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Abstract

BACKGROUND: In recent years, it has been found that the expression of long non-coding RNA molecules is closely related to the occurrence and development
of osteoporosis and plays an important role in it. However, the underlying molecular mechanism has not yet been clarified.

OBJECTIVE: To review the role and mechanism of long non-coding RNA in the occurrence and development of osteoporosis, in an attempt to provide a new
idea and approach for long non-coding RNA in the prevention and treatment of osteoporosis

METHODS: PubMed, CNKI, and WanFang databases were searched for relevant literature using the keywords of “long non-coding RNA, osteoporosis,
mesenchymal stem cells, osteoblasts, osteoclasts, cellular pathways” in English and Chinese. Fifty-nine articles were enrolled for further analysis after excluding
obsolete, repetitive and unreliable literature.
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RESULTS AND CONCLUSION: Long non-coding RNAs can be involved in the prevention and treatment of osteoporosis by regulating and inhibiting the
osteogenic differentiation of bone marrow and adipose mesenchymal stem cells. Long non-coding RNAs can promote osteoblasts and inhibit the proliferation
of osteoclasts to influence the occurrence and development of osteoporosis. The regulation of long non-coding RNAs induces the activation or inhibition of
osteoblast-related cellular pathways, thus altering the expression of target genes to participate in the procession of osteoporosis. Therefore, further studies
on the role of long non-coding RNA in the pathogenesis of osteoporosis are helpful to provide a new idea and method for the early prevention and clinical

treatment of osteoporosis.
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0 5|= Introduction

BRGANE T F R R R AAT B G AR RE @
T 0T T R AR AT 80 B B R T, FRERAL %
R T ZIRY . BHREMBIR, FIMEIER, 28R )
M KA T A AR A G R R . LA Z AR
Bk, BRBANE RN RE AN R, %3] kK
. BT REER. SEEAFHLE, BERMARGRE,
AL T L, LREFRAT M EZ P, ARE
B8R AN, BREAAEFTIFRLEFREEHHoEET
M, HFEERFEKGEBRKE. ZHE7 T RAAR®EHF
KIE KA, BREFRARERITEN R, B ASETERRK
ANIE B £ B IR 2R R SRR A H) B RO, 2l T e R
BB K Ao 7 2 R, o S BR 2 A8 % 64 A1E SR LA B 4R &
F RN E, R ARFRENY, Bk, #t—FEEFTH
BANIE 6 Z SR BT B0 06 ik R R,

I % s+ % 4% 3 4 25 RNA(long non-coding RNA, LncRNA) AF
SR, LI LNeRNA XA L T B /R AR 6 R 38 A 39 it 42,
M BAE T AKSHERG L AL L. IncRNA & —F K B it
200 nt #94F %525 RNA, f7 /2 3 APSL R T 465K, M2 3 B AEEn
FREGR, SLREmE A LR RAS S AN T,
B FAEE. IS A LR F S F KT EA L AR
#9842 . LncRNA sk B4 R 4. it Rk Rk K 5 A KK S
FREAE, QBTG BET K. BTIRE. BRAAF D,
KEHR AN, LncRNA LB RHENEL L KBS T LIETE
WIRAEAER, A5 T AP AR, om0 Ih . k. BT
WA #. mEAF Y, ZLFEE%E IncRNA 55 L%
ANJER K F, ABSLA B REE AR T . AREIE AR T i
PRE L. BROE fm e tn R A6 ok, VA AR B R B
JE 8 K IRAHR Fal 06 7 ik RAE—ANFT 89 Bk,

1 BJEFN753E Data and methods
11 BRER

111 kAR LT
.
1.1.2 #&LHRATFR 2012 51 F £ 2021 5 12 A,

113 MRHIEE FXHIRE: T ER IR E. 7583,
AR PubMed £k35 F .

1.1.4 #&iE FXAEERE: KIS RNA, FR G, 8L
RFmpe, B @I, A @i, mieidss, %Xk long
non-coding RNA, osteoporosis, mesenchymal stem cells, osteoblasts,

%—. ZAFH £ 2021 4 10 A #ATA

osteoclast, cellular pathways.

