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[Abstract ]| The TNF-a signaling pathway is a valuable target in the therapy of autoimmune diseases . TNF-a binds to two
different receptors and exerts anti-inflammatory and anti-rheumatic effects . The drugs of anti-TNF-a are widely used in rheu-
matoid arthritis , such as infliximab , adalimumab etc . These TNF blockers have become invaluable tools to reduce damages in -
duced by inflammation and allow recovery of the affected tissues . Unfortunately , this therapy has some drawbacks , such as in-
creasing the risk of infection , malignancy and the incidence rate of new auto-immune diseases . Some of these effects are caused
by the unwanted abrogation of beneficial TNF signaling . Therefore , elective antagonism of TNFR is an important approach to
alleviate the side effects of TNF-a antibody . The medications specifically targeting the TNFR might have better applicability
and safety . In this article , research progresses of TNF-a and its receptors in the therapy of rheumatoid arthritis were reviewed .
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filf . U2 BN IRAE R | 22 240 AR B (mi-
togen-activated protein kinase ,M APKs) ,Zil fifd 7} JH
W H P (extracellular regulated protein kina-
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JRAR 1 CRIBR 5 JE, C i 7E A0 N S 7E RO N
C Il hX i 150 A~ IERILFE L TNF [ IX
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NF), AR, TNF-o &4 Y500 2
i3 2 AR Z K TNFR1 A TNFR2 /5601,
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FEFET-VEH, T TNFR2 M X A S0 T 45 F
SECHARESESE TARDD . {HJ2 TNFR2 R 5%
4£ TRAF2 J47H NF«B Fl MAPKs S Z SR
YEF. TNFR2 fgf%5 TNFRIL 564+ TRAF2 Flif
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MMErEE , H Micro-CT 455 b 7~ H B0 I 28
BB IR SRR R E AR L, B
AT RA BOFET

2.3 AT TNFR2 %% RA #9254 T TNF-«
5 TNFR1 54 H FI697 RA ARGERZ X} F
TNFR2 (4RIEAH XT3, © A5 R TNFR2
FEA VR S RN GRS LR S E R
Tang %57 KL K N 5 WKL A RTA (progranu-
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FRSF1B/CD120b), #k—*iz P RER AR 58 S by
HVUER E TNFR S~ PGRN 1324k , H X T TN-
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