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Abstract: Objective To construct the sodium channel gene SCN5A-delQKP1507-1509 mutation associated with
congenital long QT syndrome, and its eukaryotic expression vector, and to examine the expression of mutation protein in
human embryonic kidney ( HEK) 293 cells. Methods Eukaryotic expression vector PEGFP-delQKP-hH1 for SCN5A-
delQKP1507-1509 mutation was constructed by rapid site-directed mutagenesis. HEK293 cells were transfected with the
wild or mutant vector using lipofectamine, and then subjected to confocal microscopy. The transfected cells were
immunostained to visualize intracellular expression of the mutant molecules. Results  Direct sequence and electrophoresis
analysis revealed 9 basic group absences at position 1507-1509. The delQKP1507-1509 mutation eukaryotic expression
vector was expressed in HEK293 cells. Immunostaining of transfected cells showed the expression of both wild type and
mutant molecules on the plasma membrane and there was no difference in the amount of protein, which suggested that the
mutant delQKP1507-1509 did not impair normal protein expression in HEK293 cells. Conclusions Successful construction
of mutant SCN5AdelQKP1507-1509 eukaryotic expression vector and expression of SCNSA protein in HEK293 cells
provides a basis for further study on the functional effects of congenital long QT syndrome as a cause of SCNSA mutation.
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1.2 FHi&
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DMEM B F5Jkrp (24 LR , AR YL 2 R B N
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IR RIRAETRLRR CAGAAGCCC 9 A AL B o
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TR 13545 235, AT 2 IR K.
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