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Clinical value of Hepcidin-25,HbA2 and PONI expression levels in predicting
the occurrence of iron deficiency anemia during pregnancy
JIN Yanting ,ZHAO Xingdan \WENG Aihan ,LI Sujiao
Department of Hematology s Hainan Women and Children’s Medical Center ,
Haikou , Hainan 570100,China

Abstract: Objective To explore the value of serum Hepcidin-25, hemoglobin A2 (HbA2) and paraoxo-
nase 1(PON1) levels in predicting iron deficiency anemia during pregnancy. Methods A total of 60 patients
with iron deficiency anemia during pregnancy were included in the observation group,and 60 healthy pregnant
women were included in the control group. The serum levels of Hepcidin-25, HbA2 and PON1 were compared
between the two groups. Receiver operating characteristic (ROC) curve was used to analyze the efficacy of the
three indicators in the diagnosis of iron deficiency anemia during pregnancy,and multiple Logistic regression
was used to analyze the effects of Hepcidin-25,HbA2 and PONI on iron deficiency anemia during pregnancy.
To construct a Nomogram model to predict iron deficiency anemia in pregnancy,and to conduct a Nomogram
model curve correction and clinical net benefit analysis. Results The levels of Hepcidin-25, HbA2 and PON1
in the observation group were significantly lower than those in the control group (P<C0.05). The area under
the curve (AUC) of Hepcidin-25, HbA2 and PONI in the diagnosis of iron deficiency anemia during pregnancy
were 0. 973,0. 915 and 0. 993 respectively,and the cut-off values were 103. 22 ng/mL,2.21% and 556. 89 U/L
respectively. Mutiple Logistic regression showed that Hepcidin-25<C103. 22 ng/mL, HbA2<C2. 21% and
PON1<:556. 89 U/L were the risk factors of iron deficiency anemia during pregnancy (P <C0. 05). The Nomo-
gram model constructed with independent risk factors had been internally tested. Nomogram prediction model
had high clinical application value,and the net income was higher than Hepcidin-25, HbA2 and PON1. Conclu-
sion Hepcidin-25,HbA2 and PONI1 could be used to predict iron deficiency anemia during pregnancy.
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