3145 11 sl Vol. 31, No. 11
20194E11H Chinese Bulletin of Life Sciences Nov., 2019

DOI: 10.13376/j.cbls/2019142
NERS: 1004-0374(2019)11-1158-06

KHEIE IS RNAXS & R AE VEHE(F A RV STt R

X FE? A%E, HOFET
(1 L 7 BB AR b, Lt 200438 2 o BE RIS AR EEBEIL 58 AR EBOHE S %L, L 110016)

T OF . H B R A R RN B T S A IR R AE ) i A B e, T 5 M S T e A K
Rt K. AR, BHAE BRI TS RN, SRR ARG WL B 3RS T E 2 R, Kok JEgR iy
RNA £ 52 f A SRR AR, ORI ) 36 DR 3 IE R 5 0 22 Fh 28 Pl 72 1) B B R BHE 1T R 1. K
WA R, KEEEmID RNA G208 38 i 845 1 40 M 7 A0 A0 82 98 S50 R o) B R B AA R P AR R MR %S0 2
PSRN RNA GFT-40M0 . Rm 40 i A i i 4 B A . oAb R AT 450k, B fERRIT K B3RS
Tty RNA TE 8 FUBLAASE T RO R S VE L, D RERARRE 1) T3 7 R PRV 7 B8 B 1R 16k 4

FKH#1A) : IncRNAs ; B RBAAAE 5 T400L 5 B 4ni s e 4

FESES : R39%4 ; R68 HARAERS : A

Advances in the regulation of long-chain non-coding RNA on osteoporosis
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Abstract: Osteoporosis is a bone metabolic disease characterized by decreased bone density and bone microstructural
destruction, which can cause increased bone fragility and fracture risk. Recent years, the mechanism research of
genes has gained more discoveries with the development of research on osteoporosis. Long noncoding RNAs are
involved in a variety of physiological and pathological processes and have become important epigenetic regulators
which control gene expression and affect a variety of biological processes. Increasing evidence shows that long
noncoding RNAs are involved in the regulation of stem cell differentiation and bone remodeling, thereby affecting
the formation of osteoporosis. This article reviews the regulation of long noncoding RNAs on the proliferation and
differentiation of stem cells, osteoblasts and osteoclasts, aiming to investigate the role of long noncoding RNAs in

the pathogenesis of osteoporosis, and provide a theoretical basis for the prevention and clinical treatment of

osteoporosis.
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YRR E — AT R E BT B 2 i S AR
KA1 BERERRRIEFEN, 5 E
VIAD R A= L T A 8 ) B T =
HABE 1k 55, S8 BMD PR, OP =4 7, JrsEsk,
X T OP i K I AL i) BF F0 38 W P8 N, 1 JE A 433
B T2 #H . KEEJESY RNA (long
noncoding RNAs, IncRNAs). {51 RNA. ¥4k RNA.
microRNA 25X} T OP 1% (AL HI B 7 iz i 2 1,
Ferb IncRNAs [FIH SRR ST 45 2B H .

HWFREH, —L IncRNAs 7E OP & HhRIA
S O, S ATHE R R 402 5 B TR B FAE (postmeno-
pausal osteoporosis, PMOP) i} & Hil, £ 51 /) IncRNAs
FiEFH, HPEs IncRNAs A LLEIL 57 mRNAs
I8 B E 40 A T 2 5 PMOP fp B 2 1Y,
A RECHRE W, IncRNAs R 38 i X6 #5145 87
FAEAE K7 PL R S % R 7 HEAT T4, AN T B2 I B
FAEMBESRE, RZ&FT OP Mk ',

1 LncRNAs{E7Y

LncRNAs 5 — KT 200 nt AIARZIS RNA,
ZAEAETEY. Y. RS AR T,
AR A A 2 A i gm i R R A B, IncRNAs 1] 4 9
N K AEm S RNA (antisense IncRNA). P & T K AE 9w
i RNA (intronic IncRNA). &[] [8] [X K JE4wAS RNA
(long intergenic noncoding RNA, lincRNA). 1FE X £
JE 2 % RNA (sense IncRNA) F1 XL [ K 3F 4w i RNA
(bidirectional IncRNA) 5 k2% ", H 1 lincRNA
RNA R&H gk, 25 7T ReRKEEZM
A i sh . LncRNAs /& —Ff B A = B R 36 M 1)
NEDT, HIrBEMEENIRAIIRZHEE. &
SENIME . FRE T DL R 5 B B UM AR SR,
R, B, ®IPE. EmEPUES . IR T,
AL Rtk 2 M A R b R AR FER U, 1
Se PR IR = A G DL 4 B ER 7 A5 A
FRUE LB WITHEREEL, M REREHE
AN A R AR AR T

