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122K KR 237 & (theumatoid arthritis, RA)
B SM i AL I KR E, 72 RA HEfE &
AR R EEMER 7. SM 431 1) R 1 40 g 1
IL-1. TNF-a %8 RA I FZEEURE R, FHitk, 4t
TNF-o A4E Wil 57 © BCAIRYT RA ) E 225 . IR
F¢ SM R 2 5 Rl B HAT T I S AE 5 1A OA Yk
Ji€, Daghestani 55 "/ fif 1] GE % 6 %V A DU 3% 1k
P M I 7R 52 A A8 R S P 20 W 455 99m Te-
EC20 (etarfolatide), ELFEFFIHARMNUESS T REH M
KT R BA R NG AL B WEAN A AE A, O HH G
55 R S SR 0 ™ AR B AR 1 U 3 DI AR
K L TR RE A IS L AE OA Sl s R i A5 BIIESE
OA WA E R BT B R A, LB AEB HL 0
B B I s 240 B 3k 06 Ak . OA Hh SM R AL
HoAth % 3E B Wi 40 L (CD11b, CDI14. CDI16 Al
CD68) AHAL, BT ERYSAES FTAnIL-1,  IL-
6. TNF- a. 2 i & /8 & M M (matrix
metalloproteinases, MMPs) F15 I 2 4 il 58 %
(a  disintegrin  and  metalloproteinase  with
thrombospondin motifs, ADAMTS) Z54ig i#F ¢ 17 5t
FRRoEfE Y BAR S RAMAL, OARYSMED, H
FHXSTEAL AR AL, (HEATTS OA RYBIE HEFE % V)
FIZE, ATRES R IRYT OA MR 55 175 5 OA
AR HILT Y AR 4,
1.1 SMIFR k&% %R OA

TG AL SM AT 43 oA M1 ORI M2 R R A AR 2
M1 I M2 28 I 240 63 1) B f51) 7 2R 42 ke
HECEZEEM, MIBIEES S RAERSIEM,
1M M2 AU = EHGTAORE HEJiE . M1 R g4 i 3 2245
EY) 2 CDlle, Al AEZ ML R T,
TNF-o f1IL-1B, Jf& 35 MHCII 284> F 1 CD86 52
A 1T M2 Y AR U] DL A B R A B R - 32
BURHIE, ANIL-10, JRRIKIEIE R Z A CD163 At
FEMESZ AR CD206 1 R SCTT S SR I W LR
MR TE R, OA E W T M1, M2 Hfl
KA, H ML, M2 Hl i T S5 U 2 A OA Y
J AR B UIAH G 1L /N B PN S 6 [ A 2
M1 AL RE B S v OA HE R, RIS
HIRAEA B I, (Y 5 A ] M2 AR AL )
ARGz /N BLOA By ERE , 2 B R AIK K 1Y
MMPs ., B2/ 1 DL BRI, dE A
M1 B E A i M2 B LA, RS M1/M2 (17

ATRER OA A RURYT FE .
1.2 SMiEIFELZOA

SM A Sy 8 I 114 J B2 R 43, 7E OA )
P ik JRE v A AN T B A . — D7, SMon]
FEA Z R A N 40 TNF-a T IL-1B, 25 OA
b i = €= Y 1 oS R e R R A =X
ML, T BCEAEIE AT T OA ZZAf . B i 5 s it
&, SM 3h i) 98 1 PR 73 ] A FH T 20R SR B o T
M2 4 K A7 (nerve growth factor, NGF) .
Takano 55 " Z LA TNF-a FI1IL-1B A0 FH )5, OA
TR ST Vi P I A D NGF 23k B e, A
;35 1 BKSEFH8  H e OA /R 41 i
i, WBEHNGF, IL-1B M TNF-o 335 K F i,
FHISM ly OA B E 1 B NGF 1 EZRIEZ —,
TE OA WP h R ¥ CHE R O3 —Jrm, SM ]
B At 41 5% 1 OA i E &8 . WF9E &
L, SM fit il i NF-«B i i 7= 1 £ Fl {2 % A i
(TNF-a., IL-1B. IL-6) ", X UEAE 54 5T 1) B il
Al S 8CFLS 93, 72 4E MMPs fil ADAMTS, X
SR o 2R e R A 2 A A0 o T R UK
AR A L FEE, ARSI R B, M RBRMRC
79 FE T AN P B A, AR AR R
MY 7 (IL-1p, TNF-o) @2 N, [RIAF 325
F FLS 7= A= (1 40 jfg 8 7 IL-6, IL-8. MMP-1 Fl
MMP-3 B R T3 7, BB SM AT aE i R A
[T FLS 25 OA BwiE R . A3 W55 2 1 g 4
iS5 R A S S B, I AT e el R AT
77 4 ) MMP-1., MMP-3, MMP-9, MMP-13,
IL-1B. IL-6. IL-8. TNF-o Fil IFN-y %5 5 VE N 11
WEE N 2L BRt =z A, I AR B 4 R B 2T
I O R = R s e N (I =R S R R TV
CCL2. CCL3 fICCL4 %, 508 IR i B A% 41 i
I CD4" T 20l iFE AR, 70T R AE P14 v T
AL EL R 2 5 OA B 2 . [FIRT, Yl
CCL2/CCR2 iX — K5 RAF A B 4 i S5 4 1 &=
BETH 2, NI OA 4l E e AR MRk
WA = e b 2 DL B ST Ui, SM ZE St
O3 WA g B [T BS T A 55 0 A TE SR e 4 3
YUY EIRE, HEMIINE OA ).

