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[ Abstract] Inflammatory arthritis (IA) is a group of chronic inflammatory diseases that
influence multiple joints, including ankylosing spondylitis, rheumatoid arthritis, psoriatic arthritis,
and so on. And early diagnosis and treatment are critical for the prognosis of patients. Currently,
non-steroidal anti-inflammatory drugs, disease-modifying anti-rheumatic drugs, and biological agents
are the main clinical drugs. However, some patients still suffer from poor efficacy, recurrence, and side
effects. In recent years, mesenchymal stem cells (MSCs) have been increasingly applied in treating
IA due to their advantages, such as various sources, easy access, strong differentiation potential, and
immunomodulatory and anti-inflammatory abilities. This article reviewed the mechanisms, sources,
dosages, administration methods, and efficacy of MSCs in treating IA, aiming to provide new ideas

for the treatment of IA.
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KMEXRFT A (inflammatory arthritis, IA) & —HFEER
B0 B S8 B AL AR A8 9 PR LA AT i K R
FEBIEPRAEAR . ARAE I R AT K A3 R D61 4% L e A
FURTRUKBEERT R, HPREHXPXTRE
AR R T R AN T RS, AR ST R EE LB K
B9 R A E, TR R R R EEBRFE R RIERITR
(theumatoid arthritis, RA)\ R BIIRIE (systemic lupus
erythematosus, SLE).3RE ¥ # (ankylosing spondylitis,
AS). 4R JB % 3= 15 & (psoriatic arthritis, PSA). 41 4 4% & 4
X5 % (juvenile idiopathic arthritis, JIA). % JiE ¥4 9% % 35
# K L A 9% 5 4% (undifferentiated spondyloarthropath,
USpA) BAR J i 564 4 4% 1,
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BRENBEFEMELRE. LR ERT R
T3 B 250 3 B DL RRAF 4E A0 I RV IR 4E . (fibroblast-like
synoviocytes, FLS) AE MR MM MBESHHEEBE. R
MMAERXRTREBRBREES R RABRARNHR
R A K EE B RR 5 55 AR TR 2K, UUAR I 4 T i
H & (interleukin, IL) -1B 4 3 42 & B F B A &
HEMAIEETERNTT BRI RO E. RHIAK
FERIRENO0115%~0271 %, 45 13 % ~ 54 % [{] USpA
BHEBRARBARAY. BE IARFELRE, B& RN
H B 5K 15 kR 5 38 2 B i 3l ok s T A [ 5 44 i R 9
RS, M E WA E R R AR, 1A SN
EHEBREMBIAEREER Y, KXW RESLE\RRIET
AEH B HRAE R BE R R R IR LR R, — BRI
1200 I B IR, MK 2 AN v) ol 3, i 48 5 B0 1T W T I 5%
Ko HLREHSH RIGIT W IABRERREE. XTIA
H AT 259697 EE LR K5 K 25 (non-steroid anti-
inflammatory drugs, NSAIDs). ZZf#Ji 15 HLXIE 2 (disease-
modifying anti-rheumatic drugs, DMARDs) LA J #8 1] & i
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2R E 8 LR 2 B A A FIRR I R B i R N
BB A5 R R F, 4 %) DMARDs 8% B # 5% KUK & T 1% 4t
DMARDs", H% EiRI7 54 35 Gt 1A BEERA
RAE. BRFE T4 (mesenchymal stem cells, MSCs)
FAAF LR, BRFE RS RBWRT PR R
K H A B 2 T G 170 A 32 T R T P9 40 VA R o ML R 0
R LE 3 G000 S, ELTE B 5 %% M0 IR 9T H B
BTk f, RN 1A BRI R R F B,

