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Effects of Survivin sShRNA-APC double genes on the expression of hMLH1 and hMSH2 in HT-29
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* Department of Gastroenterology ,the First Affiliated Hospital of Jiamusi University , Jiamusi 154003, China

[Abstract ]  Objective  To investigate the effect of Survivin shRNA-APC co-expression-stable
transfected strain in the expression of hMLHland hMSH2 mismatched repair genes in HT-29 colon cancer
xenograft cells in nude mice. Methods Forty SPF nude mice were equally divided into double-gene
Survivin shRNA group ( double-gene group ) , Survivin shRNA group, APC group, empty vector group and
blank control group(blank group). Inject 0.2 ml of the successfully constructed cell suspension through the
left anterior armpit of nude mice ,including Survivin shRNA-APC double gene stable transgenic strain,
Survivin shRNA single gene stable transgenic strain, APC single gene stable transgenic strain, HT-29 colon
cancer cell and empty stable transgenic strain. Wait for tumor formation and observe the general condition of
nude mice and the growth of transplanted tumor. After 4 weeks,the nude mice were killed. Measure tumor
volume and mass, and detect the growth inhibition rate of transplanted tumor. Real-time PCR and immuno-
histochemistry were conducted to detect the expression of hMLH1 and hMSH2 in subcutaneous metastatic
tumor cells of nude mice of HT-29 colon cancer cells. Results The mean size and weight of the subcutaneous
xenotransplanted tumor were significantly reduced in the double-gene group, Survivin shRNA group and
APC group as compared with the blank group and empty vector group (P <0.05). Real-time PCR and
immunohistochemical results showed that the expression levels of hMLHI and hMSH2 in the Survivin shRNA
group , APC group and double-gene group were significantly higher than those in the blank group and empty
vector group,and the expression levels of hMLHI and hMSH2 in the double-gene group were significantly
higher than those in the Survivin shRNA group and the empty vector group( P <0.05) ,and the difference
between the blank group and the empty vector group was not statistically significant (P > 0. 05).
Conclusion Survivin shRNA-APC double genes can up-regulate the expression of hMLH1 and hMSH2
by Survivin silencing, thus inhibiting the growth of subcutaneous transplanted tumor in nude mice.
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