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[Abstract] Renal anemia, as a common complication of chronic kidney disease, increases the potential risk of cardiovascular events, and

greatly affects the quality of life of patients. The mechanisms leading to renal anemia are very complex, including factors such

as absolute or relative insufficiency of erythropoietin, iron deficiency and metabolic disorders, and hyperparathyroidism. The

exogenous supplementation of renal anemia, correction of iron deficiency and blood transfusion when necessary are the main

treatment methods of renal anemia. In recent years, the clinical application of roxostat has brought new treatment options for

patients with renal anemia, and the in-depth study of fermodulin also provides a new idea for the treatment of renal anemia in

the future.
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