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Anemia remains a global health challenge, with anemia associated with chronic diseases being the second
most frequent cause. Among these, chronic kidney disease (CKD) and heart failure (HF) are frequently associated
with anemia, which impairs both quality of life and clinical outcomes. In recent years, sodium-glucose cotransporter
2 (SGLT2) inhibitors have demonstrated significant cardiovascular and renal benefits in patients with diabetes,
CKD, and HF. Current evidence suggests that SGLT2 inhibitors may also exert beneficial effects on anemia through
mechanisms such as enhanced erythropoietin production and reduced inflammation-mediated suppression of
erythropoiesis. This review summarizes findings from clinical trials and observational evidence to explore the
mechanistic pathways and clinical implications of SGLT2 inhibitors in anemia management. However, important
challenges remain, including insufficient long-term safety data and variability in treatment response among different
patient populations. Further large-scale randomized controlled trials are needed to establish the role of SGLT2
inhibitors in anemia treatment and to refine their clinical application.



