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miR-217E & X TR FIERHLHI BT R

Rl E By eRE RERT
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TE B X X (osteoarthritis, OA)Z —FtF & T HFAMRMRBATHX T KA. OAL LA
Mh| B 2%, B AT A 260767 TS A EHOAN R R, ARG LR, OA%
FHIRHIE % S BH FRRFAERT R RTE AMRAAKR, B, RN AOAL L mpuh], K2 A
BT T AR E MR AL B 57 32,55 L Z K. miRNA(microRNA)Z L JUFAF R 48 % 49
—FrAEHARNA, K EAR R T, miR-21EOAKF EMAn X P AR LA FIHRETZHA. A
S, 3% S8 T 42 A miR-215 0A 8948 % L #k, £ % IncRNA. MMPs. GDF-5. FGF4=TLR7% 4%-F &
miR-2184FOA ) T A2 F T AL AL B 69 R AEAE I, B 45 miR-215FOA &) EAR B 42 AU, vAHA A OAF-H7
ST AT A A AL 9T ¥ S 69 XA RARAE T ) e iR

KHEIR miR-21; B T4 OE 4n A AN

Research Progress on the Mechanism of miR-21 in Osteoarthritis

ZHOU Xuchang, CHEN Yan, HUA Weizhong, NI Guoxin*
(School of Sport Medicine and Rehabilitation, Beijing Sport University, Beijing 100084, China)

Abstract OA (osteoarthritis) is a chronic degenerative joint disease that occurs in the elderly. There is no
effective treatment that can completely reverse the progression of OA due to its complicated pathogenesis. With
the aging of the population, the number of OA patients has gradually increased, bringing a heavy economic burden
to their family and society. Therefore, it is of great significance to clarify the pathogenesis of OA in depth and find
effective early molecular diagnostic markers or potential therapeutic targets. miRNA (microRNA) is a non-coding
RNA that has been studied in recent years. A large number of studies have shown that miR-21 plays an important
role in both OA cartilage degradation and joint pain. In this article, by consulting the related literatures of miR-
21 and OA, the roles of IncRNA, MMPs, GDF-5, FGF and TLR7 in the process of miR-21 regulating OA were
explored, and the specific regulation mechanisms of miR-21 on OA were summarized, so as to provide a basis for
exploring early molecular diagnostic markers and potential therapeutic targets of OA.
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TP R D RE RS R T, G A ARIR T ik
RERS 58 A AZ O I RE P BEAh, B AT OAMZ
W7 2 5 T L R AR R I AR IR (B R
JERIEAT D) RERRAT SR ). SR, RS ki = —
SE MU, A D B YE OA R A= B I I FE AR (L 4K
IR BRI o FhRc A T B2 W, Tk
HEIR A R EOA RS I 8, SEL R R, BT
TR BIEIT B AR Bl R, f 2 — BRI A
OAMI IR, $REHr (1 R IR S Wi oy Fhr &, i
W2 T F5 EW R AT REBUA A AR REE 210 OA
EAIPS: PEUAE =

