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Abstract Objective: To investigate the relationship between RET proto—oncogene exon 13 DNA Polymorphism and Hirschsprung’s
disease. Methods: Genomic DNA was extracted from whole blood samples from 74 patients with Hirschsprung’s disease and 53 control
children. Polymerase chain reaction (PCR) amplified the 13 exon of the RET proto—oncogene. Direct DNA sequencing was carried out after
purification, and gene expression was detected. Results: In HSCR group and control group, T769G polymorphism was found. The genotype
frequencies of T769G were GG78.27%, GT18.93% and TT2.8% in HSCR group, and GG58.5%, GT15.1% and T126.4% in control group.
The allele frequencies of T769G were G87.84% and T12.16% in HSCR group, while in control group the frequencies were G66.0%, T34.0%.
Significant statistic difference was found in genotype and allele frequency (x’=18.383, P<0.001; x*=19.834, P<0.001 ). Conclusion: These
findings suggest that the T769G polymorphism in the RET proto—oncogene Exon 13 may contribute to the occurrence of Hirschsprung’s
disease.
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Fig1 Exon 13 of RET gene 769 loci heterozygous with G/T genotype
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Fig 2 Exon 13 of RET gene 769 loci homozygote with G/G genotype
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Fig3 Exon 13 of RET gene 769 loci homozygote with T/T genotype
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