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WFZER SR OMEEE (Z230) @ To clarify the presence of ER stress and a role of it in children
with nephrotic syndrome, we obtained renal biopsy specimens in children with nephrotic
syndrome. We performed real-time PCR to investigate the presence of ER stress and apoptosis.
We analyzed EIF2 o, GRP78, GRP94, CHOP and BAD. The amount of each gene amplification was
examined before and after the administration of cyclosporine. The patients with
cyclosporine showed significant increase of amplification of GRP78, GRP94, BAD, and EIF2 o,
suggesting that the use of cyclosporine is a factor provoking ER stress. The amplification
of BAD increased significantly after the administration of cyclosporine, suggesting that

the use of cyclosporine may induce apoptosis through ER stress.
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