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OVERVIEW: Future experimental therapy |Q>\c@?\|
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RAGE and DN 55
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IN VIVO: Inhibition of RAGE Transactlvatha@%‘a
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NOX-5 Expression in Mesangial cells
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Treatment with AM6545 and AM1241
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PS induced-podocyte damage in DKD __ o8*
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PS inhibition as potential therapeutic targbeft\da>
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PS is a predictor of ACR progression ines®
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MSC-based Therapy and DN 00
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MSC: Paracrine Effects
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