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The mutant mice (HIF-1 kd) showed a prolonged elevation of blood urea nitrogen (BUN) levels

up after ischemia—reperfusion, compared to the control mice. On the other hand, the cell
proliferation that was evaluated by expression of Ki—67 increased in the control mice,
in comparison with the mutant mice from early phase. Thus, tissue damage by ischemic injury
was prolonged and recovery of renal function was delayin the mutant mice kidney. We are

going to pursue further mechanism about this problem according to results of microarray

analysis.
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