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The Response of R249 p53 Mutants to NSC319726 Treatment

p53, a protein mutated in about 50% of cancer cases, has been a target of drug-related cancer research. In
fact, scientists have recently discovered NSC319726, a thiosemicarbazone that acts as a zinc
metallochaperone, transporting zinc to its proper location in the p53 protein, thus restoring wild-type
structure and function to some p53 mutants with impaired zinc binding. While it is known that NSC319726
acts in an allele-dependent manner, scientists sought out to determine if NSC319726 restores wild-type p53
function and structure in the conformational R249 p53 mutants. To test this premise, genotyping of two
R249 p53 mutant cell lines was performed, followed by MTS Assays, Immunofluorescent Staining, RNA
Extraction, Quantitative RT-PCR, and Western Blots. It was found that the two R249 p53 mutant cell lines
(PLC/PRF5 (R249S) mutant cell line and Hs700T (R249M) mutant cell line) did not experience restored wild-
type p53 structure and function upon exposure to the NSC319726 drug. Given that the R249 p53 mutants
did not exhibit restored wild-type structure and function upon exposure to the NSC319726 drug, it was
concluded that the R249 codon of p53 is not involved in zinc binding.

Mentor:
Dr. Darren Carpizo, Cancer Institute of New Jersey



