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Discussion of iron metabolism abnormality and related indicators in hepatitis B
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Abstract : Objective

their clinical significance. Methods

To study the relationship among iron metabolism indicators in the patients with hepatitis B and to analyze
Serum ferritin,iron and hepcidin were detected in 96 cases of hepatitis B and 58 negative control
subjects. The above indicators detected results and their relationship were analyzed. Results Compared with the control group,ser-
um ferritin and serum iron concentration in the hepatitis B group were increased, he difference was statistically significant (P<C
0. 05) ;serum ferritin and serum iron concentration in the hepatitis B group demonstrated the positive correlation (P<C0. 05) ;serum
ferritin in the patients with hepatitis B was negatively correlated with hepcidin (P=0. 018). Conclusion The patient with hepatitis
B often have the iron metabolism abnormality.and the iron metabolism indicators is expected to be an assessment indicator of treat-
ment and prognosis in the patients with hepatitis B.
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