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Abstract: Postmenopausal osteoporosis is a common systemic bone disease among postmenopausal women. During menopause,

estrogen hormone decreases sharply, Resulting in the loss of the trabecular bone. Meanwhile, the resorption of the subchondral

cortical bone increases, and the cortical pore increases as well, leading to fractures. Existing studies have shown that long-chain non-

coding RNA (LncRNA) plays an important role in regulating osteoblast differentiation and osteoclast differentiation. Therefore, this

article reviews the LncRNA gene associated with postmenopausal osteoporosis.
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BMMSCs) St 4046 55 0 2 48 22 )5 i ot B WAV E & 2E
fy =P o I AMEE % K B AR 4 85 RNA (long-
chain non-coding RNA, LncRNA) BT 5 W A, & #
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Mo ARIOK R R S PMOP #15CH) LneRNA Ji#
TFEiik
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PRy ¥ oA 4 9 LneRNAMY L 2 2 K KT 200
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W ) R G5 4 R A e T A s QL 8 i FE A DR G
1 e R A Ao R rp B ROBS 57 7= s D SR B 0 R R
il 7 A A @ FE B2 Al A — A8 B B T 7 AR
A IRer AR 4 % RNA T AR 408 78 356 PR 40 b A X
FHE A T2 B 07 &, LncRNA 40 8 DU R JLFP .
O XK EEAEG5 T RNA; QN & FAEH S RNA; B
F X JE A IR 4% RNA ;@) 3 T4 2% LncRNA ;&
JEBIE X LncRNA, 55 4h, LneRNA 0] 3 4 DL 773K
Xof B LR AT R . DR Wt 7 45 (R E 4L Epidfn X
Qo R0 ) s @ R4 (LneRNA f 55 5 m] LT
PRI R BRIk, AT LIAE R 3 H 7 8 1 % s A
TR ;@ R HEE. EFEG KBRS £
W] LncRNA 7 22 #0205 & A 40 ML JE 307 1 48 Hi o Ak
YRR RBEEER, ERE IR SD, W
UESE T 404k A 8] 58 55 T 48 Md #2100 > LncRNA
o I A N P Ol o AU B - T
LncRNA 7 Wnt/B 15 5 18 I . PI3K-Akt {5 5 8 3% .
BMPs/TGF - B {5 5 il . Notch {5 5 il B Al
Hedgehog {5538 % H 5B 4 2F 5l & 40 Bl 1Y 43 1k, T 7E
RANK/RANKL/OPG 3 i \MAPK 3 i . PPAR—v &
% BB A ] B B A A Sr 4k . FT L LncRNA 768 i B
FASE A AR I R AE i E mEAEH

2 LncRNA BT R SIS L

2.1 MEG3 DANCR # BDNF i i 7 W3t £4 3 42 3
R A M 0 AL

LncRNA AT DL i 5% WL 38t £% I 45 52 i Bl & 4
Ak, B Al i DNA B e Al el 25 B 4  RNA 40,
A B e AR B I8 A e SRWLE U 2K OF- 8 45
HE KRB, MEG3 A7 T AR 1499 b, X T 1E# 4
KAMAFREE, HE— R E R M & & 5, 2
FE T pS3 -0 15 40 M 3 4, O AT L4 A B 3 Ak
3Rk, 1€ LncRNA MEG3 iy B 5" h &
A B SR PR BV MR k. Zhuang % B
G CE AR A o 4h 3 AR s MEG3 Zhig, & 3 MEG3
AT AT LARE [7] BMP4 % 5 33k i 4 6 8] 55 55 T 40 e
( mesenchymal stem sells, MSCs) A9 5% & 4k . #i %
MEG3 25 8 3 R AR O HE 5B A7 3K ) Runt £ CH 5%
A1 2 Osterix FIH R KRB, i Rk MEG3 | 2
HEER T F 5 ; MEG3 36 1 LLHE o BB L& A
(bone morphogenetic protein, BMP ) 4 £ [A o i
SOX (sry-related HGM-box ) 2 S BH Wi e i [N T
SOX2 xf BMP4 5 3l + By ¥ & . BMP4 B2H# LK
A F (transforming growth factor-B, TGF-B) Z %k i i,

