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UNI-494 to prevent damage in the unilateral renal ischemia-reperfusion (I/R) = All rats survived to the scheduled euthanasia time point. No clinical injury scores in a rat model of AKI
at model of AKl. which is a well-established model of DGE’ observations were noted during any phases of the study = Additionally, kidney functional data (sCR and uACR) were very well supported
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I/R (Figure 1)

= One I/R group and the sham group were not treated

= After 24 hours of reperfusion in metabolic cages, blood samples were
collected for serum creatinine (sCr) and BUN

= 24-hour urine samples were collected for albumin-creatinine ratio (ACR) and R 350,229)
the tubular injury marker neutrophil gelatinase-associated lipocalin (NGAL) ﬂg) . 23010 W) i

= At necropsy, the clamped left kidney was collected and processed for - " - - -

I I NI 1 Statistical comparisons were conducted using one-way ANOVA with Dunnett’s Multiple Comparison Test *n<0.05"
hIStOIOgy for prOXImaI tUbUIar Injury SCOres Abbreviations: I/R = Ischemia-Reperfusion; PO = Oral Gavage; BUN = Blood Urea Nitrogen; ACR = Albumin: Creatinine Ratio; P

NGAL = Neutrophil Gelatinase-Associated Lipocalin
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