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[Abstract] Objective To evaluate the contribution of chromosomal microarray analysis (CMA) in the
prenatal diagnosis of fetal growth restriction (FGR). Method Ninety-five FGR cases between March
2013 to May 2015 were retrospectively analyzed. All of cases were evaluated by traditional karyotype while
68 cases were evaluated by CMA. Results Chromosomal aberrations were detected in 8. 42% of the cases
(8/95) by karyotype analysis , while in 14. 71% of the cases (10/68) by CMA. In cases with normal kar-
yotype, CMA identified significant abnormalities in 8. 33% of FGR cases. The aberrations detected by

CMA include uniparental disomy 2, microdeletions or microduplications of 5q12. 1, 19pl3. 3pl3. 2 and
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11pl14. 3, containing PMP22, ERCC8 and C3 gene. Conclusions

netic diagnosis of FGR.
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CMA is an effective method for the ge-
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