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Development of therapeutic agents
useful for the treatment of pemphigus

Hayato Takahashi, Departmento of Dermatology, Keio University School of Medicine

Pemphigus is an autoimmune bullous disease whose main symptom Is blisters and erosions of
the skin and mucous membranes. The production of autoantibodies (anti-Dsg3 antibodies)
against the epidermal cell adhesion molecule desmoglein 3 (Dsg3) inhibits cell-cell adhesion
and causes blisters In the epidermis.

There are steroids, Immunosuppressants, etc. as therapeutic agents, but there are intractable
cases In which the effects of steroids are not seen, and there are problems of side effects such
as Infectious diseases, and new therapeutic agents are required.

This time, as a result of examining using a pemphigus model mouse and an IL-X knockout

pemphigus model mouse, the production of autoantibodies (anti-Dsg3 antibody) Is suppressed
by Inhibiting the action of IL-X, and it has a therapeutic effect.

(1) IL-X knockout pemphigus model mice have less
erosion and sores than mice without knockout.
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The pemphigus model mouse Is unigue to Keio University Pemphigus model mouse IL-X-/-Pemphigus model mouse
(Amagal et al. Cell 1991, Amagai et al J Clin Invest. 2000)
(2) The Clinical Score of IL-X knockout (3) When anti-IL-X antibody was administered to pemphigus
pemphigus model mice is significantly model mice and the action of IL-X was inhibited, the production of
lower than that of non-knockout mice. autoantibody anti-Dsg3 antibody was significantly reduced.
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