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— ~ERNE#H S A AR EPO (Recombinant

Human Erythropoietin, rHUEPO)
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— R\ FEE R 518 T El (Hypoxia-Inducible

Factor Stabilizer)
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New Treatment of Anemia in Chronic
Kidney Disease
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Anemia is the major complications of chronic kidney disease, usually begins in the early
stage of chronic kidney disease. There are many factors that cause anemia in chronic kidney
disease, the main reason is due to the insufficient production of erythropoietin (EPO). Untreated
anemia can cause congestive heart failure, decreased exercise capacity, cognitive dysfunction
and fatigue. The improvement of anemia not only reduces cardiovascular disease morbidity and
mortality but also improves quality of life, and significantly increases the survival rate. For the treat-
ment of renal anemia, traditional erythropoiesis-stimulating agents (ESAs), ie. recombinant human
EPO (rHUEPO) Aranesp and CERA are preferred. Other clinical trials or new developing treatments
of renal anemia include peginesatide, hypoxia-inducible factor stabilizer (HIF stabilizer), hepcidin,
GATA2 inhibitors and EPO gene therapy. We will review for the current clinical usage of new devel-
oping drugs in the treatment of renal anemia. (J Intern Med Taiwan 2013; 24: 118-122)