115 AR LskER FHEBEL. FRRE. FiE.

1.1.6 Mk R K4k 4F % 5 RNA AND B it 34> OR 8] AL JR
F m it OR A B 40 i OR 25 %m i OR m leidi 34 [ £ 44 ]. long
non-coding RNA AND osteoporosis AND mesenchymal stem cells OR
osteoblasts OR osteoclast OR cellular pathways[Title/Abstract].

1.1.7 ¥MELHRE FUBK 48 B, LIk 400 5.

12 MANRE OLFAENEES IncRNA, FRHEAR, 10 A
JFmie. sE@E. BE iR, faiiE kAl k6 Lak; @b
A HAE & T e ik, OWARFR 5 F LR RARRSE
& ER R eIk,

1.3 HERIE OL5MB AR R—EK LKk, QAR HF e, 4
W& G AT A B UK L.

1.4 BRIBE L3 448 BA0ETak, HPHER 390 %,
FREAN 59 B, L 0%, #£L59 %, ILE 1,

el e > % > > o > i > Lk >

75 B A 3 HRE ekt i b i s 0 59
M. 757 A3 % F 4k B b BRI ||
pubMed %5 | | Bl HI7E | | i, WU i, MR ||t
¥ o P 7 K 45 R 13 5] 448 EN PN ;xxéﬂ:
e k% Rk R N

1 | RERIEE

2 458 Results

2.1 LncRNA MBFTATHREVBIRER B K TFapih %

) oA de R IRIG A, QLIEAERS T e, B RAE R T e,

Jig Jo5 18) 7R F am . BRI R Feamme s Y. 1 AR mp e
4R T T A AT e, BOF e, JiE R da .
EHE AT meF SAmrmie ™, AR TFare) iz
K TR TAZ AR A E FAUR, B A, LncRNA i@ if 4558
18] 5 F fm e B s 18) )R T 4m A B R BN A R A AL o 4
R A S

2.1.1 LncRNA 78 34 08 % T @ e ey B tE A B aam Ak T+
200 E) PR B I 2 AR TR B T B K A T R 04 B
BRI AR T @ le ez B R B RS IR e MR F AT
155 #0425 e A, Z2RIAEHE Ffedk Fe KPP0,
IR RAFFIES:, LncRNA €% 4 B #1875 T tm e s B it A2 o
A AR FARAT BT, ZHANG 5 M %R A A3 F A B 3t A
B BEI0 )R T R A it A2 b G A Fo AF Y AL 4% T K R OA R
Fo ) fe P AT AT T AR R, K IV F 785 /4~ LncRNA 2 3% £
i, 623 A~ LncRNA 2% T, iX4H-7 7 LncRNA {7 #i18 Lk F
4 JEL %6 oA Ty 6 F VT AL A AE B — AR 49 8P 4E . XIAO LING
U Er e £ I IncRNAHI9 A4 2 B B ARG EEH T2
TR, @Ak & ik HI19 W) 7T vA i it E 8 miR-19b-3p 7K - 4 4| B
R AR T fa B e 38 F A B AL, A d e B R By, X
BFTHIO A2 B RAEAETHERAR, Bk b,
LncRNA Bmner a2 sT LB it il P m i s R &G, S 4AF
ZafigETNAERAEEEG 2(BMP2) 13 5@ 3% kA 455 4L
AR Fmley sl £S48, FEAD LRI EFEYERF
TAZ f= ABL B R BRI BR 6048 ZAE R, $# FEMFR T TAZ T
A 5 Runt 48 % 4 3% B F 2(runt-related transcription factor 2,

Chinese Journal of Tissue Engineering Research | Vol 26 | No.32 | November 2022 | 5243



