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Study on the relationship between Streptococcus infection and Psoriasis
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[ Abstract] Psoriasis is a common clinical chronic recurrent skin disease, which is challenging to treat, often suffers for life, and the etiology is com—
plex. It has been found that streptococcal infection is closely related to psoriasis. Streptococcal infection can participate in the genetic and immune
pathogenesis of psoriasis. Anti—streptococcal therapy can significantly improve the prognosis of patients with psoriasis with streptococcal infection. This

article reviews the relationship between streptococcal infection and psoriasis.
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