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WFZER R OBEE (Fns0) @ Y RFEM EER sk SPF f8lko MHV 5%t H 0, fsn ~ 7 2 %
W2 EBRIL in vivo, ex vivo & b+3ICITZA T, WEREREZHE LN o7, Fsn~
TADNNy 77 Z 2 RaE BALBle 775 CH7BL/I6 IR 2 D7 DDR LA 2D, 7 U —
Ty T HITo T, ALNeRERAE R Z 13T eholz, —F, & MEMERER
B D SNP EATIC KLV | Tte7a AR FOFRFED SNP ~NT'm X A T3 T FE— PR E %
LD LA EF OB OMETAIZ E 2R E LT,

WFFER R OB EL (F30) @ Sufficient results have not been obtained by in vivo and ex vivo
experiments using fsn mice, owing to MHV pollution in the SPF areas of the Wakayama
Medical University Animal Facilities. Backcrossing BALB/c-fsn mice with C57BL/6 mice
has been performed without revealing any obvious phenotype. On the other hand, the SNP
analyses on human chronic dermatitis have shown a weak but significant association of a
particular haplotype of the Ttc7a gene with psoriasis, rather than atopic dermatitis.
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