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15 28 KR 26 15 8 (theumatoid  arthritis, RA) A £ Fh
RN S 5N T T B S RAEVERAE, P T B ke
A | LA B P MR A R A L (AR G TR (MR CDAYT 0 b
B RELE RA 9 BOR 43 80K 8 (19 /7 (2, CD4CD25(Tr) 2
JitL B A e it A7 4] B R CD4T 48 it Y 14 58 g 1), SR 7E 2
DA 5G4y 48 v T 20 B 09 D) e 20 32 B ™ E IS . Thl 20 i
Th2 4 f iy bb A1 2% 47 K 40 M 5+ TL-1 . 1L-2 IFN—y . TNF-a
SEPE A R R B RA B RAE N CHE R, b4l
S BB, B F-«xB (nuclear factor of kappa B, NF-
kB) E W 14515 RA SO MOCT 3l 3 S W B UIAROC . A%
AT A 2 S 28 A0 M R 200 L DR 7 o 28 XL B S T 48 %) 0 L B
BB RINT

1 &%4m
1.1 T 4nH

B T 4 fg #%2 H CD 73 1R B AR, 750k CD3*
CD4"CD8T 4il i il CD3*CD4"CD8'T 4l g , A4 T 4N ffa 52 44
N HIfig, XA 43k CDA B M T 40 L (CD4*Th 412 ) ,CD8* 7%
Yotk T 4ii (CD8*CTL 4iffE) A CD4*CD25 3 15 ¥ T 41
(Tr) o T 40 5= &2 38 4 200 I RA B A FH R 43 30 %) 448 i DX 5
T8 26 AR OC 1Y 28 BO T Iy BB R 1) 6
1.1.1 CD4*% B T 4 1. CD4'T i Jifg i1y B A M0 {5 72 T
Sl F AR B G B CDAYT 41 Al — FLgE IO ko3 1k i
Ry 2% e — 20N AR L, RS R R 1 2 i PR A A R 2 L R
Fifi 7= 2 RO DT RE , WI4A CDA*T 40 v] 434kl Th (help T
cell 1,Thl, % BhPE T 40 ), Th2 A1 Th3 =28%% Th 40 i,
ThO 2 it 53 £k 77 17 32 20 i PR e Jsi v o 4 42

RA B3 (%) 07 K 0 WS b Th1/Th2 40 0 43 4 11 40 it P4
F oKV 75 45 W i 2 iy, Th1/Th2 40 il 2% 45 5 RA & A= %
A HHE R RA W T 4 3225 Thl, Thl 41
BEUIRESE S A I g R R P A AR | 32 BHNUS Th
2 I 43 I06 9% i 40 i TR T FL A & 2 (interleukin-2,1L-2) . T &%
v (IFN =) . J}if 98 38 3 [ F (tumor necrosis factor, TNF) IL-
12, k- B w4 i 4 9% 0 I (granulocyte —macrophage
colony—stimulating factor, GM—-CSF) % , 3 5 4 i [ v , RA 11
HHA v RE I e Thl 401K 2, 1A 32 2040 1 5 5E 1)
Th2 4 J 3875 Th1 28530 i) IEN—y A {2 3 B 020 i 7 1k,
$E i MHC 12853 F (9 Bi B 32 52 1 8 g, 7™ A= 10 17 2 4 e i)
R4 (reactive oxygen intermediates , ROIs) Fl &, £ . 4 (nitric
oxide), AI 14 58 H AR A5 RE 03 FIAF WD RE  Th2 40 /il 3 07 2k 1L
4.5.6.10 ; HAEMFZ 2 [L-4 10 05T 5 5E 1 F ok 5
PR, b Th 28 A fff RA G889 16 48 2 4k 19 7B 1,1 Th2
i A W) 3= 2R PR fr AR R, ARSI Th1/Th2 20 M L 8% 27
RA B 1 BiJG BAT — 5 1L, A 67 N Th1/Th2 41 i
PSP T R ) RA S RE (9 — 4Tk 42 .
1.1.2  CDS8*T Zufd M2, 8 UMY 48 1Y 7= A8 R ) 7= A8 1Y)

FALL?