B BA R R R R R IR B O B AR R
R I I, 20 2R 0 b R AR LA R IR e R T 4
MkE P RIER CBEAIEN . Zhuang B 3L 6 8w
T LncRNA MEG3 n] B8 i@ & 45 il 4 % 4% 7% 3
BMP4 [i%) %% 5% 45 18] 78 5+ 48 B 04 BB 43 16 Chen
2 0l BMMSCs 12 B T LncRNA MEG3 fitj— Fh i)
#1771 DEPTOR , 3t % # H 68 38 & #0 ) MEG3 /A~ T/
BMP4 {55 1% 2 iE (b ok P8 1 B 404k, & 58 R
WARERY & 2E . BFSE 45 SR AAE R T MEG3 A 3 1Y
BMP4 {5 5% 3 0] LLIE [/ 815 BB b X — it 2 o
Zhu 21T % B DANCR BE 041 8B 40 46, ool
it 54 EZH2 & Runx2 B G 301 A H &, &
# Runx2 B % & 434k 8% 31 %] . LncRNA-DANCR {7
FA4B RO -, BT B ERERA T
USP46 |- i 54. 8 kb 1 ERVMER34-1 ANCR %t [& i
T 28.7 kb, 58 H B4 A AH L, DANCR 2 3E 4
T e Y B T RETE R 7. 64x1074%, DANCRB 5T
AN 44k o B4, DANCR 3 75 5% -8 40 i 4> 4k
ERE M EEAF ", W Xiang %' 15
RZ LncRNA 5 A 258 [0 B AR E AH 56 19 76 20 B A% 40
HEL HR B FH Y SE 4% % 1, DANCR 7245 B W00 E 3h 1
PRBAAZ 40 P IR R TL-6 A TNF-o B9 35, B,
TEIS AL A0 L 5 5 R AR R, e R
0 M A AT A, I B 4x B R R, A0 TL-1, 1L-
6 Fl TNF-o ™" | H¥k, 40 ] 7 11-6 7T DL 3F i
I T B 0 2 L B R B R R 4 A 2 Y TL-6
FEIRANGE 17B-ME BP0, B, MR R T
B IL-6 415 0 0 B 0 L A ORI, X B R A S
B PR O e B AL 5 Ao ek
AN INF B3 RN R TR SR 5
VB B L 2% R B R B AR RE . A LT S DANCR
A B8 AE B TP E B8 FEATL W P R P EEAE
X LncRNA AT DL i 3 S50 1 e 0 o 16 1 &
43 W T UL BR AT AT 2 P 3% 5%, Bl 40 BDNF, Xiao 251
FEN E Y BR (OVX) /N R S5 48 & 3 OPN HaI
Runx2 (W& ¥ 0 BB AR B9 8 K 85 JE R 15 RNA
BDNF-AS(iJE M 42 B W 7 - R L) T
P8, T8 BDNF | 3d, Xiao S5 1EAL T 7€ BUH 2k 19
[E] OVX 4 4 ) BMMSC H+ BDNF-AS # 3 4& 48 1k,
&I BDNF (R A& A 6 T 3 #5 T BDNF-AS fl
BDNF 76 i & 43 4k B 45 4 2 4% H I ml A8 D6 9 o
OPN F1 Runx2 ) T ¥ 7] B2 B T ## B BDNF-AS |
JE A ] 2k BRI BMMSCs &89 % B 43k o % 5248 ik B
T BDNF 7E38 45 BMMSC &9 2 4k b %5 8 545 J,
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) I 38 & 3 1 — b 7 B 45 5 38 % BDNF/BDNF-AS,
EZ5 T BMMSCs 8 H 3 1k o
2.2 H19 #d 54N IR RNA fE3E 55 4 3 23 1k

