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[ Abstract] Objective To study the relationship between the allele polymorphisms SNP-1098T > G and
-590C >T in interleukin—4 gene promoter and HCV chronic infection in Han population in Yunnan province .
Methods Two single nucleotide polymorphisms (SNPs) in the IL-4 promoter region, —1098T > G and -590C > T
in 192 HCV chronic infected patients and 170 healthy person were determined by real-time TaqMan polymerase
chain reaction. We calculated the linkage disequilibrium of the two SNPs, and then constructed haplotypes,
obtained correlative data between SNP-1098T > G, -590C >T and HCV chronic infection, and the correlation
between haplotype frequency and HCV chronic infection. Results 1L4-1098T > G and -590C >T genotype and
haplotypes frequency showed no significant association with HCV infected patients and healthy person (P> 0.05) .
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There was linkage disequilibrium of IL-4 gene between SNP-1098T > G and —=590C > T. The frequency of haplotypes

constructed by SNP-1098T > G and —590C > T showed no significant difference between HCV infected patients and

healthy person (P >0.05) . Conclu sion

SNPs—1098T > G and -590C >T in IL-4 gene promoter has no

association with chronic HCV infection in Yunnan Han population.
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Tab. 1 Comparison of genotypic and allelic distribution of SNP-1098T>G in IL-4 promoter between HCV chronic
infection and control groups

SNP{3 & FERB [0 ) ) ENEEA [0 iR) ]

P P OR (95%CI)
-1098T>G GIG G/T T/T G T
I 15112 0(0.000) 26(0.135) 166(0.865) 0.391 26(0.068) 358(0.932) 0.407 1.299 (0.699 ~2.414)
pONEESE] 0(0.000) 18(0.106) 152(0.894) 18(0.053) 322(0.947)
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Tab. 2 Comparison of genotypic and allelic distribution of SNP-590C>T in IL-4 promoter between HCV chronic
infection and control groups
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P P OR (95% CI)
~590C>T c/c /T /T C T
Tt LH 7(0.036)  58(0.302)  127(0.661) 0496  72(0.188) 312(0.812) 0310  1.222(0.829~1.801)
X IR ZH 6(0.035)  42(0.247)  122(0.718) 54(0.159)  286(0.841)
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Tab 3 Different haplotypes analysis of SNP-590C>T and-1098T>G in IL-4 gene promoter between HCV chronic
infection and control groups

FAER SNP-1098T>G Fll =590C>T A X RE AL P OR (95%CI)

GC 23.66(0.062) 18.00(0.053) 0.602 1.182(0.629 ~2.223)

TC 48.34(0.126) 36.00(0.106 ) 0.386 1.225(0.774 ~ 1.937)
309.66(0.806) 286.00(0.841)  0.292 0.812(0.551 ~ 1.197)

GT 2.34(0.006) 0.00(0.000)
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