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TFZE AR OBEEE (F1S0) : A7 1 A REHiMER 7 12— (SRNS) 1E /NEB RO ERERTH D,
TOT NTIIRCK & B D SRNS BB FOIEEN RO TV DEN, ZOEKIIRHETH 5,

Z ZCARBETIE T TR E GEEL PE. A7) T LTSRN SRNS SERI A UNEE L, FREE
2R Uiz, BAERTIEI (3 » A -5 ) ISIIET D F G 16, NGB 10 T4 LiEEH
ENT AT o T2 & T A, BFEEEEFEIFEE R S d, JRRBE HI3EEAFET 5 rTRetE s mm
ITe, IS SRNS GRAEAER 10-20 %) D 4 52 am m@wﬁ%ﬂmbtof% BT
e ® LARVIERNZ DWW TR, &7 YV — A%ﬁ%ﬁw FINE L2 EBETTH D,

e RO EE (330) : Steroid-resistant nephrotic syndrome (SRNS) is a major cause of
end-stage renal disease in children. More than 10 SRNS disease genes have been reported
to date. However, there is a considerable ethnic difference in the prevalence of the genes.
In particular, the molecular basis of early childhood onset SRNS in Asian is still largely
unknown. The aim of this study was to identify the disease genes highly specific to Asians
through international collaboration. The linkage mapping 16 Asian SRNS families of
recessive inheritance revealed several candidate loci with HLOD scores>3.0, suggesting
that multiple genes rather than a single major gene may be involved. In 4
autosomal—dominant types of SRNS families, we found INF2 mutations, which are reported
to account for 10— 20 % of dominant SRNS in Caucasians and African Americans. Whole exome
analysis is now being on progress to clarify the genes in other families in which genes
are yet to be determined,
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