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AR HE I T — o (tumor necrosis factor o, TNF—a) il
M4 A 2= -6 (interleukin—6,1L.-6){F OA 271 =
JFE R 75 5 P AR 7 A R o A e R il Y
FIK , FEUICH A RLA D EE BT R A R OC T D) R AT
PRNE T BB T A AV IR, (5 A6 i 4K
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Vascular infiltration

Osteoclast (increased
bone turnover)

Osteophyte formation

D~
\ Macrophage (activated)

Fissural lesion

Synovium (fibrotic)

Cartilage erosion
Hypertrophic chondrocyte

Apoptotic chondrocyte

Pore formation in the
subchondral bone plate

Sclerotic bone formation

Osteoblast (activated)
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AR A [R] AV FAIL I AT 23Sk 20 4840 ( Cyclooxy-
genase , COX) I . 140 ZE -1 (interleukin—1,
TL~1) 00 550 T 910 i 2 5 s 40 ot 50 B 2 2L
KA R ERE R ICE R

AR SO AT SRAE SO AE B O S VR, JF4R
PR RREBZ =R e 1 Bt IS 2t 05 B 11 s N
B 1 3R G JIC I 1) ) S BT R R 2GR T B T R
FRYRH S T o

1 IHEFELE(COX) MK

COX I R 23RS 7H KT S 25 2
— o PR AR AL A PO AR R TE R 51 R R H2
(Prostaglandin H2, PGH2) , #& J& 1 1ij 51| B & E
(Prostaglandin E, PGE) & BB L35 A i 51 Bt % E2
(Prostaglandin E2,PGE2) , T JE A%, 5= 22 1) R FE A
;iR E N (TSR R INEEZ =R A U i R 7=
fig -1 (COX-1) 1 3F A AL HF -2 (COX-2) o H o,
COX-1Z 5 RN TR IEH A FIIRE, in'H
Zo0 40 L R 4 R L/ NP BE AR A COX-2 EH S
SIS R 097 AR TG F R R TS R R AE
R RAFREAR o i 2 $0 ] COX =2 A9 £E ik, At fi P
FIRER & i T B Rk B A AE R H ™, H
HIIAIT B 575 9 5 (1 COX 1 il 351 45 ZE 0 5 A
MUH TR N GERE - MATTE 1 BT m] DUAR.

FEAR A & COX=2 #Hfi 7) , 72 N 5 21 il R 4¢
ikt COX-2 [ B J: COX-1 11 37575 . ZEok iy
Aji AT LAIE S 4 ) COX=2 2 B 1E AR P51 i 32 29
BRI B R R SOR I, B S
FRAE 5 BT R 25 (NSAIDs) ALY 2L, Clem-
ett SF IR FHBEALXUR 12 BEAT I PR S5, 45 R R W] 7E
THURIRYT B P J] 9 2k F A A7 I I 1) SR 8RO
HABAE U842 5T 3 I 0L AR 2 5 1 R X 2 1] 2
R A XY B ST RAT K3k 24 A BUR BT
YERT o 282k A ik mT LB 2 AR 561 R 4K
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FRE VBT H HCTE R 0 2 245 300 [ 0 5G9 0| 77 AR A R
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FI0E 1, DT BT 58 850 M s B e fith
A I
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IR B R AP BT R IR ACR | T DR 3 % i 1
IR 32 Bl AR SR BB B O K i A E R
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FE T 1T e BT ) DC AR T 5 %) V8 A 52 o RN i JUL v
(1) PGE2/COX 4 P [t , 25 SRR I B ) DC AR T LA
il COX 3 [ B3 AR A B % L b 1Y R A BT PGE2,
Bl 70 b T L5 NF—wB 228 12 , I8 {1 6 1 41 i
THRIBIKF- o Tung SF=TENF 5T BT R DEARXS 5 46
75 09 2PN 38 25 B AIE (acute respiratory dis-
tress syndrome, ARDS) Hr g B, BT E] DC ARG i NF-
kB IR AR, Wl /D W A A IR 3 TS NF-«B {5 538
%, SRR T /0N BUITZH 2 b ) Wl A T 1Y 4 i
SRS AR O p-ERK (BERR 1k p38 2 25 TG {2
F I p—p38 . TNF—o IL~1B FITL-4 /K. Hitn]
D, AT ) DG AR S A3 1 1) COXC 114 4 A2 B 47T 4% FEL
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M ) 38 5% A6 A 4 T F (transforming growth factor—
B, TGF-B) R 1K , 1] LAGE HE I IR F R0
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ST LR AW 10 U B D9 BE 08 435 B i ik
IR T A0 R BE , 08 T ™ A L R A L i AT
B T RE A2 4006, LR HCE T /N3 E 6 AR

