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To investigate the relationship between systemic lupus erythematosus and Epstein — Barr virus infection.
Expression of EBV — DNA was detected by fluorescent quantitative PCR assay in SLE patients (n =40) and normal control in-

EBV - DNA in 11 were positive of the 40 patients and 3 were positive of the 40 normal control individual,
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and there was significant different( P <0.05). Conclusion The rate of EBV infection in SL E patients is higher than that in normal con-

trol individuals, and EBV infection might be an etiologic factor in SLE.
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