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[Abstract] Systemic lupus erythematosus (SLE) is a chronic diffuse connective tissue disease characterized by abnormal activation
of the immune system, which attacks the body's tissues. It has a complex course and its pathological basis is vasculitis. In recent years,
research on the relationship between SLE and the gut microbiota has increased significantly, but how to regulate the gut microbiota for the
treatment of SLE remains unclear. Studies have found that the intestinal microbiota of SLE patients differs from that of healthy people in
terms of Firmicutes, Bacteroidetes, Actinomycetes, and Proteobacteria, etc., and this has been verified in animal experiments. In this review, the
changes of intestinal microbiota in SLE patients and their association with the pathogenesis and progression of the disease are systematically
reviewed, aiming to provide new insights into the treatment of SLE.
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Fig.1 The intestinal environment of SLE patients is different from that of healthy people
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