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Association between Interleukin —10 Promoter Region Gene Polymorphism with Neurosyphilis. Luo Lian, Guo Lili, Li Kun, et al. De-
partment of Neurology, Hangzhou Xixi Hospital, Zhejiang 310023, China

Abstract Objective To study the correlation between the polymorphism of interleukin — 10 (IL — 10) gene promoter region and
the risk of neurosyphilis. Methods A total of 150 syphilis patients were enrolled in our hospital from April 2013 to August 2016 as the
study group, including 48 neurosyphilis patients and 102 non — neurosyphilis patients. Another 150 health subjects were recruited as con-
trol group. SNP genotypes of —592 and —1082 loci in IL - 10 gene promoter were detected by Sanger sequencing and the correlation be-
tween genotype at —592 and - 1082 loci with IL — 10 level and the risk of neurosyphilis were analyzed. Results The level of IL — 10 in
CSF of neurosyphilis patients was significantly higher than that in non — neurosyphilis patients (7.94pg/ml vs 0. 71pg/ml) , the difference
was statistically significant ( P <0.05). The differences of allele frequencies of each genotype in IL — 10 promoter region —592 locus, the
G and A allele frequencies and the haploid G/C and A/A gene frequencies between the study group and the control were statistically sig-
nificant (P <0.05). The frequency of CC genotype in IL — 10 promoter region —592 locus and the frequency of GG genotype in the 1L —
10 promoter — 1082 site of neurosyphilis group were significantly higher than those in the non — hypertensive group (P <0.05). The risk
of neurosyphilis was significantly higher in — 1082 locus GG genotype carriers than in other genotype carriers (OR =10.21,95% CI.
1.94 -53.04,P =0.001). The frequencies of AA genotype in 1082 locus in neurosyphilis patients were significantly higher than those in
syphilis group (P <0.05). The risk of neurosyphilis was significantly higher in carriers of CC genotype at —592 locus than in other geno-
type carriers (OR =7.65,95% CI.1.38 -42.55,P =0.004). -1082/ -592 G/C haplotypes had a high risk of neurosyphilis (OR =
45.14, 95% C1:2.34 -421.15, P=0.000). The level of IL - 10 in the CSF of GG genotype in — 1082 locus was significantly higher
than that of an allele carrier (8. 15pg/ml vs 0.81pg/ml, P =0.000). There was no significant difference in IL - 10 levels between CC
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genotype, CA genotype, and AA genotype in CSF (1.24pg/ml, 1. 00pg/ml and 0. 82pg/ml, P >0.05). Conclusion

The polymor-

phism of IL — 10 gene promoter region is associated with the risk of neurosyphilis, —592C and -1082G allele carriers have a higher risk

of developing neurosyphilis and higher levels of IL — 10 in cerebrospinal fluid.
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