miRNA(microRNA) H 545 E 4 /N RNAS>T-4H
B, FE R AE Ay i 25 b A BEAN B AR (9 gm i Y
BEFEA 34k DL I B A K AR 28 46 Y B e B
R, sk, KEFFTIEMIRNARE 722 50A
(R AR RS, R CE AR A T K
5 I DL R R 58 RE S5 A SR B T, AT
F B miRNATE OA T S RIA , W AE5 2R R S FIER
HACHHATI A X ®, ik, miRNAB A NIRA i EME
N—FE B T AL T OAR WIS, HL 2 {E
PO A R TR A ST OAR . HHFAT
il , BA R SR 40 AR E FH £ miRNA /& miR-
2109, ZHF T B, I RIAmIR-21RENS B2 Lk 3DR;
T P10 B 1 18 T RO 240 B M o 1 B O E
HEM, miR-21 7] fE 25 OARC B AR 2. BfiJe ,
B RILE A 2 1B(interleukin-1B, IL-1B)1% -5 AKX
H A A miR-21-5p IRk P i 2T 1E 8 s 4 .
B EZERE, miR-21-5pRIEKT- SRR 2
FAHSGM, PR, 75 OARE i it %=
EmiR-21-5pJ5, OARKE A i I Y G e 71 2. 35 1Y g, [
IR B 4 AP T (1 B SRS B o . SR,
ZHTJERIAE, TERSIE I WANGEE "R I 2%
A B 00 T 1) miR-21-5pAg % B i A B Kk 1k
HFERIFEDH OA/NEIHREAAL,, A, HEFITE
N OABEH R E AL I miR-21RIE &N, TRIE
miR-21 AT fE 3 OAM K AE R e, 45 BT, #
53 B ARSLIGAIT 7T o IL-1B15 5 10 B 40 i+ miR-21
FIsE N, 1R IA miR-21BE 05 SR OARERI IR
EYIRAS o T AE ARSI U2V R RE AT 78 SRR
OA/NRFOA B E WE H L h miR-21K A &= LT, fif
FR miR-21RE i 35 22 il R AT AR5 3 1) OA/NR,
WEI . 3G IR JE 45 R 04 v e R R

PR SEEG B — @ R IR, ARe e B ARTER LS,
HAFRIFE R AR T AP — BRI 2 52
BEAh, ToIR R e SR IE 2 B AR SELS, AN [F 1 OARE Y
XL R IFHLEIAS—FF, A7 7] BE 2 R N miR-217E A
[Fi) 975 BT o R K K AR AE 22 5%, B TE OATH
AR AT BEAFAE 22 ki, SR o AR s
— B FRAE S . R miR-217E OAFP () EL A 12
VERAFE S, (EmiR-217E OAII R A R LR R
BERERBNER, JEE 12 B RG T OAITELE />
TR DR, SOl 2RI Aok A e miR-2114%
OAMIBIFFTCHR, A 45 miR-211H3% OAI AT RENLHI, LA
HH OA ) SRS W AT 38 sUAE DT FEh A B K
HMs%,

1 miR-21#R

miRNAE — ) 2 A T JHZEDT, BN
5 I DR g 1) () 4K B 240 R 224 K% T IR 1) PR I 4
RNAZ) . miRNAT] DL %5 E #E 47 mRNAF] 3'4F
P B B AMZ R Fr A e, i SE s &
0481 9 R AR A P, AT A 2 3% i 7K T B R 2 4
BN FIE M, — M miRNAT PL5Z F mRNAZS
&, — M mRNAW AT UGS 5 2 Ff miRNA, mRNAF
miRNAFRIHH EL45 5 T R A B HE R 2%, HiX
Toft 53 25 F) ke R 8 47 19X 2% 7 22 b A BE A B 0 AR
BB REENER . KEVIURE, miRNARA
AT R A R TR SR G 4 A 3 AR DL &
RAE LG Z R 2D RE, TS 5 R % OA
. HETEARKA < miRNATTE OAR) SCHR
RIE, A 16FmiIRNARELHIHIOA, 14FmiRNAFRE
et OAM, v e R kB HAT OAFE/E -
FEmiR-210% miR-2 1t /& 7E A FE 40 il o 5 A
LA miRNAZ —, [RIHAE R 1 Ji F1 G 7 v 1) B 22
PRI 52 0G0 o 5T B 200 Jfd 978 40 i Hh miR-21 A3t
BR AT 3 B0 S A 1 TR A, R T e A A i e
(T AT miR-21-5pid i | 28 105 Je i il 2k
(R IR T 2 K 0 2 1 [R5 IR &= [ (gene of phosphate
and tension homology deleted on chromsome ten,
PTEN)FHHtiJ5 b &4 175 3 B (hypoxia-inducible
factor, HIF)AIILE M J A=K Bl (vascular endothe-
lial growth factor, VEGF)/K V175 5 i 983 IfiL & A e,
AL, miR-21-5pififi it PTEN/AktS Sl B 76 O UL
A M A T R FERYE R Y. BRI, miR-211RA A]
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RE AT IO LE 5 1R T HE A

