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[Abstract] The development of osteoarthritis (OA) is not simply a result of cartilage damage and alteration of the a—
lignment of forces, but the immune aspect also has a huge impact on OA, and BMSCs (bone marrow mesenchymal stem
cells), as a kind of cells with multi-directional differentiation ability, have great potential in the role of immune regulation and

tissue regeneration, and studies have shown that the pathogenesis of OA is closely related to This paper is a review of the bi—

ological properties, mechanisms of action, problems and prospects of BM SCs.
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HERTT R ( osteoarthritis, OA) J&— 7l H T 577 4R 41 i
AR AT 1 IR AT PR 22 L 51 BR 4 A 40 i A0 2 J5 LA
BARE T B0 A A 8 AL B g — A AR .
REESE PSSR RN A =34 00 T 2 U U 3 S R 8
AT ECT B2 A S A R BB AL, B )
]G AR AR T B SR B R A O R
Ak . FRD, 50 OA YR Y T LR ST S R 25 ) B IR
PN T I EAET o EE HE ILRE 2 I P A
AR B Rk FR A A B, R AN BEREZE OA IR AE, 1) 2 X
T OA RIRCR IR A Ml OA WSRO TGy AR
FI B GEARPEIR ,  f5 A T5 ORE, SR I, OG5 B s i —
FRIN I A B3 FH A5 1) R MR B AR T e g i

[8] 3555 T 48 ( marrow mesenchymal stem cells, MSCs) J& -
A BE 2 v AR A ol A B, AN ANHL A 2 18] A3 Ak A FR TR DL R
SRR RBT A 5 RS S LU E R Y X 0A YA
SRR B, BMSCs 2 —Fk iR T B R M B A 2 m
Ak RE X H B E BT 400E , BMSCs 7] LAk A R [R] 2 AU 1)
L AT B S 8% BMSCs 38 7] LAgEAT A 305 5 f =
A BT SN, BMSCs A 50 E F534%5 FH 015 B2 IR YT Hh 45 3]
TRWRHQRLAT o 15 I A A G ST , %) BMSCs 3t ek 4328
SN RN TR YT OA 11 E BEHLH M — 2534, &y BMSCs %I
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A&, H B AE 2 1 A 238 A T 5 | A 5 40 it 3R 4 AR
I 43 T RE B , A0 6 1 1 IS ¢ 5 e OB 5 g 0 i ) A b
YIARG, B AR i 5 OA 9% &R RIFER I . B
I 20 AR 7E S RO B2 T 1T 0 A 20 LR 1 ML 5 I 41 B D 38 4%
PR I M2 2 B T R AR AR ST . ML 2 B A S 2 0
( lipopolysaccharide, LPS) 114 % - ( IFNy) HIH#UR 40 WKk b
PRA AP F, W A AR (ILAR) L IL-6. il 98 35 38 K T«
( TNF-) 28, 5 B WLIR I S8 B g VE R ™ o BMSCs i i Hi 43
WA B H N AN L I 20 B AT R T, MR B4R 30 ~ 150 nm [
PEILER , Ho & A £ B4y, 95 B 1 F . DNAL mRNA. B/
RNA( miRNA) FK4E3E %A% RNA( IncRNA) |, 76 40 fitd [a] 38 1R 4
K AEB BRI o T FE T T 20 MR YR A I A e i
i A A A ML i) M2 (R AR SEZE OA HEJE' . He
aaE U RS B ) 38 BT 40 M SR VR AT IS A i) miR-223 AT {2 HE
M2 G2 S A AR Ak, s B R4 D e 2B S/ N ( extra—
cellular vesicles, EVs) J& 55—~ W 20 S0 5 @ 42 1) 7 =X,
AT 7% 2 5 AN AR AR AL B9 36 7 2800 L 45 S B I 1) 3 5
T4 IE M EVs 7T LU i f% 38 miRNAs FURH OC 8 2k 77
PI3K-At {5 258, 22 OA )i .