TNF-o £ 56, 1AL H CD8'T 4 ff 23 7 A i /K F 9 TNF 4, ix
24 i PR E B i A 2 R o B i A I S
N, B2 0] 2 3 R AN B 0 I SR R A L LR
AW AR R R E WS A E S R (major
histocompability complex, MHC) I 2843+, MHC- I /iKE &
BTG, B CDS*T AU iy T A 324K (T cell antigen
receptor, TCR) FIr il 5l , 3£ 78 CD8 4r F 09 Uh B F &£ T 41 i
5 APC WAHEAE, B30 T 40 imfufs 5 St K
CD8'T A MIAR A Ml BE IR IE #2048, RA BEW WD E &
Xt B 4H A BE JEB A 5 | O 1 S A R R L IC B CDST 41
JitL, 33 b X A0 A 0B A R ER AL AL, R 1AM R BT I AE 28 XU
PERAY RBOF P Iy S 4 . (G HRIEP, CD4 BRI 9 /) BLRE
FEBUE B 5 19 5615 %8 (collagen—induced arthritis, CIA ))&
Ji& T CD8 B i/ B CTA BRI 0Ty, 3xX B B9k Xl
7~ CDST 4 Ml AE B A 518 CIA BYRE ) MR AT REXS 11 & %
JESAEA (AP VE T, CDS'T 4 i ) 288 XU OC 19 48 19 it U1 4
AR
113 Tr 40 LT 40 A AR J7 202 LA 4N A -5 40 6 4 1 2%
PEH A e i AR 1T, BAT S92 TC R M AL S e g il 14 . T 40 A
225 CD25 Ab,i8 235 T ik L 41 i 25 14 AH SC P A 4 (eytolytic
T lymphocyte—associated antigen ,CTLA4) . Mg R8I ¥ 57
& (glucocorticoid —induced tumour necrosis factor receptor,
GITR ) Je 33k 3EAR R 4% 55 I (Foxp3) s H TR AL L) 5 R 45 410
il CD4*H1 CD8*T 40 Jfd iy 3 Ak R BG4 35 20 RA SB35 09 Tr
i M, AR B IR T AN 3 B 00 B g (ELTE 4 AR 4 RE S
7 240 JiEL PR 1 ™ A T T T WD Sk AT 5 R D PR AT R 2 0 Bl
RA [ CD4*CD25T 4 il e = 1in) 28 Lk T 48 i 1% 126 400 i £
S RRE 0, RN AS BRI 2808 1 T 4N M (CD4*CD257) 7= Az 4%
HE M PR O 7E RA SR AP, iy TR 1 T 4 D e 2 2
JUEHIES , A& At Thl 20 03K 2 49 4 35 19 3 5 s
B IR AT MR E . LTRSS TNF GRS Tr 240 i 0f- g
BH 1 FEAR MR AT DI6E ;. BT TNF JRY7 IR 205 1 RA B,
IRIT IR S I CDA*CD25*T 4H A & 43 Lu s, 3 3 44 & ;
Pk T 40 B 5 IFN—y Al TNF-o FUZHREAS B &, MR E
AT 224
1.2 B 4

Bk EL A M 25 RA (9 % 0 L A8 R B 28 R D
(theumatoid factor, RF) 528 XUBAHH AT wi g2 H ok T, RF
FEJE [gM RG4Sy Bk 1 Fe BOA 570 BRI
T A, 5 ECAR E AN I B AL A R R A, R K
fi T, 5 R ALV A A HE RA PTRE & T B B O B
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AR H B S B | IS R R T 2 1R A R R H Al 48
PR S BN W AE 7 4k RF, JF K B0 B 4 M1 1k 431k B A7 A
A BTSSR T 2 B AR A JH o e, T LA ey 4 i PR
JuHOJZ TNF BCAR G R 01 e . RA 1900 15 ik 2
R, Pai BHEAMRS 5 KA SHUR TR 2 LIS
RA,
1.3 Bz