@7 PEEATEHR

www.CITER.com Chinese Journal of Tissue Engineering Research

RUNX2)/ it B A4 Bl AR 3 78 4033 7% < Ak y(peroxisome proliferator-
activated receptor y, PPARy) 44 & 4 &4 eq0 %, MRt g
R F T fm B BB b A 0 ) AR Ak L B R A AR
F e — 0 FF R TR A I e, W A8
RGBT R ER LK R, ARE F G 1018 89 R P #r
B 5 KRR GANIE, BT A3 4] PPARy 5 A IR B 5T A6 AT A
F B B8 18] AR T 4 08 AR 4 R oAk i R A ) BE B e ek A
oA M BRI E G (GILZ) & £ 2 R A8 B F PPARY2 49
4] A, T L8 i 37 4] PPARY2 B 3 T L 49 CCAAT/ ¥ 2% F
4 4% @ (C/EBP) AL & 5 49 4| PPARY2 B 3 F 44 4% & ™,
SHANG % " % 3 it % 3% LncRNA tcon00041960 7~ 1 ¥e ) 8 45
MiR-204-5p & A g, 5 B F RUNX2 #9 #3%, R F o4k, FH
7 VA o) 45 miR-125a-3p 38 e & A B F4E & B 69 KT, Bk
FALE BB 18] AR T m A& I8 W oAk, X T AER B TR B AR
g HEAE, AR JRAE a5(Hoxa5) A B Ae 4T dt B 4618 AR T @A
1) A5 W tm i oAk, BRUEAE R &M, LncRNA Xist =T 838 i 3% Jm A
FlJRAE a5 &) & KPR E LW B R A ", Jsk, LncRNA
ENST0000563492 3% 7T vA il i3 38 Ao B 44 18] 7,/ -F 40 i i B - 1bit
b R A KR T RE, RERE - oF AR itfE,
AR WAL R AR T R E TR B R s UYL A £
T IRGANEG LA IS, X4 RIC I T 2 LncRNA 46 W
iR, HabiE AL H e B AL R T e e A A RR
2.1.2 LncRNA & J§ 18] 70 F am i bR 345 A Rg b ia) 7w T 4
JOBA AL A At e B i m e 5 S AP et A B 4e ., Bk
BRSBF B RGANGE A, B, ERFE LR T @i a5
A& % LncRNA &9 BF 2 8 AR e, U 2 ™ B % 4 L LncRNA MEG3
o] A i 3 ¥ 16) 8 4% miR-140-5p 7 | A B 18] &R T 4m R A
A 3 ) B R BN JE B9 K 2 . LncRNA HIFLA-AS2 3T i £ 1%,
miR-665, A L & mfi/~& 6 $E BB ILES 3- 8 Bs / & &
% B& B(phosphatidylinositol 3-kinase/protein kinase B, PI3K/Akt)
1E 5Bk, ik R AR T e ed g it Az B g A A
Ji F 4 R A B A% % INcRNA PCAT1 #= Toll A% 4k 4 R kKT L
i, LncRNA PCAT1 # 845 miR-145-5p, i iL:#% % Toll % 4k12
FiBFk, a4 LI Toll H2 4k 4(TLRA) ¢ & ik, HL3E ARG 1A A,
Ji T amie s g oA B IN ZE Pk LA ARS 1) R T fa R
B oAt F2 & LncRNA MIAT 84 £ K0 2 T, K934 LncRNA
MIAT =T 2 FAT ik A G 7 18] 7 F @ J B ok, EAus] =T A2
SR LncRNA MIAT =T vA 37 41 I 9 37 28 B -F o(TNF-a) 7K i 42
AR 18] AR T fm R L.

22 E AT, LncRNA T A it 9 8808 R F a8, A8y
18] F R F am e AB 6 AL AR A ) R R ALk A L B R B
MEW S, JLEFR 1.
2.2 LncRNA XA B ZBIEENBIRER mE @it £ 2k B T A
FiF i, FoREImInI AR, QTS E. BB
B | RIRBEG S, MBRBFFHEIET D, B FY
B AR A E AR, R B @IS E R Ao o S K Ak
BRETE, FEFRAMENGL A, B, FRESEFA
R R R E BTG A6 97 7 KA 10 AR T e fe6) %
B tm oA e B LG E S . REHAFR AR, LncRNA
FERE a8 IE. k. AT P REEETZHRATEA.

