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Clinical implications of type I interferon signature gene expression in patients with rheuma-
toid arthritis
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[ Abstract 10bjective : To investigate the implications of type I Interferon (IFN) signature gene expression in patients with rheumatoid arthritis(RA) in
different dates of disease. Methods :Blood samples were collected from 32 RA patients(first diagnosis without use of antirheumatic drugs) and healthy sub—
jects. RA patients were divided into pre-RA treatment group and post-treatment group and the healthy subjects were included in control group. Real-Time
PCR (gPCR) was used to detect the mRNA expression levels of MXA MXB IFIT1 IFIT2 ISG15 HERC5 Ly6E RSAD2 EPSTRII and IFI35 genes. Se-
rum anti-eyclic citrullinated peptide antibody(anti-CCP) and rheumatoid factor(RF) concentrations were also measured to compare their correlation with
expression of the signature genes described above. Results :The mRNA expression IFIT1 ISG15 HERC5 MXB Ly6E and RSAD2 genes was higher in pre—
treatment than post-medication in RA patients (P < 0. 05). Expression of IFIT2 ISG15 HERC5 MXA MXB Ly6E RSAD2 EPSTRLII and IFI35 was
significantly higher in patients in pre-RA treatment group than that of the controls (P <0.05) whereas mRNA expression in ISG15 HERC5 and RSAD2
was higher in patients following treatment than that of control group (P <0.05). Expression of MXA MXB IFIT2 ISG15 EPSTRI1 IFI6 Ly6E and IFI35
genes was positively correlated with the serum level of anti-CCP (r=0.354 - 0.667;P <0.05). Likewise gene expression of IFI6 IFIT2 IFI35 MXB
Ly6E and MXA demonstrated a similar relationship with RF(r=0.362 -0.579 P <0.05). Conclusion :Up-regulated mRNA expression in the INF sig-
nature genes was seen RA patients suggesting that INF may be precipitating factors in autoimmune response in patients with RA.
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Ct 3
1 ¢PCR
IFIT1 gat gta tta cca cat ggg cag a tag cgg aag gga tit gaa ag
IFIT2 atc cce cat cge tta tet ct cea cct caa tta atc agg cac t
[F144L tge taa gga gta tag cag atg acc ta cca caa cat cac tct cac ttt aag a
ISG15 gag gea geg aac tea tet tt age atc tte acc gte agg te
MXA atc cag cca cca ttc caa caa caa gtt aaa tgg tat cac aga gc
MXB tte ttc aaa cac atc cat att tca cag tgg taa gte ttt ctg cca gt
EPSTRLI1 ccg gag aaa tga gat aca aag aat ggt gaa ccg gtt tag cte tg
RSAD2 atg tga aag ccc aag gac ac ttt ggt ttc aaa taa cac tga ttg a
HERCS ctt cca gtg aaa gta tca tca agt g cca gag caa aat get ttg att
Ly6E atc ttc ttg cca gtg ctg ct get tca gga agt aca gat tge
IFI6 tge tte tet tet cte cte caa gct cte cga gea ctt ttt ctt
IFI35 caa aag gag cac acg atc aa act caa ctg get gga cat cat
HPRT tga cct tga tit att ttg cat acc cga gca aga cgt tca gte ct
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EPSTRLI1 IFI35 mRNA ITF16 . IFIT2 .\ IFI35 .MXB.Ly6E.  MXA mRNA
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RA RA F P
IFIT1 4.6+1.7" 3.5+1.4° 3.9+£1.3% 4.078 0.022
IFIT2 3.1+£1.3" 2.7 £0.9% 2.2+0.7° 5.750 0.005
ISG15 8.6+3.5° 6.9+1.8" 4.6 £1.4° 23.452 0.000
HERCS5 6.0+1.7°¢ 5.1+1.5" 3.0+1.3° 31.463 0.000
MXA 6.4+3.0" 5.1+£1.7% 4.7 £1.3* 5.134 0.009
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RSAD2 3.3+1.4° 2.6+1.0" 1.8 £0.8* 14.355 0.000
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1FI6 4.4+1.9 3.9+1.9 3.8+1.4 1.427 0.248
IFI35 5.0+1.9" 4.6 1.7 3.9+1.6° 3.725 0.030
P<0.05,
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