1 MSCs #LiR

MSCs & —FRIE T o L2 1 ki i F 400, el T8
BEP > B, 1995 FE IR TR . MSCs RIET 7z, 7]
B F77E T Ae s 0 B ot A R S B S 2 M A A R
HEF. REEHGFARET 2 E X FERNFE: (D
TEEEAE K (2) IR E &K IE CD73.CDY0.CD105.CD71,
CD44 J% CD106, T #t Z CD34. CD45. CD11b. CDI14.
CD31 RHARIC: (3) B A [ I 7 40 M 158 40 i A 3 & 4
Ji 43 4 5 77 25K B 40 B A T #R 2 9 MSCs, [l Itk MSCs 2
—FEE L BRI, A BN E S T 4
WA EMBMEE TS Y, B2, EREA K
KFREEBEHALRIMAEE G K (major histocompatibility
complex, MHC) - [ K4y 7 IF 8 Z MHC- 11 K4 1, M
BARGRR M, Bt 75 2 F A2 [T MSCs B4,
B W R HE R R B, L AR #4878 MSCs 76 A [ 2
BAEYIHUTE E 95 LA I B B G P 1R TT o [ i SRR
I,

2 MSCs J&TT 1A #LH)

MSCs ¥677 TA BIHLE] A 76 4 B A, H B 70K IE,
FAT O e 2 A BT R A AEAE R 3 A7 TH R FE KR
fER .

MSCs RJ 38 1o 4 g 422 fith LA K 35 43 WA AL 11 3 35 [ %
9 ROE R . T F % H, MSCs 7] LAIH| M1 A
B 20 e () Th e, IR 5 5 B W 40 Al g M2 B S AT AR A%
1& M T 98k 2> B 98 3K 3E A F -a (tumor necrosis factor-a,
TNF-a) [ 75, Btk 2z #M38 m] CLIR &I SO 40 . B 28 %
15 41 o K B K 40 A iy 1 5 U2, @ R M SR T S, T 4
i f S35 MG 7E K B 4 B B VE AL TE TA R L o B Ok
¥, MSCs Reis | T MRS 5E, Hi% T T 40 M /=) 18 45 14
T 4l (regulatory T cell, Treg) 34k, 357 LLH I B 40K
W5 R T RE, N> B S Pk sri. 5%, MSCs i&
A A B W — SR Y R B R B e R T E
A U1, MSCs & AT LA F& 1K TA 5 % 1A P9 TNF-a A1 IL-17
LR R FFKF, F & IL-10 1 IL-4 51 4 B FKF M
REIGLRAIEA . R MSCs 4 & R RLTE TA iR
BT HAMER, BANBAT R RN T ok ', MSCs
WA R FIER T, 4545 & 508 5B ALkt , 434k A3k
B4, AT 8 5 B o5 1

3 MSCs ;&J7 |A IPIR
3.1 MSCs £ AS H N H
AS J&—Fh DL 3k 96T 52 B 3 1018 MRk AT M ARt

P9, 9 SpA B E AR MG IR KA, F BEIGK RN %
HEBERREEKTRE RAWTRKBENERERKTTY
B2 PR . HORBEHLE A 2B, B 5 AR A4 bR
B27 (human leukocyte antigen B27) H 4 1R 5 ff) 3¢ BE 44,
H il AS Zi#i 97 LA NSAIDs J DMARDs A &, {47574 #
o3 83 254 BIAE B Ba a7 A0 i 55 T R b IR 9T, R R
HEZEBRE. EFK, MSCs HIRTT AS 124t T RIFHIR A
Hil 5.

Li % P %4 5 ) AS BT T B0 KA I A IR S R T
A (umbilical cord mesenchymal stem cells, UC-MSCs), 7E
WITIR 6 MR, BT A B SRR R 6 T i SRR
WIERT 0, Schober iR50 K& W 4 iR 5% FH 4 R B IR T /I
WAK. BLAh, BT H AS B # T (erythrocyte sedimentation
rate, ESR). C- R M Z [ (c-reactive protein, CRP). bath J& E
B A % B TE 3145 2L (bath ankylosing spondylitis disease
activity, BASDIA) LA bath 58 BV A 56T 2 ThAE 75 )
TRBUKFRURMRAT T B, BAEWRIT 1 4E0F, 5 ) B & B tE
e, TE K. EIRTHIE, G 3 B EENERE2~6h N
WL —iE MR IR B AT AR, 7EIRYT 5 B U5 391 8] 3 6 3
A B RBLKAE, 387~ MSCs X T AS BHEIRIT REF -
gt P IRV E IS 5 T, BB AR AR (5
2 0.7X10~ 1X10" . 1.4X 107~ 2X 107 4> 2X 107~ 3X 10
M) UC-MSCs Jlid 52 B At 2 A HTEE) 30 B AS BEHEK T
TR TRAL W E IR FEX N, KIFEVRTT 6 M AR, TG A&
CRP F1 ESR ¥JB#(, Harris 85K 5 1F 20 ¥ 7+, I H A 5557
BT RRM T RN E R EFE, BrE 20T BEYE
HIIA R RN TR% 02 6 RA &3 AS B
47 HLIK UC-MSCs # ik ik (MSCs 40 u % 1X 107 4 LA
T AL P I DA B B 9% 15 4k mOIR V5 UC-MSCs (AL 48
PR AN VED, 65 IR IR, 2 {51 £ IS R #1038 A U A R R A
BASDALI 1¥ 73 B, 2E i B s .«

