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WFFER R OMETE  (3230) : Osteopontin (OPN) has been implicated in the pathology of several
renal conditions. The aim of the present study was to clarify the roles of OPN in acute
renal injury into either wild type (WI) or OPN knockout mice (OPN/). We used
ischemia-reperfusion models to exaggerate acute renal injury. We demonstrated for the
first time that thrombin cleaved OPN was expressed in acute kidney injury models. These
results indicate OPN is a promoter of ischemia—induced apoptosis in the kidney and suggest

that inhibition of OPN may be a potential therapeutic target for prevention of acute renal

injury.
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