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Establishment and Identification of Over Expression of Akt1 Cell Strain
PAN Shu-hua , ZHENG Ting-ting , ZHENG Xu-sheng » WU Deng-wei , CHEN Pei-yuan, XU Chuan-lian
(College of Life Science, Zhejiang Sci-Tech University, Hangzhou 310018, China)

Abstract: Aktl is a key signal molecule in cell signal transduction pathways, which promotes cell
growth, proliferation, migration and invasion, inhibits cell apoptosis and resists chemotherapy and radio-
therapy. This study establishes the pLJMI-Aktl recombinant plasmids and transfects the recombinant
plasmids into K562 and Bel-7404 cells with the method of virus infection. We obtained stable Bel-7404/
Aktl and K562/Aktl over expressed by Aktl through puromycin screening. Aktl expression in the cell
strain was analyzed through Western bloting. The results show that the expression quantity of Aktl in
K562/ Akt]l and Bel-7404/Akt] cells is significantly more than that in wild K562 and Bel-7404 cells; stable
and transfected cell strains of K562/Akt]l and Bel-7404/Aktl of over expressed Aktl are successfully es-
tablished. The successful establishment of over expressed Aktl cell strain provides experimental model for
seeking and screening efficient, low-toxicity, strong-specificity Aktl inhibitors and studying reverse multi-
drug resistance (MDR).

Key words: Aktl; recombinant plasmid; virus infection
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