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Effects of up-regulation of separase/espl on tumor chromatid separation and construc-

tion of a conditional expression vector

YOU Li-yue, LIU Xin (Department of Molecular Genetics, College of Medicine, Third Military Medical University, Chongqing 400038, China)

Abstract: Objective To construct an expression vector containing espl in order to investigate the effects on

the chromatid separation. Methods A conditional plasmid vector containing espl was constructed, and was trans-

fected into spe cells. The expression level of espl was detected by fluorescence microscopy, and the chromosomes

were observed. Results. EGFP-NI-espl was expressed in spe cells, and improper chromosome segregation was re-

duced. The plasmid of pTRE-d2EGFP-espl was constructed successfully. Conclusion

Up-regulation of espl has

inhibitory effects on the abnormal chromatid separation of tumors and may be potential in the treatment of cancer.
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Fig 3 Results by in situ hybridization after transfection ( x 200)
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