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[ Abstract] Osteoarthritis (OA), the most common chronic joint disease in the elderly population, is
mainly characterized by the degeneration of articular cartilage and its pathogenesis is not fully understood yet.
Long non-coding RNAs (IncRNAs) are of a new class of regulatory non-coding RNAs with a length longer than
200 nucleotides. They lack open reading frames and have no potential capacity forprotein translation. Increasing
evidence indicates that LncRNAs can be differentially expressed in the normal articular cartilage and OA carti-
lage. Moreover, some IncRNAs have been shown to be involved in multiple pathological processes of OA, inclu-
ding extracellular matrix degradation, inflammatory responses, apoptosis, angiogenesis, autophagy, the
response of chondrocytes to mechanic stress, etc. In this review article, we will focus on the function of Inc-
RNAs in the development and progression of OA and the potential new targets that might be used for the diagno-
sis and treatment of OA.
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TS . A, B HE M IE OA B &AL
i 3 A R 2 i o S 4 U OB R A T G = ST
PR TR G . K AETE S RNA (long
non-coding RNAs, IncRNAs) J&—F B8 # it 200 4
BATIRE) RNA, TCIT I B RE AL, /2 1 4 T 20
AE. 1T Z5IAH IncRNAs AEA LY I)6E, (HBOR B
ZIFFEUESE IncRNAs 7ESE R 3RGE | Bt a B, %
WLk AL 55 i R A EEAEAD, B2 5 T
SiE OB . PHZBRAT MBI | WHIRIE S 2 M
WM KA R JERAFITIESE, IncRNAs 7R i) 5f i3
A B 0 N S TR AT L T R o A A D
(extracellular matrix, EMC) F&ff . S50 RN . )
G 11K =R e AN L7 = Vi TN S N R 7= 1 N
MR S5 Z N 25 0A &AL RS ARt
IncRNASTE OA %24 % Jig B AR AT LA 2838, LU O
OA M2 W AVRE MR P SR HEHTHE K

1 K4EIE4mAD RNA L5168

IncRNAs 45 HA 2%, HHET GENCODE #f
FE R N H AR E %2 T 15 767 Ff, RS
IncRNAsTEFE R 1A% F 2 I gm s S R o 8, ]
¥ H 4 &~ [F X IncRNAs., & X IncRNAs, XX [f]
IncRNAs ., % F IncRNAs F13& [A [i] IncRNAs 5 2§,
WA ARAE S KT BLA], FFH 5> 155 IncRNAs |, 75
HIncRNAs . 1] 5 IncRNAs F137 4% IncRNAs 4 2%

IncRNAs I DIRE LA ZHEME, HILAR LY =6
RSN (1) IneRNAs 2 555 5% J5 7K OF- 98 45 3%
R, U 64 L/ RNA  (microRNA, miR-
NA) . ftE i miRNA F ik R (5 RNA
%, IncRNAs G981 miRNA £ikp Rz — &%
GebesE & miRNA, S8 miRNA 5 H bR {5 RNA 45
&, PR A IncRNAs 5519 miRNA JTER, 1tk
IncRNAs IR FRZ 4 “miRNA ¥E458 7, M AERR R N I6
PFE 4 RNA  ( competitive endogenous RNA, ceRNA) |
(2) IncRNAs Z 555K PSR L, Horit
5 DI M3 5 7 55 S IR AS IncRNAs | IncRNAs f= 4=
R RETEME . IncRNAs 55T W (SR8 1 &2 &
e,