OA AWM T WRE A0 B R EL A0 B 2R R 43 40
P3N , UL G s L AE OA B &Ll hin s m @t
T 402 OA ¥y rh bk B B 1Y B B2 4y, AR S B e AR T]
T YU w] 53 kil B T 400E( Th 400) (A0EEEYE T 402 TC 41
L) R T 403 ( Tregs) , BT PI & SEAR RN PE T 45, Th
YA RT 434 Thl 40AE. Th2 40 A Th17 Zife, Th17 404 £ %4
B IL7 0 IL-23 330 v ol 40 i R 1 3 5 2 2 A1 o e 8 A L )
BIE MU N B2 AR A R 04 43 LA R A o 7 A R, 2 T I ) K
ARAE M L KRG CDA T T AU 0 IR 426 9 Th 410 Fil
CD8 ™ T 4l i S B ( 3% J5 2240408 TC 4iff) X T OA ik
FEA TR o [ R R T M Y R B Lk
B 41 ] LA A A B, e ) R AR R R
0 L SO PR S P BOE 1 MR B ZE ALY o W T i TE
OA [ A Bk SR rh A T S BLAE T, i 4nuf 38 3xF BMSCs Ji /b
Gy QAN N2 O e el D@ | IR R o N1 3 T s I %55 SR R
BRAS BT i TR M EE T 14

Ogawa 257 B3¢ % /1N L BMSCs 43 4 — S0 16 60T B 4%
P AIMLF YR N T 20 B4 G I S0, A B BMSCs 433
HI AL PR 7 4n TGF-3 FAT 40 i A 4 F1F( hepatocyte growth fac—
tor, HGF) , 5|tz 2 , 3 03U 48 B ( indoleamine 2,3 dioxygenase,
IDO) Akl T 4 B4R FE SR ALy T A =" . @4
TR 24 T 200 L33 B 5 Py b 75 P TR . Y L TR VR B
AR, T A5 32 BEF G1 ], S50 T 4 ¥t s /b, 1DO A
SRR SISO B T A0 TS TR L T it
BMSCs 4334 1) 40 it BR - ASAX AT LAl T 490 B 1) 338 7 Fn s & 1
PR AT LU R EE T A0 AT 1L, BOAE T 40 B 4 431k
A2 MSCs 43-A 14 4H A X FT 0 RI A 28 T 40 B 5 15 % Tregs
S8 TNF-o F1 ILA2 B72 A2/, 1 L0 72 A2 B, Y iR
e IL0 ¥ B 3K B — 5 /K B, 43 W A28 1 4 B e -GS

H

( HLA-G5) k55 CD4 " T 4 fg %} THL I THI7 (38035 , 315 5
Treg F)7= A2 T WG AE S5 B3 3R ™ . BMSCs 5 T 4 U f BL3%
AR T 20 M B S R vt 2 A T 0 24 i ) e B 4
FA LA A0 BB 42§ ( VCAMH) (93835 J& BMSCs 3 it 3
Jin BMSCs 5 T 4 Jig = 1] () 6 B i X T 40 i & #4493 00 ol 1
FIPY o ci BMSCs 3@ i 40U 40 HE R T+, 9k 2 TNF-o0 25412 45
PRI~ A 7 TG TR0 ST R N B9FE 1% 07 2UFE S s i
T AR AR .