W 40 i 2 T TR D 0ot 52 L, T R ) g
CD80/86,CD40 451 4. T £ it . L Wik 2 Jit 7 1/ 22 SR E S f T i
HEAEM, HECE 5 RA BORTREPRANC T 5 E A7 AR 500G,
50 6% 240 i DK et A7 T T S8 O 1Y 1 T AN 4 0 A B b RA
v W A I 1 I AT AR Tk 2 g T, L T RE R
RA 75 3 P W 41 i 755 2 4 1k FADD ¥ IL-1B 5% b g 3 ) 25
1 (FADD-like IL-1B-converting enzyme—inhibitory protein,
FLIP), BHIE T MR IRSE R F 524K Fas /- S0 E BRI T2,
T4 B A ML TG AL, a0 MHC T 43 i B2 3k, 7= A A 4% il g
B e B 0 F OWE A i 4 AE 2 H -1 (macrophage
inflammatory protein 1, MIP-1) HI 5. 4% 41 Jiid & 1k & [ -1
(monocyte chemotactic protein—1, MCP-1), 3 Jii 4> J& & [ if§
(matrix metalloproteinase, MMP ) Fl 8 14 %5 A Jiin Jil % 5E I
iz,
14 b4

TG ZN) RA B S W rh R A7 A 2 52 45 W RIIE 4 4l
FeL PR, A AR T v PR A B A M R A B AT A A AR
A P A A o I TR ) BT (4 SRR ) ok T B
P JELUR  Ab TSRO DR 2 A P 0 i 2 S 00 M R i s A
AR, AL TL-1B il TNF-a, 40 M1+ GM-CSF,IL-1B,TNF,
IFN-B BEAT R 4 2 rb Vb 20 M g 0 1 J Arb o e 4 6
R 1 % e A (A A R R il G % S OB B R B (B
s de | B 55 50 LI AR A O B 3 2 ) i SR L/ 1
)2 DR OC T3 o 53 A M Wb ML A0 B % S A2 3k MHC
53+ Ao A S v ] 51 A e e v 2 5

2 HETF

KA CIESC A T 5 RA BRA HECH, e
%  (interleukin,IL) 2§ 1L-1.1L-6 IL-15 1L-18 A IFN-vy,
TNF-a 1 GM—CSF MMP %
21 B 2EH N1

MMP 2 fil 43 i 240 0 20 356 I 41 0 9 2 2R 1 L, RA BRE 6
W MMP—1 MMP-2 MMP-3 {14 3 25 fig % i I8 0G5 25 4
Xt 10 A0 o ) 5 B AR AR L 0 RA B MMP
B8 , o LA 2RI RA R A B S8 o 32 3R . 635 i
MMP-3 ¥ 2 1925 0] LLAE Sl RA B9 0992 45 s 2 — |, Jo et
RE B4 4 58 W B8 AT M M8 ; RA FR 3 16 TNF—a 36 3k 7K
5 MMP-1 MMP-3 MMP-9 Z [i] IF A 2¢, 6 xX 6 H 5
MMP 7E SR HLE 12 P12

K (synoviolin/Hrd1) J& — Ff 45 24k H2 25 )7 (RING-
H2 motif) FlI 7S -1 I X (1972 28 3% 452 i, 1 9 223 Rk i /N R
Gy B A RS g o MR B T EE A /N BURT DAL OE T
BRI TE RA H, ST 1 IRV rp i B R, W E R