LncRNA AR 35 o) 68 2 R B g o] KB A &K OWBE R,
B, 4o SUN 5 P £ 3, Lnc-obl ARG @mie s (X +%, ERE
it A2 b kA Fif, FFd i bR RCE 45 F 45 X B F Osterix
BT RARE mIeE AR RE, ERE @t itk
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2 .3
F 1 | LncRNA i8] 78 B T 4R A = E A
LncRNA Fik 4R HEST lEk e Z% Rk
KBRS RiREE SCHR TR
LncRNA H19 ik BMSCs miR-19b-3p 4kl 40k [12] 2020 4F
e TR B
LncRNA Bmncr ik BMSCs BMP2, TAZ, fEiFRCE 04k [13] 2018 4F
ABL it el 434
LncRNA tcon ik BMSCs miR-204-5p,  fRitRE 0k [16] 2018 4
00041960 miR-125a-3p, il g o4k
RUNX2, GILZ
LncRNA Xist FiFik BMSCs Hoxa5 fRHERIR /AN [17] 2020 4E
T B R Bk
LncRNA Ei#ik BMSCs VEGF WA - M55 (18] 2020 4F
ENST0000563492 AR A, Rk
B
LncRNA MEG3  [5#i% ADSCs miR-140-5p ikl sflg /- 4bist [19] 2017 4F
1M TR B BT A
LncRNA %15 ADSCs  PI3K/Akt (kR E /4 [20] 2018 4F
HIF1A-AS2
LncRNAPCAT1 ik ADSCs TLR4 feitpe 74 [21] 2018 4F
LncRNA MIAT ik ADSCs TNF-a fRikper st [22] 2018 4F

Fik: BMSCs AFHEI 00 T400L:  ADSCs IR I IA) 76 B T4 ;. BMP2 Jyfiizds
R 2 TAZ J eSS BOW R T ABL R BRI RUNX2 9 runt Af1 %%
ST 2; GIZ Nt R EE S ; HoxaS Jy RIVEHE a5 JE[H; VEGF Ay ILEF iy %2k
K[ 5 PIBK/AKT SA9BBRILES 3 8 / 25 (13 B; TLR4 Jy Toll BEZ4k 4; TNF-a
FIMRIRIEE T o

