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BACKGROUND/OBJECTIVE

Renal 1schemia/reperfusion mjury (IRI) 1s a frequent potentially reversible
cause of acute kidney mjury (AKI)!2. Ischemic AKI is a major cause of
morbidity and mortality after cardiac surgery?.

The scarcity of early biomarkers and validated risk models for predicting
acute kidney mjury (AKI) has hindered our ability to launch potentially
preventive and therapeutic measures in a timely manner*.

Renalase, a key player in catecholamine equilibrrum was shown to protect
against 1schemic AKI in animal models>.

We tested the hypothesis that plasma renalase 1s an early biomarker for
1schaemic renal 1injury after cardiac surgery.

RESULTS (cont’d)

* Recerver operating characteristic (ROC) analysis revealed that for % change
in plasma renalase concentrations at 18 - 24 h, the AUC was 0-9, sensitivity

0.92, specificity 0-87, PPV was 0.92, NPV was 0.87 and likelihood ratio
of 7.07 for a cutoff value of 9 % change (Fig 4).
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RESULTS DISCUSSION

Table (1): Clinical and laboratory characteristics of study population

» This study showed that plasma renalase may serve as a novel and sensitive

Total AKI No AKI P ) ) ) - )

(N = 40) (n = 25) (n = 15) biomarker for the early detect}on of 1schen1}c AKI post-cardiac surgery. Our
Male Gender 27 (67.5 %) 14 (56 %) 13 (86.6 %) 04 results compare favourably with those obtained for several other biomarkers
Age (y) 4767+12.8 47.64+127 47.7+134  0.98 of ischaemic renal mjury®.
Serum creatinine (mg/dL) 0901+022 009 +0.238 0.9 +0.19 0.73 As far as we know, this 1s the first study investigating the possible role of
eGFR (ml/min) 8917+279 8896+32.62 89.5+188 0.95 plasma renalase for the early diagnosis of 1schaemic renal 1njury:.
Cardiopulmonary bypass (CPB) time 85+1939 91.08+2134 75.06+9.7  0.01* Our limitations 1n this study include being a single-centre study, small sample
(min) size, observational nature of the study, postoperative measurement of
Aortic cross-clamp time (AXT) (min) 66.1+16.96 71.4+18.35 57.3+9.5  0.009* biomarkers at single timepoint, and finally, we did not simultaneously study
Vasopressor/ inotropic support (No - %) 21 (52.5 %) 15 (60 %) 6 (40 %) 0.009* both urine and serum samp]e g
Length of ICU stay (d) 4.95 +1.98 5.6+ 1.9 3.8+1.56  0.004*
Length of hospital stay (d) 14.675+4.8 16.04 +5.2 124 +3 0.018*
Peak serum creatinine (mg/dL) 1.35+0.84 1.5+1.04 1.12 +0.18 0.17
A Serum creatinine (mg/dL) 0.45 +0.733 0.6 +0.9 0.2 +0.07 0.09
% change serum creatinine 47.7 £49.2 62.3+57.3 23.3+9.7 0.001*
eI e e e (15 =58 1(2.5 %) 1(4 %) 0 (0%) 007 * Our hypothesis that plasma renalase might represent an early biomarker of
ICU Mortality (No - %) 3 (7.5 %) 2 (8%) 1 (6.6 %) 0.127 1schaemic renal 1njury 1n patients undergoing cardiac surgery was confirmed
Preop renalase (ng/ml) 1.18+044 1.204+046 1.14 + 041 0.675 In a prospective cohort study.
Postop renalase (24 hours)(ng/ml) 0.95 + 0.4 089 + 042 104 + 035 027 The rate of change of plasma renalase from baseline was more accurate
A Renalase (ng/ml) 0.23 +0.19 0.3 + 0.18 0.1 + 0.11  0.0003* predictor of AKI than absolute values.
Percent of A Renalase 19.8 + 1567 26.9 + 148 7.92 + 8.08 <0.0001* Our findings provide a conceptual framework for further larger randomized
Postop NGAL (24 hours)(ng/ml) 1.78 +0.3 184 + 033 169 + 0.24 studies i AKI m sepsis and drug nephrotoxicity.

Values expressed as mean £ SD or number (percent).
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