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ABSTRACT: Inflammation arises from various etiologies, including autoimmune disorders, chronic diseases, aging and many other
complications , and can easily develop into anemia. The anemia of inflammation (AI) is most often normocytic and normochromic and is
usually mild. Characteristic changes in systemic iron handling, erythrocyte production and erythrocyte life span all contribute to Al The
preferred treatment is directed the underlying disease, however, when the etiology is not clear or difficult to diagnose, there are limited
ptions for treatment. The role of hepcidin was also studied and revealed as the technology for quanttative analysis improves. Recent in-
sight concerning the regulatory pathways that modify hepcidin expression have identified novel targets for drug development. Due to the
great advances in treatment, the analysis of normalized hemoglobin on disease outcomes will confirm whether anemia is a reversible con-
tributor to the morbidity and mortality associated with inflammatory diseases.
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Fig.1 Erythroid precursors mature in the bone marrow around the center macrophage mature (A); Hemoglobin synthesis, the erythroid precursors to

extrude the nuclear and enter blood circulation (B); Aged RBC's are organized in engulfed by macrophages, returned iron recycle. (C); Through the double

iron transferrin, iron return to erythron
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Fig.2 Circulating hepcidin concentration is regulated by molecular
mediators that communicate the status of iron stores (Tf, TfR, TfR2, HFE,
HJV, BMP-6, Smad4), inflammation (IL - 6), and erythriod drive(GDF15,
TWSG, and others). hepcidin promotes the internalization and degradation
of membrane transferrin on tissue macrophages. Erythrophagocytosis and
inflammation also transcriptionally and translationally regulate membrane

transferrin in the macrophages.
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Table 1 Index for clinical diagnosis of inflammatory anemia

Test Abbreviation Result Conclusion
Reticulocyte hemoglobin content CHr <28 pg Functional iron deficiency
Serum ferritin sFt <30 ng/mL Iron deficiency
Soluble transferrin receptor /log serum ferritin sTfR/log sFt <0.8 Iron deficiency with inflammation
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