i& Lnc-obl T A4RILIP £ 5540 BB R AR, XALHF
LR R iR is 7 R SN 0 B de k. YANG & PR
K I F 4518 AR T e e kB 4 kAR LncRNA MALATL #% 4% i@ it
5 miR-34c 4, RHERF @I T S 4A AT 574 F s %
B 2(SATB2) & & 49 & ik, Mg &g R gms s e @iRe) &
M, mITEK LncRNA MALATL | (4K T A 4 69 & i fe A AL 48
WERF . WANG 5 P L IUHURK 4 49 35 An =T oA B K
FEAMRIT R A 4EJA T, IncRNA TUGL 3T vA L B A 4wl %
B F %4k 1(FGFR1) 49 &L, M mieut i B amiesg g, 74 me
mIp AT . @IrH ARE, YIN F 7 ER L I —F 37 A 49 LncRNA
AK016739, 3% LncRNA AKO16739 < A _E i & B B F RUNX2 ¢
Fik, MAAR Ut 45 B F TCF7/LEFL 84 & A Fa i M AT 8t s B
Ho A Fn B . LncRNA WT1-AS B R s &4 2 ¥ £ ik
iR, it & A LncRNA WT1-AS T §- 2 A © L A p53 £ A4 3,
i P53 RAAR—AFE o4& AE, 5mief e9iA4s. DNA
s, mitatt. @A TEETENAYFARMAL, —F
A8 EAE A 2 ) A5 AR e it A = ®®, LncRNA-ANCR f& 464 & &
SR GRANE B H P R iK3E e, JTEK LncRNA-ANCR =T i,V H 5 zeste
Fl R4 3% F 2 (EZH2) 49454, 3&Am RUNX2 Rty Rk, BF
REHRE MG IE . BB EREEE W, AL R E a3 7 48
HEG, BRBRELEZY. [2KRARalYE a2 8kt (2 © 1)
RGHFEF T REMPITLE G, bl e) B E 25 RIKRR R R
ZIRARG TS A B R M 69 B4k, LKA LncRNA AWPPH 5
BAREFm@pt | ARR ol THEG [ ARER 2 LR, 412K
Boal b a2 Y E&T 2 1, ATmEAET RGN £ A B,
2.3 LncRNA XHTESMIBRNEIRIER 7 R smmEe LA 580F
w6 E G 5% & EAN K, AUF WL RAR T AL ) EvE L
ARG E S A i, BT ol B A& G KGR, TR E R
KFa %, RERE T HETEME T WA AR SRR
BiAnFo B ok 3R BV, NF-kB Bt ik % 4Kk 4 7& B F (receptor activator
of nuclear factor kappa B-ligand, RANKL) #= E "4 28 fitL £& % ) i B
T (M-CSF) & 4% / B % 0 JO AT 4R 20 I &) B F fm Ak 6y 2 />
& 249845 B F, RANKL 4K (RANK) 2 15 F 28 40 b & & 49
P JE RS A T 2 AR R AR AR, RANKL 38 it 25 A 5907 B 24K
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RANK kA% 3t 28 B g ie o4k B2 B KPR, Mg &4k 2. %%
2 9% gk Fo Tt B 2L AL 95 20F RANKL/RANK 38 3%, A 42 3t 3%
B, RAFEERGEAEY LA P, LncRNA T ki
it RANKL/RANK i@ 348 2B e 6938 74, k. A, MM
WA R FANIE, LING 5 B9 & I LncRNA-MIRG ££ 2% § 4m it o
FAA B, LT OAE A5 FiESE AT miR-1897 xFEL T 4m
feA% B F (NFATC) 94 4146 B, ALk B8R 40 i 2 AR Fe B RO,
I TG BCF AN JE, NF-kB F 3% @45 p50. p52. RelA(p65).
RelB #= c-Rel, #7#) NF-kB 13 5 i@ 345 247 4] IKBs & &, &iF
IKBat. IKBB 7= IKBE®™, LncRNA HOTAIRM1 = yA i it 37 41 p65 #=
IKBou &9 BRAY., .55 RANKL A~F- 44 BB 4L p65 F= IKBa 4932 5%,
&8 LncRNA HOTAIRM1 #4538 if K & NF-kB il 3448 # KB 54k
Fadip | B F A, T B R AN E Y. BR3P E 2 RANKL
8 R ARIFA, 7T 7 4] RANKL 5 2 % /K RANK 69 45 &, A
FEL V7 4% B 4m 0 AT AR 60 AR B R am i a4 BT, CHE 5 P 4k &
I, RANKL =T vA % § LncRNA MALAT1 44 % ik, LncRNA MALAT1
SR T 1 45 RANKL 3% 5 49 2m Jiou 2 K 37 ) A= 2w o0 8] B L, 5F
BB T A BB R AP F 4G R A #E M AL EE R E L. IncRNA-
NONMMUTO037835.2 =T #7 4| 2% & m JL &~ 4, # T 8 IncRNA-
NONMMUTO037835.2 12 it 2k F 4w o T ik An dk A, it —F 09 A1 50
%A, IncRNA-NOMMUT037835.2 =T ftid it 1 %) 18 RANK &k,
F74) NF-kB/MAPK 12 518 3% 38 2Bt fL by 74 %, 7,

VA B S B 50 45 RAA B T EAFHIL AR LncRNA 5 5 4
FOA=BF 4 ROAR TAE ) T R GANE RS AR P B9 F AR, LER 2.

2 2 | LncRNA XFRE B {RABFIAE B 4RRR R is(E A

LncRNA *ik 4 Hisa T EHRCR =y T
K B AR SCHR B[R]
Lnc-ob1 HE#iL OB Osterix WOOR R A TE [24] 2019 4
SN B T
LncRNA f#eik OB miR-34c,  MSmAEAHMUVEYE  [25] 2019 4F
MALAT1 SATB2
IncRNA F#ik OB miR-34a,  {RibkE4ufiuit e, [26] 2021 4
TUG1 FGFR1 LR oR N
LncRNA {k#iL OB  RUNX2 (et peE i [27] 2019 4
AK016739 R R
LncRNAWT1-AS =ik OB P53 IR R 4T [28] 2021 4F
LncRNA- {L#is OB  EZH2, RS 4niEIgsERE [29] 2019 4F
ANCR RUNX2 T BTl R T
LncRNA [mi#is OB Collagen I Ml H4ifufhsit [30] 2020 4F
AWPPH Ttk
LncRNA- fm#iA OC  miR-1897, {RifMiE4MAER (34] 2019 4F
MIRG NFATc1 R i
LncRNA F#is OC  NF-kB TR AR R [36] 2021 4F
HOTAIRM1 S0 e E AR EA)
Fik
INcRNA-NONMMUT ik OC  NF-kB/ (e B I e [39] 2020 4F
037835.2 MAPK &

