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ABSTRACT: There are >200,000 diabetic patients in the US with End-Stage Renal Disease.

Hemodialysis and pharmacological intervention insufficiently support diminishing kidney function long
term, culminating in whole kidney transplantation or death. New treatment paradigms that slow or
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e BRC implantation improved MABP and significantly improved physiological regulators of BP, including

Obese Control Obese NKA Tx the sympathetic pressor hormone, ACTH and the renal-specific hormone, Renin

died prior to the end of study (Day 315). Of the collective filtration, tubular or urine concentration
measurements (Fig. 3), a composite reflecting the ability of the nephron to concentrate urine (UOSMO & uSG)
and the whole organ composite (all measurements represented in Fig. 3) most significantly predicts survival. e Reduction of circulating plasminogen activator inhibitor (PAI-1) is consistent with the reduction in

renal inflammation both in the present study (data not shown) and in a previously published report?!
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Figure 2. Renal Function was assessed serologically and through urinalysis. A Multi-variate
model analysis (MVA) for parameters that predict days on study was performed. Using Week 34

data as an example, BUN (shown in right panel) along with Cholesterol, serum Albumin, sodium, References cited:

potassium, eGFR and urinary Specific Gravity significantly predicted survival. e That BRC treatment significantly stabilized urine concentrating ability of the nephron is a functional
1. Kelley et al., 2010 AJPRenal Physiol 299 (5). indicator of attenuated interstitial disease and is consistent with reduced circulating PAI-1
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