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Relationships between non-coding RNA and keloid

WANG Jian-Qiao, CAO Xian-Wei, WAN Chuan, ZHENG Xiao-Cao, ZHANG Zhi-Bin*
(Department of Dermatology, The First Affiliated Hospital of Nanchang University, Nanchang 330006, China)

Abstract: Keloid is an excessive fibrosis disease caused by abnormal proliferation of collagen fibers after trauma.
The main pathological manifestations are excessive proliferation of fibroblasts and abnormal deposition of
extracellular matrix. However, the pathogenesis of keloid is not fully clear, and there is a lack of safe and effective
treatment and prevention strategies, so it is urgent to understand the detailed pathogenesis of keloid and develop
new safe and effective treatment methods. In recent years, a large number of studies have shown that non-coding
RNA directly targets key genes or indirectly participates in the classic signaling pathway of keloid formation to
affect the proliferation, apoptosis, invasion, migration of fibroblast and abnormal deposition of collagen, thereby
regulating the process of keloids. At the same time, studies have found that abnormally expressed non-coding RNA
may provide a potential target for the treatment of keloid. This article reviews the recent researches on non-coding
RNA in keloid and the future prospects and challenges of treating keloid by targeting related non-coding RNA.
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B S A T FE T R IZ B I U7 A DI
FR S AEDE BERIIR R, R 2 TR,
E4W A RNA (non-coding RNA, ncRNA) PLZ Fh 7 2
Z 5 T RIRIEZENEER Y. RN, HRKEV TR
ncRNA A1 ARIRIZIEIRIT IR S R, A&
S T IR neRNA FERRIRIZIE B Tk R o

1 ncRNARYSE X INEERI/T

ncRNA 2 8 AR IR B RNA, F 24,
FEf/y RNA (microRNA, miRNA). KB E% S RNA
(long non-coding RNA, IncRNA). ¥k RNA (circular
RNA, circRNA) FIHAB ST K RNA. H i, miRNA
K EN 18~25 nt (1) L EEJE g% RNA 4+, 7l
it BB ) mRNA (1) 3" JERH 3 ORI #E mRNA 5%,
NI X 5 R 4% B LI 4 /E H . miRNA A
R E ALK B Bekik, RAHLR R
5, AT A bR 4 P IncRNA & —
K FE A 200 nt B ncRNA 41, A 8 3540
WG T e B ERE. BB M. mRNA
FEAR, FERHE A Y, IncRNA [ RAE
AT RE 7 H BN N5 NEWT 2 E RN E VI K.
circRNA & H1 4 P Al #4& RNA s [m) 87§18 5 (1) BoA
AR PR G5 A6 (1) AE 2 5 RNA, X F3ROIR 45 44 fE %
BhHAHEPT RNA S, 4EdEfee RIL, T2
AR A RERE, BAFEEWATEEME, i
FFEANTBCNIR I A bR &Y. B HTK I circRNA
Dhee - i3 miRNA ¥ 45 4F I B miRNA 417 1)
HIJRE. 5 RNA 255 8 A 456 0 15 2 R R e 3¢
H AL 2 AT (A DS T BE | S AR B DR S i 2 1,

2 ncRNAFBIRTEE

2.1 miRNASEIREENER

Hil, o8 EHIF2ERRZE R IERDN
miRNA, EAIZ 5T N, SR 4E40 i
wm. IR WL BV gHiE I, WA R,
5 {7 R AL GUAR L, IR VZ 95 4L 41 rF ) miRNA
R EERRIE, IS 5MIREBENE. 2011
4, Liu 25 3l 5 miRNA $4 55 51 23 07 i g6 92 s 4
SUREH NS, RIERIRIZEH ST E 23
Ff miRNA R I H 85 113RIE, 1fi 9 Fh miRNA %
KPR, 25 %IA 1 miRNA $E4R 1) Zh #E % W
EAMERIRG DA R EEEH . KERT T —
HAIESE miRNA 7] 38 ik 5 0 B 21 24 40 o 38 5 . 8 o
DA 58 JE R 1 AR T R 2 R 2 I A

