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The advances of the role of miRNAs in systemic lupus erythematosus”
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Abstract ; Systemic lupus erythematosus (SLE) is a chronic autoimmune disease involving multiple organs
and systems characterized by the production of multiple autoantibodies. In recent years, the level of diagnosis
and treatment has been continuously improved,but the pathogenesis and specific etiology of SLE are still un-
known. A number of studies have confirmed that miRNAs are involved in a variety of biological processes such
as human growth and development,and some abnormal miRNAs expression can induce an autoimmune re-
sponse. Changes in miRNAs expression have been found to be involved in a variety of autoimmune diseases,

such as systemic lupus erythematosus. This paper will summarize the characteristics of miRNAs and their in-
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volvement in the pathogenesis of SLE.

Key words: systemic lupus erythematosus;
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