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[Abstract] Objective To clarify whether the N-terminal pro-brain natriuretic peptide (NT-proBNP)
levels before coronary angiography (CAG) is a useful and reliable biological marker that can independently
predict the development of contrast-induced nephropathy (CIN). Methods A total of 228 patients with acute
chest pain, who admitted to authors” hospital during the period from June 2014 to December 2014, were
enrolled in this study. Within 24 hours before CAG, the serum NT-proBNP, serum creatinine (SCr), cystatin
(Cys) C, blood urea nitrogen (BUN) and uric acid (UA) were tested; and at 24, 48 and 72 hours after
CAG, NT-proBNP, SCr, BUN and UA were checked. According to modified dietary for renal diseases
(MDRD) formula, the estimated glomerular filtration rate (eGFR) was calculated. Based on the occurrence of
CIN or not, the patients were divided into CIN group (n=36) and non-CIN group (n=192). The subject
characteristic curve and Logistic regression analysis were used to evaluate the predictive value of NT-proBNP
for CIN before CAG. Results NT-proBNP levels determined before CAG in CIN group and non-CIN group
were (1 065.41+275.08) pg/mL and (533.02+489.32) pg/mL respectively (P<0.05). The area under curve
(AUC) of NT-proBNP was 0.821 (95%CI1=0.768-0.875), the predictive sensitivity and specificity for the
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occurrence of CIN were 77.8% and 78.0% respectively. Logistic regression analysis indicated that NT-proBNP

level before CAG was a risk factor of CIN. The incidence of CIN in patients with higher NT-proBNP level was

2.42 times than that in patients with normal NT - proBNP level. Pearson correlation analysis showed that a

positive correlation existed between pre-CAG NT-proBNP level and post-CAG elevated absolute value of SCr
(OR=0.17, P=0.01). Conclusion Pre-CAG NT-proBNP level is a simple, convenient, reliable and useful
biological marker for prediction of CIN in patients with acute chest pain after CAG.(J Intervent Radiol, 2018,

27. 817-821)
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