AL (extra cellular matrix, ECM) K& 7T
BURME HERRIZ B R ) RN R 2 —, ECM [
B FEAEREES. FEEA. 2 EEA.
WMEER A%, FAE, miRNA A8 % ECM
¥ & B R A P2 IR V235 B . 1 n,  Chao 25
AR, TEIRIRIZIE 2H 4R miRNA-96 2 3% /= 3R
ik, BEAK miRNA-96 [1)3RE [ ¥ FF 15 Smad7 3R
AT, AT T BRI e S R AR B, 3 i
JRIZIEHE R, 278 miRNA-96 7] B /& 16 J7 R 2
PRI {ESE . 5 41, Kashiyama 25 7 78 & 30,
miR-196a [ ik Fik SR v] 73 31 5 20 T ARG S
& E WK BEASECTE =, 3R B miR-196a 1] fg
& IR IZ 5 IR T B AR, AFIEE A (FN) B2
ECM [R5y, Wu 25 B gol, RN
miRNA-217 0] PUd i H 3'-UTR i Fi 5 & 67 25
AT FN, M FN Rk, fM$RIZE TR,
P27~ miRNA-217 0] Ge R # ) 21 4E T2 s it 73697
Mg, A, WERURIL, miRNA-29 7EVF £ 47 4k 4k
RE NHL R RE W, HERLY) Remlarsen 27
ST 1 S TR R A 11 e iR B R IA RN £
A, HEIR Remlarsen 1] B8 & —F G 2KV TT 4T
YEAL PRI 5155, AR R AT miRNA-29 f) 6 i) 1 7%
YA ERE NI SR E B 7 ), LAUR DR A
Rtiayy J7iE Y ULERFAUER R, miRNA ) 2 57
FIA T T AE B B ER bRk 2 ECM. 1 & il i 2
ERIRIZIE T R -

FRETYEA AR I R I, B RZE. THT M
WNRRIRIZIE T R BB R 2. 4T 4 41 e &
WAL &SSO R LT, Wu 2 U R
K, PEIR 2P RRIA Y miRNA-199a-5p 7] 520
FSC T 4 S0 R 1 400 B ) 0, AT o e A, 4R OR
miRNA 7] 8 5 55 £ 4 41 ffg & 33 T 52 0 0 R 92 0%
itfE. B4k, Pang & "R LI, FIRIZEM
U ) miR-152-5p RIA W& R B, 1 %A miR-
152-5p fig W E MR 2B A by . 2. T,
MITHIHI LT 4Efb O HERE . AL, 5178 £ ] miRNA
A 3 A T A 2 R O ) 0 3R R R R 4 AT 4
HML TS Bk A IR -2 B (B cell lymphoma
2, Bel-2) & 40 B T 78 P e s AL R R R 22—,
B8 3 T E B 5 Bel-2 ik m] /R A B IR
filg, fekEEvEME SO & b gil. BRI, S5
e R B R 2R A L, IR IZ 95 4 24 rh miR-30a-5p
(AR TR, 1%k miR-30a-5p B B340 ]
Bel-2 () 3' dE#H B X (UTR) X H#EAT 4%, M
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5 3 200 UL O T 490 #2440 i 1 B
Wi B 3% miR-30a-5p AT R T2 95 1t g 1
p53 R NMRAEH HE R — R AR, HIigez —
AR T . FEERR T REEE e E Y miR-
3a [JRIE, FSREF4EMPTAT:, NH] LT 4E40
JRRAELR, XBEIA N BT p53 Fl miR-34a 2 [H] )
SRFUH EAER TR A, Wu S M T R I,
TE NI IRIZJE AT 4E 4B L b, miR-21 #% B, |
VA miR-21 W] ek 55 240 e 2 R 4 8 Ha A7 1 1, 0
il A B EK C AT R, B S BRI T AR
I caspase-9 Fll caspase-3 WGP, sz biikN T
AT ISR 2. [FIR, 400 P 3 P S R 2 D,
F B miR-21 AR T A4S, Ui B D] miR-21 7]
DA IR SZ 95 AT 24 240 PR o S R A A 5 1 48 i 7
To. BAh, Liu 2% " HBIE T miR-21 A~ SHET:
TE IR IZ 95 it 3k miR-21 1] [ FasL (8 T-4H
KA FEAR ) FIEEH KT, FEK caspase-8 [ 14,
PN L RLAR A TP TS 5 Im B, T R AT 4
SN TS, U miR-21 A R R R S g
R e A T2 PE . 25 B TR, miRNA AJ
I AT AT I B U T A 3 R A T B
TIRIZIEITE o