HPUR TR, v] 5] R 20 8 B R T A BRI R
T RE SR S R IR — R IR YT R 1) BEL T YRk S ik
254 0T R — R AR TR A RA I 519,

‘B BF 8 11 (osteopontin, OPN) J& — Fi 5.7 £ F 4 5 1% 410
JH A 5 5T AR 1, AT S T A AR R A P R Ak R T
HI 261k 6 B A I b OPN 3 RETG NF-B, W5 P T 40 i
OPN (1) 33 3 3% 315 55 J&) 3 48 i 3R B8 AR 507,
2.2 5 RA MK T
2.2.1 IFAEDIL-1 & RA P E B AL RAEANIEIN T, 78 RA
KA, A AT AT P A TL-18, TL-1B b 98 nl 4 gt
MMP-1 Fl MMP-3mRNA 19 3% 1% K 1 BE 40 M v 1 1L-6 e
A 6 PR B A T~ 1 30 o 05 0 0 i I 1 A2 A T 9%
EWEN, XL E W IL-1 Z AR5 IL-1Ra [ &
W, I~1Ra W EMT, 6524 1L-1 4 Fatig .
S, 1L~1Ra e BERRAG , BB 5 2R 45 G 10 1L-1 40 Tl £ 11—~
1Ra HeFE /N BUAE & AW IR R 96T & L 78 RA JB A& TL-1 7K
-zt 3z 4 o [L~1Ra, 3 & [L-1 A1 IL—1Ra (% 5 2 AL, A1
SR B IRE 45 Fh R S, @IL-2 £ 2 i Thl WAHE™ /L, £ RA
HOIL-2 T 1L-2 ] REAE i b R A 15 A0 I 52 A (killer
cell inhibitory receptors, KIRs) 2&ik i NK 41 i & 15 #0
QM AYRE F1, JEREIS S AN M B T WK EL 40 M (cytotoxic t
lymphocyte, CTL) . H #& 2% 173 241 g (natural killer cell, NK) ik
[ 305 % 05 4 M (lymphokine —activated killer cells,
LAK) %5 Z2 Ff 5 475 41 B8 (1) 431k K 7= A= TFN—y  TNF—a 45 21 fifd [A]
TR DI RES, GTL-6 RA 8 1 7% A i 11-6 K F-Ft+
e, IL-6 114 B i s LA T, WS e y BREE M A &bk
PR LR KGR R FE B R BRI IL-6 BB 5 S AN
JIES T A% 43 Ak B B E (0 R AN, RO TL-6 AT BB RA BB
AH 56 04 1 FAR B B BB BB A A 6, TL-6R 1f A3 TL-6 &
PE LS 55 SR IL-6/IL-6R 2 & Wik T 15 5 5 4%
gp130 (glycoprotein 130), ¥4 1L-6 15 514 A 41 i & #E 25 1) 5%
B, BH A EALHT TL-6R Ht & B2 BT 1L-6 5 1L-6R %%
A, e IL-6 MPER, T 1 IL-6 3 & —Fh RA JRIT IR
7O @IL-4 % A NK 402800 708 15 76 GEA il NK
AL CD69 # ik Fl IFN—y f 433, IF 4 ikl NK 40 g 1 Py Jz 41
MR EEB . PRl 14 REAEFRF Th2 MHEAE , 540 IFN—y [T
SR RN I AW H] Th1 40 A3 £, IL-10 BN BT R
Ji, ZWWFGEE R T 1L-10 JE 78 RA B R 1B i
FEAAL A T 5 H IR IL-10 f2& Th2 40 T+, IL-10 fEi%
b B AT A T Z R CCRS B 3351,
2.2.2  TNF-ol: 54 550 3E 52, TNF—o 33 32 35 T B0 Uk A=
FE S &, M) TNF—oc AT UBH 1k 2% 2, F LT TNF- 3%
PR 259 AT LSS RA I RSEIR . 76 RA BHZ BT,
TNF-a AR TE H B 40 I TL-6 97244, I B R 76 S 185
B A K F . TNF-o 76 MHC P9 4 5%, MHC 19 22 ik 31 42 fil
TNF-o 3£ KA 5, H 2 ikt v] B8 5 50 TNF-o 097800 6
223  BALIN T RS2 RIS, R AR Y F R — 2R S R R
A F L B 4 R AT % . DCXC % ; @CC Wk s BC T
W DCX3C WK, a4k P Bt Ak K - 32 PR %) 11 40 e 3 %% %)
JORE M AU S EE . Ak T CCLS 1 CCL1S J& + CC
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W% ,RA 1 CCL5 Fl CCL15 #¢ M4 mi, v hg S Thl 40 7E
P38 ST IR I IR A G, #afk 7 CXC LR CXCLL6
TE VR TP B IR, X T 40 e 2R A R i A RE JB A T AR
JH,CXCL16 A ] A8 A RA IRYT B AL ] o RGP T 48 1
W IL-8 . IEH T 40 M 3% 3k R4 i i I8 I Ak AR I
(RANTES regulated upon activation,normal T cell expressed
and secreted factor) MCP—1 5 H-fth 5 5% % A1 Lb 07 i 48 g | H:
1 TL-8 A1 RANTES i i 7K - 15 XU A T B 5 AN (7] 1 2 415y
RUAT G,

