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[Abstract] Objective To clone and express mouse Bax in order to study the relation between Bax tumors.
Methods The Bax gene was amplified from mouse myeloid cells by RT-PCR. Bax gene was constructed into pet28a
vector and expressed in E. coli ROS. The fusion protein was tested by Western blot. Results The gene of Bax had the
length of 579 bp with a complete open reading fame, which encoded a product of 192 amino acid and shared 100% ho-
mology with the sequence of mRNA for mouse Bax in GeneBank. The prokaryotic expression plasmid pet28a/Bax was

constructed successfully and the Bax protein was gained. Conclusion Mouse Bax gene is cloned and expressed in E.

%- L]

coli system successfully, which brings a foundation for further research on its biological function.
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(2.5 mmol/L) .3 uL ¢DNA 0.5 uL LA Taq (5 U/pL) .1 pL
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