KEAF AR I, miRNA A] 38 5 0 5 R 2
P& T 2 VA SR 15 5 8 SR T TR IZ B I R 2R
KIE. FAE K A F (transforming growth factor-p,
TGF-B)/Smad {5 5 ¥ 5 8 I /& 41 4k AL ik #2 A ) 32 22
BN, AR BIE & S BT R AT 4 A A4 b
PR M Wu S U SR B, miR-21 fERIR 41
i B TS, R miR-21 7] LLiE it TGF-p/Smad
&S IB Al Smad7 (L i, 53X Smad2 1 Smad3
IR AL Ak, (75 T RN T LR R 638 T F%
M AR 4Efb it 72 . S Ah, Yao 5 U B 5T R I
it % 75 miR-1224-5p #] 414 TGF-B1/Smad3 15 5 i
e, TN HIROR R AT g g s . iR R
AETE,  [FI A 78 & B BB0E Smad3 2> (2 ik
PRGN M T IER, AT DI IR SZ I T B
AN, AR, RIRZEHL T miR-152-5p
MRIEWHEM T EFAHH, &FRE miR-152-5p i
B 5 Smad3, ] ST LM G G . AT R AN
FRET, W HRIZ S E . Zhang % &Y
RILEIEH R RA ML, ERR AL TR K
miR-637 fig [ Smad3 {EBEGE AR . FIRBF5
$& 7~ miRNA 1] i % TGF-p/Smad % /) ¥4 35 3 1M 52
WRIRIZ B B R AR S o ZH 20 DR I A afn 4 A

282 FNWIR DL SR 2 e 2 B R T m AR S =
MFEEM 2, WRINRERS. EBFH
F -lo (hypoxia inducible factor-1a, HIF-1a) J& /1541
ffl 2 5 BCE OB B B AL S R I . Lei &5 PP AT
AR, FMIERERAZ L, RIRIZEH HIF-1a
Fik K FH BT E, HIF-lo 7] 0% TGF-p/Smad F
TLR4/MyD88/NF-«B i, H.iX 4™ ii 6 i AH B AR
FA AT REAR IR IZIE I Y . Zhang %5 P B 5 3%
B, FAA miRNA-31 ji ik #8 [ HIF-1 (1) 608 =5 5
HIF1AN SR sR 4T 4E 0 (38 58 . 7 S o
FF P Mo 5 B FE, #2278 miRNA-31 7] G 2 RR
JZIETBEIRYT $8b5 . BbAh, ERFFLE, miRNA
A 3E I Y 45 PISK/AKt A5 5 30 6 K 52 ) Jid 21 4 40 i
() 14 TE A2 22 58 11, T 2 5 P IR IZ 95 (T 1.
Zhu %5 PURE SR B, AE IR IZ O AT 4 4l e
miR-188-5p [FIFRIAZE PR, i IA v H ] %
USRI IGTE . TS s 4, FOME A £Y294002
(PI3K/AKt AR HHIFR ) AbEE B 214 20 By LA 2D i
RO AR 2. SR, AE AT 4E 40 i
miR-188-5p 1| 7 F1 LY294002 kb3 3f: e A5 i — 35
B AIG 3 A A2 28 e 7, IX BB 4 B4R miR-188-5p
AJE g I Y PI3KVAK 3 45 K 52 Wi 1 £ 4 240 ffa 11 3%
FEARZZERE ). A N B AR K7 (vascular endothelial
growth factor, VEGF) A5 H| T~ L 1) iy 12 2 1 4 42
FFEAH O RNFHITER, TERIRIZE Y I
W PEEEREENMEM. An 2P R, 5%
IR 2L ) miR-205-5p &3 RN, i miR-205-5p
Al VEGF/PI3K/Akt 15 542, MM B AT
e M 1R R AT R BE 77, HIRIRIZ 5 % e
IR FLHE IR miRNA A 3 ik i 35 R 2 95 T2
PIAHR RIS 5w, dhmsgm R AR E.