BMSCs Xf B 4 8 i 98 47 A 115 2 A 40 M PR 7, 17 L3 3
24 6 ] 42 i, BMISCs 41076 B 20 P 22 5 02 1 95 SRR I p38
22 ZEMTE K IO B0 B R AL T AR HE T ERK1L/2 f9 B R
1 o W —BFFE e B, BMSCs Wl 3 18 140 5158 B 41
WL f S 2 P iE Y . Chen 262 % 91 BMSCs A 35 CD23 * .
CD43 " Breg 4, M0 26 200 DR - 50 43R0 T 400 Fry 344
B Rafei %> % 3 BMSCs i 3#afb 7 CCL2 il #% T
(52 G S 0% R T 3( STAT3) 9235, 3 1 5 i S /i
XJ 1R PAXS 25 5T A A DA T 400 1) S A0 o G2 BREE 1 19 4030 o
BMSCs BEIEB A |32 B9 65 9845 68 71, O BEAEIMHI4E OA %
P R I G AR M A 55 43 6 (200 W 42 fih) 5
S 7 2 i A T DR ) R, BMSCs ) 48 v M g
2 BT AR G 1) B0 48 W M2 R B Al 1) NKC 40 i Fry 34
BN TR L B 15 11 B RN e B4 A S0 R B R P
PRI =2, I g6t CD4* Th 41 (0 300 , 42 32F 40 32 410 741 119
CDA4 ™ T 1875 20 JfL ( Tregs) 177 45, AT B8 8 ok 4% 0% 19 4 14
Bi o B —ANJ7 T, BMSCs 3@ 1 #] NK 2025 IFN—y i 3
B 2ok U5 1 10 46 40 B TGF-B, 40 3 1 CD-39/CD-73/ADO i&
% ¥ 33k CDT3 fy BMSCs 523k CD39 H3F L T 40 fu 3k 7 %
FRGEEVR AR L Aol i/l SR R FNTE AL, BLTE T 40, AR
NK 4%, i 5 CD73* NK 40 fif Hokb T bR s o &
1) 755 T 40 MO 2 3 3 P 4 L PE T 4K 1( PDALL) %
PR AT T ek 2( PDH2) , BMSCs i 9 PDL1 5 B 41
Ju 161 9 PDL A E /R FL 40460 B4R D i 39 B A 40 L S
1929 g  BMSCs A WA B 4 A T 20 A £ 7 ] 25 06k
D PE RS X OA $5H 20 L B 5475 % OA BRI «

BMSCs [A)Ha38 W 15 A 30 4o 55 43 b LA Bl i ) 32 9 A= 0 1%
PSR- ALFE AL PR 7 Rl R A K PR 25 2 5 2 = )
R A AT F) L DA T 3 W) R 8K B 88 A0 345 M e > . PGE2
e —Fh PR A ( COXH) FIFRE A A2 ( COX2) =L
P VU TR i 5% T D A, S5 T R T 3l BMISCs 4, AR R
[k i BMSCs #5& mg PGE2, {H & Wi &2 K 4 ik /7 17 22 =
P PCE2 564l b 137 7k EP2 I EPA A E A @it
ST R ER AL 380 40 6 P9 CAMP f-y K -, S B 48 4 it 14
F( L4 IL51L0) 23k, IELh L2 AR 77 203 4 % 41
J A A T ELAM ) NK 2407 4 TFN—y, f2 3 7 4= TGF-B,
PGE2 #3E it fL ik Th2 i Th-d &5 Goie i v 2>

IR AR K PN 7 ( HGF) J&—Fft il BMSCs 2 3K 123 306 1) 97
PEVTT AN 7, @43 HGF Z{&/EF T CD14 " Pz 4N, il i
ERK1/2 #4255 IL40 /=4, CD14* 875 T 40 g ) Thl %)
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Th2 84> . fy BMSCs 3k 19 A 2 19 40 fg 0 J5-G ( human leu—
kocyte antigen-G, HLAG) FJ 55 £ F 6 J5 4 i 3% 1 1) 32 AR 45 & 7
A E AT AR A S He s ad b NK 40 40 #E i T 4y &%
Ui~ TR BRSRAAR T 40 M A4 58 A RN 1 42 i 3
S AW Thl /Thi7 0P 04 530 LA K75 5 Th2 A4 A 7 26 5
JKF- TLAO 16 NK 4i 25390 TFN =y, B i g > ¢ o Ji
JRERBE R T I 6( tumor necrosis factor stimulated gene 6
TSG6) J& BMSCs £ 5 9 ¥4 5 1 I 1 52 %2 [H 7, TSG6 il i3 B
FER TR R A M 5 P B BB I AR R R T AR Bk,
T PR AN A AR L 5 F AN LAY CD44 254, F
Pt TLR2/NF~«B 4% , R EOR RN 17835 00 , I 55 37 W
R F B A, T 585 LA e Y BMISCss 2 1A T ¥4 1 2
M5 ( galectins, Gal) 5 4l i 35 AT 85 (145 5, Galectind 3/ 15 44
GRS A5 5 A5, 400 5] Ik 2 240 i R e 240 e 1)
REHLRLE , Galectind Fl Sema3A —i25 T 4iffd 350
ZAR NP S56 W0 T 40 ARG FE , AT 2% 1 B 7 , Galec—
tin9 5 Thl 4iMIZR M Z 0k TIM3 K5 PE45 4, ¥55 Thl 4 st
17, Galectin9 T3 B 4H ML 58 A5 11 L AT 2EZ% OA 11
K5 0 e AR LA 5 KWL A 7 ik — A 5

