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Abstract: Objective To construct eukaryotic expression plasmid of AHA1 and express the recombinant protein in Hel.a cells,
and then detect HelLa cell cycle and proliferation. Methods HeLa cells’ total RNA was extracted and reversed transcribed to c¢D-
NA.,and then constructed pCMV-HA-AHAI recombinant plasmid. After recombinant vector was transfected in Hel.a cells, con-
firmed AHAT1 fusion protein over-expressed by Western Blotting with HA antibody,and applied flow cytometry and CCK-8 assay
detected cell cycle and cell proliferation. Results AHAT recombinant vector was identified by PCR and DNA digestion, and was
confirmed by DNA sequencing and BLAST compared. Hel.a cell cycle and cell proliferation were almost unaffected by over-ex-
pressed AHAT1 fusion protein. Conclusion AHA]1 recombinant plasmid was constructed and over-expressed in the Hel.a cells, but
over-expressed AHA1 has little effect on the cell cycle and cell proliferation.
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