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Selection and clinical value of 80 SNP loci from BRAF,RET,MEN1,FOXEI,etc in thyroid neoplasms”
Zhu Xiao'e' sYuan Gengbiao'® ,Fan Yongzeng' sRan Haitao® , Zheng Yuanyi® ,Wang Zhigang®
(1. Department o f the Nuclear Medicine ,the Second A f filiated Hospital of Chongqing Medical University ,
Chongqing 400010,China;2. The Ultrasonic Imaging Institute of Chongqing Medical University ,Chongging 400010, China)

Abstract: Objective To analyze the 80 SNP loci of 14 genes about BRAF,RET,MEN1,FOXEIL,ect,to study the pathogenesis
and the clinical diognosis, treatment and prevention value of these genes in the TC. Methods According to the criteria until Decem-
ber,2011,we selected 80 high imformative SNPs loci of 14 genes from 77 PUBMEDS. We collected 11 cases of TC(8 cases of PTC,
2 cases of FTC and 1 case of pDTC) and 22 cases of TA. The DNA was extrated by DNA purification kit, the SNP loci sequence
were analysed by Sequenom Mass ARRAY ,the result were analysed with SPSS17. 0. Results (1) We found the expression of 80
SNPs in the TC and TA.except rs 1733832 of BRAF. (2) There were significant difference in the expression of rs669976 of MEN1
and rs965513 of FOXE1 mutation between TC and TA(P<C0. 05). (3) The expression of rs722494 from TP53 detected significant
difference between TC and TC paraneoplastic(P<C0. 05). (4) The incidence rate of the fusion type of 80 SNPs were 47.5%,7.5%
and 8.75% in PTC,FTC and pDTC;the incidence rate of the deletion type of 80 SNPs were 2.5% and 1.25% in PTC and FTC.
Conclusion We study the important role of 80 SNPs loci of TC in the pathogenesis,development and the identification of benign
and malignant of TC. This conclusion provides future research direction and potential clinical diagnose and treatment value for TC
relapse and metastasis, dedifferentiation diagnose. treatment, prevention intervention and the application of molecular targeted inhib-
itors.
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