W o R ity 8] 348 W] DA SE Ao 41 ) TL—1, DA T 410
il R T E AR A IE PRI . Almezgagi
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A -1 77 A2 A T RE , AT LAl A Oy R
JEAN AR A T A 7 A o O B AL A 4 )
TL-1 977 A R T, AR Sk 40 i) 28 ShE G 3Bk S I, ik
AL B BT A 1k Ji VR P [ g 0 T R] T 49 o) i st
Tl P SO ik 2 55 4 2 1 Pl AL A 2R L
R T JSE D R A 2 W 4 A S ) D R )
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AR At T DL TL-1 4 5], Al 4 AR 4%
PR 2 M6 AR A 3R ) MMPs %35, B 1 30
BE 5T e SR AZRY, AT AT ] IL-18 f 9%
P IR R 20 S E S I HP A2 A Y TS, A
S W) A0 R T I e ) T R R L I UL AR
SERIRAIT ST T UE I e A 7T AT LSRR Sh OA 5
T PRS2 450 ) T 384 R A E O S
W A2 05, 00 ok 2 A P TL= 1B U5 1Y S S
A TT I 2 E HORH S Y A Wb A T 2 i
o J0 5 5 A B B 22 538 J i AL 2R PO (mitogen
activated protein kinase, MAPK )il % 85 H B R 1k /K
TR RS, AR TT I A ) MAPK 85 R L
I BTS2V T T I AT A0 R T, 7E OA
SUIBE 1F TL-18 15 5 (9 MMPs 7= A=, Ui i BH A
F A A TT A S -1 4 780, w] LA IL-1 597 2
FITG M, S04 TGF—B 340 , 7 Al #E 5B 1 8
BELIEBCE T AR S B 2

3 RIFIARR S R ERHIFH

PGE2 SAES 5 n] it 41 i 47 T 2 e o P
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R R T O E N R A%, T LA R i A1
PRZ A B, 2 )5 10 9 iR 2R 6 B il e s L
A BRI RN R AT, 288 A AT DA AR O
T HRE LT PR AN R Rk K
Martinez S WCER T 18 {918 515 48 SB35 ML VRG L WFSE
Z8 IR TT X 5 M AR PN - R R KOS . 2R
25 14 dJ5 RPN 7 00 K BRAR, 755 2
RBHBITHESCEWE 2585 A4 30 0] LA B 1k
P07, SEEPAGHE IR . Paglia S T B,
il HZEE AR VAT 14 d, 5 R R WIZE AL T By 1R OC Y
WOF G, 91 B2 14 d S SR80 1k 5635 3K
BIITR o 3 — T, Z83 AR AT LA ] OA i
i 220E 70, AR E A T Wang %3
I AT AR RNA BLRES , 43 H OA g REAL SURNIE #
T ISR 20 (1) 22 57 R BE I R 2835 A R 7 OA
(ARG A I s, 235 SR e IR 2583 A ] k) O A i
JES 240 L ) 3 A% R 22 18 7, A2 1 O A ¥ R4 A 1 17
T2, JF AT DA o) i 65 4 e v 24 i 480 1 (PTGS1)
(1335, 5 6 Fl OA M JE P Y ik . 2885438
1 B0 AT A IR A AR, R S A R T 1)
FIB, B I BB B E R AR T O A R4 L 1
JHT PR B R RIGIT TP RCR R .

SV B AU W 2 3 ok 100 ) 8 R 20 B v i
SIRZE A T B A BURVER 2B O R H
254, Khotib % 2L 23 5 5L 56 R I, 98 9% 1
JREH > TNF-o & BRI ) PGE2 1A B ] L35 3]
M OATE PR B, 1061 sh A vh OA 1Y & &
IR 1) 26 98 R BVAT R A IR T B T RN A
o Nagy G0 58 IG5 2 A1 =5 50 4 28 9% 5 TR
Y7 IR ST B T AR R U A AR, & R R A i
e ) S U RS A PR AP BCE IR AR P At
K FRIE , EGE 5 O RIFFEMIME . 8% B
308 3 U0 T 0 A 2 Tl 1 o, AR A P 4 A R - 1)
FIRACE, B 1L 5 i 3

