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Expression and significance of SALL2 gene in oral tumor
Wang Cong Zhu Youming Xu Xudong et al
(Stomatologic Hospital & College Anhui Medical University
Key Lab. of Oral Diseases Research of Anhui Province Hefei 230032)

Abstract Objective To detect the expression levels of saldike gene 2(SALL2) in oral tumor and to explore its
influence on the proliferation and migration of oral tumor cells.Methods SCC-3 cell line was established by overex—
pression of SALL2 gene and knockdown. Cell proliferation and migration were observed by MTT assay and cell
scratch test. 15 groups of oral tumor tissue and tumor adjacent tissue were collected and the expression of SALL2
mRNA was detected by QRT-PCR method.Results Cell scratch test and MTT test results showed that SALL2 gene
can reduce cell proliferation and migration and knockdown of SALL2 gene can enhance cell proliferation and migra—
tion. The expression of SALL2 gene in oral tumors was significantly lower than that in normal oral tissues (P <
0. 05) .Conclusion Low expression of gene SALL2 in oral tumor cells and tissues can inhibit tumor cell prolifera—
tion migration which may be used as early indicators for early diagnosis and prognosis of oral tumor.
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