Single-cell transcriptome analyses further elucidate the mechanism of
action of EED inhibition on HbF induction
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People living with SCD can have additional mutations that cause a condition known as hereditary persistence of
fetal hemoglobin (HPFH), which leads to reduced or no symptoms in patients with SCD
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Library quality was analyzed by bioAnalyzer (Agilent). Libraries were quantified by the KAPA library
guantification kit (Roche 07960336001). Sequencing was performed on the Novaseq 6000 platform

M ET H O D S with 150bp paired-end sequencing (lllumina). CO N C L U S | O N S
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