R T VTAL SM OGRS R B 248 R 3 1 1) L R
Wi, Topoluk %5 ' ¥ OA B 5 OA ¥ fHnl 2 S i
PR SR PRI 2B F A L Y OA T IRIL R 77, kBt
OA %1 240 L 19 3% 7 Bt B[] %) B <177 B8, 1
OA M HEAFAE IS OL T, SRR 2GR Y . 52
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i E IR ER 2Bk SMJE, OA BH 4 ML i iE 175
PLAERE, JIF H 25 Bk SM Al DL i 3 % Ik MMP-9 FlI
MMP-13 7K, B B R AR B OA s
YA BE 77 R KOF L X R T SM ZEACB A TR A B
AR
1.3 FEESMEEREOA

WESR SM TE OA KAz & B v & 44 n ikt o 22 () A
FH, BF98 & 8 BR824 SM R 2 OA, i ik £
IGITHY H A . Blom 55 24 75 /)N B A A8 FH e St il 175
T OAT, i A BERR £R A B A5 = B 4t
PHTORTE bR SM, 45 3 & BU7E T 3 0 e 4 i %)
HE 3 OA J5, X1 i h MMP-2, MMP-3,
MMP-9 4 3235 1 ZREAR, 4B 41 21 MMP-3 F11
MMP-9 )R BA B i TR . 7258 7 KANEE 14 KK
T % B 305 A S ek b . Jf HL, S5 BR SM & fiff
NI EFIE D WD, VEE A AT 2
T A L g s/ T R A R A2 R BMP2
FIBMP4 (174 0 G, YRR/ SM i v [
I P TNF-a FTIL-1B YR 3E, I B R IK NGF
(7K, BETTZR AR OA PN 7.

it BRI B WE A TE OA FRIFET, WIS
AN GR H OA 5 5 J5 &5 I8 W I 0F /b 4y F
AP20187, A7 &AM B3 T A7 L Wi 4 A I A . AP
% I I 200 R 35 153 1) /0N B ML T M2 7R 5 I 24 i 2
B b, HAERERG 7 d BN B 5 a2
SR, 2Bk WG 40 5 5 5 R OA () ™ EE R JEE
TR, B5 9 Bk 51 T 4 B 5 A AR 4 240 i A
T R L X 5 Blom & Y YIRS A5 A
sega i Al e O FO A AR A Oy LA SR
A 1] B AN R By, ELAR D PR i it — 2D AR 5T 1K
HRSEEGH, Bondeson %5 ' FIFHHT CD14 45 & G2,
FBRIGECTT 5 B3 TR A 53 5 1 RS 4 i v i) s 4
Wi, 1E# & CD14" E Wg 4l ik 5 HE = A1
;2 R R B AR R A B R, i TL-1B A
TNF-a, [@] B} 3% fy FLS 7 A= % 40 g R IL-6 .
IL-8. MMP-1, MMP-3 fil ADAMTS-4 25t B i
P, W] SMTE M IR A AE ok #2 e 5 sh PR HT . i 1)
AR, 75 OA KEICT N B #H 725 T
ZHlit. (bone marrow stem cell, BMSC) fiF4E A4
PRTTEHE SM 1 M1 B[] M2 BIEEAL, i/ FEE 8 7
AR AR FIOC T B A3, VR AR S AR LR
FIL-1B. IL-6 F TNF-a 1Y kK P HEA%, Braedn
M PR TL-10 B B 38 i, DT ZE 2% OA 1Y
Jig B DL SRR, P M1 RS B g A R A i