2 miR-21iB1Z L [[)IncRNAFEOA
KAk E 4% RNA(long noncoding RNA, IncRNA)
ST PP LRI 200/ M EF IR 1) E 2R 1 BT 4B 1 RNA
SRR, IneRNAT LAZ 5 Z 047 40 Hu T 5E 14 1
AT, 0 T A0 A BN S R U, 2 ARk,
EVE NI R A % 5 S 4460 IncRNAJEK] . K
IEPEE W, IncRNA 5 miRNA 2 [BIf77E Sioi#4E /T, Bl
IncRNAFREW IS 55 5145 A miRNA, 78> miRNAL
TR IR M 2 B, AT HE I miRNA R U3 [R] 1) 5%
FIFIEM, IncRNA GASSERFALAdfu K ik
AR B R A B OB oA, Reie IR IR AN AT,
7024 eI P R PR (B8 a7 e 2OV A g 2
SN R AE R AR . ZHANGS P00 82 315U A
JEZHZH IncRNA GASS3RIE 1M, R miR-21385%
. I HIncRNA GASSAImiR-21763A7E ) L s £
Ji R A R IR UG . TEOARIAH G 7L,
RIS IEE N BCE 4 EL , OA B RIE T
B AR IncRNA GASS#RIE R i, MimiR-2158
15N, id3RiK IncRNA GASSJ5 & 8L, IncRNA GASS
REREAE A miR-21 Y 5 15 (A1, 83 F I miR-21 ()58
ISR B AN T, A, Beclin-1. Atg7f1 LC3B
SO R W AR DG B I ERA TR IR, R IR A
ZFNH, B S, LIUZEPIPEHCS-2/841 ffl & % In-
cRNA GASSFI miR-21 JAH BN ¢ RitAT T it —20
BAIE . %5256 7 HIAHIncRNA GAS5 AImiR-2 13T R
it ik, RILE L AR B I ORISR i
FIncRNA GASS5E i A miR-21 REMS & 35 (e 2k 4H o g
B, PIHIAHIE T teAh, Sl o R HulthyZifs
FHOASNIERL KRB, KEOARRL A, IncRNA GAS5%
IEETHE, 1M miR-21FRIEEIFK. 257 AME a7 A
Al Rl % IncRNA GAS5/miR-21, 1E45 K L
SR MR, R ENEITOANMER®, BRI FT4S
3 A RRANZN)Z HUIESE T 7E OAH IncRNA GASS
A miR-212 [A] FIHE A2 X &R, IncRNA GASSREZ
o BB ) G R miR-2 13 B 4T B, gk A
HHE R AR, IITTINEEOA . R B R IncRNA GASSEL
T Fik miR-21 1T B8 /& OAM—FIEFE I A UG IT F
Bto BR 7 IncRNA GAS5LAZR, IncRNA MEG3HfEf% B
BERL S miR-2129, Bt 57, IncRNA MEG3 ] L
AT B A A miR-21, FHITL- 1315 T B AR S 0E

SRS RLEL, T2 5 TIZE0AR,

2% TR , IncRNA GASSHIIncRNA MEG3
BIge i B 45 G miR-21, 784w F RN IR
RNA (competing endogenous RNA, ceRNA)J#&/>miR-
215 T FERE R B FANEC X, b2 2 00 9% miR-21 )
YERL, T2 30 AR 2ORE SBE, 50 OA K
AR MEARE BRI, HRYE miRNARIE IR AL
miR-2 LU IRIE RE B FIH A IncRNAMH FLAE T, 4T
AR FE mRNA L . ARKIE T L H i — L
¢ 1] B IncRN AT miR-21 ¢ R i mRNA ) R 1
R AR, A RAESIOAS RIS I T3 FE o