2 KiEIFHEG RNA EEXTRXTREHH
Rix

IncRNAs 75 BAT AR S P it == 08, ANl
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L F A IncRNAs W EAE, BIERRF —HH T
ANFPRAS B FR35 SRS AH R, IneRNAs 78 5675 #0i
T FA L B AT X SR A Liv %58 RGE, 51E% G
THCEAHLL, OA R HCE H A 152 Fl' IncRNAs R ik
MBS, H 82 fikik BiE, 70 fiRATIE, H
Feik R ECH I B AR O A 56 IncRNAs  ( carti-
lageinjury-related IncRNAs, IncRNA-CIR); Fu %' 3
TETE OA KT HCE A 4714 Fh IncRNAs Zik LA R,
Hor 3007 Fhgeik B, 1707 FhERTFIE, Hoe MR
) IncRNAs ( THBS2- 1. RP11- 195E11.3. RPII-
632K21.1, SUN2, RP11-396J17.1, AP003175.1) &
FEDRE A 25 R — %, Xing 26O IR TE OA KT
B A 121 Ff IncRNAs £k B2 5, Horp 73 Fil
Fik L, 48 FhRIA T, H 6 F LAY IncRNAs
( HOTAIR, GAS5, PMS212, RP11- 445H22.4, HI19,
CTD2574D22.4) W SERT 280 i PCR ( quantitative
real-time PCR, qRT-PCR) ZZH45 S F|HIA, AR
He, TEZUFE FE— 2 F 52 IncRNAs7E OA &35 4K
MFRIBFEES, HIESEHr3RiE2 51 IncRNAs 5
OA E@Eﬁzﬁ%ﬁa‘é[II,14,]6-I7,]9,22,29.31,36] .

3 KM RNA EEXTREELRBH
1R

3.1 ETHARAT

5 0A KA & JR B VIR G 0 U T 40 it 3 R R
20 RNV A, IncRNAs XX 2 240 i i 8 T 24 F
LA
3011 AR AR T

R UEHE 5 BRCH A0 M T S OO IR AT
A5 IR OA & AR T, HAM I8 40 j i
JSCAAYT OA YL A (AR IncRNAs X4k
HHMERAT AR, g, (1) e
H@{Ejto 7 SR IR 2 H@JE’E{E 1 (plasmacytoma variant
translocation 1, PVT1) J&—Fh 452 IncRNAs, T
8q24.21, Li Z " BISE &M PVT1 76 OA #1540 g vh
FLFEIE B A b i 235 LR, UTER PVTL AT 0
OA B a1 S B 4 JB AL 1B 1 (matrix metal-
loproteinase 1, MMP1), MMP13 Fik, FFEK PVTI
DN 3 OF B AKCH 40 08 T2 S MMP1, MMP13 ik,
HE— A AREIESE, 123K PVTL a4l miR-488-3p £
OA B M 3R, it 3K miR-488-3p W fid >k
i PVTL 75 OA BB 4 b 35, H PVT1 A2 4
T-/EFHA miR-488-3p MMk, #7/ PVTI &t 7w



KA S RNA 728 5605 R A A e rp g FE ]

4 miR-488-3p AT € HE R UMM T . HOX &%
/X RNA (HOX transcript antisense intergenic RNA,
HOTAIR) Z&—RifE R ZENIIAE h 35 | S5k
FHSEHY IncRNAs, Zhang %5 #7958 % X HOTAIR 783

THUCT OA BEMMPARBYE LM, #I5 T
FAE/ 2% 18 (interleukin 18, IL-1B) #li )5 #H
4fd MMP1, MMP3, MMP9 I HOTAIR [ 3% ik ¥ #
B EVE, {HRF HOTAIR AT IL- 18 5 514K i 48
fEgA T} MMP1, MMP3 Fl MMP9 %3k, $#/% HOTAIR
FER T AUOCTT OA JE h R AR I T, Az I
FERMEFEA 5 (growth arrest specific 5, GASS) J&—
Fp PR A0 A K Y IncRNAs, 76 40 Jifd 5 = 75 7 0
AR FIF 3k EEL Song %51 SR qRT-PCR Al

NAx%Fh%ﬁ&kﬂGMSEOA% 4 e ke
TEIEF B A 2k 10 B R, ad 3835 GASS 3t

PRI 3 MMP2 . MMP3, MMP9 . MMP13 Lk % 7& 14
RAENG ADAMTS-4 K3k, fEdtCEAEya -, 1Ak,
W4 B miR- 21 7E OA 8 40 i b WY & T 3, ik
miR-21 AT GASS M ZRIRIFFE L P AT, A
Fe gt GAS5 J5 3] i 24l miR- 21 7E40CH 40 i h Y
Tk, R4 R R, GASS R i G i 5
miR- 21 R IA 5 & B A T AT 2 T OA Y & A
KIE, (2) MEIECE MMM T, UFCL & —Fh 5L K 1]
IncRNAs, Zhang %"V BFSE & B UFCT 7E OA %08 iy
FOAME TR, iRk URCTH n] 4 1 450 B 200 it 186 5 |
MEFET:, H UFCY MPTMAE T /EHEA miRNA-34a K
HE, 45 UTER miRNA-34a AT TL- 18 i S A0 AB
AT, HED URCT AT 38 5 #11 H] miRNA-34a FRIETM
XF IL- 18 F 07 5K A0 M ™ A R P R
30102 JO v R e R T