H #0755 T A [F R IE MSCs A2 15 17 15 7] S I AR BUSLAT A7
5. BHRAEI, AS RmHLE S E WM 5 ¥ iE s
5%, Rk AS 5 BE#E <1 4 TNF-o KF 3 T IE# AR P,
Xie % PN AS B3 AR IR I B 88 17) 75 R T 402 (bone
marrow mesenchyml stem cells, BM-MSCs) ] LA i #4%
ML E O -1 RiL, BB RF A LB AR, i — 25
FALEAL, IR AS BE BRI E . IR R, AS
BB LRSS A TNF-o BREEX B 8 2 E 4 R IFiE 2 1
HAMEKIEK) BM-MSCs E B fHI1EH, W AS &
HBFIRE P,

B AR /INFE A I R FTAIE SE MSCs Y697 AS A 2 flE
R/, EMSCs FIMERF R FIBMAL T NEN LY —
TE W, I R SL P ) 22 4 1 B A AP TS 75 B8 25 i IR AR SR i AT
il
3.2 MSCs 7£ RA H{ R

RA 2 —F LU X R 2 X R A F BIGKR R
BT 4 St B 5 e VEBR  OR ERRRAE 3 B
R ME G HTE R, T BOT WY BRI, ™ H 0
BE TR BT A A R LA R R 1) B R 24 A T
FRi ¥, RA BIZWIRITJT RB W 2, BIH Mo BE 7
TERITRE SN B AME, it R, R M RAPY,
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Bt & MSCs £ XU 7% 9188 1) B2 S vz, 3R
7 RA HIEERE R IG IR F L H 8 2. — T0IL N 48 i %
TliBF 75 SCHR (1) meta 3 B 3L 605 94 ANRIT AL, o 86.2 %
AN 13.8 % AR RRAEARY, 45 24 77 3060 468 # ik v 5
J R i G LA B 9% A T B, MSCs 2K 43 $§ UC-MSCs.
BM-MSCs. flii [ ] 78 Jii 4 i (adipose mesenchymal stem
cells, AD-MSCs) A F R R 5 i) MSCs. B 7t &5 1 B
MSCs ¥69T RA BRI 20, vT I 400 ) 5615 i ik A%
PLECR B 2T 4y BT — T % ohol B 2 TR B WL B 1
[ b/lla Bl KR 45 R BoR, 53 BIERTE RA BEEH
kI S A FEIFIR RS 5 X104 /kg 2 X 10° 4 /kg
14X 10° 4 /kg) AD-MSCs Ji, 3 | & I 6 H % RA
BE R ERIE R, It B A B 3 E XIB 102 (American
College of Rheumatology, ACR) 20 Fl ACR70 K] B # A\ %
BXTHAT E, HRyr 1A AR AR =45 ACR20 A
HETFhafEda, 3 MANETEHAANEE ThrEdH.
AD-MSCs ¥4 77 i fig % % {k RA & # ESR F1 CRP /K “F A
e 28 AN 9% 9 I B FE ¥ 43 (disease activity score in 28
joints, DAS28),3 I A J§ RA B & IGK KA B3, T hE
5 MSCs T IR RUR T/ Z ARG A K. 2
g5 BTN AT 2 B, LR A DR S Y A R N
R, BT BAT I, A 1 IR T BON™ B A R )M
(s B3 i A 6, L BT 7T 55 MISCs B 7 I T AR o6 1 B9,
Ghoryani % ™ 5 7t &5 B 5. 7R, 9 Bl M i 1 RA BBE E %
H &K 5 1 BM-MSCs (41 i 300 1X10° AMkg) # ki
JG, RA B3 ) R 5 & R BR0 47 ¥, DAS28 LA R A& S AL o
BEALIE4> (visual analogue scale, VAS) B8 a1 T [#, 3f H.54
HHMNE ML) Treg £ IL-4 KFE AT A5, Th17, TNF-a &
IL-17A /KF8 4607 AT T BE, E 52 MSCs 38 3 % 5% i 15 FHt
RIEF R R RA B W RAEAR | FRARC I 6 3 1 - o
BEEETE. WA ¥E NN RA B R 5 B 4R
TR S AR 5%, RA B E 46 BM-MSCs 5 — i
Sl ONECE T BB B RAL, 2 WA Z I IL-6, AT
I RA % I R R B,

