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The Cis-regulatory Mechanism of IL-17A Gene-197A/G Site and its Effect on IL-17 Expression
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Abstract: Objective To investigate the cis-regulation mechanism of IL-17A gene—197A/G site and its effect on IL—-17 expression.Methods The
TaqMan system was used to genotype the IL-17A gene—197A / G locus in the whole blood samples of 406 healthy blood donors in the blood center of
our hospital from February 1 to June 1,2021. The serum IL-17 levels of individuals with different genotypes were determined by enzyme-linked
immunosorbent assay kit. In addition, the cis—regulation of IL-17A gene—197A/G locus was observed by electrophoretic mobility assay.Results There
was no significant difference in genotype distribution and allele frequency between different genders (P>0.05). There were significant differences in
IL-17 levels among different genotypes (P<0.05), while the level of IL-17 decreased with the change of genotype from AA [(296.12+63.43) pg/ml]—
AG [(262.43£56.14)pg/ml[=GG [(159.17+31.46)pg/ml]. Electrophoretic mobility shift assay showed that an unknown nuclear factor could specifically
bind to A and G allelic DNA probes of IL-17A gene—-197A/G site (rs2275913), but the affinity was significantly different (A allelic>G allelic).
Conclusion The IL-17A gene—-197A/G site is a very critical functional site, which plays a cis—regulatory role in IL-17 expression by specifically
binding to an unknown nuclear transcription factor.
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