LncRNA 7] i 33 5% 4+ Pk 45 A A B 19 miRNA 4§
SEAL AR A RNA (245 4 RNA 590K, Rl
EEMRE T E AN EME RNA @R E, AH
mRNA B K5 54 LncRNA 255 4 5 miRNA
HA H F i W& JC 4 ( miRNA responseelement ,
MRE) , 38 2 32 S PE 45 5 [ ff miRNA SRR 4 H By
F KK, TR 06 200 JH B9 DI BE o LneRNA-19 fi
ANE 1 SEkE HI9 RBEAWEICERZ
— AUEE R AL B % 0 SE N 5 5%, Huang 25 f¢
WF5E H19/miR - 675 7E A [8] 38 & T 48 Mfi ( human
mesenchymal stem sells, HMSCs) % & 434k " 19 1 H
FTNRE Y S 4 Fh R B H19 2 40 MK 7 i 4r fe 1Y
ETE P55 o Huang 5536 & 3 H19 W] i 3 A A
HF(TGF)B1/Smad3 & H/4H & 1 (HDAC) {5 5
kA i HMSC B9 BB s Ak, BiJS  Fu' ™ 3 H19
AL I e S TR RNA {2 o 0B # A 41k, B,
Li %2V BF 58 H19 7£ JE A ¥ B FT B 3 E ( disuse
osteoporosis, DOP ) & g ALl i 049 4= ¥y = T BE I e B
MU H19 REHI ) Wt 5 56 S M BH IRE, X5
H19 FTHE T Wot/B EHE O 5 54 TR E (Wit
f55) , T A5 38 35 5 TE M 2 5 5B 40 i 5 1k
HXo Li FRYHESE A HI9 I [0 J8 75 8L & T 58 $2 13t
TR, 1B dE— LB AT Dkkd 2
H19 A7 48 1) B Y, WF 5T R H19 By Rk i 2 {2
it Dkk4 3£k, T Dkk ZXJ5 ( Dkk4) © 4R 38 78 mCH
20 ] PP S FE A 1) T AR L Dkked 7 i 4 B R AT LU
] Wot {554 o 8E R BLIR W] (R HE BT HL9 AT
e i A Ak o
2.3 MEF2C %% 55 /K A 701k

WL 20 B Gy F ( musculocyte enhancement
factor, MEF)2 5% 5835 N 1 MEF2C £ LY
BN A B AR M i sk 7 o MEF2C Y
AR BRI 2 ) 55 BCE ILE AR R B AR T T B AR
A, BTG AL A MEF2C U 58 5 20 24 /9 303 40 3
2R KRB BT MEF2C-AST R — R 2 X
LncRNA, Qin 2" i@ i3 WF5E 84 LneRNA £ 254,
KB MEF2C-AS1 156894139 5 FN( ix B #l) B % &
( bone BMD ) # %, W
LOC100506136 16465531 5 HIP ( JEMEA14 %% ) BMD
G Li 4 BN B BMID S bR R 52 £
T MEF2C-AST K B {5 5. 1. T 10 fE 22 2

mineral  density,

LncRNA A ¥y 2= 20 B @9 JB =, DL b 52 46 7T Uk B
LncRNA MEF2C-AS1 W 80 MEF2GC 3 i ol B 1%, 4%
Mg H R R KT NERE . XN
&P E k% MEF2C-AS] rs6894139  LOC100506136
rs6465531 7EF M B TEEN , WA S 5 B T
ARESRHE T Z IR T 1A,
2.4 LINc00963 . LOc105376834, LOc101929866 .
LOc105374771 F1 LOc100506113

BEE R B, WA B EAALS  r E &9
K F| LncRNA 5 mRNA (R A #r. Qi %1 1
BB AA B B RNA Pt Al 1 25 7 3R 35 1
LINe 00963, LOcl05376834. LOc101929866.
LOc105374771 il LOc100506113 B & F & , fl fi1 8 7
T EnncRNA-DEmRNA J:38 38 [ 45 | it 36 35 R 45 e 2
et LncRNA 5 mRNA 2 ] 8 TEAH 5GP . [R] B A% )
P75 7 LA 0 mRNA G VB2 B8 (ALPL) 40 g [N 5~
55 5 M & H 7 3(80e83) . 'F L JF#E it &
(ADM) 433 (1 4 B Jk e 400 7 7] ( SLPT) A CD177
I T8, 78 FiEA9 LncRNA 1, 1.0c105374771 &
BB % F MK LncRNA, 2 5 130 4~ dEmRNA 2t 3%
35,41 $5 ALPL., SOCS3, ADM ., CD177 #i1 SLPI, f#k
LOc105374771 W] G838 1 8 715 35X 2 dEmRNA [ 3535 %
R0 PMOP By &9, B4 ALPL JZ — % 5l & 41 il b
Y, NI E ALPL W] LB B AR 4 A 3 R PR B
TR0 B A 3 S ko ATE AU 93 0 B 2046 T 2
PMOP 85 1 B 5L D) R /) BB 2H 4UFE A P 19 ALPL
T, 1M SOCS3 F i % 4k 4 K K +-B. TNF-o F01
RANK Fit & (RANKL ) 75 5 0% 8% B 48 ff 0% i, JF 38 o
1 350 00 408 T B 4 B TS R A AT MR, SOCS3 i il 1o 1]
TAHR AR 2 5 RANKL A5 (044 5 48 i 437 Az 19 B
HAHMA R, ADM 5T BE BB UIA G, AT LA
R HE 5B 20 O A B A0 1 2R K0T AR,
ADM ] Ly /b it 3 1R B B 40 L v ) O T 48 B AT
To, CD177 j& PMOP 9§ =/~ % ) DEmRNA, 4
I HEEMER R ARG . AT LAAS Y, LING00963 |
LOc105376834, L0c101929866. L0c105374771 Fi
LOc100506113 51 I H A DEmRNA 2L [ 32557 6
R X £ 7 LA N LncRNAs 2 5 T PMOP (¥

