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[ Abstract]  Objective To investigate the relationship between the serum level of hepcidin and blood
transfusion volume in children diagnosed with aplastic anemia (AA). Methods Thirty children newly-diag-
nosed with AA and without the history of blood transfusion were assigned into the AA group and 30 healthy
counterparts receiving physical examination served as healthy control group. All enrolled children were followed
up for 6 months. According to the blood transfusion volume, 13 AA children with blood transfusion volume <8
U were allocated into the group A, and 17 receiving blood transfusion volume = 8 U into the group B. The ser-
um levels of hepcidin before and 6 months after treatment were quantitatively measured and statistically com-
pared between two groups. Results Before treatment, the serum levels of hepcidin in the AA group were sig-
nificantly higher compared with those in the healthy control group (P <0.01). In the group A, no statistical
significance was identified in the serum levels of hepcidin before and after treatment (P >0.05). In the group
B, the serum level of hepcidin after treatment was significantly higher than that prior to treatment (P <0.05).
In the group B, the serum levels of hepcidin were considerably higher compared with those in the group A after
treatment (P <0.05). Conclusions The serum level of hepcidin in AA children is higher than that in the
healthy counterparts. The serum level of hepcidin is correlated with blood transfusion volume.
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