ks 4 FAE 7 208 IncRNASs B8 % 1/ 125 4% G
AR ZE R RIS R R, AT 45 2 Folr A 38 5 38 A
UL — 0 2 5 2 RO E R A R R R
LncRNAs 7E 8 W BRI %, mEEFEER.
HE D) 38 1R AT M AR 5 H UL PR TR R v 2 )
R R VE T B2, JL7E OP h R /R It N
B3, FHiAd 45 IncRNAs XF OP T4, B
M. BB AT ER, %) IncRNAs 4% OP 1)

EFIBUHIBEAT VR
2 LncRNAsXF4HBEHY A

T4 B A AW RSB RE T, S R A
JiL 7= AR I S EEORR, TR Y ROPE R B DG B A
i3 o P T 0 PR S R e 0 R B AT R
&S OP B R EM A EE R P, Hep,
B 8 [7] 78 51 T- 41 i (bone marrow mesenchymal stem
cells, BMSCs) F1fi il T4l (adipose-derived stem cells,
ASCs) it Z 51 E 74, 5 OP MRKAERX R

YENZ ReTF-40M0, BMSCs A 204k A BB 40 i
JIE W7 40 M. B A4, BMSCs il 2 AL R 55 BY
JSNE 3 A I R 35 AT S BUE A H 2, BMD IS,
AR N, R AR SR B - e E g O
RP-Er R B 228 I, B S ' b, rak
— 5 35 BMD (¥R ®7, {i2idk OP . BMSCs
(1 14 G A0 RS 43 A R 7 i 00 1 K T 22 B A, (H
ZAENI) ASCs IR FFE RUFI i 4 fbRe ), H
ASCs KRR iz, 5 T35, Wik, mFEkRx T
ASCs [ se iz i 2 P52, 5 2@l SR A
FEARKE M ASCs [ 73 L id #2 K I, IncRNAs H
1 460 NEIE LI, 1 112 AFE T, HiRm
94 AN [z LK AE4R S RNA 1160 4 lincRNAPY, %
] IncRNAs 1] LG 48 i 70 A0 iE 47 4%

WFFE I, IncRNAs AJ DLA % T 40 f sl & 4010
AR, —4 IncRNAs 7] LIS 4046, et OP
774 . Wang 25 P xt 25 9 B/ B BMSCs #E 47 1F 7T
KL, IncRNA MEG3 #] LUid i 15 miR-133a-3p, —
FliZ 5 BMSCs 5% 734k H 0] 5] % PMOP [1] miRNA,
Ifi 47 7] 9 15 BMSCs [ i r (i 72, it OP J&
J. Zhang % V@I HF 7L N BMSCs £ 8, %Kik
IncRNA SEMA3B-AS1 1] LLi@ i 8 AH & & A T
FIKT BB E AR e B BG4
JRAZ AR AR EAE R, 388y ek v B i )R
15, M ZE BMSCs [ 2. 0 %5 KN,
IncRNA BDNF-AS 7] DL fig it BMSCs 4 48 {5 1 1] 5%,
B4k, IncRNA H19 %} ASCs B 7r 1k B A i il
PEF PO, 55— IncRNAs 7] LU i 3k sl & 201k
4] OP k4. Feng 25 P 7F BMSCs & & /0 thid
TP % B, linc ROR ik Fif, 1 @K linc ROR
AL AE B RCE A s PR B, line ROR
AT DA JE I 7 40 S B R R A 1 ) 1 T )
miR-138 fl miR-145, %% Wnt/B-catenin I&1%,
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T IR B E . Ak, WFAER B, ASCs 7Ef
R T FE SRR T, BB a2
#l. LA IncRNA MIR31HG A, HEEW T 5%
[A-F xB (nuclear factor k-B, NF-xB) tHEAEH, %
IncRNA MIR31HG-NF-kB 75 ¥ 4 111 1 55 9 s
HFE, B REROAEE N ASCs E g Y, (2
#E ASCs 15 734k LncRNAs i i] DL i HAb ML
fie i B . £ BMSCs 734 i #2 1, ffIC IncRNA
Bmner /N HILEBENE D46 B 2k, iR
1& IncRNA Bmncr 7] DL 4E 2% & i A5 17 1) & A A0 & 5
Wk P, %9 iR K B, IncRNA Bmner 76 F /N2
A1 TR DX AT DU S I 2 B AN 3 SR 1 T 4T 4
W i E BMSCs, JFi#E BMSCs #11#] BMP2 {5
S . LncRNA Bmner 38 7] i 32 B 40 i 231k 1)
PR 5 U T R - TAZ F Runx2/PPARG #3541
I R, e 33t BMSCs [ B 20 (e AE F, #1 OP
FER Y. BLL L IncRNAs 41, Gao 25 P % B IncRNA
MALAT1 2 B 40 A6 5 IE ) 8 55 K7, m] 4]
OP k4.

