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ABSTRACT Objective: To explore the association between two single nucleotide polymorphisms(SNPs) rs8049367 of pkdl gene,
154791774 of anti-oncogene p53 and nonsyndromic cleft lip with or without cleft palate (NSCL/P )in the northern Chinese population.
Methods: Multiple PCR and multiple ligase detection reaction were used to analyze SNP rs8049367 of pkdl, SNP rs4791774 of
anti-oncogene p53 in 602 NSCL/P patients and 510 healthy individuals, SPSS12.0 program was used to perform x? test for the
associations. Results: There were no significant differences in either genotypic or alletic distribution of rs8049367, rs4791774 between
the patients and the controls (P>0.05). Conclusion: The SNP of rs8049367 in pkd1 and SNP of rs4791774 in anti-oncogene p53 may be
not associated with NSCL/P in the northern Chinese population.
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Table 1 Frequencies of rs8049370 genotypes and alleles distribution in different groups

SNPs Genotype/allele Contro(%) Cases(%) OR(95%CI) P value
158049367 0.89(0.75, 1.05) 0.175
CcC 205(40.2) 263(43.7) 1 —_—
CT 226(44.3) 259(43.0) 0.89(0.69, 1.15) 0.386
TT 79(15.5) 80(13.3) 0.79(0.55, 1.13) 0.198
C 636(62.4) 785(65.2)
T 384(37.6) 419(34.8)
R 2154791774 i R EE B 5 E FIFZE 16
Table 2 Frequencies of rs4791774 genotypes and alleles distribution in different groups
SNPs Genotype/allele Control(%) Cases(%) OR(95%CI) P value
154791774 1.14(0.93, 1.40) 0.214
AA 334(65.5) 370(61.5) 1 —_—
AG 153(30.0) 203(33.7) 1.20(0.93, 1.55) 0.168
GG 23(4.5) 29(4.8) 1.14(0.65, 2.01) 0.654
A 821(80.5) 943(78.3)
199(19.5) 261(21.7)
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3 3158049367 154791774 fi RS L E
Table 3 Linkage disequilibrium analysis of rs8049367 and rs4791774

SNPs rs8049367 rs4791774
rs8049367 0.001
rs4791774 0.082

Note: The date above the diagonal is D': The date below the diagonal is r’; SNPS: Single nucleotide polymorphisms.
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