L F 52 1 (CCR B CXCR W5 ) 55 56 i 7R 45 Fh 4 e
FeAir CCR1 A1 CCRS K&k, Wi 40 i 5 4% 41 i CCR1
Ml CCRS RE W BFEAL, J) — I B W50 £ W] RA 4M A I B
4 CXCR3 £ 1k, 1M CXCRS iK%k, AR CXCRS F
PRl HES CXCR3 b JAH G, & 45E G 57 o CCR1*.CCR5 41 i
S CXCRG 40 il 7] # W %5 1L # , Kt 3K ik CCRI1.CCR5,
CXCR6, A HE T 5615 40 , 8 BG4 451,

224 T E (interferon, IFN) :IFN—y 472 ¥ 532 4 15 1
F, REWE AL NK 4, 42 i R 05 Ak 0 55 S B4 i T 40
L B 2 B0 S 20 B MHCIHL 2853 F 3R 35, DT H2 w5 40 i 528 328 g
J1o —SELE R RA B LW IFN—y 197K 7 B W 342
A X HE R,

2.2.5 L% N KA K F (vascular endothelial growth factor,
VEGF): VEGF J& RA f 7 W I 4 4 i 45 348 75 19 W A 5 5 90,
15 08 RA M3 A n] v o 1 45 40 It 5 B 43 F (soluble vascular
cell adhesion molecule,sVCAM-1)#1 VEGF 2 ik /KF34 00, ¥4
97 I W] AR

2.3 MTFHEANR T

NF-«B & — P 43 A FAE I+ 43 )7 12 0 B A% 20 M 5% s K]
T LTS S I P X FE RA G A R ARGk g R B
A VETEIR TN E . BHWT NF-xB 180T 7T BB 23 % RA & 1)
KT JAE L M 1 I-kB (inhibitor kB) T 5 NF-kB %54 ,7F
IL-18 2% TNF-o $l3# T, 1-xB 5 NF-xB 454 0l fig &, 8
JEA% NF—kB {1 23 K -3 i,

CULI(Cullin 1)/ F#HH E3 09— 4505, ©hk
S0 6K O 40 MR O S T G AL I B SRR, 5 RA BT ARG,
CULL 35 (Y 9815 T 8 30 o B2 ik O 40 i A5 5 e e 30 0 o 3
M RA [ U,

22 24 )5 3% A6 0 8 A 3 B§ (mitogen —activated  protein
kinase , MAPK) . i2 i fil 9 77 240 M 0 58 94 7~ A0 ML DN 7 338 e
MMP /1974, MAP SRS =4 FZER5UR Jun N i 3l
(Jun N —terminal kinase,JNK), 40 Jit0 7k {5 5 & 35 i B 1
p38MAPK., MAPK g # I i MAPK ¥ /i (MAPK kinase,
MKKs) Fr #8717 , RA & MKK4 1 MKK7 23531, MKK4 7l
MKK7 #5838 1o i 2 2 5 20 R Wi e A 1T 3% Ak INK, 303IE 512
JNK . p38MAPK #101 il 571 B &% ¥l 20> /Iy B G 7 48 5 7Y (19 1 I R
XPVRIT R RA — R M,

AL AL 24K =4 32 A (soluble receptor for advanced
glycation end products, sSRAGE),RA £ 3 sRAGE 7K 1 W] i
TFE. sSRAGE 7K B IR HE 3G 0 ) 48 E 2 Joe (1 4 i) 201,