WFFE R B, IncRNAs RJ L@ T 52041 i 5 i
AL OP #HF%2. Zhu 25 PY %7, IncRNA HoxA-
AS3 7] LAi2 it BMSCs Hifif 7 4bid 2. LncRNA HoxA-
AS3 [y 4 1E BMSCs [1] fig U7 40 i 2 4k 3 72 A 3%
B, AT Runx2 FRIARECHE/EH . Nuermai-
maiti %5 ™ BFFLR W], 4% IncRNAs 7] L] ASCs
B34k, i IncRNA HOXA11-AS1 ] DL3E i 41741
CEBP-o. DGAT2 %5 JIig JIij & B AH O 58 (R i 55, FHL
% ASCs [n] fig JUi7 4 B 4> 4k, 3% 17 B4 A BE B AR &R
LncRNA ADNCR 19 miR-204 [1)3% 41 I RNA,
I8 1 18 58 miR-204 #EJE K] SIRT1 [ 3% ik FF 3 i i
15 T 1% 5% B DR T~ PPARYy B3 4 A 1T 4100 41 i 75 T
EE [40]o

DL TS, IncRNAs 7] LLIEIT 45 miRNAs,
HEARKIE, R R, 584 MEmfl ek
DR AT R 225 T B R S M T 4 M 1) ol i B
REZr 4k, B TE IR, 7T OP k4.

3  LncRNAsX BB 4ARE AT AT

BCH AN BRI R I B A, WL A
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defp B e SR E EEER WY, 2. #5h. PR
TSR R I T SRS E M B . A RE 19 ES
i T R AE 71 R FE, BMD K, &S oP ™,
Xiao %5 ™ @ 1 T8 K BEHLIL 2 BT &K B, IncRNAs

5 BMD Z [WAF/E R H M R R R s Hidt— P
KB, iEFRIE linc 00339 AJ DL T 8 Bl 41
B AR 2 T HIZRIE, S5 BMD &K, OP &
PRI AT FEH R, e R oK BB aze ]
B ity (140 /N S I B (R RS T ARG, R 2R R
FIL PR 5 B EAT RNA TR, 464
/> IncRNAs 1 1 351 4> mRNA 7F & 1 S &8 AL
LIRS [ LR RIE 7k, R Z Bl IncRNAs 1]
RE7E OP P2 A b 2 p R A% 1 B

1E Ja I i K R — P F KB, IncRNA
H19 [FRIA K 35%, U5 DKK4 Rk n
244 f5. BSAASIIRUER, @R IncRNA H19 A] LA
2 DKK4 i, M~ Wnt {5 538 % % 5 i 90
W E AN T RE, AT OP oA ™ EANF
OP Bh AL v [A] £ 7] LAV 2% 21| IncRNAs X 11 41
A2 . Bu 25 U9 i A N Co-Cr-Mo 4 J& ki
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T, FECE RO

W DL ERFFER I, BB b 4 Ja Rk
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IncRNAs 2 5if75, Hr 170 4> IncRNAs %% Fif,
348 /> IncRNAs Fik Ti B,

