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[ Abstract] Objective To construct the 4 new targets eukaryotic expression vectors of human CyclinE interfer-
ence specific RNA to transfect into glioma U251 cells,the mRNA expression was detected by RT-PCR, for obtaining
the ukaryotic expression vectors with the best interference effect to provide the valuable data for Cyclin E becoming
the human tumor marker. Methods (1)Four new targets eukaryotic expression vectors of RNA interference specific
CyclinE were constructed,named as P&t poyeint2 peyeinks g pOyelintd “The double digestion method and the base
sequence measuring were adopted to detect whether the vectors were successfully constructed. (2) The four newly
constructed vectors were transfected into U251 cell line by Lipofectamine 2000. (3) The RT-PCR results was adopted
to detect the expression quantity of CyclinE mRNA for selecting a vector with best interference. Results (1)4 new
targets eukaryotic expression vectors of RNA interference specific for CyclinE were constructed. (2) CyclinEmRNA
was obviously suppressed, the eukaryotic expression vector with best interference effect for human CyclinE interfer-
ence specific RNA was obtained. Conclusion The new eukaryotic expression vector of CyclinE siRNA with best
effect is successfully constructed, which significantly suppress the CyclinE mRNA expression of U251 cells.
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