3 LncRNA BT EABMB S K

3.1 LncRNA AKO077216 iE 5 ¥ 3% 8 ¥ 48 3 p &
e
LncRNA B] UK #1550 38 (R B9 40 Xt 7 B K 7 5
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AN Tl R A SR R AR R T SR AR B A0 A R R
BT BT 3 AR SR KT AR R G KA .
Liu 2" ¥E LneRNA AKO77216 X 1 -5 40 B A& f #n
BRI VE A F L th & B, LncRNA AK077216 {33
T B A My Ak 1 SR R A M R, LR
MMEI TS AL T 4 M #% R T & & ( nuclear factor of
activated T cell interacting protein, NIP ) 45 Jf 32 5
NFATecl (3235 3648 #F RANKL 5 S 09 16 B 40 i A=
AR E R . BT «B FER (RANKL) BT DL o 3
1% MAPK F1 NF-kB 38 #2075 5 0 8 40 M AE 4% 5% A
F-(c-Fos F1 NFATcl) {4335 , 11 52 Wa B - 2 i 7Y
St e MG AR NFATel 2k 5 AT LR 5 85 B 48 ffl
Fi 5 ML A 2Rk, B 0 g B B0 A4 TR R M B R
(TRAP) H:JFi 4 )& % 1 W 20 21 % i K (CTSK)
A TR, 3 2 R IR 2 A5 R A MR Rk YL
NFATel S5 H 240 f A= ik 72 v i — Fh o0 55 00 3% 5%
I . e SERT i S2 8 ™ % Bl 4E RANKL 513819
TG B 40 L o A (. NIP45 () 2 15 2 14 il NFATel .
NFATc2 Fl TRAF6 (¥ 7K -, iX 3% B NIP45 3 3 #11 %l
NFATel 23k fu 8 5 0 B 40 4 Ak F0-5 0. Lia
G0 SE g A W45 B2 4 A R W] NFATc1 il NIP45
RER B MW EXR, HIL AW T Lne-
AKO077216 1E Hy — b 98 35 B & 40 BT 5 R0 2 88 1Y
LncRNA , [5] i 400 i 8 -5 200 i A 1 240 e 08 0, A P &
T P 4 R A AR A R 1 4% B B 1Y
BT ARBE T R AR
3.2 LncRNA LINC00311 i i Notch {553 & 5% i
=g td

24 Notch {5 5 i P& 34 3% , & J % WA AE B 32 A 4
¥ B4 8 B8 A0 43 AL AT B 38 T, Delta-like 3 ( DLL3)
& B HTAUCE 2L 3 Y g % E B A T Noteh {5 538
% 0 A3 B FR A R R T R, R AR A S R
S A &, i BE %38 i Notch2 1 3 Bk & 4 M 4=
P, DLL3 36— R B AL & R B/ BRI IN,
HLZEF W] H8 2 BOHN BB B BE R A B B A
TR Wang 5;‘?[34] ok 52 B AT 5% LneRNA
LINC00311 5 Notch 1% 23 i & DLL3 =% 2 /i 1Y
X Z , & LncRNA LINC00311 3@ 11 Notch 15 51 B%
R 5 ) DLL3, fi 3-8 o A R BRI ‘B A48 A 1 15
oAk, 228 E B Y LneRNA LINCOO0311 #E iy i 4%
DLL3, 4 LncRNA LINCO0311 | J&R},DLL3 %k
R, T F JA B DLL3 B L £ 80 Notch 5514 F3&
12 R A 2 T 1 4 B 0 388 5 RN 43 £k, () A o B - 4
MBI T . Notch 5538 i 9 & 34 B F AR #E %t &