FEJEZE 1 (calprotectin) J& I M 4G545 A 2 1Y S+ R 3

I, FE SRR DI REAR OC . T & M RA 3 RO RN L3 i
B 45 & & HOS100 & H &K K S100A4 S100A8 . S100A9
S100A12 FHE . 1 SI00A10 &3k F pEle-1l

S0 IR DG BE R A AL . N Olsen 551013 i 6 P 6
Jrki RA ARJH i & 3. B0 RA(ERA,RA<2 4F)f 9 I AE
FIR AR RACEY 10 48) BTF 3 A5 L L, Hovp g i 2 K 23
M4« B9 24 3 9 F (cleavage stimulation factor,CSTF) , £ 7%
H 3 P 3(CSF3)3Z 44 (CSF3 receptor) ,TGFB 2Z {4 I1(TGFBre-
ceptor Il ), fR I IS 197G . 40 g €2 25 P450 W% I11A (Cytochrome
P450 subfamily I A, CYP3A4),11-B #& 1k 2% [ @5 i = A 2
(11-Bhydroxysteroid dehydrogenase 2), #i s LA 24 . 7]
2L B % o (Syntropina,SNTA1) , WL4% 2 4 1(TNNI2,Troponin
D), W58 F T2(Troponin T2,TNNT2) % N 7254 . Bris &
[ 74(Zinc finger protein 74, ZNF74), T W =f5 L&KW A
344 Hh s MHC 12840 F B2-fBEk&E 1 (B2M), 11 K4 F
DP al (HLA-DP1A) # Dra, TH#E viFF&E A (IFNy in-
ducible protein 30), 4l 4 F P450 W 1% 24 (CYP24,Cy-
tochrome P450 subfamily 24) S100A10(S100 calcium binding
protein), TGFB 454 # A 1 (Latent TGFB binding protein 1,
LTBP1)% . Bovin LF P00 RA M I, & 88 FH JE A
CD14, Pifl % a-1 fil a=3 (defensin alpha—1 and alpha-3,
DEFA), RER%iH A %% 4 2 (FACL fatty—acid—Coen-
zyme A ligase,long—chain 2), &4 4% f2 i 2(RNASE2, ribonu-
clease 2), 45 45 & & (1 S100 A8 Ml A12 (S100A8 A
S100A12), FIAE R4 . MHC II 4+ DQ-B1((HLA-DQB1)
A FHEEDRE R R DN e AR & BB RA i 22 09 L I8R5 K]
kLT RA M E0m AL S AL 1 AT i 2 i Bk

RA WEOWR W 2 Z R 2 BE XF RA B EOW HLERE 5 1)
WAL HETE A — R R LI, b s T B ik 40,
WG A0 M | Pl 20 S 2 R A R AR L AR T AL
S BEHLI I 52 e ik B SRIE OGN R B E i — LA
W
S 3% 3k
[1] Skapenko A, Leipe J, Lipsky PE , et al . The role of the

T cell in autoimmune inflammation [J]. Arthritis Res Ther,

2005 ,7 :4—14.

[2] Taneja V, Taneja N, Paisansinsup T, et al. CD4 and CD8
Tcells in susceptibllity/protection to collagen —induced arthritis
in HLA -DQ8 —transgenic mice:implications for rheumatoid
arthritis. [J]. J Immunol, 2002,168:5867—5875.

[3] Ehrenstein MR., Evans JG, Singh A, et al. Compromised
function of regulatory T cells in rheumatoid  arthritis and
reversal by anti =TNFa therapy [J]. J Exp.Med, 2004, 200:
277—285.

[4] Wong S H, Lord JM. Factors underlying chronic inflammation
in  rtheumatoid arthritis [J]. Arch Immunol Ther Exp,
2004,52,379—388.

[5] Kinne RW, Brauer R, Stuhlmuller B, et al. Macrophages in
rheumatoid arthritis. [J]. Arthritis Res, 2000,2:189—202.

