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Abstract Objective; To explore the clinical diagnostic value and significance of hepciden level by detecting the
expression of serum hepcidin before and after treatment of infant iron deficiency anemia(IDA) with or without vitamin D
deficiency. Methods: A total of 60 cases of infamt IDA were divided into A and B groups, the group A consisted of 20
IDA infants with vitamin D deficiency, group B consisted of 48 IDA infants without vitamin D deficiency and the control
group included 26 healthy infants. Blood examination including HGB, MCV, MCH and MCHC was performed by
hematological analyzer, the level of serum ferritin was assayed by chemiluminescence immunoassay, the levels of
hepcidin and 25 - (OH) D were assayed by ELISA. Results: The levels of serum hepcidin in group A, B and control
group before treatment were (29.16 +7.50), (27.11 £7.10) and (29.25 £8.39) ng/ml, respectively (P >0.05).
The level of serum hepcidin in group A and B after treatments was significantly higher than that in control group
[(36.21 +5.68)ng/ml vs (29.25 +8.39)ng/ml, P <0.01; (34.16 £4.54) ng/ml vs (29.25 £8.39)ng/ml, P <
0.01] ; but there were no significantly difference between group A and B(P >0.05). The serum ferritin positively
correlated with hepcidin in group B both before and after treatments (7 = 0. 352 and 0. 367, P <0.05, P <0. 05).
Conclusion; The level of serum hepcidin has an important significance in poccess of evaluatng for therapeutic effect in
infant iron deficiency anemia, but the interference effect of vitamin D deficience should be eliminated when the
expression level of hepcidin is applicated for diagnosis and differential diagnosis.
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Table 1. HGB, MCV, MCH, MCHC, SF, hepcidin
and 25 - (OH) D levels in group A before and after
treatment

Before treatment After treatment

Parameter

(ng/ml) (ng/ml)

HGB(g/L) 76.45( £12.50)  99.33( +9.13) **
MCV({L) 61.61( £5.66)  67.74( £5.61)" "
MCH( Pg) 17.31( £2.98)  20.61( £3.17) **
MCHC(g/L) 279.61( £28.62) 290.78( £27.83)

SF(ng/ml) 7.08( £3.85)  24.24( £12.17)""
Hepcidin( ng/ml) 29.16( £7.50)  36.21( +5.68) **
25 - (OH)D(ng/ml) 12.02( £2.78)  15.11( £3.33) "

**P<0.01, compared with level before treatment.

Table 2. HGB, MCV, MCH, MCHC, SF, hepcidin
and 25 - (OH) D levels in group B before and after
treatment

Before treatment After treatment

Parameter

(ng/ml) (ng/ml)
HGb(g/L) 86.41( +14.86) 106.36( +10.47) " *
MCV({L) 64.94( £6.75)  70.00( +4.78) **
MCH( Pg) 19.31( £3.29)  21.78( £2.61)**
MCHC(g/L) 295.72( +21.66) 304.08( +24.06)
SF(ng/ml) 7.99( +£3.53)  25.96( £12.29)**
Hepeidin( ng/ml) 27.11( £7.10)  34.16( +4.54) **

25 - (OH)D(ng/ml) 23.85( +4.28) 24.59( +3.70)

**P<0.01, compared with level before treatment.
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JRITHET A 241 B 41 N ER4A IfL7F hepeidin /K45 4
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hepeidin 7K3E43 5 24 (36. 21 £5.68 Y ng/ml, (34. 16
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Figure 1. Correlation between serum hepcidin and ferritin
levels before treatment in group B
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Figure 2. Correlation between serum hepcidin and ferritin
levels after treatment in group B
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