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SUMMARY

Psoriasis is a chronic inflammatory skin disease,
which is characterized by severe hyperplasia of
keratinocyte and parakeratosis. Recently, a psoriasis
model by the administration of imiquimod has been
established and makes a significant contribution to
our knowledge about the pathogenesis of psoriasis. In
this review, we give an overview of the contribution
of the murine psoriasis model to the development of
new treatment for psoriatic patients.
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