3 miR-211 & MMPsiFiZ0A
DR JR ot 3 b TR JE (collgen type 11,
COL-IN) R (A 2 M4 o 0 36 5 A Q1 167 A sk
IS OAM KA, OAF IR IR B 5L 5T [ fif 2 ]
TR, AH R R O AR 2 5T 1 — 2D B A ) 2>
SEAATY I PCE G P B 4R & B (matrix
metalloproteinases, MMPs) & —Fl & 4 A Kl X
W6, JUSF-mT CARE AR R B B 5 IR BT B A3, 72 OAR)
RAR R REE ZCEZEMEM. L4, MMP-13
2 FEOAMCE PR IN i R B B I, AR XUE BE
fREE R P R IR E A E E 2. MMP-2. MMP-3
AT MMP-94% HAth 25 1 i ) 3= 22 17 53 B A i v i)
AR oy 2 DAAEAE FEAIE B miR-21 A fi% 38 ik
MMPs il % 2 P (1) R AL R & o 1 an miR-21 7] BA
LGS MMP-2AT MMP-915 5 | 253 3= 3 ks 4 i
(X FE AT RS B0, R MR I AT E 41 44 CU B A
AR, miR-213RIA ) 5 MMP-9% 1M % . 7E OA
AR, ZHANGE PRI, 24id 1A miR-218), #w
e MMP1. MMP2. MMP3 1 MMP9 /K- &
R, AR miR-2 130 A IR S AR R
[PZRIE AR R PG . 1% 3R B miR-21 7] GE i@ L 115
WA 2 F MMPsI{RIA T 2 5 OAR A . it
Ah, £ OABCE 40, miR-21 K1 MMP-13 2 [A] th 77
EAREAEH . fEIL-1BRIFES N, #CE 4i i MMP-
13FI miR-21 /I8 2 IEAHSC P, fiifR miR-21RE1
T I MMP-13 {2 53 44 &1 358 5 7= A AT KT 81 440
EERRE, B MMP-13 34 & OA BB 41 i T
miR-21 ¥ BB bR 20, SR1T, MMPs[ 9 fh 35 22401
HlH——1FEA kazal L[5 & & AR I 75 5

H (reversion-inducing-cysteine-rich protein with kazal
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motifs, RECK)HIZH 2343 & £ [ B4 1] K13 (tissue in-
hibitor of metalloproteinase 3, TIMP3), E\#{ & FI &
22 oI 40 A A miR-2 1 A EEAR B, IXHE7R miR-21 7]
A I8 i [ MMP-13 F 061 18 75 D8] ) 2 1 48 SR
ML MMP-13 1218, AT EZIHOA IR AR g .

2k ERTIAR , miR-21 0] fgid i 745 2 Fh oG s iR
SRR F MMPs 2 5 OA B JL i FE iR it 2. R
B miR-21 AN /& B 40 ] MMPs TR 2808 AR, (1
& miR-2 1R A 7] g il 1 B ) RECK A1 TIMP3 1% P fift
MMPs 1l 751 AT [8]4% 8 4 MMPs, 225 OAJi Rt
J& o ARIE T — P W SR S miR-2 1R ECE AR
W I B AR R

