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Abstract ; [ Purpose | To compare the transcriptional activities of tumor-specific CMVE-PEG3 promoter
and PEG-3 promoter in human prostate cancer DU145 cells,to provide base for targeting gene therapy
in human prostate cancer.[Methods ] The fragment of CMVE-PEG3 promoter and PEG-3 promoter were
amplified by PCR.The eukaryotic expression plasmids (pShuttle-CMVE-PEG3p-EGFP and pShuttle-
PEG3p-EGFP)which have enhanced green fluorescence protein reporter gene and modulated by CMVE-
PEG3 promoter and PEG-3 promoter respectively were constructed based on the pShuttle-EGFP.These
recombinant plasmids were transfected into DU145 and RWPE-1 cells with liposome.After 72 hours,
the expression level of green fluorescent target protein modulated by 2 promoters at the same time was
analyzed by Imagepro-Plus6.0 software. | Results | The green fluorescent target protein was observed in
transfected DU145 cells,but there was no green fluorescence in transfected RWPE-1 control cells.The
pShuttle-CMVE-PEG3p-EGFP had higher expression activity than pShuttle-PEG3p-EGFP in DU145
cells and the strength rate (IOD) of green fluorescence of DU145 cells transfected by pShuttle-CMVE-
PEG3p-EGFP and pShuttle-PEG3p-EGFP were 246.22 and 130.93 respectively.[ Conclusion] Our data
reveals that the cloned CMVE-PEG3 and PEG-3 promoter are tumor-specific,and the CMVE-PEG3
promoter has higher transcriptional activities in prostate cancer DU145 cells,and may serve as a useful
tool for transcriptional targeting gene therapy of human prostate cancer.
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Figure 1 Amplification CMVE-PEG3p fragment
by overlapping PCR
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M:Marker DL2000; 1 : pShuttle-PEG3p-EGFP ;2 : pShuttle-PEG3p-

EGFP (correct clone) ;3 : pShuttle-PEG3p-EGFP (correct clone)

Figure 2 The recombinant plasmid (pShuttle-PEG3p-

EGFP)was verified by double enzyme digestion
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Figure 3 The recombinant plasmid (pShuttle-
CMVE-PEG3p-EGFP )was verified by double
enzyme digestion
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A :pShuttle-PEG3p-EGFP plasmids were transfected into DU145 cells with liposome.

B :pShuttle-CMVE-PEG3p-EGFP plasmids were transfected into DU145 cells with liposome.
C:pShuttle-EGFP plasmids were transfected into DU145 cells with liposome.

D :pShuttle-PEG3p-EGFP plasmids were transfected into RWPE-1 cells with liposome.
E:pShuttle-CMVE-PEG3p-EGFP plasmids were transfected into RWPE-1 cells with liposome.
F: pShuttle-EGFP plasmids were transfected into RWPE-1 cells with liposome.

Figure 4 Fluorescence staining results (x20)of pShuttle-PEG3p-EGFP, pShuttle-CMVE-PEG3p-EGFP,
and pShuttle-EGFP after transfected into DU145 and RWPE-1 cells
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Table 1 Average integral optical density of each cell expressing EGFP ¥, M AE IR H 2 A e
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