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WFZER% R OMEEE (32 30) : The present study was to investigate the pathophysiological aspects
concerning the development of psoriasis (psoriasis vulgaris (N=200), generalized
pustular psoriasis(N=10), psoriatic arthritis(N=30) in Japan. We can summarize the
results of the present study as follows: first, immunological markers (IL-12B, IL-36RN,
TNF-«, and CTLA4) as well as HLA might be involved in the development of psoriasis.
Second, genetic defects of the IL-36RN are essential to develop the generalized pustular
psoriasis but not psoriasis vulgaris. Moreover these genetic defects of IL-36RN are due
to the founder effect of the gene. Third, FABP5 combining linoleic acid is found to be
very important in regulating cytokeratin gene K1 of the epidermis , by experiments using
FABP5 knockout mice.
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