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BACKGROUND Somatic gene therapies developed for B-haemoglobinopathies - sickle cell disease and f- RESULTS Although the data are too limited to support firm conclusions, these observations suggest that the
thalassemia — aim at stable rexpression of high level of foetal haemoglobin (HbF) are transforming the impact of HbF induction during pregnancy might vary by underlying haemoglobinopathy. In SCD, an HbF level
contemporary therapeutic landscape. HbF, expressed during in utero life and physiologically silenced after between 10%-50% appears protective while in thalassemia, very high levels (>50%) might be associated with
birth, has a higher affinity for oxygen allowing for transplacental exchange of oxygen. Its persistence at impaired fetal growth (Figure 1). Interestingly enough, in those with HbF levels >50%—comparable to post-
significant levels in the maternal circulation could impair foetal oxygenation during subsequent pregnancies. gene therapy levels—rates of fetal growth restriction were markedly higher (Table 1). Almost half of neonates

(6/13) were <3rd percentile, and an additional 8.3% (2/13) were between the 3rd and 10th centiles. While
METHODS To anticipate the obstetric risks in this emerging population, we synthesize existing evidence on maternal complications remained modest, mainly anemia (8.3%) and transfusion requirement (13.9%),

pregnancy outcomes in women with hereditary persistence of foetal haemoglobin (HPFH)—a naturally obstetric outcomes were less favorable, with preeclampsia in 8.3% and low birth weight in 31.5% of cases.
occurring model of elevated HbF—to apprehend potential maternal and foetal impacts in individuals having

undergone gene therapy for B-haemoglobinopathies.

As gene-editing therapies are offered to
teenagers and young adults, and includes fertility preservation
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