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WFZER R OMEEE (330) @ p27, is known a Skp2 target, most increased in the UUO kidney in

Skp2” mice. The ameliorated UUO renal injure by Skp2-deficiency was canceled by the

additional p27-deficiency in Skp2”/ p27 7 mice. These findings suggest a pathogenic role

of the reduction in p27 targeted by Skp2 in the progression of nephropathy in UUO mice.
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