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Cardio-renal-anemia syndrome &

Erythropoietin Stimulating Agents (ESA)
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Abstract

Recent studies have revealed that chronic kidney disease (CKD)is linked to the risk of devel-
oping not only end-stage renal disease, but also cardiovascular disease (CVD). Anemia is in-
creasingly recognized as a potential risk factor for CVD in CKD patients at an earlier stage. Re-
combinant human erythropoietin (rHuEPO) is indicated for the treatment of anemia in CKD pa-
tients. Numerous studies, including many randomized controlled trials, have demondtrated that
treating renal anemia with EPO reduces transfusion requirement, improves cardiac function and
ameliorates the quality of life. In this review, we discuss epidemiologic evidence, pathophysi-
ologic mechanisms and current research findings highlighting “cardio-renal-anemia syndrome”
which means the role of anemia as a potential modifiable risk factor for CVD in CKD patients.

Key words : Cardio-renal anemia syndrome, ESA, CKD, CVD



