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Advanced glycation endproducts induce podocyte apoptosis by
activation of the FOXO4 transcription factor

PY Chuang', Q Yu', W Fang’, J Uribarri', and JC He'

Division of Nephrology, Department of Medicine, Mount Sinai School of Medicine and James J
Peters VA Medical Center, New York, New York, USA

Angiotensin Il Infusion Induces
Nephrin Expression Changes and
Podocyte Apoptosis n086

Junya Jia® Guohua Ding® Jili Zhu® Cheng Chen? Wei Liang?
Nicholas Franki® Pravin C. Singhal®

*Division of Mephrology, Renmin Hospital, Wuhan University, Wuhan, China; "Department of Medicine,
Long Island Jewish Medical Center, New Hyde Park, N.Y., USA

Original Article
Glucose-Induced Reactive Oxygen Species Cause

Apoptosis of Podocytes and Podocyte Depletion at the
Onset of Diabetic Nephropathy

Katalin Susztak.,' Amanda C. Raff,' Mario Schiffer," and Erwin P. Bottinger”
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Podositlerde Insulin Reseptori
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Podosit Hasarinda Rho kinase
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Podosit Hasarinda Soluble FLT1
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Podosit Hasarinda Wnt/-Catenin
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