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Mini Review
Hepcidin was found as a tiny bactericidal peptide in human 

blood and urine called a liver-expressed antimicrobial peptide 
(LEAP). Hepcidin acts as a homeostatic regulator of systemic iron 
metabolism as well as a host defense mediator. The liver, which 
is the prominent location of hepcidin synthesis and secretion, 
is considered to sense circulating iron and iron storage [1]. Soul 
of this article explores hepcidin relation with anemia and liver 
diseases regarding the latest work published. Hepcidin, synthesis 
is primarily influenced by bone marrow erythropoietic activity, the 
quantity of circulating and stored body iron, and inflammation [2]. 
Increased and decreased hepcidin levels are highlighted in many 
diseases, but the highest lighting is iron deficiency and related 
disorders. Iron deficiency is the etiology of a disease cluster. Iron 
deficiency and anemia can be diagnosed by estimation of hepcidin 
as a diagnostic marker [3,4]. Anemia can be divided into two types 
based on their hepcidin levels: anemias with high hepcidin and 
low hepcidin levels. Intuitively, chronically elevated hepcidin levels 
induce iron deficiency anemia by inhibiting iron absorption and 
reducing iron bioavailability to erythropoiesis. In contrast, iron-
loading anemias, which have low hepcidin levels and iron overload, 
are characterized by inefficient erythropoiesis [5]. In few pieces of 
research, it is published that opposing hepcidin deregulation may 
cure anemia in preclinical animals providing novel strategies that 
are now or will soon be investigated for the treatment of certain 
anemias [6,7].

Infection, inflammation, erythropoiesis, and hypoxia all 
affect hepcidin levels. Inflammation and infection raise hepcidin 
levels, but hypoxia and erythropoiesis lower its level. Anemia 
of chronic illness is most likely caused by unopposed hepcidin 
production due to continuous chronic inflammation [8]. Anemia 
of inflammation and low blood hepcidin levels were discovered to 
coexist in chronic liver disease patients. In these individuals, the 
expression of duodenal proteins involved in iron absorption was 
either reduced or unchanged. Despite liver illness, the hepcidin 
response to increased body iron levels or inflammation appeared 
to remain functioning in these individuals [9]. Hepcidin levels have 
previously been associated with liver injury. In nonalcoholic fatty 
liver disease (NAFLD), there was a significant inverse correlation 
between hepcidin, immunoreactivity, and fibrosis. However, serum 
hepcidin levels were significantly higher, implying that these 
patients experienced a reduction in the liver’s hepcidin-producing 
ability. In response to above iron levels lead to subsequent fibrosis. 
As a result, hepcidin levels can be utilized as markers to track the 
development of fibrosis in NAFLD patients [10]. Hakan, et al. did 
a study to see if there was a link between blood hepcidin levels at 
the fibrosis stage and serum iron parameters in individuals with 
chronic hepatitis B (CHB). They discovered that decreased hepcidin 
levels and elevated ferritin and transferrin saturation level were 
linked to the severity of fibrosis [11]. 

The published scientific data stamps that plasma hepcidin 
measures may help detect iron-related problems. The therapeutic 
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targeting of the hepcidin-ferroportin system is a potential new 
approach for developing better iron disorders therapies [12]. 
Different types of chronic liver damage are linked with lower 
hepcidin mRNA levels, although the consequences on iron status 
vary. More excellent knowledge of the interplay between diverse 
stimuli, both positive and negative, on hepcidin regulation is an 
essential research focus, elucidating the reasons for the differential 
impact of different chronic injuries on iron homeostasis [13]. 
Future research should offer a clearer understanding of how 
hepcidin expression dysregulation and altered iron homeostasis 
affect the course of liver illnesses and whether they are a cause 
or a result of these pathologies. The recent invention of assays 
for measuring hepcidin in serum and urine has opened up new 
avenues for research into hepcidin regulation in the human body. 
The use of these assay in diagnosing and medical treatment will 
ease in eradicating health problems. On-going human research 
should provide us with additional knowledge on the genesis of 
iron metabolism disorders, allowing us to develop novel treatment 
methods. Our understanding of hepcidin’s molecular and cellular 
biology will enable rational treatments that use agonists and 
antagonists of hepcidin activity, and such drugs are currently being 
investigated in clinical trials. Extensive, homogenous cohort studies 
are needed to address connections between iron overload, liver 
enzymes, and liver function and investigate the potential value of 
hepcidin in monitoring fibrosis development, liver disorders, and 
anemia.
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