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Changes and Significance of Serum TNF-a, VEGF and CK-MB Combined with
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Abstract: Objective To investigate the changes and clinical significance of serum tumor necrosis factor-a
(TNF-q@) ,vascular endothelial growth factor (VEGF) and serum creatine kinase muscle/brain (CK-MB) com-
bined with plasma D-dimer in children with bronchiolitis. Methods 80 bronchiolitis children treated in the
hospital from October 2015 to October 2016 and 30 healthy infants (control group) were selected. According
to the severity of the disease,80 children with bronchiolitis were divided into severe group (44 cases) and mild
group (36 cases). All children received the anti-infection, expectorant, antiasthmatic and other conventional
treatment. The levels of following indicators before treatment and post-treatment 6 days were measured re-
spectively,including serum TNF-¢ and VEGF (ELISA),plasma D-dimer (latex-enhanced assay),and CK-MB
(automatic biochemical analyzer). Results Before treatment, the serum levels of TNF-o, VEGF, CK-MB and
plasma D-dimer in severe group and mild group were significantly higher than those in control group, the

difference was statistically significant (P <C0. 05); Spearman rank correlation analysis showed that serum

TNF-o, VEGF,CK-MB, D-dimer levels were closely related to bronchiolitis,and VEGF had the highest rele-
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vance (r=0.882,P=0. 000); The correlation values of the CK-MB, D-dimer and TNF-q were 0. 844,0. 798,
and 0. 678, respectively (P<C0. 001); The serum levels of TNF-o, VEGF,CK-MB and plasma D-dimer at the
post-treatment 6 days of severe group and mild group were significantly decreased (P<C0. 05);In the severe
group,36 patients had relieved along with the decrease of each indicators (P<Z0. 05) ,and for the 8 cases with-
out remission,the levels of those indicators were lower than those before treatment (P<C0. 05),but still been
highly expressed. In the mild group,all children were relieved. At the post-treatment 6 days,the serum levels
of TNF-o, VEGF,CK-MB and plasma D-dimer in the severe group were still significantly higher than those in
the control group (P<C0. 05). Conclusion The changes of serum TNF-o, VEGF,CK-MB and plasma D-dimer
levels are closely related to the occurrence and development of bronchiolitis,and the study has showed that the

expression levels are positively correlated with the disease severity,so the dynamic monitoring of level changes

can be used to assess the severity and prognosis of bronchiolitis.
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