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Influnence of Livin-siRNA on the expression of multidrug
resistance-associated proteins 1 and 3 in TJ905 glioblastoma stem cells

GUI Yi'?* |LI Genhua® ,FENG Song® ,ZHOU Guangzhou' ,CHEN Jun',JIN Feng*“
(' Jining Medical University , Jining 272067 , China ;
* The Affiliated Hospital of Jining Medical University , Jining 272029 , China)

Abstract : Objective To explore the effects of small interference RNA (siRNA) targeting Livin on genes of
MRP1 and MRP3 in TJ905 stem cells,and reveal the relationship between Livin and chemotherapy resistance.
Methods CDI133" stem-like cells were isolated by immunomagnetic beads from TJ905 cells. RNA interference
technology was used to construct the siRNA targeting Livin ( Livin-siRNA) , and the experimental group was
established by lentivirus transfected glioma TJ905 stem cells. The control group was established by empty vi-
rus transfection. Cell counting kit-8 assay,flow cytometry, realtime fluoresence quantitative PCR technology
were used to detect and analyze the TJ905 stem cell proliferation and cell cycle and investigate the mRNA ex-
pression levels of Livin, MRP1 and MRP3. Results Targeting Livin-siRNA model was successfully construc-
ted. The survival rate of TJ905 stem cells was significantly lower than that of the control group (P <0.05).
The cell cycle of the control group and the experimental group were stopped by using different concentra-
tions of temozolomide for glioma stem cells,and the experimented group was more obvious (P <0.05). Com-

pared with the control group,the expression of Livin gene in TJ905 stem cells was significantly lower than
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that in the control group (P <0.05) ,and the expression of multiple drug resistant MRP1 gene (F'=195.975,

P <0.05) and the expression of MRP3 gene was significantly decreased (F =719.521,P <0.05). Conclusion

Livin gene may be closely related to the high expression of MRP1 and MRP3 genes. Livin-siRNA can effective-

ly reduce the expression of MRP1 and MRP3 to reverse the drug resistance of glioma TJ905 stem cells to che-

motherapeutic drugs. It is suggested that Livin may play an important role in the mechanism of chemotherapy

resistance.
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