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[Abstract)
gene single nucleotide polymorphisms (SNPs) on mRNA level in peripheral blood mononuclear cells (PBMC) in

Objective To explore the impact of signal transducer and activator of transcription 4 (STAT4)
patients with systemic lupus erythematosus (SLE). Methods
to detect STAT4 SNPs at locus rs7574865 by TagMan MGB and to evaluate mRNA level of STAT4 in PBMC by
TagMan real-time RT-PCR. Results
tively. The prevalence rates of G/G, G/T, T/T genotype were 22.7%, 65.0% and 12.3%, respectively. The mRNA
level of STAT4 in PBMC was significantly higher in patients with G/T genotype than patients with G/G or T/T
genotype (P<0.05). Conclusion This study identified a strong association of STAT4 SNPs at locus rs7574865 with

Peripheral blood samples from SLE (n=163) were used

The prevalence rates of G allele and T allele were 49.7% and 50.3% respec-
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mRNA level in PBMC. Patients with G/T genotype showed higher STAT4 mRNA expression.
[Key words] Signal transducer and activator of transcription 4 (STAT4); Single nucleotide polymorphism; Sys-

temic lupus erythematosus
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