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BOLD MRI in evaluation of renal oxygenation in
primary nephrotic syndrome
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[Abstract] Objective To evaluate the renal oxygenation in patients with primary nephrotic syndrome (PNS) using BOLD
MRI. Methods Twenty patients with untreated first-onset PNS and 18 healthy control subjects underwent BOLD MRI.
The R2" of renal cortex and medulla were measured. Blood and urine samples were obtained on the day of MRI, and the pa-
tients underwent renal biopsy after MRI. The renal tubulointerstitial damage scores (TIDS) were determined using Katafu-
chi criteria. All patients received corticosteroids within 7 days after MRI and were followed up for 12 months. The differ-
ence of R2" levels between the PNS patients and controls were compared, and the correlations between R2" values and
TIDS, laboratory parameters (eGFR, etc. ) were tested. Results R2" values of renal medulla in PNS patients significantly
decreased compared that of the controls (r=—9. 270, P<C0.001). R2" values of renal medulla in PNS patients were nega-
tively correlated with eGFR (r=—0. 462, P=0.040) and positively correlated with TIDS (»=0. 809, P<(0.001). There
was a slight tendency for higher R2” values of renal medulla in individuals with poor prognosis. Conclusion BOLD MRI is
a noninvasive method for the detection of renal oxygenation changes, which can evaluate the renal function and tubulointer-
stitial impairment, as well as prediction of the prognosis for PNS patients.
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