4 miR-21iET#L[EGDF-5F{Z0A

WE TR MRS B g R
B RO R R R IR A 2 RELOAR KA, Ky
LA F--5(growth differentiation factor-5, GDF-5) M FRHK
HIEMHEEASKEEA -5, SERSKEEAKIEEY]
R, BFALAE K R F -B(transforming growth factor-B,
TGF-B) XK IENI R . GDF-5E N H T BT S5
ST EMEIECE A A E R, 1 R IA GDF-5
Refg et B AR A KA B LB, GDF-511) 54k
X I ThRe 2 1S OAN 5y B E EHAAH OGP, Bt
TGN, GDF-SRA T SEHH MK EAR, HE
BURHIE R IR T | FF H GDF-5778 5 G5 Al
FRAT R OAZYIF O B, ZHANGSE Phi it {4
TargetScan6. 2 AT W& 527 73 Hr il X I, GDF-5
AIfE /2 miR-21 T E LR . 1 ik miR-217] A
PEZHCE TR RS, #1453 COL-II. COL-XH1 Aggrecan
FH T bRE I RIEK T . Bl 5 8% R
TP 5 AR 5T A B A AT E S, miR-2 il i 5
7 GDF-5 mRNA ) B fif Z2 IR $E 5L ] GDF-53%
Ko ZSE PR, RN T B RO A
71 GDF-57E N OABE 4H A 234 7, 5 miR-21
PFE R FAHRE, FIRT A R, miR-21581%
B B ) 4] GDF-5E 1 OAI R AEFUR JE . A —
TRORT300 ™ A< R I 7T sl , 4701 GDF-5RE8 5k
S HEINERCE H MMPs 1) 3218 7K T ek 51 226 ot B
i, Ty id %1% GDF-5- S BUH S A2 1k, 2B GDF-57] fig
T I R MMPs SRR PCE B i Aaas . BN
GDF-51)_bJi 575711, AMEPEE I miR-21 f R4
A% 0 2 1 0B A GDF-S1 3808 -2 12 OAAH

SR 05, TR % miR-217] LUl | iH GDF-58
S /NERU R DT A R B AR 1o, A, il — T
SIS K 9% 7 SRV A PR B S T 4 20 B I A
AHMILEE TR e RO, R AR TR, RN GDF-5
H SOXSEFH T AR KA 1Rk B FEIC, 245
“F-kB(nuclear transcription factor-kB, NF-kB)FIIL-655 %
EPR - LA S miR-21 I8 BT B, {8 A NF-kBI#) /)
I3 TN SCTS 74 3B AL 5 , miR-215R 18 &
T RE, TSR R GDF-SHFR A B T, [N NF-xBA
TL-655 48 4 K 7 A4 AR I MMP-9F ik & N 4 ),
X3 W] NF-«xB ] fE38 5 miR-21/GDF-545 4 i %
fifto ARFTIESN, TE S HAOA R, TR 4 8 i B A IL-18
IR LA BE AT -o(tumor necrosis factor-a, TNF-o))25 (¢
RAMMR T, WodE T A T MMPs, AT E
BEJFBRARE I S DI LA R B 4 2 [ £
AT R B R, #8578 T NF-xB/miR-21/
GDF-5{5 S HITRES 5/ S I 4O T BN 4 2T
S dipuy

g BRTIR, SECE ML DIADEH) GDF-5/g5 5
miR-21 B A& Ja b fg, MIMAEOARE I Hh Ik
T, BPmiR-21[EHE T BB I GDF-5I3KIE,
WO 23 R AR R (1 T MIMIPs AT (i 330 4001 328 Jom PR
SEOTHCFIBRAE ., KL, SR miR-2184# 10 %
1% GDF-536 1] BEBUNTRAR 0 H 1B S, I84% OATR AL
FERIA T B 5. AR Tt — 5 BRI Tk 1 B
IR FAENOARTIEESB R AT #E AU AT R

5 miR-211Ei3 8@ FGFAZ0A

AT 41 B A2 K [R]F- (fibroblast growth factor,
FGF)f % 38 5 18 15 400 B 20 P . e 4 e 1 ol i 4
P& B B AL R R A, HERF ST I IE R AR B Ih
ft. FGFE 5 SR SSBRENMPIRRERE
AR, RAER/NR FGRE 55 5 575 2 H P 0ARY,
FGF18/& —F B Z I HCH & AR HHAE KB 7. EF
AR, FGFISTE/NR ST HH R 2 X k&
ik, EHENSIEE EIE TIMPRE IR, 08 3R b
i SEHE (R TSRV FE , AR ORY ST 3CH  B
IEBCE B AL G A 7 92, L e R P, OARH
(I R FE A FGF 181k & & (I, T miR-21-5p )&
BT PG B TR G R AR S
N, FGF1872 miR-21-5p 1) ELZ AL L IR o o Ji5 (1) B A
IR TREIRUE S R W], 1 Fik FGFI8RE LM /i i
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Gk -

