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Cytogenetic and molecular genetic analysis of Down’s Syndrome-287 cases
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[ Abstract JObjective: To better understand the karyotype distribution of the patients with Down’s syndrome (DS) who have been finally
diagnosed in our hospital. To compare the strengths of G-banding karyotype analysis and FISH (Fluorescence In Situ Hybridization,
FISH) in diagnosing the DS patients with the Chromosome mosaicism and Calculating the percentage of abnormal karyotypes. Methods :
Blood of the patients who were likely to suffer from DS was selected for G-banding karyotype analysis to describe the karyotype

distribution. 5 of the finally diagnosed patients with the chromosome mosaicism were randomly selected for FISH to compare the percentage
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of abnormal karyotypes of the two methods. Results: 287 DS
patients were diagnosed, 91.29% of whom had the simple
karyotype. Among the patients with the translocation karyotype,
11 D/G translocation karyotype were detected ,accounting for
73.33% ,while 4 G/G translocation karyotype were diagnosed,
constituting 26.67% . One patient with both of the translocation
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