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Fig. 1. Comparison between human, mouse and xenopus laevi genes. Exons are represented by boxes
and intron by straight lines. Domains labelled I to V correspond to the highly conserved domains.

(Soussi et al. Oncogene. 1990)
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Fig. 2. Functional domains of the human p53 protein and regions involved in complexing with cellular
and viral proteins. Phosphorylations sites for dsDNA-PK (Ser-15 and Ser-37), p43-cdc2(ser-315), and
CKII(Ser-392) are indicated. MDMZ interaction domain maps to the N-terminal region and the SV40
lar T antigen binds to the central core domain. (Selivanova G et al. Advances in Cancer Research 1995)
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Fig. 3. Codons most frequently mutated in cancer and functional domains of the p53 protein. Codons 175,
248 and 273 contain 6.1%, 9.6% and 88% of tumorigenic mutations, respectively. NLS-major nuclear
localization signal. (Hainant. P. Cur Opin Oncol. 1995)
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Fig. 4. p53 mutations in DNA consensus binding(exon5-8), acidic trans-activation (exons 2-4) and basic
C-terminal(exons 9-11)domains. (Wang XW et al. Cancer Surveys 1996)
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Fig. 5. p53 is a member of a DNA damage response pathway. This simplistic model does not consider
the cellular context the influence of the cellular microenvironment. (Wang XW et al. Cancer surveys

1996)
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Three different DNA-damage responses
depend on functional p53
DNA damage Exit the cell cycle
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Fig. 6. A suggested model for the involvement of wild-type p53 protein in the DNA repair machinery
and deregulation in this activity mediated by mutant p53 protein. ( Prokocimer M. et al. Boold. 1994)
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Fig. 7. Diagram of molecular mechanisms leading to p53-induced cell cycle arrest.(Gottlieb. TM. BBA.

1996)
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