HMAR R G e R B AL B9 4 4, E B R E
FAZEY . — FLOE AMAER 1 s Ak DR R R R T
BAEVE S BUZ 30 AN MR 200 A0 e AMA R ik 30 £
PR A RALA, & T Ll 3 FOR R IR AR MG (1) L6k
£ (2) MBL & 4%; (3) 324t X 3 fhgfeh e —f#4s
FEE NN C3 FALEE, e C3 24k C3a A1 C3b, T LIS
5EBARMNE &Y. R4 MG S R 2 IS C5,)53)
C5b7 AWML AL, e 29 WU U0 & 4 4 ( membrane attack
complexes, MAC) , FEC 40N L o W) 70 5 T 40 i HL AT fra
AL, AT LA aRE A 32 G0 RE FR 40 A WAL, JH DR PR LB A 1 s
RIS E R REPE . BMSCs T AT PE A 1 H, #MATA T 2
CD46.CD55 1 CD59, {#i BMSCs Ref% £ — & f B L3 H4MA F
B iy aE Y
2 BMSCs 497 OA I 14 R R L3l

OA 5 B3G5 B 1) 4 P S i S IR 1 20 2R A )
BMSCs i3 M2 B WEANARHL 4 1 H L 43 W0 e 4N B 1, 40 1L-
4.ILH0 F1 TGF-R, 4ihil 4 1 S f A ik 8 380 AT 1) OA ()
HERE™ . MSCs JdE EVs [FliH i HE M2 E2n i i Ak, F R4
RHTF TNF-o ILAB F1 IL-6 AY7KF, b VS5 40 R F 1.0
97K, TGF-B F AT 4 40 i P ( IDOPGE=2.IL-0) 7] %
SE RN AL A M2 HrR R AL, HApRisI R R E2( PGE2) 1]
VIS E AN EP2 F1 EP4 S24K45 4, do AR T e 5L A 1 32
ik, IS EE AN R M2 AR AL . X FRBSNBREVs FIE
M MR AL TE I M 56 W R B R R AR PRI E E . B
PR TR IR YT TR I L 3 1R 2 5 5 4 R X AR A RS AN
SV TR RIR AT B 08U R O A 0 R Mk B, TR AR
PEAB S FIFE A S A o o ol 0 3 e B 2P A A At
GaBE A= A B 2 AN AL A BE 1, 1R AT 43 A 42 48 bt kL 40 i
(N1) R4 PR A ( N2) 5 o Cail 457 BiF 5 % B P

YA FT 5 BMSCs BAHTAE T, A [R] 7K 7 19 TL-8 B IA Ry o — b
R AN AL AN R o TR/ BRSEBR AR AL o, L 3451495 1)
R MR A T MM IS, N2 B AR5 ) BMSCs 735 56 5 41 i
fiiEN F 1la( SDFHa) , i SDF1/CXCR4 & 78 K H T
PB3K/AKT i&42 , Al e i CH B S . OA J & Gl h A e h
A 40 D 5 1 A R, TS A RO PAR2 B MMP3 74— &%
B\ J2 I ¥ J K B 4 005 , T BMSCs 1T 007k PAR2 (938005 , W% 4
A0 o 55— WF 5T & B A R/ B PAR2 LA, & B
PAR2 BT BMSCs (4 J8& 234k, TS 2 N5 107 26 1, LA K31
BMSCs MIL-6 LT J& PAR2 0 A5 105 T8 1 i — AL, A
M RS & ™ o Akbar 457" % 3L BMSCs 1] 7/ a-
BB G, ol 308 450 000 ) I R i BB e 45 b TR,
OA 18 28 5 P RL A I 174 2 2F S35 DO AR DG, W] I BMSCs A 224>
5 TR WA P A 4 R A L Y 5 , T g 22 e AR T
FHRHER B B -