[6] Olsen N, Sokka T, Seehorn CL, et al. A gene expression
signature for recent oncet rheumatoid arthritis in peripheral
blood mononuclear cells. [J]. Ann of the Rheum Dis, 2004,63:
1387—1392.

[7] Sasaki A, Sasaki K, Konttinen Y, et al. Hyaluronate inhibits
the interleukin —1f —Induced expression of matrix metallopro-

teinase(MMP)—1 and MMP-3 in human synovial cells [J]. To-



o[ B AT IS A 2R, 2007 4E 5 22 3 4 4 )

Chinese Journal of Rehabilitation Medicine,

Apr. 2007, Vol. 22, No.4 373

hoku J. Exp Med,2004,204:99—107.

[8] Avramescu C, Vere CC, Margaritescu C, et al. Cytokinic
panel in rheumatoid arthritis and correlation with histological
patterns of synovitis—active type of disease [J]. Rom J Morphol
Embryol, 2005,46(2):87—92.

[9] Norihiro Nishimoto. Cytokine signal regulation and autoimmune
disorders[J].  Autoimmunity, 2005,38(5):359—367.

[10] Sozzani S ,Ghezzi S,Lannolo G, el al. Interleukin 10 increase
CCRS expression and HIV infection in human monocyte [J]. J
Exp Med,1998,187:439—444.

[11] Klimiuk PA, Sierakowski S, Latosiewicz R, et al. Histological
patterns of synovitis and serum chemokines in patients with
rheumatoid arthritis. [J]. J Rheumatol, 2005,32(9):1666—1672.

[12] Macias 1, Garcia PS, Ruiz-T. M, et al. Modification of pro—
and antiinflammatory cytokines and vascular-related molecules
by tumor necrosis factor —a blockade in patients with
rheumatoid arthritis[J]. Rheumatol, 2005,32(11):2102—2108.

[13] Lianos MC, Soto SL, Sabugo SF, et
238 and -308 TNF alpha polymorphisms on the pathogenesis

al. The influence of —

and response to treatment in rheumatoid arthritis [J]. Rev Med
Chil, 2005 ,133(9):1089—1095.
[14] Haringman JJ, Smeets TJ, Reinders —Blankert P, et al.
Chemokine and chemokine in  paired

receplor —expression

peripheral blood mononuclear cells and synovial tissue of

rheumatoid arthritis, osteoarthritis and reactive arthritis
patients. [J]. Ann Rheum Dis, 2006,65(3):294—300.
[15] Amano T, Yamasaki S, Yagishita N, et al. Synoviolin/

Hrdl, an E3 ubiquitin ligase, as a novel pathogenic factor for

iz Pusher 224y

= & 1
ZEF

i A R R S B AR R 19 R B R R 2 R R TE A
TR IS SR R E D, XA ADL 207 68 ) AE A R
e KAl R 5 1 B ) AN FE AR 22 A2 2 12 R e 2
TRE A ML I A A AR AR AR I B S A O R R O HL
SREEIGIT G 1 L AR B R R AR i 1A CHER, Pusher £5
B IR — R A TR B R T IR AL I BTt Davies
SR I R TR P R AR B AR R e B AiE
BB RN R L. Pusher £5 5 AiF 5 76 AT o] 1A 037 #5251
b 1] SE S5 A AT, D A A A% T o B 2 ik e 28 1) Sl g
WM B 18 9 B AL IE . Pusher 25 A4 IEAE MG IR 1 & Az 85w, 48
Geit, A ob B R AR A 25%,1996 4 RF A I AR A
FEARE R AR 2R 5%—109%, 15 P9 48 T i 1 45 9 50 R
AR 23%7, DL BRI AR AR, 8 TR R A
Pusher ZE G AEMY 8, 6 TAEFE AR A LSS 54
[R5 P [ AR T B N TR S T SA i K7/ B i
242 X 2 Bl Pusher £ & i 1Y - 4 B 5 19 Je & 103R 97 O 1)
UEHE® B A il & Pusher £ 45 1iE A& W5 ML 09 8 2 PR 18, 7] H)
BB E R B IrmE 221, BieT
Pusher £ &1 B AR 2 07 T 4TS S8 & R F0 89, Rt 26 F5 XF Pusher
LEA AR R AL L A AR E AL RS A A ) g e
JE AR B i AL A ) 0 B . B E AT S Y Pusher
LEG AR B 2 R AL S ARl i I ARNIE G [ AR K R
T AT AR AE OC Y B0 BRI R R A T s SRR R R A
BT R R R

arthropathy [J]. Genes Dev,2003,17:2436—2449.

