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Changes and Significance of Serum 8 — hydroxy — 2’ — deoxyguanosine in Kawasaki Disease Children with Coronary Artery Lesions. Xu
Haitang ,Wu Rongzhou ,Rong Xing. Children's Heart Center, The Second Affiliated Hospital & Yuying Children's Hospital, Institute of Car-
diovascular Development and Translational Medicine, Wenzhou Medical University, Zhejiang 325027 ,China

Abstract Objective To investigate the changes of serum 8 — hydroxy — 2’ — deoxyguanosine (8 — OHDG ) in Kawasaki disease
(KD) children and to explore the importance of 8 — OHDG in predicting the severity of coronary artery lesions in Kawasaki Disease.
Methods The serum 8 — OHDG was measured in KD patients group (n =60) ,fever patients group(n =12) and health control group
(n=12) by ELISA method. Among the KD patients, 30 KD patients were in acute stage ( 10 cases had coronary artery lesions, 20 coro-
nary were normal) and 30 patients were in recovery stage. The serum 8 — OHDG and brain natriuretic peptide (BNP) were also compared
between patients with coronary artery lesions (CALs) and patients with no coronary artery lesions ( NCALs). ROC curve analysis was
used to test the 8 - OHDG and BNP predictive values in KD with coronary artery lesions. Results The serum level of 8 - OHDG was
higher in acute KD patients than recovery KD patients, fever patients and healthy children (P <0.05). The serum 8 - OHDG was higer in
CALs patients than the NCALs patients (P <0.05). The serum BNP was higer in CALs patients than the NCALs patients (P <0.01). A-
nalysis of the ROC curve showed that serum 8 — OHDG had a positive predictive value of 64.3% and a negative predictive value of 93. 8%
for distinguishing KD with CALs from KD NCALs when cutoff value was 57. 02pg/ml. The area under the curve was 0. 820. The serum
BNP had a a positive predictive value of 47. 6% and a negative predictive value of 100% for distinguishing KD with CALs from KD
NCALs when cutoff value was 815pg/ml. The area under the curve was 0.745. Conclusion The serum 8 - OHDG may have better pre-
dictive value than BNP in diagnose KD children with coronary artery lesions.
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