Anemia Due to Chronic Kidney Disease:
Therapeutic Landscape & Scientific Discovery

Anemia due to chronic kidney disease (CKD) is multifactorial, primarily arising from
insufficient synthesis of EPO, EPO resistance, disordered iron homeostasis, and inflammation.'?

The treatment landscape had remained largely unchanged for 30 years until the arrival of
hypoxia-inducible factor prolyl hydroxylase inhibitors (HIF-PHIs), which represents the
most recent scientific discovery in the treatment of anemia due to CKD.**
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*Decision to start ESA for NDD-CKD should be individualized based on rate of Hb concentration decline, prior response to iron therapy, risk of needing
transfusion, risk related to ESA therapy, and anemia symptoms. tFor DD-CKD, ESA should be initiated to prevent a decline in Hb to <9.0 g/dL.

Scientific Discovery?4*

Pharmacological stabilization of hypoxia-inducible factor by HIF-PHlIs is a recent scientific discovery that mimics the
body’s physiological response to hypoxia and addresses the underlying mechanisms of anemia due to CKD.
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Abbreviations List: CKD, chronic kidney disease; DD, dialysis-dependent; EPO, erythropoietin; ESA, erythropoiesis-stimulating agent; Hb, hemoglobin; IV,

intravenous; KDIGO, Kidney Disease: Improving Global Outcomes; NDD, non—dialysis-dependent; PHD, prolyl hydroxylase domain; RBC, red blood cell.
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