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Abstract ; [ Purpose ] To construct CENPK gene overexpressed vector and to identify its expression
in liver cancer FOCUS cells. [Methods ] Amplify the CENPK gene from liver cancer tissues of hu-
man,and cloned it into pCMV-3Tag-3 vector,to construct eukaryotic expression vector pCMV-
CENPK ,then to transfect it into FOCUS cells by lipofection method,and to select it by G418.
Cells selected by G418 were confirmed by Real-time PCR and Western Blot. [ Results] Being ver-
ified with double endonuclease digestion and DNA sequencing,the eukaryotic expression vector
pCMV-CENPK was successfully constructed. The FOCUS cells selected by G418 were successfully
overexpressing CENPK gene ,which was confirmed by Real-time PCR and Western blot. [ Conclu-
sion] The eukaryotic expression vector pCMV-CENPK is successfully constructed and was stably
overexpressed on FOCUS cells,which lay the foundation for further study of CENPK gene on the
role of carcinogenesis and progress of liver cancer.
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Figure 2 The sequencing result of CENPK in pCMV-3tag-3
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Figure 3 Expression level of CENPK by Real-time PCR
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Figure 4 Expression level of CENPK by Western blot
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