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Expression and significance of miRNA-185 in T cells of pregnant
patients with systemic lupus erythematosus*
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Abstract: Objective To investigate expression of miRNA-185 and DNA methyltransferase 1 (DNMT1) in
T cells of pregnant patients with systemic lupus erythematosus (SLE) and potential clinical significance. Methods
Expression of miRNA-185 and DNMT1 in T cells was measured by qRT-PCR and Western blot. Methylation level
of T cells in SLE patients was determined. Results Expression of miRNA-185 was upregulated significantly
in CD4'T cells from patients, which was negatively correlated with DNA methyltransferase 1 (DNMT1) mRNA
levels. Overexpression of miRNA-185 in CD4'T cells from healthy donors led to the DNA hypomethylation and
up-regulation of CD11a and CD70 genes. Inhibition of miRNA-185 expression in CD4 T cells from patients with

SLE caused reverse effects. Target prediction analysis and dual luciferase reporter assays confirmed that DNMT1
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was a direct target of miRNA-185. Conclusions This study indicates that miRNA-185 contributes to DNA

hypomethylation in CD4'T cells of pregnant patients with SLE by targeting DNMT1,which may represent a

potential therapeutic target for SLE.

Keywords: systemic lupus erythematosus; pregnancy; CD4 T; miRNA-185; DNA methyltransferase 1;
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