B & % miRNA A AL R AR FT, R Bk
Z W 8 R B2 Fh 2y nl @ i 1 4% miRNA (1R 1A
SHRRIZIE R IEIRITE M o Jian 25 " Rt & 00, #h
HHIE A ATiE 3 miR-30a-5p 32 1 4900 8 988 IR Ak
21 S 200 1) 388 B % A AT AR BRI T b Ah,
AR FUE S R T 2l nT i it miR-34a 1R
TOIERRIL, TR BE 7 MORIZ B 0 /E B
Tang % "D WU, TS TR E A ] miR-
21 ik _Fd PTEN 1A, #if i mTOR {5 5@
% 7 PI3K. Akt. mTOR &Ik, MR IZE
BRAT e 0 R B . Zhu &5 PR B, i A AL Yl A
ST 2R <y (PPAR-y) P&)5FIRENS |- 1l miR-543
FEAR AR, DT ) NI ol 2T 4 248 IR i 5 ko
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ERFAEE T WAYIETT IR IZIE BT Bepl
#il, [R50 BH miRNA S8 A8 T 299076 7 %
JRIZIE A BT 5. #1845 7 miRNA X
JRIZTEAEEE
2.2 IncRNASEHREENXR

B 5 30T 5 R [ PN A1 27 X6 IneRNA B 58 FOTR N
R IncRNA 7SR IRIZ 9% 38 W R ke Iyl b 3
Fik, HZHRIRIZIEMIL K. 2015 4, Liang 25 &
T I I B R SR T T RR Y2 B A IR N R IR
H A ) IncRNA, K ILJE IR IZ 5 i kb A 1 731
A~ IncRNA _Fiff, 782 /N Fif ;s AEME Btk i,
IncRNA CACNAIG-AS] [ §62 5 T IR IZ 95 K i
Mg R, JE%E Li %5 B KL, IncRNA CACNAIG-
AS1 (CASY) fE R IR 2 H A p RIB B =, @i
CASI1 RS IEEE A M 1 B R & AR,
IR IZ 5 AT 4 dn )12 28, $278 CASI 7] R
25 T RIRIZIE M RS Ak, Zhao & BY ik
—BF 7t R, CACNA1G-AS1 A #l1#] miR-205 )
FIE, MR HE N IR TZIE B2 24 240 P P 4 0 A
ZEIFAMH YT . (KFRiL IncRNA DBH-ASI fE4%iH
i 4% miR-138/HIF- 1o 8 B¢ MR IZ I8 4T 4E 41
FOE TS, #2725 DBH-AS1 A] fg R ONRHIRIZ J5 3697 1
— B S, FIRFFAIRIR, IncRNA A 50 i