[16] Senolt L, Grigorian M, Lukanidin E, et al. S100A4 (Misl):
Is there any relation to the pathogenesis of
arthritis? [J]. Autoimmun Rev,2006 ,5(2):129—131.

[17] Xu G, Nie H , Li N, et al
amplification and perpetuation of rheumatoid synovitis
Clin Invest, 2005,115:1060—1067.

[18] Henneken M, Dérner T. Differential expression of chemokine

rheumatoid

Role of osteopontin in

[J1. ]

receptors on peripheral blosd B cells from patients with
rheumatoid arthritis and systemic lupus
Arthritis Res Ther,2005, 7:R1001—R1013.
[19] Kawaida R, Yamada R, Kobayashi K, et al. CULI, a
component of E3 ubiquitin ligase, alters lymphocyte signal

erythematosus  [J].

transduction with possible effect on rheumatoid arthritis. [J].
Genes Immun, 2005,6(3):194—202.

[20]  Pullerits R, Bokarewa M, Dahlberg L, et al.
level of soluble receptor foradvanced glycation endproducts in
with rheumatoid arthritis indicating deficient inflammatory
control [J]. Arthritis Res Ther,2005,7:R817—R824.

[21] Canele JD,Martinez SE,Farres J.et al. Differential Th1/Th2

cytokine arthritis:interferon  gamma is

Decreased

pallerns  in  chronic

highly expressed in synovium of rheumatoid arthritis with

seronegative  spondyloarthlopathies  [J].  Ann  Rheum Dis,
2000,59:263—268.

[22] Bovin LF, Rieneck K, Workman C .et al. Blood cell gene
expression profiling in
genes and effect of rheumatoid factor [J]. Immunol Lett,2004,
93(2—3):217—226.

rheumatoid arthritis.  Discriminative

AETIE RIS U g

x| i

1 mEZE

— WA, Pusher £ 4 AiF 3222 e A A i 2 v 28 4 O FE 1R
i AR E S WF ST 8 E = G 2 R e AT 2 G A 5 ) 9
AR T AR A R AT R . 1 AR W5 A R
A 2 X AT ) 9 A o AL RN 7 R G R A B G0 B
VAR | 1 2B 76 0T 2 R O R 2 BAR A IS EAR T 530 il
B A E] 8 AN U Pusher 28 A M B (1.5%), H b
2Pk 3 AR S ] RE AR L B AR K 48 B 80 % R, H:
rh 4 B R R A D A 4 R A T AR TR R A L
55 W Pusher £5 5 1F & A2 2R (1.5%) W WA F A A 45 4, H 5
PRI 3 2 A i1 3R B T T s Sl e 0 e i e 38 A 1 o, SO
B AR A v R A DY 1Y 2P I 105 1Y) Pusher 2R 5 AT %55
IS TE T Pusher 4 R RT DL BLAE TG 26 vp il 22905 405 728 1) fB 3
TP IR Pusher £55 18 119 & A2 548 M 5 TC 15 E2 0 K R,

2 RRHUERREENM

Davies A4 Pusher 5 & fiF 55 T 52 4t 5 7™ 55 09 24 ] 25
[B] 20 A7 56, T HR Pusher Z56 1 # 0] T4 0 K o 55 728 2
ELIZ I ™ B AT LA AR, A 50 R B, DR BB ST ST
FEUR , 22 A7 R 2 3K A8 09 52 IR R A 22 5719, 5 Davies

I SRR — I K B B 3 B, KA Tl B RORE 1 5,130023
VEH A o W, Lo B
W H B 1 :2006-06-19



