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[ Abstract] Objective To investigate the relationship between ¢.1-34G > A and ¢. 539 +62G > C polymorphisms of TFAP-
2B gene and patent ductus arteriosus ( PDA), and explore the possible molecular biological pathogenesis of PDA. Methods
One hundred children confirmed with PDA were selected as study objectives (PDA group), and another 100 healthy children
were served as control group. PCR was employed to amplify all the exons and flanking introns (50 bp at least) of TFAP-2B
gene, and direct forward and reverse sequencing of the PCR products was performed. The acquired sequences of TFAP-2B
gene were aligned with those in GenBank ( Accession Number: NG_008438) by BLAST program to detect the possible single
nucleotide polymorphisms (SNP). Results Two novel SNP of TFAP-2B gene (c.1-34G > A and ¢.539 +62G > C) were
detected in PDA group and control group, which were not included in NCBI and GenBank. The frequencies of allele and
genotype of ¢.1-34G > A in PDA group were significantly higher than those in control group ( allele frequency: Z = -2.513,
P =0.012; genotype frequency: Z = —2.680, P =0.007). There was no significant difference in the frequencies of
allele and genotype of ¢.539 +62G > C between two groups ( allele frequency: Z = —0.332, P =0.74; genotype frequency:
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Z=-0.129, P =0.897).
which may be a risk factor for PDA.

Conclusion

c. 1-34G > A polymorphism of TFAP-2B gene may be associated with PDA,
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BT LH5FIH (5'>37) TH#EIH(5'—37) TR BERE/bp
1 TTTGGTGTGTATCCCCCATT GAGAAAACCGACCGGAAATC 248
2 TCAGATCCTTGCTITCCCITG ACCTCTGGAAATCGCCACTA 825
3 GCATCCCAGATGTCTCTCAAA GCCCTTTCCCCTAATCTGAC 447
4 ACTTCCTCCCTCAGCTTTCC AGCAAAACCCAATCTGCAGT 413
5 AAGGAAGGGGGAAAAATGTC TATGAGCTGGATGTCAAGCG 344
6 AGCTGGCCTTCTCTGGAAAT AATCCGAATCCAGCCTTCTT 432
7 CCACATTAGCCTCGCTCTTC AAAACTGAGGCGTACAACGG 604
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Fig 1 Electrophoretogram of amplification products of TFAP-2B
gene
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Fig 2 Polymorphic sequences of c.1-34G > A in TFAP-2B gene
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Fig3 Polymorphic sequences of ¢.539 +62G > C in TFAP-2B gene
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Tab 2 Frequencies of genotype and allele of c. 1-34G > A in two

groups

HERFER SAEEER
A7
GG GA AA G A
PDA # (= =100) 48 44 8 140 60
FTHHH (n=100) 63 37 0 163 37

£ 3 PDAEMMEMc.539 +62G>C EEBMLMERFEL %
Tab 3 Frequencies of genotype and allele of ¢.539 +62G > C in two

groups
HERFER SAEEER
A7
GG GG cC G C
PDA # (= =100) 66 32 2 164 36
FTHHH (n=100) 63 37 0 163 37
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