TRIZIETE U 2 N1

IncRNA RJ I8 VR 40 M G 5 . 8 T S5 A0 DG 11
SRR TR IZ IS R . Hedgehog (Hh) 15 5
PR AHSCEE RV K AN s 5 Ak, A5 B
TSN, SRRBIRIZER KL 5K €. Huang
5 PN RR AL 43 R BT 55 Hh 3@ B AH G 1 33 A
mRNA #1130 4~ IncRNA [#) 2 5 3%k, GO fl KEGG
PR HTR B, mRNA S203G5E . 40T, 4
ZUEE AL, [R5 A B IncRNAAC073257.2
A1 IncRNA-HNF1A-AS1 FJ i1 73 71 45 & R S8 A O i
FER R 1 2 (glioma-associated oncogene homologue
2, Gli2) My b Jife I 358 DRRIT AT 3T 1 00 55 IR) 4 ot A% TR
¥ la(hepatocyte nuclear factor 1o, HNF1o) #5200
Y BRI 295 B AR K AN B, B2 7R AN E 1 IncRNA
I T 00 A ] P A R 5 0 1205 1) K g o BRAE
WFFCR I, Wt 5 538 B AH 5C5E X B2 8 1 1 JEk
S SRR YZ S5 TP I BB AN A2, Sun 25 B 48
IncRNA B 51| i 1% 1 IR JZ 9% Hh 53 RIS 1) 116
> Wt 52 BR 1 69 > Wnt 4 5% ) IncRNA, 33—
BRI 4 4 IncRNA (CACNA1G-AS1. HOXALl1-
AS. LINC00312 il RP11-91111.1) 52 %} M) 6 4> Wat
LR %5 5 N RIRIZ B h 5 B JAH 9G K IncRNA %
BN ZAT SR ERRIZIE T, IncRNA 48 )

1 miRNAZERRIRTE & o B4

miRNAs72E RILKF 5 VEFIMLE] EEPE N
miRNA-96 A ECMUL 1 17 Smad 740 1 /LR i J5 25 19 26 % [6]
miR-196a i BRI R iR 2R 1 [7]
miRNA-217 i WA EEA (8]
miRNA-29 T NI 274 FNECMIE A S HILE Rl 1) R0k [9]
miRNA-199a-5p T YUPEIGTE. ITFe. TS FEMA T ELUARE A, ) G [10]
miR-152-5p T fRHERRAT e g . ITRE . JATS [11]
miR-30a-5p T ELEEE R Bel-2, DT T BT 20 i 7 T AN 3 G [12]
miR-34a i 5533 PR A AT FH A R AT 4 4 T [13]
miR-21 i 755 AT A L R 2R A A S T T Sl [14-15]
miR-21 e 55 I TGF-B/Smad (s 5@ i i Smad 7 1)K E Eil, s2m [18]

I/ i S ) 0k

miR-1224-5p  Fif§

IS TGF-B1/Smad3 (5 Sl i, S2MIRRLT AR g 5. [19]

TR REAR T

PHTSmad3, MR 4EAIEE ITRAESET [20]
1 Smad3 g 1k R 2T 4 4 i 3 B AN IT A% [21]
BOETGE-p/Smad FITLR4/MyDS88/NF-«kBifli %, S04l [23]

YEANRRAIIEAE . V5 T ANRRIE TR YL A

miR-152-5p T
miR-637 T
miRNA-31 A
miR-188-5p T
miR-205-5p M

T PI3K/ Akt 42 5 M) F 2T 4 200 10 F) 1 B AT R 2% (24]
{IHIVEGF/PIBK/AKt G S igte, FRICRAT4EAIufiz  [25]

RAIEAZ fE
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Wit F DR 4% AT BEAE 73 A0 R IG5 22 8] B2 A e 7 Ak
WA, AT DR UEZH M R AR

