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Proposed model of PBF, PTTG and p53 interaction

PBF is a multifunctional proto-oncogene overexpressed IN | A HIGHPBF&PTTG . uoduiation of ps3 stability via DNA repair/damage
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thyroid and other endocrine cancers. Previously we identified
a functional Iinteraction between PBF and the tumour
suppressor p53 in well-differentiated thyroid cancer (WDTC).
Here, we delineate the oncogenic mechanisms of PBF, along
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Correlation of PBF with p53-target genes
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Neoplasia, cancer and late effects
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