Fyk: OB NRMUHE AN Osterix AL K 57 VEH: 5 K 1: SATB2 & & AT J7 41 ¢
SRS AR 2: FGFRL N RRZFAEAHIAE K T 5244 15 RUNX2 Dy runt A OGH; S A
F2; EZH2 7y zeste [AJEAIE 5 ¥~ 2 ¢ Collagen 1 24 I AURJEER ;. OC Jy i 4 i:

NFATCL Jyifift T ZHHIZ K ;. NF-kB A% IR kB MAPK Jy 22 25 s A 2 (it

2.4 LncRNA 5{B8&EE

o LncRNA 5 Wnt/B-catenin {55 1@ &

o LncRNA 5 PI3K/AKT, P38MAPK, IGF {5=i@%

2.4.1 LncRNA 5 Wnt/B-catenin 12 5@ 3% £ 22 #1449 Wnt/B-catenin
EF@ER T, Wnt& L5 K& a (Frizzled) o9 £ K 58 I F
JE R & & % R A K& & 5/6(LRP5/6) 454, 74| B-catenin A BR
1%, FE A 49 B-catenin K-PH HFHEA DAL S EEK R
F itk B34 5% B F (lymphoid enhance factor, LEF)/T mje.H F (T-cell
Factor, TCF) %4, Z&FFARE R eib B a9 &34 ", LncRNA
#% 4% 18 1T Wnt/B-catenin 13 5 i@ 55 & 4F B RS 09 R IEAE A
42 LncRNA00707 i it ¥e.18) 4% miR-145 LB LRPS 49 &4, #MiE
Wnt/B-catenin i 3448 3t AR 8 18] 77 T m e g g e . &
i 44 LncRNAO0707 ) B 4 %] 1A i it ¥2.%) miR-103a-3p 3 Aa DKK1
#97K-F, DKKL & —#F7H 289 LRP5/6 4F 3L 7], T47 4 Wnt 13 5
W, M H R EAR X AR e RA, JLE 2", WANG & @
K IAEF B FR T e Bk it A2 F LncRNA DANCR 44 & 34
KT 44k, @ CTNNBI 49 mRNA Fo%& & /K-F 34 H 5, CTNNBL %
#5 B-catenin &9 2, A fmigiE Wnt/B-catenin 13 5 i 354 3t i B
oA, TG B R GAE. LU S “IRE T EFRRAAEEL R
B 85 18] 7R T 40 e % LncRNA SNHG14 #3422 T, Tkt
LncRNA SNHG14 {23 s B -1k,  HT fe A B iE T8 Wntl #5515
ARG 2(WISP2) fhhuik T B R SRAME AR

FAVAVAVAVAN
I anRNAOO7707]

NNNNAN
LncRNA007707
WAYAYAN
miR-103a-3p
miRNA-145 s
DKK1
%
S % ,@@\
LRP5

)

B-catenin

)

msms) |

FE3E: DKK1 Jy43 s B 25 (4 Dickopf-1; LRPS AL JEE g 25 11 A2 M4 A %
B 5; B-catenin Ny BIEME [ LEF NFEFEIN FkEIESRIA 15 TCF A
T A7

& 2 | LncRNA00707 {Ri# Rk & 7 X B

242 IncRNA 5 BB ELAZTORETiE% BFHELATOR
—RF 2R AT HEFES, BETHAMARR TR %G —
A, BHERAZOLEGSS wib AR RETEHE, &
FF R E mib e AR P e Ak, BAELSY Y
LEART 20 FHEFHELERORM, LT EHEALEES
1, 2, 4, 6, 7, QR AR Famoib ARty iz, LR
) 84 BU AR 3T % ARG FF Ak B ), LINCO1535 4845 38 m B % &
RAEEO2HELZNKT, FHEALAERO 2RATASINAZ
Rebas, dmaEiRk 1 AR, [ B ZARBEEL T 49 R-Smads
(Smad1/5/8 H_ &4k ), “mfe/m F BEEL 1L 49 R-Smads 5 Smad4 4
AR REEFRAAAY, AN LREREARXER AL, L
& 3", fk7K-F 49 LncRNA UCAL %64 LR B @i d 5 AL
A &G 2. Smadl/5/8 F= Runx2 & ¥ 69 & ik, MmARut g 4 i
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@