7 miR-21-Sp NI ) COL-TURT A (4 S I ek
MR E ST 8 B A AT Rl , miR-21-5p#%
IR T DL A W 4 B FGF 183 R A 1] 1) MMP13
F1ADAMTS-5(a disintegrin and metalloproteinase with
thrombospondin motifs-5)7¢ik, MM <15 40/ (1]
SRR EASE R, 12 S I AR A
it 78 K I FGF183K 18 7K~V 5 miR-21-5p7K VAl i R )
MankinPF-/3 ) £ A UE,  FIRBF 745 R 78 e
7 miR-21-5pRE M ik L ] 57 4% FGFISHIZRIA (e it
BRI N OAJR AR AL, I H.FGF180
miR-21-5pI414 T REVE N OAIR IS T (43 T B4 -
L FGFI8LRT T HCH (1 FAH I, FGF I{ER B 4t
R BB AR E R, BRI AT e 2 —
IEER T WHRAR, FEOA R B, MIEFGF1
WRIEE SO OAR BN 2 R B W25 TEAHR ™. ik
b, FGF1 AT AR R Ji B 5175 53 1 OA K BRI Y (1) 5K
R Ik, Al FGE14b B3 g % ) 3N 0B 41
Jil 2 H MMP 13 (1) 2158 - 401 COL-IIRI 25 1 SR M I
LM, LIUSE P X0 R BHR S i 5T RI, FGFI
miR21FEEE R . FGFI5miR-21{EE A X A,
i miR-21PLfE , N3CE PR 41 & FGF1 )3k
B3 R, AR AE M T2 B, R R
ST Pt 8 B P o 24, i 9 7R miR-21 BEAE I i
IR M FGFITT R B TR E -

2 BT, FGFIFFGF1835) /2 miR-21 ) B4
R . OAKAN, miR-21 521k, 1 E A B R4
ER I FGF18 2 MUK, Mk %15 FGF18EL#
0] miR-21 FI R K 34 e Sk B 2 A AR, AT
GRREIRE . REMERERBMRR T FGFIZ
miR-21 (J¥EFRE K], miR-21/FGF LAE 80 T i i 4% b
RIFFELAER, B2 OAYE ' FGFIHI miR-212 [H]
) B ORI O RIE R BAER] . SEPR b, A S5
R, OARH FHmiR-21FLEA s B 1E H IMFGF1
Y RIS RIE ), JORTEOAH , miR-21F1 FGFIT] fg
HAS R TR B A R, IR R IR P At
(T LR 4ERE 7O ERCE ARES, I HAE OA R
RE a8 I A ML 447 DS R 1R DB

