
Introduction

Sartans are angiotensin (AT) II receptor antagonists

(ARAs) that inhibit the binding of angiotensin II to AT1

receptors1. Several reports have described fetal complica-

tions due to maternal sartan intake during pregnancy2,3,

and this class of drugs has been assigned to pregnancy cat-

egory D by the FDA. Fetal side-effects of sartans range

from transient oligohydramnios and intrauterine growth

restriction to renal failure and prolonged anhydramnios

with its sequelae including skeletal deformities, pul-

monary hypoplasia, and fetal-perinatal death2-6. Herein,

we report two cases of infants developing acute kidney in-

jury (AKI) after exposure to valsartan, as documented by

serum creatinine and the use of novel AKI biomarkers

such as urine cystatin-C and neutrophil gelatinase-associ-

ated lipocalin (NGAL)

Case 1

A female neonate weighing 1,660 g was delivered by

cesarean section at 32+4 weeks to a G2 P1 mother who

had been receiving valsartan (160 mg/day) for the preced-

ing two months prior to delivery due to gestational hyper-

tension; maternal systolic/diastolic blood pressure at the
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Abstract

Background: Maternal sartan intake during pregnancy has been associated with several fetal/neonatal complications re-

lated to disturbed renal development. 

Description of cases: We present two cases of neonatal acute kidney injury (AKI) following valsartan administration

during pregnancy and provide evidence for the use of novel AKI biomarkers in these neonates. The first case was a female

neonate, delivered at 32+4 weeks of gestation after maternal valsartan intake from 24 to 32 gestational weeks. In the second

case, ultrasound examination revealed a growth-restricted fetus with severe oligohydramnios following maternal valsartan

intake during the first 29 gestational weeks. In the absence of any improvement in amniotic fluid, the neonate was born at

31+5 weeks. In both cases, AKI was documented after birth, but renal function progressively recovered. Urine cystatin-C

and neutrophil gelatinase-associated lipocalin were found abnormally increased during the first week of life. 

Conclusion: Sartan use during pregnancy is associated with the development of neonatal AKI. Novel urine biomarkers

may be used to document renal injury. Hippokratia 2016, 20(1): 73-75
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CASE REPORT

Table 1. Serial measurements of serum creatinine and urine biomarkers in two neonates with neonatal acute kidney injury

following valsartan administration during pregnancy.

Day of life

Biomarker Case 1 2 5 7 10 15 18

Creatinine (mg/dL) 1 0.8 2.6 5.3 3.94 2.7 1.3 0.9

2 0.9 - 1.58 1.45 - - 0.5

Cystatin-C (ng/mL) 1 406.4 430.4 - 232 - - -

2 472.2 - - 461.6 - - -

NGAL (ng/mL) 1 21.58 20.65 - 22.97 - - -

2 20.7 - - 20.18 - - -

NGAL: Neutrophil gelatinase-associated lipocalin, - : measurement was not performed.




