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Complex maternal uniparental disomy 16 and fetal growth restriction

Wang Ye. Ji Yuanjun, Zhou Yi~

Department of Obstetrics & Gynecology s, The First Affiliated Hospital, Sun Yat-sen University
Guangzhou 510080 ,China

* Corresponding author ; Zhou Yi, E-mail . zhouyi6 @mail. sysu. edu. cn

[ Abstract] Objective To identify the genetic cause for two Chinese fetuses with fetal growth restriction
(FGR). Methods Chromosomal microarray analysis(CMA) was used to detect Region of homozygosity
(ROH) , while Fluorescence in situ hybridization (FISH) was used to identify chromosome abnormalities.
Results In this study, we identified two intrauterine growth restricted fetuses carrying a maternal UPD
16 with segmental hetero- and isodisomy using the Affymetrix CytoScan HD SNP-array and the UPDtool.
We also performed FISH to identity trisomy mosaicism of chromosome 16 (over 95 percent). We then
explored the relationship between clinical abnormalities and UPD 16. Conclusion Considering UPD
mechanism of potential impact on the function of the placenta, the genetic composition of chromosome 16,
we think more studies are needed to further investigate the relationship between FGR and UPD16.
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