K2 HOCHR B MSCs AT LA i % 1 72 LA R A 1E
AR X RA VAT REARARAE A, BARAE I MLEI B AT s E
HEF . BHWE TR, MSCs BRITHoRL K s is ik th LA
BLRAER, B AR R T ROk, JEH A microRNA-192-
Sp KIAM AL 4 A AT ARG U5,

HAURIR A RMF & B R A UL BAES
B Y50 MSCs FIIGIRIG T RCR . — TUIEREAF L 45 R B
UC-MSCs %o Ji2 J5 5 5 56 35 % /I BURE RS (19 ¥6 77 8RR T A
FLIF % T4 A B2 (ERS AR AT Ti4L 32 BM-MSCs R {# L 7E
BER N HIAETE RE S5 . Ankrum 25 PV 5 BLAE A b
B SERE B BRI B S () MSCs 5 AR AL B ) MSCs
HA b B A B S M| Wk i 2, 3- U SRR S o, AT £ L 7E B2 4k
P9 S 25 Bk J1 T 9, BEAE MSCs JAIT RA I PRAR B i
W%, 15 MSCs S A B R 0] 8K 328 8k B3 IR 9 T2
FRARTE .

3.3 MSCs 7£ PSA 15

PSA & —Fh 5 4R J& 775 AH 26 57 01 14 45 o 1 18 1k 98 hE 1

KT 4, AT B B R A o S AR ST, I A RE M R

I 0 % o I DA % B JEk N s A S S R AT b R
Blo PSA A/ NE KT RAL B/ FERAT KA, opfh o35
RAVRIM  f AR 4 MG R 2R Y. H AT PSA B K%
HLH AN 1 28, 15 O BF F00F S 38 4% K1 & 0 HLA-CwO06.
HLA-B27. HLA-DR7. TNF-857T. IL-13 I TRAF3IP2
SRR A E H R E VA, B R A K
RIA T, H1 R 259 196 97 IR B AS [ P, NSAIDs
1 DMARD:s . & PSA 1) ¥ Z 6 97 24 ¥), 7 NSAIDs f
DMARDs 677 118 7 % Hh 0 B it S 7 2 453 2 J 5 B
MG EAR R KB, > 50 % ) PSA B#F BE LiRBTH
AR R, R SEBRE, WWAERRE ", Wi, &
o9 A B S 5 R s A L B R T ER U K
K77,

PR EAN — BAERT KT MSCs /E AN 5 4R
J& ¥ (psoriasis, PS) KFHLHI Z W HIAHKE. HHAK
LA PS 2 I i AL FE ) MSCs AT UL &K IL-10. B 51 R &
E2 Fll Toll #5324k 4 BIZRIE K LA KM HEN T 40 f i) 38
B RE 7 PR, AT PR AR MSCs %% 1 15 Zh g . PS &
HRBAELEREEE T MSCs %l fs 2. ik
fE &I H @Rk HLA- [ BPUJR, X 45 S35 A 1T fg {2
HERERE .