LncRNAs J8 i {72 35 A B 240 fa A= % 1 38 o Wt
WAEH . fER A ot B, IncRNA AK077216
MREEE L. DA RN, i IncRNA
AKO077216 [ 3%k n] DL i 18 75 % 5% K7 NFATcl
(10 2 8 T 386 00 B A B T i, A O A B T
SECH R P B TR, IncRNAs A LL
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SR A A line 00311 FI3RIEJE, Notch2 Fl &
Y TG PE AR B W) TRAP FIRIAKSEIE M, [FRy, W
%23 Notch {5 5 iH#gHH < H DLL3. Jaggedl. Hes-1
A1 Notchl [ IEKFFEAC ¢ #016 linc 00311 J5 M %2
B PR A RE B AR R & A I H e T
fin, 3R EH linc 00311 mf L@ i #1fi] DLL3 )Rk 2
577 Notch {5 518 2%, 3F M5 5 1% B 40 i 39 5 5F

ORI, & SE OP. B T TR A T
PEAL, IncRNASs 3& 7] DUE 3E Al M A= . A1 A I
BRZ AR R AR TR, AT EES SR A
SR S5 A S ol = M1 I3 A = 1 R S5 P Rl | Do
TNF-0 ™%, Tong £ P Jf 55 % B, IncRNAs 7] LAi#
ik 5 IL-6 1 TNF-o (321K, {2k Al 40 B A2 1%
£ BMD FEA & H 1L S A% 40 7 IncRNA DANCR

T4
line ROR
«— IncRNA Bmner
IncRNA HoxA-AS3 —» IncRNA MALATI

IncRNA MIR31HG
IncRNA H19 Rl

IncRNA Bmner IncRNA MEG3

IncRNA ADNCR — " IncRNA BDNF-AS «— IncRNA DANCR
IncRNA HOXA11-AS1 IncRNA SEMA3B-AS1
v L4

[ |

A T 440 I
linc 00339 )
| L ::2§ﬁi 'II{sl?x | :]n'::['ia{t)\?i])mowz 16
in- 3 Hm ot
ot HT }
|
Lis 3 R t
| |
l
' «— {2k
P BB S N
1 IncRNAsXxTOPRYEIE{ER
1 IncRNAspYFEE(EH
4t ffu S 2 KHEIEgm T RNA FEAEM 227 SR
i [ 78 )5 T- 41 AR (BMSCs) IncRNA MEG3 it e Ak [31]
IncRNA SEMA3B-ASI Ehil)s'a= g td [32]
IncRNA BDNF-AS I R a4k [33]
linc ROR Seida= e [34]
IncRNA Bmnecr iSsids N AN 15 9 ERa [36]
IncRNA MALAT1 Pk B Ak [37]
AW T4l fL(ASCs) IncRNA HoxA-AS3 it i o4k [38]
IncRNA H19 0 B 24k [30]
IncRNA MIR31HG PR Ak [35]
IncRNA HOXA11-AS1 I G 74 [39]
IncRNA ADNCR I G 5340 [40]
JiH 4l B (osteoblast) linc 00339 ) BB 24 A [44]
IncRNA H19 ) B 4 i D e [45]
IncRNA TSIX PE R E AR [46]
1B 4 g (osteoclast) IncRNA AK077216 R TR A A [52]
linc 00311 PR AR A B K B H R [53]
IncRNA DANCR R A T A B [56]
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Kk B FER G, ML 5 BMD JAK 2,
IncRNA DANCR 5 IL-6 Fl TNF-o [1) 3 1A 47 75 A
Ktk IL-6 Al TNF-o /NS 1, WAl LLE#ES
5 OP ¥, fERIEME LFE, OP Alpil R —
Pt P 4 B g% A 3 00 2R TR B e, A0 BRLERL 1 1
AR R F 5 5 B 95 TR (S0 15 R 4 L v {2 1 5
HHEHSH, SECERIERREE, 724 OPPT,

22 F ATk, LncRNAs 1] DL i i 35 Notch {5
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5 g

OP (17 4= T RE 5 40 ML (1) Bl 7 AL 55« B
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ok RF, T TGF-B. Wnt. BMP2. Notch %515
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Fl, §0 OP (19724 . LncRNAs 7] REAE Ay Fiin Az #
W7 TR I A DA R SG IR T B AR AR R AT, A
OP [{1 T Al PRYG 7 R HEER B4R S
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