KB 5T % B, IncRNA 7] 3@ i $ 5) AH 5 1
miRNA & Ui 0 L D] ok 8 428 iR 4F 4R 40 i, AT
SRR 2 JE () . Wang 25 PR STR I, 8
IncRNAH19 5 miR-29a 171 #1] 7] 7] 34 58 1% 21 45 40 i
P& B95E. AR ZERE ), it ik miR-29a
M) 7 AT e i EiR ThRE, i RIAH TR
COLI1A1 NIBH 1E miR-29a X i £ 4E 40 B () 52, 1%
W FCHE 7R, IncRNAHI9 0] g8 i A& 1 T i miR-29a
AT B R I R IZ B K . AR, Xu
2t B3] 90 30 50 2% 35 1Y IncRNA H19 1] 38 i 58 4] miR-
769-5p/EIF3A 1 475 fie 3 i IR 92 I Fl 2T 4k 41 i 1) 164
A I H 1228 A S AR B AN R TR, IRk L T,
B IncRNA H19 B 8 [m76 7 JRIZIE T Re. I
IR IZ 5 2H 2R BT 4 40 e TGF-B1 2 =R s 1),
TGF-B1 A i&E i T % Smad ¥ p38 259F Smad i #%
TR AT AN BT . s TR TR IR R
4 ECM AL DR, Zhu 25 PO B REIESE, IR
JZ 92 IR 4T 4 48 Jfd ' IncRNA-ATB I TGE-P [ % 5
WO T ZNF217 W E T, mi IneRNA-ATB 1]
FA TGF-B [43WA1 ZNF217 [l ik, HAZ: Fif
miR-200c [{J7IA . Z A BN — S 70K, IncRNA-
ATB ] 343 4% miR-200c 3K ~ i ZNF217 [ % ik
ezl TGF-P 173 ih, AT AR IZ I8 (1) 2 7%
X WL RT e N TE K2 W RNG T IR 2 5 1R R T
TE KD bR S RIEE bR . AL, Yuan 25 BT R B,
LINCO1116 11 Smad5 /& N IR 2 & H R h Rk -
W, miR-203 K& T, R LINCO1116 BT 7 il
JRRAT A RIS A%, R28F ECM =4, i
Sq R T, 1T ¥ miR-203 B it % & Smad5 7]
T R AT A TR OO R IR 2 AT A A M S 5 AT
. 228, TATIARIYN AN LR R, %A T AR
7~ LINCO1116 B 45 W% it miR-203 3£ _Fi# Smad5
FALBERORIZIE I K. b, Jin 25 P w50 R L,
5 2215 1) IncRNA HOXA11-AS 7] i i miR-124-3p/
TGFBR1 4 F17 i 290 M 970 1 2 3 0l 8 A i, AT
BRI IZIER R K . Su 2 PP KB, IncRNA
HOXA11-AS ] i i #2 1] miR-205-5p K5 FOXM1
(PR, JETTHIH R AT 4 20 B 5 3T F8 1R 28
ECM #H S AUHEBE MR, D4 f i oo kb, dt—
5T K I IncRNA HOXA11-AS A ¥ 43 1% [t miR-
124-3p % Smad5 15 S5 k15 [ BKRIE G L,
N R BRI IZ B I B R R [ — A

IncRNA AJ i 5 A [F (1) miRNA HE112 5 IRz 5%
B & AN AR, FHRUEB T IncRNA 7R 58 IR IZ 95 1)
TE R B EEAHETER (% 2).
2.3 circRNASRIEEERN XA

