
Product Name: tumor protein p53 binding protein fragment [Homo sapiens]/[Mus musculus]
Cat. No.: GP10028
Chemical Properties

Cas. No.
SMILES OC(C=C1)=CC=C1CC(N)C(NC(CC(C)C)C(NC(CC2=CN=CN2)C(NC(C(C)C)C(NC(CCC(O)=O)C(N3CCCC3C(NC(CCC(O)=O)C(NC(CCCCN)C(NC(CCC(O)=O)C(NC(C(C)C)C(O)=O)=O)=O)=O)=O)=O)=O)=O)=O)=O

Formula C57H87N13O18 M.Wt

Solubility ≥ 124.2mg/mL in DMSO Storage
General
tips For obtaining a higher solubility , please warm the tube at 37 ℃ and shake it in the ultrasonic bath for a while.Stock solution can be stored below -20℃ for several months.

Shipping
Condition Evaluation sample solution : ship with blue ice All other available size: ship with RT , or blue ice upon request.

Structure tumor protein p53 binding protein fragment [Homo sapiens]/[Mus musculus]

Background

P53 is a sequence-specific DNA-binding oligomeric protein that can activate transcription from promoters bearing p53-binding sites. Whereas
the activation region of p53 has been identified within the amino terminus, the location of the specific DNA-binding domain has not been
reported1.

Tumor protein p53 binding protein (53BP1) has been identified in a yeast two hybrid screen as a protein that interacts with the central DNA-
binding domain of p532. Similar to breast cancer susceptibility gene 13, 4 (BRCA1; 53BP1 enhances p53-dependent transcription5.
Interestingly, the COOH terminus of 53BP1 contains tandem BRCA1 COOH terminus (BRCT) motifs.

53BP1 becomes hyperphosphorylated and rapidly relocates to the sites of DNA strand breaks in response to ionizing radiation. 53BP1 foci
formation is reduced in ATM-deficient cells and can be inhibited by wortmannin in ATM wild-type cells. Moreover, radiation-induced
hyperphosphorylation of 53BP1 is absent in cells treated with wortmannin, as well as in ATM-deficient cells. 53BP1 participates in DNA
damage-signaling pathways and is regulated by ATM after ǃ-radiation6.
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Caution: Product has not been fully validated for medical applications. For research use only.
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