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Association of single nucleotide polymorphism of IL-17 gene promoter with childhood asthma
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[Abstract] Objective To investigate the association of IL.-17 gene promoter single nucleotide polymorphism(SNP) with
childhood asthma and total serum IgE level in children. Methods The genomic DNA was extracted from the peripheral blood of
287 asthmatic children and 217 healthy children. Four SNPs (rs4711998, rs8193036, rs3819024 and rs2275913) in the 11.-17
gene promoter were detected by PCR-LDR (polymerase chain reaction-ligation detection reaction), and the results were
compared with those in GenBank (IL.-17, NT_007952. 15 GI. 224514668). The genotype and allele frequencies were analyzed in
asthmatic children with different total serum IgE levels. Results Notable diversity was found in SNP rs4711998 between the
asthmatic and control groups (P=0.03), with the frequency of genotype GG in the asthmatic group being significantly higher
than that in the control group (9. 6% vs 4.1%). There was no significant diversity in other three SNPs (rs8193036, rs3819024
and rs2275913) between the two groups. The four SNP genotypes were not associated with the total serum IgE levels in asthma
patients. Conclusion The SNP rs4711998 may be a susceptibility gene for asthma in children,and rs4711998 GG genotype is
closely associated with childhood asthma.
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Fig 1 Results of genotyping by PCR-LDR(A/G)

PCR-LDR: Polymerase chain reaction-ligation detection reaction
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Tab 1 Genotype of 1L-17 SNPs between asthma children and control subjects

(n)

. rs4711998 rs8193036 rs3819024 rs2275913
Group AA AG GG cC CT TT AA AG GG AA AG GG
Asthma 168 86 27 156 103 25 70 147 63 59 151 71
Control 127 81 9 114 90 13 51 109 57 53 110 53
P value 0.03 0.32 0.62 0. 64

F2 BRILEAMBRILEAIL17 EREFRSSHE(SNP) LR ENEERESAILER
Tab 2 Comparison of allele frequencies of 1L.-17 SNPs between asthma children and control subjects
%0
Group rsd711998 rs8193036 rs3819024 rs2275913
A G C A A G
Asthma 75.9 24.1 73.8 27.2 51.2 48. 8 47.9 52.1
Control 77.2 22.8 73.3 26.7 48.6 51.4 50. 0 50.0
P value 0. 64 0.94 0.69 0.54
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Fig 2 Distribution of serum total IgE

P=0.90; D: rs2275913, P=0.22

levels in population of different genotypes
A rsd711998, P=0.76; B: rs8193036, P=0.99; C: rs3819024,
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