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[ Abstract)
mostly in young adults and has a great impact on the physical health and mental health of patients. At present, plenty

Psoriasis is a chronic inflammatory skin disease which is common and easy to relapse. It happens

of evidence supports that the occurrence of psoriasis is the result of multiple factors, including immune factors, genet-
ic factors, infectious factors, environmental factors. Among them, immune factors especially T-lymphocyte play an im-
portant role in the pathogenesis of psoriasis. Through separately reviewing the role of immune cells, immune mole-
cules and immune related pathways in the pathogenesis of psoriasis and their research progress, this thesis clarifies

their clinical significance, explores new ideas for the targeted therapy of psoriasis, and provides further guidance for

BEEZ2019F10 AE 3055191

clinical practice.
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