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Introduction Results Discussion
Derangement of hepcidin-iron axis in
chronic liver disease (CLD) has been
implicated in the development of hepatic
iron overload which is associated with
accelerated progression of liver disease.
Hepcidin is a proposed biomarker for
monitoring CLD and has been shown to

1379 records were retrieved after removing duplicates. 24 studies| Serum hepcidin in CLD is influenced by
met inclusion criteria. Compared to healthy controls, serum hepcidin| several factors including systemic iron status,
was significantly lower in chronic hepatitis C (11 studies) [mean| inflammation, liver synthetic capacity,
difference -0.93 (95% Cl: -1.5 to -0.36), p< 0.01] [Figure 1A] and| presence of metabolic syndrome etc.
alcohol associated liver disease (3 studies) [mean difference -1.21| Targeted therapy should be tailored based on
(95% Cl: -1.97 to -0.46), p< 0.01] [Figure 1B]. There was a trend for| the underlying mechanism.
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