OA — B HEA N S — P AR R AT , (E R 1 B A
AL ke 280G B AR, b S MR B S R e 2
R(WFRAIERAT ) 51 A BCH A AZ 1, BMSCs nl i id Toll £
Z A& ( Tolldike receptor, TLRs) & #£FH K42 HE, TLRs 2 2
ANGERBA R 1 RS 1, H— R &l R E 75
(leucine—rich repeat, LRP) FJZE R, HI T30 AR AH G 14 43
FIE K ( pathogen—associated molecular patterns, PAMPs) ; H: — J&
Toll/TLA 3Z4&( Toll/IL- receptor, TIR) £ 438, , T 1803 143 fic 43
FALIFEHE R AL B N TIR 2544 358 52 140 G 3 (- TRIF A
KBRS FHIEA TIR 2R E A THES™ . izl
S AN BT B Y TLRs F2 3802 TLRA( F25E N 74U LPS Al
S BRI & LPS A545) , B T LAAS I Ak A= 490 40 JH 5 T ¢ 4
TLRS5 R #EB A, TLR1.2 F1 6 #0240 1% B8 85 (1, TLR3 % 17]
K BUEE RNA( dsRNA) |, TLRO J2— R HIEALAY & CpG 1Y ss—
DNA {3244, TLR13 RETHI 40 A AZ A& RNA, OA [ 3% ), TLR4
55 BMSCs 5 H AP WA UK 59 £ T AL ) b HC AR 5 36 6 0 B 5 4
o

TE BMSCs Jli  BUIE A B V52 T, TLR4 (3R 3614
TLR4 (#9137 3 15 5 B A4 ( Folll- c) 7553 b 391 42 ik i F . TLR4
FETR BRI T B RO A BB A B, IR TG W A B,
FE MSCs [ BB 20 AL A9 5400 B Z2 AT TLR4 2R 2
FIGIN, AKX 5 BT B, H IR 20 T 5 BON B 40 i TLR2
TLR4 3R, T N 3 3 579 55 TLR4 B3R 35, T 52 M
BMSCs B OIR FIBAK B 4046 ) IR W45 4 8 11 ( Li-
popolysaccharide binding protein, LBP) Fl1 CD14 {3 T 75 2 ]
TLR4/MD2 S5 RBIHRS , N T 2K 18] 701 52 5 1R B e 22 S s
e R G AL, 1M TLR4 S22 5K 14 53 PRt % TLR4 (1)
WOE AR . TCF-, T G RE R G NS 2 WA S 1
BMSCs HIRT3E I SR ORR , i 177175 5 BMSCs Hh2F 4% 45 26 1 1Y
VLB, %5 TCF-B, AP HRRARA ™ o Rt AT
TSCAA (8 1)~ A P 28 AR A3 Al i B TLR ) 388 i 422 ( P9 P
AMIEE) ECHAR (R BE AT A 2 BRI AR SR 25 5 BMSCs (143
LT RE , £ 2% OA INTEHLIR] Y e 455 o ™ A E A o
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TN LU DT T AT 1 AR OA B9 AL , 4545 BMSCs
0 B8 K SN SN/ P, AT LR T A TR B 928 AR 9 E DR 3R %
OA HyRZM , -1k & e B B3 KGR IT L AR 3f 97 A BBl 17 v 30
OA FYAT 207 30, X T 38) OA, 7T LUK SE BMSCs (& 52 fE /1 ok
T B - ST, TCiE R T 7 X, AT BMSCs 3697
OA BT AT AN WG, 38 1 2k — B AR MBS BMSCs TEB)j
i OA J I ML, ISR BETORS v 2RI NAIT T & T
— P RN i — B ESE OA [ R HLHI RS A, LLTE 41
Ho T A% OA O B RE FSE R A 3R o IR ABIESY BMSCs 75 L Ji2
R AR A N V8] R 2H 4 AR D i A AL, AR iR AR OA
T BIRCR A A2k o SRR AT A S 2 WL IR T 07 1%, 45
5 BMSCs 508 K A SO AR I AR BESE 2R YA
Jresto E— LIS F ] BMSCs 1697 OA ByJ7 ik, LIR
FEVRYT RN TR I K 10 A o e i PR S B RUE 50 1 45
B PR I I PR 158, LASRIE BMSCs YR 77 OA (%2 42 14
A RbE; HfE Sl BMSCs Jf97 OA Bl PRIV, o4 8 35 S i BE R
K HE 22 R LR YT T 58
S Sk
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