ELAAT] A B, MR A 3 Gk miR-224-5p TR 47 iR
24 20 A TR v M B 5 IR R R, G L R T R D S R R
GSK-3pB BHT5 W B2 B 38 32 35 R o X R W IILVE miR-224-
Sp & TRADb AJ A7 &L B TAO H 35 4% B Bt R US4 , Shen
F R B RER T miR-224-5P J TAO FE M R R I
JECPE R BILTR , S e R e SR A8 A S 1 IO PR W B2 BB R o i T 1
HE T VAL Y A MR S, O S TR SR B T AR i 24 A A AR
PERAE TR EE . iR miRNA 8RS T RATE LB & 1E
F AR Z B S AL Tl 5 B B, R R Y £ T S0 0 I KX
miRNA 5 IncRNA (circRNA %543 FH BAR IR

SZ, miRNA VR 7RI RS b vz AT 10— 2 AL Wi dR 2
W, AR R TE TAO SR IZ W50 Bk B £ i F S o 3R B
JLAP AR € 19 miRNA 7E TAO 1) % 93 L i 95 B2 2 A8 7 T A 4
YRR (E B AL ) A 2 47D o 56 42 I B, o 155 JE — 25 B9 BT
5o R BT A A B TAO 3l Wy 52 3 61 7, 3F — 25 BF 5¢
miRNA 7 TAO 8 Y7 e {0 A 085 7 b 32 ok R sk 5 41y
Wi B . XX T TAO RYEE jm) T A1 Ry # A 5 LW
JA R AR T

4 NG

PEAER  JE 4 A% RNA 7F Jk B 9 45 45038k P 19 BIF 5 JERIR 1l 5
AAAFEREE W RIS W RS2 T HAR R T ARZ A4 Y
B BT R TR AERE N . AR AE TAO Sl 4 F Ak 44 i RNA 78
TAO & I AL A0 B 0 A8 R B e i S i R A 2 T4y B T, R
HE— 2 SRR, SRR B0 3R S 15 RNA 2 TAO (193397 40
A EWARE Y AW I, R R S LA EE i 4 RNA 2 IncRNA |
circRNA J miRNA 7£ TAO A HAEH 1956 &, W1 i TAO [
RIFHLHIFR LR 2R ER o TAO MR YT & ALHT Y R s
FEERR ARSCIA MEH R WA ALE R 45 w5

5% 3k
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