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e RO EE (33C) : Diabetes mellitus was induced by STZ administration to the SD rat.

The 2 Z, 3 E-6-bromoindirubin-3 —oxime (BIO), a GSK-3 B inhibitor, was administrated
peritoneally. In diabetic rat the urinary protein excretion was reduced by BIO
administration. The TGF- B1 mRNA expression of glomeruli was suppressed by BIO treatment.
It was suggested that the suppression of TGF- B1 by BIO could be involved the amelioration
of diabetic nephropathy.
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