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Table 1. Common cause of iron deficiency anemia
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Causes

Chronic blood loss

Gastrointestinal (peptic ulcer, gastritis, esophageal varix, diverticulitis, inflammatory bowel disease,

hemorrhoid, angiodysplasia) and genitourinary (menorrhagia, intravascular hemolysis)
Drugs (non-steroidal anti-inflammatory drugs, salicylates, anticoagulants)

Impaired iron absorption
Helicobacter pylori infection

Gastrectomy (partial or total), inflammatory bowel disease, autoimmune atrophic gastritis,

Iron-refractory iron deficiency anemia (7MPRSS6 mutation)

Drug (proton-pump inhibitors)
Increased iron requirement
Others

Erythropoiesis stimulating agents use

Rapid growth (adolescence), pregnancy (2nd and 3rd trimester)

Chronic kidney disease (iron deficiency anemia result from chronic blood loss during dialysis and
impaired absorption associated with systemic inflammation conditions)
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Table 2. Laboratory results of iron deficiency anemia, anemia of chronic disease, or both

Iron deficiency anemia

Anemia of chronic disease Both conditions

Iron Reduced
Total iron binding capacity Increased
Transferrin saturation Reduced
Ferritin Reduced
Soluble transferrin receptor Increased

Reduced Reduced
Reduced to normal Reduced
Reduced Reduced

Normal to increased Reduced to normal

Normal Normal to increased
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Table 3. Intravenous iron preparations available in Korea

Agents Typical replacement dose

Iron sucrose 200 mg over 15-60 min, 300 mg over 1.5 hr, or 500 mg over 4 hr; repeat 1-2 times per week for
total dose of 1,000-1,500 mg

Ferric carboxymaltose 500 mg over 15-30 min; repeat 1 session per week for total dose of 1,000-1,500 mg
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