6 miR-211#3 L[ TLR7IEZOA

OABH KM R AERIET =, M T7%2] 19%A
o RIS SCTT U 22 O A N, B TR
ATREINR] . {E2 an R R A% 2% fi BB 35 A, BRI 0

SRHE A O, B TR R K KR, HAlr
PN OAREIR FE 5 HHAE. Wi Mg RZE
I R 98 E I N S 2 DA SR W7, TollFE 3244 (toll-like
receptors, TLRs)s 78 i A [ B G () B 17 81
WF9E Eor, & & GUIK miR-21 A8 05 0% IR TLR 7%
5, FEAR TSI M DG 2 b R A OGR4 U, itk
4h, TLRTELCTAE 2 505 OA B B JE AR 2 1%
JHMLE . TLR7/E B G20 B AN BT 4 40 MR o 2
J DA SRR ST IR st w2 e ik . TLR7
(TS RE 3 Ik 155473 5 1 B D 1 28 T A B R i 1)
22 Z ) V54K 8 B (mitogen-activated protein kinase,
MAPK)&E 580, £ 510 3 1t Bt 42 70 0 £ 1
PR fE 1B, IS SR I =42 ), HOSHIKAWA
ZE TR, OAK RIS AL ZUrp b i A B 2 1 miR-21
REf %5 S0 TLR7, iR IL-1BA0 IL-6%% 4 5E A
T, WA R A 2 A AR B, M 5
SEATER . XA miR-2175 5 ) OA K R 759
JHAE ISP TLR7ASHUFRIFT AT, I AT i o=
REfE Y TLR 7R 5 GUUG 41l 1 845 miR-21 K B
PR, PR TLR7Z S | miR-211%
T OARANT N . IO, A CIRIE, O
antagomiR-2 17 AR OA/IN ERECHIBAZ 1, B RO
W P VESHME T ) miR-2 177 EE TLR 745 Hi 78 B
5 0T F AR 5T 1 O AR Y K R AE K I [] (1) B8 1
PO, EIREFFEs SRR, TLR7AI miR-211R 4 Al fE
YERN OASETRIRIT I TEA R . AR ER,
miR-21-5pids i] Ui B 42240 ) 40 1) Spry ] b 55~ A
KATHCEH VEGFIIZRIE , M2 OA LA A 5,
XATREHEZR T miR-21'F: 3 OAYLIF I 53 4 —FP L] o
R OAH 1 E5 28 T 35 B s ) I A A i
HAR VBRI R 28, IR A2 2808 1 A7 R B Al
ACIEAREIIPEAT, (A LA S AR R I 2 2R K A
FFIE LTE, W FELOA B FH P R AP,

2 ERTR, & & GURImIR-21 1] 8 38 i 00w 1
TR B L TLR 73Rk, 115 SCRCME G111
WIS 2 0 A UK, T T ELOA & KT 7+
PRI IR A o 1) R B B R S miR-2 1 1] 57
A RE S AROA TR KT VB TEIR T F B

7 INEERE
miR-217EOA B & v i % 3%, 1T g R OAIlG R 25
WIETT I B 5 . miR-21AEE 02 5 5 i s
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Fig.1 The schematic diagram of miR-21 regulating osteoarthritis

A BOEARUT . SOME R I AR O DG
SRR, A fE BEOAM K K JE . miR-211#E0A
[ B ARHLHI 2 2%, FTRES5IncRNA. MMPs. GDF-5.
FGFAITLR7%5 8 4y - 1R IE AL 2 UIAH G ()
FHHImiR-21 138 1A ] e R ZR AR OA B 2 IR I PR
REL B W OAR IR R . AR KIE 7 2k —
LI SR R HE MImiR-2 175 I OA I W BE4: o

i TmiRNARE % [F] i B 280 ) 2 AN H BT
PRI, Xt SR EmMIRNATTIE AT RE Gl K — &
1M LSO J5 5L, AT 57 kS JH A T fig e g L 22 9
T B AR, TR 22 s BB ) AN AT TR0 14 7T B s miR-21
B B IE TR T OAR K I ALl . 1 4F SR A 5T
BORFAT IR [m) 25 24 ] LUK 245 Wik 31 58 s 2230
A7, o 5@ AR AN L ERAAHEAER, fetert
— AR AR BRI P, gEAh, T miRNAA
FeoE, 7% BT IE A B IR B 4R B G ) A
Y] fe H B SR AR, (B S — 3R, IRk (]
78 51 T-4H iy (mesenchymal stem cell, MSC)fi7 4= ) b
WARGM AR RS REE A 55 L EZmiRNA
SRRy TR SUE E A AR R 22 R H
MAFFARH . A IR, MSCHTAE SN A A RE 5
Z 5N FREHLBE, NTTEFOAFFE ., IR
MSCHTZE [ A AR FEOAH A 7T H R AT 2R Ak T3k
W B N A miRNASE AN 7 T AN bR RS H T
OAMIIGIRIATT, AKAITE L — P TIRER . 45

LFRTE, REmiR-21F I H B KIOAIRIT 1, 2
FEmiR-2 11E N EE S T OAIR PR VA IT 1 M. BIF 52 1
B2 BA k.
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