KA UEYE R, 1 Ak B 2R 4k 20 Ff R T 5S4 i mT
3 3 A3 0 AR M R - A T 1 AR AR B AR, AT
TE OA W& & e b R AR E B AR Kang %"
RIAEN OA 1 A0 rh, 38 Ff IncRNAs 35 T,
14 7 IncRNAs 35 F R, i 21 g 5 8 R gk AR 1
(prostate cancer gene expression marker 1, PCGEMI )
Je— M S RIS IR A R IncRNAs, {H7E A OA T JIE
AR b B O Gk, R A R AR I R
PCGEM 1 A] 41 ] #6520 e ) T . 2 28 1 5% 40 344 7
% % miRNA-770 B0 7T 40055 e B4 ML 16 7 |
JEARMIIA T, #eAh, PCGEMI Al i miRNA-770 %
ik, FFTEE miRNA-770 XTI 40 00 9 1E . Bk
4584278, PCGEMI T 5824 miRNA-770 # 4, i
MHIE AR T TS5 OAJRIT R K, %

FIAWZEHEN , IncRNAs 7] H1 W BN R -
3.2 EATRBARIMERES

HEFE ECM A 105 2 it AR 0 B S 2 PRIE 565 5K
TR S5 B IE R DhRE R M AR BT
B7R, IncRNAs 7E4ERF ECM 225 7 i & ¥ —E 1R
3.2.1 feit ECM 77

B PVTI'™ | HOTAIR' | GAS5"' 4h F %
IncRNAs L 7] /£ #F EMC 43 #%. (1) HOTTIP 3% A,
HOTTIP {3 T HoxA FEPFEAY 57-v, 10 1 Y (04 R 4
UL 5" HoxA %X, F5 WDR/MLL & & ¥ H.AE FH 3
FIFEAYES HoxA S, it FAH M H3K4 =H
FAL T FBOE K%, RG24 5" HoxA A
ALY D HoxA13 J& T Hox JEK, AIEAY K580
fA: KR ok, Kim %502 B 58 &% B, HOTTIP 76 A
OA BE A b Rk RS U, [FIEEA HoxAl3
Fik T, HRHH /DT # RNA (small interfering

RNA, siRNA) UEK OA S&1 50H 40l HoxA 13 J5 i 3%
AR AR al KF, EAMRIES, SREEEE

ol PARHERCEAE L, TR A R ol B/NEUE R
BV B A R LA B MIMIP2 25 S 3, Ot 4
HOTTIP {23 EMC 43-fif i g /238 3 41 ] HoxA 13/ 5
R al/MMP2 {55 B SR, H HOTTIP AI{EA OA
FHRIAR S RS FEIR T # s . (2) IncRNA-CIR
BEH L Lin 255750 IneRNA-CIR 19 S BERFIE I % 31
K F RNA T 48 ( RNA interference, RNAi) ¥l Zk
IncRNA-CIRA[ 1 ] OA B 40 e MMP13, ADMTS- 5
FERFE TR T B 1R SR RN R AR B 1 SR
i, H IncRNA-CIR FiRfEH AT # S0 R i . 5%
T AT LAFEERT, IncRNA-CIR 7] {f F EMC [, AR
KATHCE SRR, IWmfEE OA MR B R,
3.2.2 fEif EMC &5

H19 BEPEALT A 11p15. 5 FIZNERL 7 542 o 44
Ui, JMEN H19 FER 4K R 2. 3kb, H19 FEH L I
I ERSE, TEMEVR SR IG  BE 3ak, AR R e bR
HHAL, BCE DIAMY Z BN SRR R, (A48
ZAE TS . Dudek 2517 IRGE, H19 FHTEA
SRR A v s HLEA SRY MG TR R
HEHEH-9 (SRY-related high mobility group box 9,
SOX9) it , % R H 4% A miRNA-675 Al fE ik A
N AR TR, AR AT BE . Lo
Dico % WF5EIESZ, miRNA-675 1] bR % 075 S A
T HIF-1a R E, 0 HIF- o 7EA FUIRE T B BE
fift . Bouaziz %P WS B, RAMBERER I T K
H, HHUHRIEESE ST HIF-1a 5 B-ERE A
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HAE TR U MMP13 #3508 AT 400 1) /0 B 1 R 4
P, FHCHEN H19 K& PR X 5C 35 B i O 7 4 AT g
5 H A miRNA-675 E i HIF- la 354 56, Steck
RO SIS I S T R, BT B R Al 2
@ﬁ%%&«lﬁ(*?1ﬂiﬁl\1*3§§k 20 H19 KD . miRNA-
I AL J g sk iR IF S BUIEAROG, HAE IL-B

