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Introduction

Hao-Fountain syndrome (HAFOUS) is a neurodevelopmental disorder characterized by global developmental delay, variable intellectual disability and behavioral abnormalities. HAFOUS is caused by heterozygous loss-of-function variants in USP7.
To date, there are approximately 60 cases reported describing postnatal phenotype. Information about prenatal phenotype is significantly limited with a single case of fetal cystic hygroma reported. Other congenital anomalies described include
heart defects and contractures. However, the fetal phenotype of HAFOUS largely remains unknown. We present three cases with fetal hydrops in combination with USP7 variants including a novel splice site variant and two copy number variants.
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