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Abstract: Objective To study the function of AHAT in cells, we constructed a recombinant plasmid pEGFP-N1-AHA1 and ob-
served AHAT1 fusion protein expression and co-localization with A-type lamin proteins in the HEK293 cells after transfection. Meth-
ods HEK293 cells’ total RNA was extracted and reversed transcribed to cDNA,and applied AHA1 gene primer constructed pEG-
FP-N1-AHA1 recombinant plasmid. Finaly, AHA1 fusing with GFP fluorescence protein expression detected by Western Blotting,
pEGFP-N1-AHA1

and DNA digestion.and confirmed by DNA sequencing and BLAST compared. AHA1

and AHATL protein co-localized with A-type lamin proteins were observed by confocal laser microscope. Results
recombinant plasmid was identified by PCR
fusion protein had been over-expressed in HEK293 cells,and compared to lamin C,some of AHAI1 fusion protein co-localized with

laminA on the nuclear membrane. Conclusion The pEGFP-N1-AHA1 recombinant plasmid has been successfully constructed,over-

expressed AHAT fusion in HEK293 cells.
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AHAT1 fusion protein co-localized with laminA on the nuclear membrane has been found.
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