ﬂ*ﬁﬂ%.% o (tumor necrosis factor-o., TNF-a) i)
HICT PR 40 H19 JEH | miRNA-675 ., 11 AU 5104
FEIRT W H A
3.3 HIHIRAE & B

RAET OA KA K EZ XA+, H
BTN O S0 2 B 38 o 40 i 40 TL- 18, &% 5 B
(nuclear factor-kB, NF-kB) . TNF-a 25175 54K 41 i
JHT . B MMP Kfit EMC, e SECCHOE iR 1T
PEAET | IncRNAs 25 P T HUA RAE R, it
735‘»)"?1?7 OA RAE I Hﬁjﬁﬁﬁiiﬁdﬂ?ﬁ/\ﬂﬁ
J& Pearson %% Uﬁiﬁl\iﬁ?%}\ﬁ OA 1 40 i W 5T
XIR T RIS, TL- 18 RIBAE OA K8 40 il i
125 ft IncRNAs H B2 5 /bR 3k, Hodr 106 fhaRis 1
P19 FRIR TR, PR A R R, PSO-AHC
WE AT 2-3E ] RNA  (pS0-associated cyclooxygenase 2-
extragenic RNA, PACER) #1 2 B 31 41 M 4 AE AH ¢
4 IncRNAs (CILincO1 . CILinc02) ¥ RI7EE. i OA
BRI T, ®EIL- 18, TNF, BE, HIFE
S5 OA 5 B REAH SC Y02 28 40 i DX MR A1 i 77
BEAMS, iR 3 A IncRNAs 2 BEI [E) O M ek
FIE LR R BRI CILineOT A BH 2 1 5ik
IL-1BiA S 1L-6, 1L-8, TNF, B W42 v & 15
1B ( macrophage inflammatory protein 18, MIP- 1B) .
AN Bt 4 75 ) 3 R 7 ( granulocyte colony-stimulating
GCSF) A5 {2 4 40 M A 70 W6, 7 i B
CILinc02 J& AT 344 3% 1L- 6 43, L ib#dim ek, 3 F
IncRNAs A0 OA JRAE S A TR 58 i BT 75 5 A %K
BARATHEAS PR R FE . TS, Pearson 457 4]
A HIW] PACER X OA S8 AE S 17 ) 1] 35 4 1 -5 L 75
A6 DU % R A5 5 38 #% A 5¢, 17 CILincO1 F1 CILinc02
W55 HCR T NF-kB {5538 B AT G
3.4 ATMEENK

SAE BE % J % 0L N R A AR K LT (vascular
endothelial growth factor, VEGF) 4175 5 ML & A
B, T A O RER EARAE K, IO i 1 i
R B A, —HESS T 0A MR LRE,
REREDIC R KA 3 (maternally expressed gene 3,
MEG3) ENL T AYe ik 14¢32. 3, KN 35kb, H

factor,
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A5 B A O Su AUV BFSE & B, MEG3 7
OA 5 30l W%LED%EEFJ ifii VEGF K A5 f
RNA /KPR350 B B iH, H 3% 2 [6) 2 308 & 4 A
&, 478 MEG3 Al 3@ b #i il i 48 A2 s 25 0A &
A, AR AL A A B A ML R TE R, MEG3
AR OIS pS3 ARk T R HEEIE R, i Zhu
ZEIRIR5E pS3 TEIE OA B 4l vb 263k i B vl i
E‘fiﬁ AAEIETS, PREHED MEG3 305 pS3 #ik i