i‘
BMPR-1

l

4
Resrgad 175/8

é
REEERA

EE: BMP2 A IEAKREEH2; BMPR- | HE ISR EER | M2
ks PONBERRAL; BMPR- T NEBEERKAEEND [ B2 H; R-Smads 2y
Smad1/5/8 & &1k

[ 3 | LINCO1535 {Ri# Rk & 53 L HHL I

w3gah . oY ERRGEAEEEF T EHERAEZS 148%
REL, FHAL ARG 14GEY 2 miR-29b-3p #9 ¥& mRNA,
LncRNA NEAT1 < 845 miR-29b-3p-BMP1 412 it s, ‘5 o1k, it
Y506 B R B
2.4.3 LncRNA 5 Notch 12 5@ Notch 2 8% 0t A & 42 49
RFAET IR, BRATP @A, sk, THABTFFEL
HEZER . w3304 F Notch LA 4 A, Atk 7)
4 Deltal, 3, 4 & Jaggedl, 2, % Notch Z/k5 fihss b5,
S RAE TAGE B y— -k Ba e 4 B T /K AEAEZX Notch B 7 v R B
(NICD), NICD 14 fmfitA% 1 46 4% 380 0E 5 8 20 T i Bk B 49 & ik B2,
LncRNA Rmst i it 3% 4% Notch 12 5 i@ 3%, f& BMP9/Smad # 5§49
8] Fo % F tm B E oA R AR E E 0 F AR, UK LncRNA
Rmst #T F i Notch 4k feBe ik by ik, Fip4 T EH AR AR
B 9FEFHRE . RIE ARG ML, igE 49 Notch £

A S A X — it A2 P, LncRNA HCG18 25 /R #miE &4 F &
A9+ %, LncRNA HCG18 42 3t NOTCH1 44 £ 3A A o 37 41 B 34 18] &
JR T a8 s B AL, 1R R EE S HCGL8 SR T 4 MF & I 7t
FORBEFHFEELY. YUF P A LIF R EH
B Fa i FE AP 49 LncRNA FTX A4 % 3374, 7 miR-137 &4
M2 EFF, T LncRNA FTX i@ it #e.%) miR-137 374 Notchl
125 B0 0E, PRBEBRE @I e R, 37 AR E L.

2.44 LncRNA 5 PI3K/AKT. P38MAPK. IGF 15 :i@54% PI3K/AKT
AAGREmREA. T A5 EEE 5@ %, LncRNA
AK023948 =T i it PI3K/AKT 12 5 i 343 7 Mgk F 4k 2 AR X M8
BAr K RRE i, AKT BRBRAL KT, Mmifl P s g amindg aa Y,
MAPK 12 5 i@ 3% £ B R BuAN 2 B ARt 7 PR EZAFTHER,
LncRNA AK125437 i i3 7& MAPK 13 5 18 344% dt ok B 4m Loy 38 74
Fastl, TAMBIERGEAAE S, MEEHAKRFIRAK
AHEFPHEEZRTF, Huinf AR iR, T45%59.
[ AR R B 8 69 R A %5948 % , LncRNA H19 = VA& 42 miR-185-5p
st B E A A KRBT 169474, A3k AT mi R 54 PO,
sboh, 5 E $4Z 538 ¥4 4e Hedgehogs i@ 7+ LncRNA 894 A i &
FERR.

