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OBJECTIVES METHODS

Visceral leishmaniasis (VL) Is an This is a prospective study with 16 VL adult patients before
endemic disease in tropical countries treatment with pentavalent antimonial. Urinary concentration and
which can complicate with kidney injury. acidification tests were performed. Glomerular filtration rate (GFR),
The aim of this study is to investigate fractional excretion of sodium (FE,,), transtubular potassium gradient
abnormalities in glomerular and tubular (TTKG) and solute free water reabsorption (TcH,O) were calculated.
function in VL patients before and after Monocyte chemotactic protein-1 (MCP-1) urine excretion was also
specific treatment measured. The VL group pre-treatment was compared to a group of 13

' healthy volunteers and 5 VL patients were re-evaluated after treatment.
Aquaporin 2 (AQP2) was also quantified trough exosomes search in urine.

RESULTS

Urinary concentration deficit was found in all VL patients before (100%) and 4 (80%) after treatment. Urinary
acidification deficit was found in 9 cases before (56.2%) and 2 (40%) after treatment, considering urinary pH > 5.5 after
CaCl, test. GRF was similar between the groups. Proteinuria was significantly higher in VL patients pre-treatment
(250.6£375.5 vs. 83.7£49.2mg/24h, p=0.022) and presented important regression after re-evaluation (268.1+2359.4
vs. 113.3%£50.1, p=0.043). FE\, was higher in VL group and TTKG and T-H,O did not show significant statistical
differences between VL patients and control group, as well as the search for AQP2 (12888 vs.100+£40, p=0.41).
Urinary MCP-1 levels were higher among VL patients than in controls (374359 vs. 42+29mg/g creatinine, p=0.002).

Table 3. Comparison of concentration and acidification test results between

Table 1: Comparison of renal function parameters between patients with VL patients with VL before and after treatment.

before and after treatment.
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VL grou VL grou
VL group VL group (before tgreatrpnent) (after trgeatn?ent) P
(before treatment)  (after treatment) N=3 N=3
N=5 N=5 P Uoem To (MOsm/L) 91851 95769 0,500
Uoem T4 (MOsm/L) 581+84 622+89 0,686
Joem! Posm To 1,77x0,24 1,90%0,25 0,500
Per (mg/dL) 1,1£0,1 1,1£0,2 0,414 Uoer! Posr Ta 1,96+0,27 2,14+0,31 0,345
pH venous T, 7,.35+0.,05 7,38%+0,02 0,593
GFR- CKD-EPI 82,4+12,2 83,1%+22,7 0,593 oH venous T, 7334004 7 3540 02 0,593
(mL/min/1,73m-?) HCO, T, (MEq/L) 20,0+2,0 27,0+1,0 0,109
HCO; T, (mEQ/L) 21,0%£3,0 25,020 0,068
Proteinuria (mg/day) 268,1£259,4 113,3+50,1 0,043 Upn To 5,94+0,42 5,49%+0,32 0,634
| o Uy T4 9,610,535 5,25+0,53 0,715
Microalbuminuria (mg/day) 14.5+14.0 8,1%x8.,9 0,465
Urine output (mL/day) 18031068 1263583 0,043 CONCLUSION

Table 2. Comparison of concentration and acidification test results between
patients with VL before treatment and controls.

VL group Control group

(before treatment)

VL patients present

urinary concentration and
acidification deficit, which persisted In some cases after
specific treatment. They also present significant proteinuria,
evidencing glomerular injury and high FE,,, suggesting

possible proximal tubule damage. MCP-1 is increased in VL

N=16 N=13 i patients, constituting a new kidney dysfunction biomarker in
Uoe Ty (MOsm/Kg) 4784107 744+182 <0,001 VL, which points to the occurrence of subclinical renal
Ug. T, (MOsm/Kg) 516113 743+189  <0,001 inflammation.
Uoer/ Poer To 1,63+0,37 260+067  <0,001
Uoer/ Posm Ta 1,78+0,40 2,54+0,63 0,001 REFERENCES
pH- venous T, 7,37x0,05 7,39%0,05 0,508 1. da Silva Junior GB, Guarddo Barros EJ, de Francesco Daher E. Kidney
Involvement Iin leishmaniasis — a review. Braz J Infect Dis 2014 Mar 29. pii:
PH - venous T, 7,36%£0,05 7,39%£0,05 0,932 S1413-8670(14)00058-0. doi: 10.1016/j.bjid.2013.11.013. [Epub ahead of print].
HCO, T, (mEg/L) 29 0+2 0 29 0+4 0 <0 001 2. Oliveira MJC, Silva Junior GB, Abreu KL et al. Risk Factors for acute kidney
| ’ o ’ injury in visceral leishmaniasis (Kala-Azar). Am J Trop Med Hyg 2010; 82: 449-
HCO,; T, (mEq/L) 21,020 26,010 <0,001 453.
3. Daher EF, Rocha NA, Oliveira MJ et al. Renal function improvement with
Uph To 0,99+0,94 9,00£0,54 0,149 pentavalent antimonial agents in patients with visceral leishmaniasis. Am J
Uy T, 57140,84 5.0840.43 0,018 Nephrol 2011; 33: 332-336.

G) Acute Renal Failure. G2) Human studies.
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