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Abstract: Osteoarthritis is the most common chronic degenerative disease in the elderly population. In recent years, the global inci-
dence of osteoarthritis has been increasing, but there is still no complete cure for osteoarthritis, partly because of the lack of a comprehensive
understanding of the mechanism of osteoarthritis and its development. Therefore, this article introduced in detail the pathogenic factors relat-
ed to the pathogenesis of osteoarthritis, such as cytokines, matrix metalloproteinases, inflammatory mediators and other pathogenic factors,
and reviewed their roles and mechanisms in osteoarthritis.

Key words: osteoarthritis, etiology, pathogenesis, cytokines

BHEF 4 (osteoarthritis, OA) F=ZH ANFEH1E M 1.1 fERANM T
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clooxygenase—2, COX-2) . S8 —F /LA AW (in-
ducible nitric oxide synthase, iNOS) | Hij %] it & E2
(prostaglandin E2, PGE2) F1— 4 fL % (nitric oxide,
NO) YR LJE = *0 meAh, TL-1B B #Y NF-«B
AR 2P TL-6 A1 TNF-o 42 RAN N FHY A
1 el

TNF-o & —F AR R MM T, BEES
Hapey ot #E 5. £ OA Kieidfi,
TNF-a A2 B W1 200 1 1 1 SR80 23 A1 T
BRI, BT LME 1L-18 @i 1755 MMP #1 ADAMTS
P SR ANE R (extracellular matrix, ECM) [
fife o AN, IS 1L-18 AH R A (E S A 2
H IL-1B A1 TNF-o BhEIMEE OA 19K

IL~6 &7k A0 Tl TR 22 DG A A 1 o
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I RRAILI Z A 2R, (E0 T HARY P AT LA AT
BB, APERA IR, i 2t —2
AIBEFEATEIT T RIHAE OA FRAIMER] .

2 #REEBEESIE ECM PEfE

2.1 e EEAE

MMP 2B A 20 A 40 35 Jo o 90 D9 Rl R %
HA M ECM L Frd s iae 71 . Bilan: 76 OA
o, O Y ML R e e A s AV F 2 S E A BT,
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Gh, HAls MMP, 40 MMP-2, MMP-3 il MMP-9 {3
IRAESRTT S TR, Bl 2 R T A AR I S
Ry . B2, MMP #U KRR ECM 2% 44
FHRG, AR FE 5 Z A MMP F#E [a) 254 7] fg
BB OA B & kR,
2.2 ADAMTS 4 )& & 11 il

ADAMTS 4 J& £ [ il & — B 43 W0 50 4% o4 Kl
WS ZRERA G, SRR s . R, O
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3 RIS FIEE

3.1 ESHNO A

NO 1774t — AL A & (inducible nitric ox-
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32 COX
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R, A KT B-1 (transforming growth
factor-B1, TGF-B1) i#FHYA-HE 4, NGF i I
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B85 F 7 (hypoxia inducible factor, HIF) J&
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T, MeAh, HIF GEFIH VEGF 1 EPO Xl &R 45 h
14 G RE PRI 7= A L[] AR S, — 5 T ] DA i 21 40
JSE o SRAE IR, TS — 7T, RESRIECER B A )
S A Y 2 e JE 458 Fas (—FMRMEZHZTRR | 3R
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T HIF ¥ 259 i N L R ORI 5 21— 25 1 F
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BT 4 40 i A= K [ (fibroblast growth factor,
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Mordk. 78 OA kg, FGF 2 FCGF 521k
(FGFR1., FGFR2. FGFR3) 45410 & /EH, B
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Lys650 275K Glu, i8] LI EEA I AT 8R45 &
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4.4  Runt HEE ST 2

Runt A X H 5% K 2 (runt related transcription
Factor 2, Runx2) J&—F {5 B 25 F 3 i 4% S IR 7
WHFERE, 78 OA JRE I A A . M BERACE T &4
R EATHLIP, Runx2 K FRYFEIR oy =, 1k
A, Runx2 2 5p0E ik, Flin: /MR Runx2
“i i Pk vl SEOHE REGE, It a5tz B
B, 24T Runx2 Bh= Al SEHGE AT AR,
FURFOE 2B RS R BB 7 28 BT, Runx2
FIFERN BB R B AR I S e
45 JEEEFERET

i 5 ZAE A K 7 (insulin-like growth factor,
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YRR A A TR RS2, AT (2 i T 2R i it
EASES iUV Ot UV Fill ol - 95y E0] 5 1|
. Wen %5 & IGF-1 3@ 230 HIF- 1o 2 FHAY R
ST (51272 (T 1 G R | L I T U
PL, IGF BE KB I EE NN T2 —.
4.6 /N RNA (miRNA)
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BRUL ERTR 141, A AR . ARG i
2 HURSF IR A OCHE 45X OA A 2
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5 INEERE

OA R—FiEER B 22 e, HildihHEL
FhZ ke, WGP GG, RAER T, 8,
ISP SR OA HA MR 0 5 SHEE . &
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