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Abstract: Systemic lupus erythematosus (SLE) is an autoimmune disease involving multiple organs,
which occurs in women of childbearing age. Its pathogenesis is related to many factors such as heredity,endo-
crine and infection. Among them, genetic factors have attracted many scholars’ attention in recent years,and
the view that SLE is a polygenic genetic disease has been recognized by scholars. With the development of gene
detection technology,a variety of strong SLE related genes have been identified. In addition, many unknown
genes have been found. In this paper,through the study of different signaling pathway molecules in innate im-

mune response and adaptive immune response,the current research progress of SLE related pathogenic genes
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is reviewed,so as to provide a basis for the study of multiple gene integrated pathogenic factors of SLE.

Key words: systemic lupus erythematosus;
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