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Abstract: Objective To verify methylation level of aberrant oxytocin receptor (OXTR) gene which is one of the previous
screening aberrant DNA methylated genes spectrum in peripheral blood of thyroid carcinoma patients and explore the possi-
bility that it serves as a diagnostic molecular marker of peripheral blood in thyroid cancer patients. Methods Fourteen thy-
roid cancer patients who visited to three hospitals including Shanghai No. 6 people’s hospital and the others from October
2013 to May 2014 were selected as case group,and 14 healthy subjects in health examination during the same period were
selected as control group. Extracting small fragment DNA from peripheral blood and choosing OXTR gene , the methylated
(M) and un-methylated( U) OXTR genes were amplified by recombinase-acid amplification (RAA) technique in all partici-
pants ,and OXTR gene methylation status between two groups was compared. Results In case group,10 samples had both
amplified OXTR-M gene and OXTR-U gene bands,and 4 samples had only amplified OXTR-U gene bands,so the methyla-
tion rate of OXTR gene was 71.4% . In control group,2 samples had amplified OXTR-M bands only,and the remaining 12
samples had amplified OXTR-U bands,so the methylation rate of OXTR gene was 14. 3% only. Fisher's exact test result
showed that there was significant difference in methylation rates of OXTR gene between two groups (P <0.01). Conclu-
sion OXTR gene is one of aberrant DNA methylated genes spectrum in peripheral blood of thyroid carcinoma patients ,and
it presents a higher methylation rate in thyroid cancer patients. It may be associated with the occurrence and progress of thy-
roid cancer and might be served as one of the molecular markers for the blood diagnosis of thyroid cancer.
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