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Segmental Maternal Uniparental Disomy 16 with Symmetric Fetal Growth Restriction

DENG Ni, YIN Yu-zhu, HAO Xiu-lan, ZHANG Jun, LIN Jun-wei, HOU Hong-ying
(Department of Obstetrics, The Third Affiliated Hospital, SUN Yat-sen University, Guangzhou 510630, China)

Abstract: [objective] To explore the cause of idiopathic symmetric fetal growth restriction with the Genome-wide human single
nucleotide polymorphisms array (SNP array). [ Methods] The amniotic fetal cells of 36 women who had high risk of Down’s syndrome
by serum screening and had signs of fetal growth restriction before 20 weeks of gestation by serial ultrasound examination were carried
out G-banded chromosome karyotype analysis. 34 of these women had normal karyotype. Fetal cells in the amniotic fluids of them and
peripheral blood cells of parents were carried out genetic analysis by genome-wide human SNP array. [ Results] Two cases of segmental
maternal uniparental disomy 16 (mUPD 16) were found. The regions of isodisomy of one case located on 16p12.2-p13.3 with the
length of about 21 Mbp and 16q24.1-24.3 with the length of about 4.1 Mbp; the region of the other case located on 16q21-q24.3 with
the length of about 24.1 Mbp.  [Conclusion] Segmental maternal uniparental disomy 16 is probably related with the development of
symmetric fetal growth restriction. The genes that can affect the fetal growth are probably located in the region of 16q24.
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Fig.1 SNP array result of Case 1
SNP array analysis revealed loss of helerozygosity on 16p12.2 -
p13.3 with the length of about 21 Mbp and 16¢q24.1-24.3 with the
length of about 4.1 Mbp.
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Fig.2 SNP array result of Case 2
SNP array analysis revealed loss of heterozygosity on 16¢21-q24.3
with the length of about 24.1 Mbp.
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