H # % T K. H MSCs ¥ 57 PSA 1 I IK #% 18 %t 2,
Hy7 A —. 1| BUR G IRE R, 45 B & i RE AN
4 i) PSA ¥ [ & AD-MSCs (41 it ¥ 4 0.5 X 10° 4Mkg ~
3.1X10°ANkg) HiiE 2 K, FEIRITJEBEVI I 10 M H W, B
A HIA B, B 5 7™ 8 R B A U 4, 1HL 3G 19 e ik A&
TR AT AR e 5 — T AL B R 44 % TNF-o #15)
Aiif 5 () PSA B % UC-MSCs # ik vt 5 ¥k (i 2 k4
B 1X10°AN, JG 3 O 5X 107 M RS 3 14
G % B3 1 54T P B A 7O 4 % HL R BTE B B AT 46 /)
ESR. CRP /K VP Z IEH, HIGTT 8 A )5, ESR. CRP KF
BT Y, {H Braiteh 2% " B 50 R PLTE 852 H A3 LT
MBI HESS, PSA BH XTI E 2 %M, BAR 44T
RN IS

B2 NN PSA Bt e e AR S R E RN T
MiE%ZEERE A E. IL-6 F1 TNF-0 /K FH%, AR RS
AR TAAEAE — B R U, Rl iR, MSCs T f#{K RA
BE RPN TNF-a 7K F, & 75 A8 i PR & ) TNF-a % %
PR F K P 2508 PSA 6 K e i R NI E PR i B R
FXHLHELE S — BB 5. MSCs #8797 PSA 4 Xtk &
ZEWERTEZ MR AL RELNESE.

3.4 MSCs 7E SLE %75 % i1 52

SLE /& —Fh A% F & S Hiik B s S MIN £ B
FHE, 59 B R EANAL KB E R IREHEE AL . 95 % 1)
SLE & HIALAE#EZ &, 3 HA 50 % () SLE &3 U
KATTIRGERNE RIER Y, HXWHE R L R B Wkt &
A, HBRAR 5%~ 15% BERBRRBHERTR, F
BB R IhREREES “Y. SLE 3635 4 A% B 25 Bk = 4%
Stk AR, L E B T AT L R A L ST
BB KBS R, 8 T H 28 5 L 2k, 1 5% 55 A
T v ¥R (8] X5 58 5 JE i %, B SLE 2% 159% 28 5 Rhupus 45
A R T 2 5 LB AR Y. H AT SLE 257 & BRI LA
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NSAIDs. ¥ i Jfi # % Jt DMARDs N %.

— RGBT RN 18 6l SLE &, H b4 8 FIFLEN
R E#IHA, BTl BH 45 UC-MSCs # kit 2 Ik (41
BERN IX10°A, 7 L A TR 4 R 2R, 18 il & SLE
PRI 2 BE B AT AR, I B S 5] A8 38 1 IR I B B T O
B, BRIk Z A, & A M 5 DA R R IR R IR ) B B
STRT I 175, A BEHEAR R RM . 57— TR A
MSCs 7497 SLE (I8 50 & 3L, XF 10 G376 ¥ SLE B # 4T
UC-MSCs # Bk #i7E 5 K (40 i 2 50h 5X10° 4 kgD, it
3ERMVI R 4 FIBFERTIRERE, | G R EBRT
JE . 3 Bl SLE BF UK, 1 Bl HILAK ik, 352 XFE
RIT I B,

H 8 5% T M MSCs ¥ 77 SLE Bl KR 56 2 ¥ %,
K% BRI IEH MSCs #3797 SLE “&H . B & K IHLiR
BT F 97 SLE N i 5 2 K MSCs, # ik i3 97 208
A, N7 FF 2R B9 ok e 0 4k B AN XA R 389 B 280, e i 2 388 ke
PR Y, AR K WIE SLE B E 1A FMS FE RS & BRI
A5 3 BOARME T 1E % /K °F, B IFN-y FiAb 2 )5 () UC-MSCs %
[ FMS #¥ B% 2 B AE 3 ACiA 3 2, T SLE f) % %
iE R RE B, A5 B 5T R BLLE PR I 37 4% PR K F 5
UC-MSCs Bt & FI % & B HUA T BRI T #.H UC-MSCs 16
7 B, BT MSCs 5BES F 25 FAH BLAE F M AS 58 2 A
B 5L R B SLE B % & X %K 1& miR-153-3p (M #F 855 0] DA f&
i UC-MSCs 3458 i #, 3 H vl M E3 v2 % EH RS
PELI1 &ikfE MSCs i) %% 2k 155 *. ¥+ SLE &
# B E ¥k BMSCs 7E R BT & G s 1 37 S 4 5 % 7 T 71
BRI, A 2NN T3 R BMSCs # H 20 R # H 1k BMSCs
MEHF . HAETKT MSCs T REH B R E S, Xt
SLE S BT KRB A BT B, N F K RE LR
HE— i Al .
3.5 MSCs fE JIA F R H

