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The analysis of the function of mutated sodium-phosphate
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MR RO (3530) : In this study, we developed a new expression system to avoid
unintended cell death triggered by constitutive over expressions of Slc34al to analyze the
functions of mutated Npt2a. The mutations, viz. A499V, V528M, and double mutations
(DM), were expressed with the new system in OK-P cell line. The recombinant proteins
were fused to GFP at its N-terminal; hence, the trafficking of the expressions was enabled
in the living cells. The cells transfected with wt and V528M were positive with green
fluorescence. However, those transfected with A499V and DM were negative. The real
time microscopical analysis revealed that indelibly expressed A499V and DM was
immediately degraded in the cells.
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