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[ Abstract]  Sickle cell disease (SCD) is an inherited anemia disorder due to the mutation of B-globin

gene encoding hemoglobin peptide. SCD patients present with homozygous inheritance of hemoglobin S(HbS).
HbS can form gel structure within the capillary with low oxygen tension, which leads to rigid sickle mass twisted
by the red blood cells. The sickle red blood cells fail to penetrate the capillary. In addition, the gelation of
HbS increases the blood viscosity, blocks capillary vessels and provokes ischemia of topical tissues and organs.

Kidney is the common organ affected by SCD and significantly influences the clinical prognosis. This paper

summarizes the recent research progress on the kidney injuries caused by SCD.
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