JIA A& —2H DA T i K 7298 O 32 B PRRE AR B 18 14 %
REME R R, FERIRER R 16 AL AT, HIRFERS: 6 A

B VA b, RAHLE A B . IR 7 B A HE 4 5 8L KR
VB IR T PHERL B s /B R RTT RAR G BRIt
PRBE MRS S A JTIA Kk 22 A, WA JIA (R R
KLN01 %, HAEGREAE N, JA MIKITHRS
RA 2555 K BUH F], B 553K 50 % f 583 Xt bR e v 97 IROM
VNER

— T 3 B ML BRI R IR 56 7R, 6 B ME R 1 JIA BB
2 [F)Fh 54k BM-MSCs Bk 1 ~ 2 I S0
2X10° A, fETRIT 8 P 5 45 R m BB 3 R 1T A BT I
VAS AT RIETRIESN P2 RS (juvenile arthritis disease
activity scoring system, JADAS) 10 % JADAS71 % i F F#.
Hoep 1 B B EIRTT G HBLOUAG %, 1 4 8 R AR RE, 5
1 51l 56 2 E MG A0 MO T AL 45 B HE B IR R (B 3530 9 55 MSCs
RITHR @ H—TUERBE T, 10 6 JIA B # ki 2
X UC-MSCs, - i ECh 4X 10" 4, 975 3 M A BT
A B H KT R B AT 47 5, DAS28 & CRP. ESR /KF
BRTRAE. HEBHKN Treg /KFEAT A&, TNF-a. IL-6 /K
PR RTIRAR, ERE VT 2 M BT AR R EEER.
P47 B RS I B i e A AR RO Y,

AN [ I PR 43 B AT SRR [F] 45 25 75 20, B ¥ F AR T
KA R A JIA TR 5 A ST MSCs R S 38 4% E
R SE, AT I8 B B A 3R 25 R Y . H AT 9% T MSCs R T
JIA HIFRIGR B RA S, BN B SR D, IR 75
LRI LB RITH K D.

4 5B

MSCs K BAGHK  HREE UK %2815 S0 A
TA B E YT F B B Al ARBE 5 b A ) MSCs %
KR T B B 5 LR S I AR 4%, 1 5t 7 SR B ke £ W
1ELAR 26 I R BF FE 475 8% >, L 2% T MSCs 1 3K U8 73 41 77 2.
T S AR 5 PO B 2 1) A LA 4% 7 AT AR E Sl 6T
MSCs V897 1A %2 2P FNIT 20 LA B o] 46 36 R 4% B K I TR
I7 8RB L B R 70 AVE A o

=1 PIASCHRIHEARRAE

1A B—AEHE AR MSCs Fik LTRE W WX BEVIRE TR N33
AS Li " 5 UC-MSCs kit s 1~3& 14 A i RO
AS i o 4t 1 30 UC-MSCs  J& st 1K 6 A B x
RA & AS FERH™ 2 UC-MSCs  #lk + Rt 1 4~14NMH B x
RA Alvaro-Gracia ®¥ 53 AD-MSCs  #fikit s 3K 6 ™A LR TR R A B A i BE B 5
RA Ghoryani *” 9 BM-MSCs  #fikix g 1k 124H B x
PSA De Jesus 1 AD-MSCs  #hkiE 4t 2 124 H AR K
PSA Coutts 9 1 UC-MSCs ik + RATiESt 2% 121H "% TUBFERER
SLE X%i# 4%k 18 UC-MSCs  #itfikiE 4t 2K 3MH a1 x
SLE X#i%k g 10 UC-MSCs  #itfikiE 4t 3~5 34 H e AR R A R
JA Swart 7 6 BM-MSCs kit 44 1~2%& 3/1H aHR x
JIA Wang ) 10 UC-MSCs  #fikiE 5 2K 24 LR x
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