©
2012 2014

Biological analysis of the relationship between FDG uptake and p53 status
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FDG PET has been widely used in tumor diagnosis. In FDG PET, incorporations of
FDG drug in tumor cells are more than normal tissue. It is suggested that deficiency of p53 function are
related in FDG incorporation. However the details are unknown. Here we examined the relationship between
p53 status and the levels of FDG incorporation into cells. In normal human fibroblast cells and breast
cancer cell line MCF7, they contain wild type p53, and the expression of p53 was suppressed by knockdown
method. The results showed that the knockdown of p53 gene was not affected in incorporation of FDG in
these cells. In H1299 cells, which delete p53 expression, expression vector of wild type p53 was
introduced and FDG incorporation was examined. However the levels of FDG incorporations in the cells are
not different from that in parent H1299 cells. These results suggest that it is difficult to predict the
p53 status by the incorporation levels of FDG.
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