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[ Abstract])
levels in child acute heart failure (AHF). Methods

Objective To explore the changes and clinical value of brain natriuretic peptide(BNP) and copeptin
57 children patients with AHF in our hospital were selected as
the research subjects, including 35 cases of pneumonia complicating AHF and 22 case of congenital heart disease
(CHD) complicating AHF;at the same time, 35 healthy children were selected as the healthy control group and 30
cases of pneumonia in children with pneumonia without power failure as control group. The plasma levels of copeptin
and BNP were compared among various groups, and their correlations with cardiac function parameters were also
compared. Results The plasma copeptin and BNP levels in the AHF group, pneumonia complicating AHF group and
CHD complicating AHF group were significantly higher than those in the pneumonia control group and the healthy
control group,the differences were statistically significant(P<C0. 05) ;in which, the plasma copeptin and BNP levels
during AHF stage in the AHF group, pneumonia complicating AHF group and CHD complicating AHF group were
significantly higher than those in the recovery stage, the differences were statistically significant (P<C0. 05). the plas-
ma copeptin and BNP levels in the moderate AHF group and the severe AHF group were significantly higher than
those in the mild AHF group, while the severe AHF group was higher than the moderate AHF group(P<C0. 05). The
correlation analysis showed that plasma copeptin and BNP levels during the AHF stage were negatively correlated
with LVEF and CICP<0. 05) , while plasma copeptin and BNP levels during the recovery stage had no obvious corre-
lation with LVEF and CI(P>>0. 05). Conclusion Copeptin and BNP have important significance for the early diagno-

sis,condition evaluation, treatment guidance and prognosis in child AHF.
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