M2 W A v e 23 A A 2R YT OA BB .
ER THLARY S 26, #1a) B VR AR I 22 A OA 11k
RIGY i s Bt — R

2 FLSTEOAHRIMERA

BARAANTHENRE] OA 1 3 ZUREIR 2 Hh D i
AT AR R, HIE X OA AL Y
RAMF R, LU I RAEFE OA 1Y AL
il F R R E AR . FLS AR X I R =
PR ST, AMUTEN SRR h A AR/,
HY5XTREHFEWIR . BB VI,

2.1 FLSEBIEKEE

NF-kBVE R RAEAH A58 M, FE 2R
o Y 2 B RE A B R GA, A4S IL-6. IL-8
8 BRI, NF-«xB & HZ5AE OAFLS
S L R I = = N (V) | I = S N
(Toll-like receptor, TLR) 7E AR T IGIL)E ,
A 38 13 O NF-xB {5538 535 5 FLS 70 W 45 Fh R
P48 e P, A dE a4 A K B (vascular
endothelial growth factor, VEGF) . IL-6, MMP-1
I MMP-3 &, 326 58 i i R o] i — 20 i & i
JIES 98 E R A IR 0 L R AR R 3 e RO R A
JE IR B I PRl -2 2E 1 3 A AL %) A RN 3B
P, BN REAAE, TERCEMEER, nsioe
TR MR P AR E I A20 XFR TNF-aif5 38R
F13 (TNFAIP3), Al it OA FLS 1 NF-kB %
S PEAE . AT G R AR T I-6.. TL-8
AR, BEMAHESTRAE ™ AN S A
AR ES 1, SR BURE Gy R 51 NF-kB %k
IR AT LA BH I 2 S OA A 9 S IR F 2
fife W B R E DY KA R B R K & 1 (high
mobility group box 1, HMGB 1) 1§ & —F & ZfY
I, S 52FRIERN, 5 O0A . KRB
KR AF P W R I, TE OA W i 41 41
HMGB 1 /K- F 5 AT {2 1F FLS H e 4 40 i B 119 7
A, 5RO 2 IEARDC LBt HMGB 14
S P A ) 50 T RO BT O P IL-6. IL-1B
FUTNF-o (1 & BRI B AT . IR, PR AR
P HMGB 1A fitif FLS VEGF fA %, J5 & S5
I i A A A A VAR oG, B HMGB 1 A fig i 1o
FB i (K= o5 s o) | 1 S SR EE - F (I > S 12 1
FH, W BERIETE OA #E R SRy i A B2
£, PR, EEXT R OA BT B A E 1T fig 202 OA
R 22 2 7 1k O BB B IR A — PR A R
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k. MMP-2 f9 5= 4 0 55 4 BF 58 )k i CX3CL1 5
2.2 FLSE%FE CX3CRI1 %5 4 0] 3 i #% 1§ c-Raf, MEK, ERK,

VERZAE N IE W TN Z —, OAR R
PEBEE LT, X B 2N — IR ) B B
WA, B (WU, B . WUR . BRRT4
210 k) R Esk (. e AN
HRA AR 5 I PIREF AR, Rl e O R
RAEM R R, W 2R, R
RATTFHE IR 2 RGN RS2 AR, NI E sh&
iR . EOA MR, BURMN R :8M
FEM 2 A K P NGF 97K 9 5E 45, NGF 7E4
U35 R e S R A EEMER A
WFFE R, K N HISCHT N5 NGF #0155 /il
AR . AR RIERATS, OABH Y FLS 1]

P NGF, A 45 Tl 9 RE A 5 1) 7= A
VIR 5155 Y B A PR TR E A
)7 FER  (vanillic acid, VA) AbBERF, ANALAERE
I OA KBRS v 48 4 248 Jfd XI5~ TL-1B A IL-18 R 7K
-, T ELR BEAE AR FLS Hh NGF & &, M
TR B BRI AROCA TR 4 | I e} 3Z AR HL A
FHRRIALL (TRPV1) ZR5 GAEE &R % UIAH
X, G AR ERIBL, Engler & 1 WF5Y
K IZZRTE OA FIRA A I FLS i ik . B
VT — T 5 T/ N FLS B9RFFE 20, TNF-o 34
AT SHUNEF A FLS ik e REEH, FHZRg s
REFRERAMZT0, Mgoer 4 B 5t R S I
AL AW, B RSIERARIE I, TRPVIY)
Aeddng, M S, R TNF-a #06 1
FLS A {2 u b i aE Sy ) i o) — A o5 %
B, BRI N OA TERETT 5 RS/ BRUBRDE #2875 11
i BEAET AL TRPV DB 3E5R 7). B AR 25 ]
DLGE AP sl s B R, (E B A R S D 0 1
H, AEHAEREE N RN, HF0m OA B 1
AR R R, BFSE OA RYPIR AL B T & B
VR AL A5 AT A D3 — o df
2.3 FLSS5E#F

