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Study on correlation between single nucleotide polymorphisms binding site
C19007T and susceptibility in patients with cervical cancer”
QIN Mei' \WU Hongquan®,LI Yong® ,YANG Xu',HU Yuanyuan'

(1. Department o f Blood Transfusion ,Guiyang Municipal First People’s Hospital ,Guiyang
Guizhou 550002 ,China;2. Department o f Clinical Laboratory ,Guizhou Provincial People’s Hospital
Guiyang ,Guizhou 550002 ,China ;3. Department of Blood Transfusion ,Guiyang Municipal
Maternal and Child Health Care Hospital ,Guiyang ,Guizhou 550002 ,China)

[Abstract] Objective To preliminarily investigate the correlation between the C19007T single nucleo-
tide polymorphism at the untranslated region microRNA of 3'end of caspase-3 gene and the susceptibility in
the patients with cervical cancer. Methods The genotyping detection of C19007T polymorphism loci was per-
formed in 100 patients with cervical cancer and 100 women without cervical lesions by PCR-PIRA. The immu-
nohistochemical method was employed to analyze the protein expression of caspase-3 gene in cancer tissues.
Results The C/C,T/C and T/T genotype frequencies in the lymphatic metastasis group were 31. 0% (18/
58),35.1% (13/37) and 20% (1/5) respectively, while which in the group without metastasis were 69. 0%
(40/58),64.9% (24/37) and 80% (4/5) respectively. There were no significant differences in the distribution
frequencies of genotypes between the two groups. The expression of caspase-3 protein in cervical squamous
cell carcinoma tissues was decreased. The results of immunohistochemistry showed that there was no signifi-
cant correlation between caspase-3 protein expression and C19007T genotype. Conclusion The C19007T gene
locus of caspase-3 gene has a certain correlation with the occurrence of cervical squamous cell carcinoma,and
the genotype T/T can be used as a predictive indicator for suffering from cervical cancer risk.

[Key words | cervical neoplasms;caspase-3 gene; microRNA ; polymorphism, single nucleotide
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