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Correlation between intestinal microbial community and
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Psoriasis is an immune-mediated inflammatory skin disease that affects 1%-3% of the world’s population. The
pathogenesis of psoriasis is multifactorial. Both genetic and environmental factors have significant influence on
psoriasis. Recent studies have shown that intestinal microbial community and related inflammatory cytokines are
closely related to the occurrence and development of psoriasis. However, the pathogenesis of psoriasis, especially
its correlation with intestinal microbial community, is still not fully understood. This review summarizes and
analyzes the relationship between intestinal microbial community, IL-17A, IL-22, TNF-a and other inflammatory
cytokines and the pathogenesis of psoriasis.

psoriasis; intestinal microbial community; cytokine; immunity; treatment
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