N [48] )
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A LB A I, % AP 5L B A A ea B R G,
FR 3, FFHEK AT Tl UL L — ) L AEE R, mALH
HoAZ 53l 35 B A 40 B 22 AR I % 7 T84 4m 05 5 aE
3% @.3% Wnt/B-catenin. BMP. Notch. PI3K/AKT. P38 MAPK. IGF 4,
LncRNA #9345 i 3% 7| A2 3R 4m 0l 5509 40% A7 5], A i
T e B A AR AL B R GANE 6 A2,

# 3 | LncRNA SHMIEER7E B RIRANERI(ER

LncRNA AR 55 IR ERIZR 2Bk KRR E
LncRNA 00707 BMSCs Wnt/B-catenin  PUE FFifs [41] 2020 4
LncRNADANCR ~ HBMSCs  Wnt/B-catenin & H FiGif  [43] 2020 4E
LncRNA SNHG14  HBMSCs Wnt/B-catenin P FHiFL  [44] 2021 4
LncRNA 01535 HBMSCs BMP2 PUE GRS [46) 2020 4
LncRNA UCA1 OB BMP2 TEH R gifs  [47) 2019 4
LncRNA NEAT1 HBMSCs BMP1 PrE R [48] 2019 4
LncRNA Rmst MSCs Notch PrE R [51] 2019 4
LncRNA HCG18 BMSCs Notch1 e Fgifs  [52] 2020 4
LncRNA FTX ocC Notch1 PuE g [53] 2020 4
LncRNA AK023948 OB PI3K/AKT Pl g [54] 2020 4
LncRNA AK125437 OC P38MAPK TRBRFRS  [55] 2020 4
LncRNA H19 0B IGF PR (56 2019 4

Fik: BMSCs g i 7] 78 L T4 A; HBMSCs A\ i 7] 78 L 141 Al ; MSCs (7]
FEF T4 OC B E4ifi; OB ARE 4NN PISK/AKT ABERRALES 3- i / &
14T B; P38 MAPK Jy p38 2222 J5 AL 2 g 1GF AR RIEE KA T

3 NEERREE Conclusions and prospects

3.1 BEEMATRZAEARNSEAEENRE F Rk 2 —
R, RATHERRR, BrmaRRiE 21, MXNE
LA FRTHE 900 4L, B, £FRHEA LB
% LncRNA-miRNA-mRNA #j 32 44 3 4 b 1 SR04 RNA 38 35 8 3 19

AR F e o5 o RAEF KRR HE, L FERS T EH
R AR, R, AEA A% RNA Z —69 304k RNA(CircRNA) &

T AR it 55 4 M 45 A B AT miIRNA B 8948455, F74) miRNA 5
AR K IES TSR A, A5 B RN A, f4e,
FERE A2 P, circRNA_0016624 #4518 1 i 38 7& miR-98, 3% 3%
BHERAZTO 2MHREA, CoBTHELATO 2 £ FSRE
oAy KAEEEAE A, Bk circRNA_0016624 454518 i A 4 fie
A B ROE B AT T circRNA #9408 45V, {25 2 M 49 LncRNA
AL, FRIKRAG circRNA A 1R F 69485214, Bk, circRNA £
JRBRANK S i AZ 69 R LA AT IRABT L .

32 FEERXBFMHALENIER EXBEZEFEAT
LncRNA B R HANE + Z 269 R TR, il i i AR T
@ e e g 5 18] ZUR T tmBe oAb o @) ARCE 4 e AR BUR e e 6 38
AT ARCE AR R IR BE AR, RAFEATNG B R
FAN,

3.3 LARMESIRIE LncRNA e &/ KP4 L B Ak ¥ L 45 £
KR EIAE R, LncRNA T A5 % &4k eI A B LA PP A B
EIRAEA ., #HFME, X TR HASH. ANELEFS
FrE R AEiEAE, Kby XETREMNSF AN FiT
W REL K AR R ARG AT AR, AR R P A BATERAIRIT,
3.4 EAMBEERN A LncRNA A7 F AN E F 6984215 B
BHARIB T, LncRNA T B R A B R BANE S BT 697 AT 69
& WA &M Fais 5T ¥

3.5 BRFERENRFNEIN b, KRR FIRBAHFZ
MRk E fR R B —, B LncRNA £505 e sAb o 845 1% A
BB AL AR Y T3t RCE m A e9 A . Bk, LncRNA E2RF
@ T A e AR AR AT S A K iE; B =, LncRNA 428
ARG R AR A TR, AR R AU 493K & R3 &b A
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