S HAM A 4 A B
3.5 ATHmER

5 T 7 o3k A L2 Bt ) A A R R A, R 4R
20 B PN ASSAS TT s sl g ML ﬁ@ﬂé%@%ﬁ’]ﬁﬁ?ﬁﬁi
OA &M JE 5 0B i A K F FREA 5
FWFSTUESE, IncRNAs 7E H Hmi%ﬂ*ﬁfﬁﬁ%fﬁ
H, HERZS 5T 0A 5 2B M &k EPY
Song 4511 A L i i Fe ik GASS w0 AR AN A
TR A WEAH G 30 LC3B ., Atg7 Al beclin- 1 3K
HAHLHJE GASS 55 miR-21 M EAE R GASS 4 i
miR-21 ik | miR-21 FE T AT [ W, Kang
SEUOV K B IncRNAs X W RS 40 M O A R
PCGEM1A] I H WE R K 40 ATG12, ATGS5, ATG3 il
beclin-1 2635, #2785 PCGEM1 7553 BEL 40 i (4 nis
3.6 iATEE YRR F1 0 L

PUBLE ) 2 OA & B TR SCH N ES | Liu
2 130) S8 5 SE AR R 1L, 107 ' IncRNAs 78 32 1
Wby Fas iz, Hip 51 kil R 56 Fh
i T, IncRNA-MSR ( TMSB4 pseudogene IncRNA
related to mechanical stress) ANMUTEZIEE FRIE
A, LR A a7 B AU, T e s,
PL] J& IncRNA-MSR 1E Jy — Fft ceRNA 5t ¥E 45 &
miRNA-152 M fii_ [ TMSB4 ik, 1fif TMSB4 ik I
PH O] 5 S A MR SR A IR R ECM OB A, 2R
IncRNA-MSR 7 3] 55 5% F 20 i 1z 7 0 iz A 1T 2 5 OA
&R,

4 ETFKHEIEREG RNA HE X T REEEST

R WF 5% s, PCGEMIM! | IncRNA-CIR'™ |
HOTTIP' ) | H19'%) | GAS5''*' F1Il HOTAIR'™' 45 AJ fig
BR OA Wi i A= Wi br 2 L JGR Y7 #E A5 . RNAL 2
FEOBE 5 BEEE LR 14 7 s 7= W) 45 i RNA A7 78 [R) 5 B AR 7
FBYU4E RNA ( double-stranded RNA, dsRNA) H A
20 B J5 R SV b R R 1R 0 RINA DT 7 A= A L 1Y
DREFR A (it 57 iR siRNA i 5 RNAI



KA S RNA 728 5605 R A A e rp g FE ]

M EAC I T FLIR . RUSIRR il 55 96 5E 1)
WIFT L R EE — R, IncRNAs 1 A 3 i 45 5
P siRNA Mg LBk, 38 H FF5E OA 9 HE 1] Inc-
RNAs 6 J7, B 98 ik 55 R J] siRNA ¥ 3R IncRNA-
CIR™ | HOTTIP'®! | HOTAIR "' %5 7] %E 2% OA )k
AR, T siRNA BA B Re Sede, Hm 1
fH 0 RNA, i miRANs 58 $E 1] 2 F 5 RNAT®,
R EE T siRNA 19 OA #UJA] IncRNAs 3597 H A 1R 4F
W) RIS, SR, B[R] I A BZ O k3 T I o AR
ZPRERN R E AN L B IBOCRAR, RN AIR, R
(off-target ) &:157,39]

5 INESERE

IncRNAs T 5% A L 4F #48, IncRNAs A
FE ) Z R E DR LS B ) bz, A
AR IncRNAs 25 T OA Wk Ak R, TR ]
YER OA LW A UbraE M AR TR AL, HEH NN
H RS AE— s R BRI, Qi IncRNAs 1 24
PEXTHRLE IncRNAs 75 OA WY & A= & J v 2 4% S a4
MR SEA IR ; DL IncRNAs 930 5 % OA BT i i &b
TG B, Sz IR R e, Wik, 55
BRI ST EE N TR 5 OA A R R DIAH G 1Y
IncRNAs, 7E IR [ {8 55 2 B 22 BiF 58 B o 25 90 1 1
FEL R LL IneRNAs #5849 0] F 150 OA /NorF
230 RCERATIRS R o aens, FIH]
IREARAT Rk 1) J7 ¥ i — 2P AIESE IncRNAs 5 OA &
HRIBRIER, HEAESILL IncRNAs A AEYIFR EYIXF
OA HEAT F-HA2 K A1 L) IncRNAs S A5 %5 OA #EATHG
HERIT IR ATERE
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