T s A AL RO B B, OF A AT REAE R SRIGTT
B T B A AE B TS AR A o

4 LncRNA 75 48 B 5 S 1@ B Y BE

B A AT A T T S R R R 4
— X — i PR R A MR 15 B 2SR, TR A
W& Gl IR BAE G 57 S BEEE XA R
AT 9T B & £ 450 [, I Wt/ B-catenin 3 fi% |
MAPK i #% | Toll # 32 {458 B 7] DLk H 43 W 3 5%
RIS S A T W 25 (LB Ak 3 LR M
ER D aie e G K BB o 30 A
LncRNA A DMERES 4+ 2 5F 58 BT 41
FriE R A9 VE ¥, U0 LncRNA-H19 i 53 B 8 8% 1%
Wnt/ B3R & iR A0 ok 3 58 B A i s H19 T W)
i ) ERK {7 5 % S 1 40 6 9% BT s LneRNA
LINC00311 7] i i Notch {5 5 3 I ¥0 1] 8 W DLL3
AR b B R A R L B 2 B B S R A A AT L T
AT Tang 2557 (i FH 2 i ) 100 06 5 26 1B 40 Ak B 46
0 KA 10 K#fE T BMMSC H1 ) LncRNA % ik
LI ON T — B A 8 A 36 B9 LneRNA
(LncRNA-OG) , L E R 78 B & 4 Ak i3 72 Pk b3,
JF B /R LncRNA-OG fE R4k & 2 42 f BM-MSC ‘B 4
%, LncRNA-OG 5 R B Z ¥ & 1 K(hnRNPK)
EHMEERTURATBESEEEH (BMP)fF
25 0% , hnRNPK i 53 {1 #F LncRNA-OG J3 81 1
19 H3K27 Z Bt Ak >k 1E 7] 8 75 LncRNA-OG #5 5% 1%
P, X R ETAY LncRNA X BM-MSC /&& 43k B A
WeAE R, Tang %45 3R 32 i} 7 hnRNPK A1 LncRNA-OG
HMEAEFATT LA B & 4K A (BMP) {5 58
B AR BE LB AL B W . 53 4h Li 45 R
LncRNA-Bmner il 2 4% 35 40 B 2 5 5 26 (1 25 48 08
2 (FMOD) i BMP2 3 % () 30 >k 8 75 BMSCs [
BB 5k Bmner, B 7E 3 % i3 B2 AT LA T BMSCs
iz, Bmner ( Bmner-KO) Stk /DR E =B B
Yok /0 0B I P 4 B, T Bminer ( Bmner-Tg) A9 §% %
it 2R T ERMEMEHRE. AFil—
053 R B, Bmner W AE {2 3 TAZ F1 ABL A H.
VEF B %, AT E #E TAZ F1 RUNX2/PPARG % 5
EEYIRAEE R B R0 E IS A AL . X e
N R B IR 4 28 I o UM SR A — T T I .

5 RE

4 2 )5 B FTBARAE S — A B AR B L
R N MESCER KT R IR S A, 23 A R b 2 T 28 4F 2
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AEERE BERFOFERAKRENBIGHA. 2
HINH X 48 28 5 B T A E ) 15057 A HE (R 3R T 2
AL AT B — R B 3 BB, T LncRNA 2 HLiA T —
R 2= 04 R 46 R 22 0 — 3 4o, L 2 0 2l ket
R R ARG 5l B A A B AR S
S5&MAEMBHEE S, 0l LA IR AT 5E LncRNA
Xof 5 9 VA RS 5 RS AL, A B O O e RE A5 AR A R
R 2 IR AR B IE ST I A, T B A BT 5
LncRNA f % K B £ 9" K 8 % miRNA mRNA 5
LncRNA [y W 4% 56 Z WF 55 )2 IR, BF 5% 7K OF 48 18 A
AN Sh Y LS R B IR . EH U TEXS 4
25 5 2 R P E A 56 LneRNA (W5 F, AT LA A%
i EO 5l T Hix LncRNA fiT 25
(4 501~ £ W VA X 45, 5 o P b 1A T RS A 8, R
o 2 J5 B TG WA 1) B TR B 14— TR ) Bk 2 1 ik
Tk
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