OA B ) FLS 1] 73 b Z Fh B /K R il 2 5 K
BRI , 455 MMP-1, MMP-2, MMP-3,
MMP-9, MMP-13 4%, & aRES Mtk R 734
AI5 S FLS 7= 88 K i . CX3CR1VE il kA
T CX3CHER—b1, E—MEATNERXTG
A ELZ Rk . H &R CX3CL1 #E i #F FLS

NF-«B %515 5 1 B4 il OA FLS 41 fid MMP-3 fi4 7=
A 0 ADAMTS 2 30CE B IR B OCHEA BT, HAEA
PCE AN FLS A 4 i 325k, IR 2R e R
M FiES 4, FEEEPEA SN
fife 1T AE OA % & Jé it #2 th ADAMTS-4 Fl1
ADAMTS-5 J& 81 58 Jot 21 11 2 0 1Y) 32 22 R e 1
Al HE A OA 36 J7 HE A5 . ADAMTS-7 il
ADAMTS-12 B A] ACH 4N AT FLS P24, FERifiE
KA 1, Wnt/B-catenin {5 5 A1 ERK-Runx2 %
Iy 9% 5 ADAMTS-7 fil ADAMTS-12 i 3635, ik
T SO 20 M 8 TR R R i =4 eAh, AR
R/NFAEAEI, ADAMTS-7 fll ADAMTS-12 i i &
K G RCEIRA TR S e E R 2 YRR G B
W R, 148 15 % B K (vasoactive intestinal
peptide, VIP) FIfE "B I IR 2 B 3 & Bk A 1
(corticotropin releasing factor, CRF) FEMZEAL OA
4 FLS " ADAMTS 1) 36 ik 1 1M 2% fif 50| 1 i
IR 78 AEEEEE 1 11 (cadherin-11) J&—Fh 22 Sl ()
b+, - RAnMaal R EERY, 7RSI R B2
MR ELRTREZ/EH ™ . fFEOAFLS 1, #5%
1 & A RS 1R 2868 ) F MMP-2 7= A [ B
B T A AL T 11 FEDR B /N B R
WA AR SR A R AP AR Y, RS R 11 AE
OA BRI TR SCHME R, mTBEI I AE BB YT
R, H BB AR R AR .

3 IhMNE5RE

Bt XF OA IR bLi BRI T IR AFSY, WA
20 it 20 7 T AT B PR T A [) S A 1 e 440 i
fEOA M B RN EHLE ARIMIER (B1) 3%
AR SM AT 3 M1 AT M2 U4 i, M1 32
SRAERSEN, M2 R EES S5 RMEN . K
TSGR R M1 A M2 B SM T2 i
— AR A M E A OA UEJE I 7 ¥k . FLS AR
SRR AN E R, FE OA SRE . IR M
I EIVE I B 22 . H T2 RS0 8 b s 4 if
KL= YWE 36T, WS T —EmiteE, M
T B A B AE OA & ML v () ELAAE ATy =5 o8 22 i

JEES.
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Fig.1 The role of synoviocytes in osteoarthritis
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IL-1B: H A F 15 TNF-a: PR SEH T a; NGF: #t44 KT (nerve growth factor) ; MMPs: 3 Jii 4 J& & H #  (matrix
metalloproteinases) ; ADAMTS: R [ L HEEiZ % (a disintegrin and metalloproteinase with thrombospondin motifs) ; CCL2/CCL3: #fk[A
T (C-CHF) Mifk2/3; VEGF: ML KT (vascular endothelial growth factor); TRPV1: BEifZARM & HRZIA1; HMGBI: il
R jg&1 (high mobility group box 1); cadherin-11: 45ZEEE 111,
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Abstract  Osteoarthritis (OA), as the most common degenerative joint disease, is mainly characterized by
destruction and degradation of cartilage, which leads to joint function loss and seriously affects the quality of life
of patients. More and more evidences show that in addition to cartilage tissue, the pathological changes of OA
involve other tissue system including synovium, bone and subchondral bone. Among that, synovium, an important
part of the tissue system, plays an increasingly prominent role in OA. Synovial cells are classified into type A
synovial macrophage (SM) and type B synovial fibroblast (FLS), which play different but closely related roles in
OA. This article reviews the role of different types of synovial cells in OA, and provides scientific theoretical

basis for further understanding the pathogenesis and treatment of OA.
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