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Predictive value of plasma brain natriuretic peptide in IVIG-resistant Kawasaki disease

WANG Xiao—xiao , ZHOU Yu-hui , WANG Qian , ZHENG Rong—xiu

(Department of Pediatrics , General Hospital, Tianjin Medical University, Tianjin 300052, China)

Abstract Objective: To discuss the predictive value of plasma brain natriuretic peptide (BNP) in initial intravenous immunoglobulin
(IVIG ) —resistant Kawasaki disease (KD).

divided into two groups: IVIG-responsive and IVIG-resistant. The clinical features and laboratory data were obtained and analyzed by

Methods: Medical records of 102 children with KD were reviewed. Subjects were then

ROC. Results: Of 102 patients ,14 (13.7%) children with KD were not responsive to IVIG treatment. For the two groups of KD patients,
the levels of plasma BNP,WBC and CRP in IVIG-resistant group were higher than the IVIG-responsive group. There were a significant
positive linear correlation between BNP and CRP (-=0.37, P=0.02) and a negative linear correlation between BNP and Na* (=-0.33, P=0.01).
When the level of plasma BNP was 746.3 ng/L, the predictive sensitivity in patients with KD was 0.917, and the specificity was 0.674.
Conclusion: The increase of plasma BNP level can be used to predict whether children with KD are responsive to IVIG treatment,
especially when the level of plasma BNP is higher than 746.3 ng /L.
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