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Results from the Completed HGB-205 Trial of LentiGlobin for B-thalassemia and LentiGlobin for Sickle Cell Disease Gene Therapy
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INTRODUCTION RESULTS: SEVERE SICKLE CELL DISEASE RESULTS: TRANSFUSION-DEPENDENT B-THALASSEMIA

* B-globin gene addition into hematopoietic stem cells (HSCs) has the potential to Table 1. SCD patient and treatment characteristics

Figure 3. Hemolysis markers post-LentiGlobin treatment Table 4. Patient and treatment characteristics Figure 7. Dyserythropoiesis markers post-beti-cel treatment
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