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Association of STAT3 gene polymorphism with HPV infection and cervical lesions
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Abstract: Objective Objective to investigate the relationship between single nucleotide polymorphism (SNPs) of signal trans-
ducer and activator of transcription 3 (STAT3) and human papillomavirus (HPV) infection and cervical lesions. Methods From
June 2010 to 2016 6 80 cases diagnosed by histopathology of healthy uterus (NC group) ,low-grade squamous intraepithelial lesion
(LSIL) 80 cases (LSIL group) ,high grade squamous intraepithelial lesion (HSIL) in 82 cases (HSIL group) and cervical squamous
cell carcinoma (SCC) and 85 cases (SCC group) ,the polymerase chain reaction (PCR) determination of HPV infection at the same
time, the application of PCR-restriction fragment length polymorphism (RFLP) detected STAT3 gene C1697G polymorphism. Re-
sults Compared with the NC group.the positive rate of high-risk HPV in group LSIL.group HSIL and group SCC was significant-
ly higher,SCC group was higher than that of group HSIL and group LSIL,and that of group HSIL was higher than that of group
LSIL, the difference was statistically significant ( P<C0. 05). Compared with NC group, LSIL group, HSIL group and SCC group
C/C genotype proportion increased significantly in group SCC C/C genotype proportion is higher than the LSIL group, HSIL
group, HSIL group,C/C genotype proportion is higher than that of LSIL group,the differences were statistically significant (P<C
0.05). Compared with HPV negative, the proportion of HPV positive type C/C genes was higher. the difference was statistically
significant (P<C0. 05). After adjustment of age,compared with the G/G genotype,C/G genotype HPV infection risk rose to 2. 980
(95%CI:0.859—4. 986) , the risk of SCC increased to 3. 750 (95%CI:0.925—5. 233) ;type C/C gene HPV infection risk rose to
3.450 (95%CI:0.889—4.896) ,the risk of SCC up to 5.020 (95%CI.0.958—5.712). Conclusion The C1697G polymorphism of
STATS3 gene is closely related to the susceptibility of HPV and the occurrence of cervical lesions.
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