ZR A RN IV BRI UL RIS R 2R A
PR, BAPUR EE ARIAE L TR s ] LA il
R FRIRAKCE, NI RTAR R &
B IR B A 27 B DG A kR ) H

4 RITEXTRMHEMEEY

BT LR Ah b A I w R B R R
RAEE HAYPRIGI T E R R (K1),
F1AAITHRTTRIPIREZY)

L 1
1. 410 COX BELLE BT 91 I 252 Hc il 2
e
%EE 2. R T2 £ 20 W1 3R 6 1 26 A
it

3. B i S ey

MERSE 1AW COX IR, i At 4 Fg )
coX MthZE 2. HlmiEson
i A

1. ] COX TR E , fifp FALT 5 B

B el i e 19 7K T e
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s b T COX T, ff R AR R Y
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W \ROS ;=4 \NF-kB 62
1. BRARACH 40 i 2 1 TL-1 32 17K
WEEEG RIS
2. X R B E LA R
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G ) 2 W S o R AR AR B A B TR
Z RARGE M (0 2 11 2200 B AN B, DA T kS 3 ¢
SRR B T, 77 1453 0 40 L P A Ak 13 el BR Y
A AR R B T A RN TR R TS
HABZG PG ST AT TAF G R BOR o TR 7N A5
PRV R 2 B A A W 1K 5 SE 0 AT B T %
(R YT, 45 5 Sl s B R 2 e ) A WG 5 SR8
R T A SBCHE i B O A A I RS T 8, A I PR
AR, VBl AT SR, U T SR E BN, A0 8 175 0k
HZ Wi .. B FEECRN T 2R AR S
T R ZRIRYT B DG R RICR, , A A Wl K
BRPCE R ITIRE R RICR & | B A AL
G B R TR . B AR — R AR
1) 28 5 B | 2 W SR R 325 1) Jo 1R o 1 485 ) ol
3 R G B B SR B AR R
AN B IR 2 RARSS R E A 20 S
90 A 448 S RE ), 410 o A T S D
R A2 S5 7 firk ot P R T, 90 X S5 R B B Y
TK AR
IR H 2 (chondroitin sulfate, CS) J& T8 14
KM I ARTE T NS g A 4irh | 24545
AW EZ Ry, BADUR DAL LRI i 4
P2 25 G 5 MBI /e ™ BLPCR™
FRIARIT 5 235 R e W R 8 v 2% B A8 410 T B D19 4 A
B T, IR R T Caspase-3 1R
ISHE IR T A0 Bel-2 ik, CSTLUE
S RIORAP ST 3R A 1 00 A A 1 5 A s 2
RE , B 0 B A M A BT (ECMD) Y 45 44 1L 43, 410
il o3 A D RE , I X ECM 3 i R

5 #Hig

B RN RN BERAR S HPI 2 — , S LR
B AR NSRRI o RAE RN 5 H R RZ
1A R Z) AR AR E T R iR
G AT RGE MR . PUARIR LG REVS N HI RAE
JOE ARG ML 38 PR & AE TR 77K P A 2 4R 440
52, A R HE 2 2 B 1 Y A ) K A
RS o TR 4 2577 i, A A AR R, /5 5 T

520 AHZARAFAE LGP te HAS N, [ 25725
Ho % BInIIte B N AR, R L
W2 B I A RREAE R . ARREF AT
A 25007 I ES e AL 25 2 kR,
WK 0 ZRIGTT 71 S P st ke e 25 W F A
AR, HAh, i Z it — PP iR 5 ok
TRZIEFRER, LLEATR IS YR E R RIBIT
ROCR B RZ I, i PR LB 583 2 36 7 42 16 A8
B, PSR 51 RITR KW A BE— B9k,
i 22 8% 2 48 TH R W RITR IR
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Research progress of anti-inflammatory drugs in osteoarthritis
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Abstract  Osteoarthritis (OA) is the most common degenerative disease of joint, which is characterized by degeneration of
articular cartilage and inflammation of articular capsule. Inflammatory reaction of articular cartilage is usually related to oxidative
stress and secretion of proinflammatory cytokines in OA microenvironment. This article describes the role of inflammatory
reaction in osteoarthritis and discusses the related progress in the treatment of osteoarthritis with cyclooxygenase, interleukin—1,
inhibitor, prostaglandin synthetase inhibitor, and antioxidant stress drugs.
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