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m E BB RO R (RA) B B S h T4 F (TFN) - v i 2 A% 40 i B 7 (MIG) 7K S22 4k, 33
MIG 7E RA WYIGIR & Lo ik 0 BB R G0 5 W Bk (ELISA) H AR KM RA 8 2 RO M 1LV i MIG K TFN — y K%, 43 5r MIG
5 IFN -y RIGREIRE R, R WHEB P, RA EH MIG & IFN — y /K VI 5 FXFHR 4L (P ¥ <0.01) ,MIG 5 IFN -y 7K
TR IEMKE(r=0.486,P =0.035) ;75 T, RA B #HE 34 MIG & IFN -y K P B & T EH (P ¥ <0.01) , M5 #% X &5
TR (P ¥ <0.01) ,RA {E S B#H MIG 5 IFN — vy KF 2 IEFSC (r =0.304,P =0.043) ;30 {435 zh 3] RA M & IG5 1 MIG
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KL AE g RAJRIE G S H 2 H 4845, 3 T MIG KA 4L R 2 RA BYI7 iR Bt 5%

KW KRBT R(RA) TR -y F AL F (MIG) ?ﬁt%—v

Expression and Clinical Significance of MIG in Synovial Fluid and Serum from Patients with Rheumatoid Arthritis. Lu Jie, Tong Yu,
Zhang Deting, Dai Liya. The Third People's Hospital of Wenzhou ,Zhejiang 325000 , China

Abstract Objective To analysis the level of monokine induced by IFN — y(MIG) in synovial fluid and serum from patients with
rheumatoid arthritis( RA) and to investigate it’s clinical significance. Methods The levels of MIG and IFN — v in serum and synovial

fluid from RA patients were tested by technique of ELISA. Simultaneously the relationships among MIG,IFN — v and other clinical indexes

VB B :325000 N AR = AR EEBE
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were analyzed. Results MIG and IFN -« in synovial fluid from patients with RA were significantly higher than those in control groups( P

<0.01), and there was a positive correlation between them( P =0.035). The levels of MIG and IFN -+ in active RA patients’ serum,

which were proved positively related (P =0.043) ,were apparently higher than those in stable ones( P <0.01) ,meanwhile the same case

occurred between stable and control groups(P <0.01). MIG and IFN - +y from 30 active RA patients were tested much higher than those
after treatment( P < 0.01) , and it also showed MIG had no correlation with RF, ESR, CRP and positive relationship with DAS28 (P =

0.029). Conclusion MIG,which has abnormal elevations in synovial fluid and serum, can be considered as the new conference index for

RA ,and its level in serum may play an important role in monitoring the therapeutic effect.

Key words Rheumatoid arthritis ; Monokine induced by IFN — vy ;IFN -~
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