BT cireRNA 75 BAZEMR N A6z, HEA
A—E AR E M R R AR R, ]
FIRBEMFERAILES NFEBRHICR. 2020 4F,
Chen % "L A, cireRNA 5 A 28 2 i 1 & £
RIEEVIM G, B4 circRNA KRN 7L, KW
circRNA TERIRIZIE 1) T8 Bt #2 b R 35 7 EE 1 4E
Fil. 2019 4, Wang 25 U1 @ it v il S 5 70 %
JRAA A 58 154 A 22 53 RIS circRNA,  Hrh
81 AN LA 73 AR, @I 2 5 RIA M cireRNA
BT GO M RELEA AR B IR 45 1 & 55 K S LA
ES B E4E, #5 circRNA 25 TRUEE 41
R, 2020 4, AU TE NRORIZIE BT 440 i
VI Bz Tk RS 2T 44 240 1 b 7 FH v e B RINA I 7 12
RFVEYNE B2 TR 411 A2 7 3RIK T cireRNA,
Horp 206 A Fif, 205 4T s GO Fl KEGG & 1%
e LR, 25 REM circRNAs £ EHS 5
MO T: . BB BERGME . PI3K-Akt FIACHHEZ. [F
N, 38R I A circ_0008259 ATk T AU AN
JREEMEIS, R circRNA 2 5 T RHRIZER K
WHLE, HRTENRIRIZ IS VA T SR s . thab,
Yang % W W R, BRI FIEY cire_101238
i1 miR-138-5p/CDK6 Hlifie kIR IZ 5% 2T 4 4 g
IPET:, R cire 101238 424t T W K IR T RRIZ
TR YR S . Ly 25 M TR, circCOLSAL
TESRIRIETE AL SURN T e 4l it vh 3R R B B T v, il
fi% circCOLSA1 7] @i PI3K/Akt {5 518 B 10 1) 184 7
LR dHMAMEE R TR, NI et gn iR T 5 2k
R AR 3 A MAE 5L, circCOLSAL 5 miR-7-5p
Z 181 BA &% miR-7-5p 5 Epacl 2 [AI4EZE WY (045 & r
o B RN, circCOLSA @i fff miR-7-5p
FEH Epacl 1 A5 554+ M RNA [R/EF, 177 Epacl
T EOE PIBK/AK 15 5 4 5 38 458 8 3E 9 IR T2 95 1)
WREEVER A, iZHE FUHE IR circCOLSAT 7] AR Ny —
TR A A BB IAITRE AL, IR T RRRIZIE 13
TERIHLERSR AL T — 2% q% . 2021 4, —DUAHE
A R 78 2 B, cire_0001320 A1 circCOL5SA1 7E
TIRIZTE R A 23 B B = 3Rk, 3 HL cire_0001320
5 miR-574-5p Z [ FEM B/ W iR kBT
W 72 cireRNA 5 IR IZ 9% 2 18] (1) 9% R B A HEA{E
., RS R0 R R A B AR Ay . 3R



o

F8ITG, 45 JRHASRNA SRIRIZIE 1% R LA et e

1193

3 M4E T circRNA XTRHRIZIE R REE- .
3 REERE

WEE A BRI AR, BRI 1T 5T
KL ncRNA 5 RIZIE I TE U VIAH . et 4
MR T, TR, IRIRL AN A
FEVIRUR IRIZ P 1) 3 B0 By 15 . KRBT HR,
P IRIZ % b 53 AL ¥ ncRNA i & Pl 44 18 128
BRETYEAN AT . T 1R T DL R 2R
HINE M, 2 5IRZHERERE, Ui ncRNA
XTE FERIRIZIE AL R A B . BT
(T 7T R W AE 259010 T IIZ 95 T miRNA K% 1
—E MR, BRI T BURIZ B A
RN, SAEGUN T AL, & neRNA 1R
ST ITVER R APk . ncRNA 25452 DL

HRRZ8 SC AFEAI), TR L0 T I 0 g e 7
EREYE, BURE GRS . X TAEG N T2
W, WAZRR B K B 9y i g Bl T A5 A B T
Jiik. WHNEERIET RNA 777k, WLMRES
Mo & XF 2 Ff RNA 4G, REHR XL A, RNA
B IE TR T N LA AL, XA A —
MEHAPEEN SR S5&5 N FA4PELL, B
JIR A6 T T RNA 97 ok Uit SE N I HE . []
B, JE T RNA [ 2590380 A7 1 G 58 A 5¢ 35 PR A1 H At
AP EARROPET R, 7 ARX L
W, B AL R A S o RN 25 245 5 VR AT AN
Wikt o tbah, AEFEN T AR LB T RNA
M2/ 18 %2 . BIRHRTIEE A 2T neRNA J7i%
TBIT IR ZIE I AR RS, AH AT DLW A i 40
W FT B R R T 5t HETE B PR A JT ncRNA 7

32 IncRNATERRIR 2 7 FP B AL

IncRNAs%y 2 FLKFE TERLHI EPYN
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