
B6-p53 CKO

Stain Name： B6/JGpt-Trp53em1Cflox/Gpt

Strain Type： Condition Knock-out

Strain Number： T005480

Background： C57BL/6JGpt

Description

The tumor suppressor p53 exerts its biological function by regulate transcriptions of
numerous genes downstreamed, involved in cell cycle arrest, apoptosis, DNA repair, senescence,
and metabolism as a transcription factor[1,2]. P53 is also directly recruited to the mitochondria and
induces apoptosis independent of its function as a transcription factor[3]. Under unstressed
physiological conditions, P53 expression is maintained at a low level. Once cells are exposed to
genotoxic stresses, P53 is posttranslationally modified through phosphorylation and acetylation,
becomes stabilized, and induces cell cycle arrest and/or cell death. P53 act as a guardian of the
genome. When P53’s activity is lost by gene deletion or mutations, normal cells lose the abilities
to control their growth and death, leading to immortalization and ultimately cancer[4]. Over 50% of
cancers patients were observed to have mutations in the p53 gene.

GemPharmatech use gene editing technology to developed p53 Condition Knock-out
mouse on C57BL/6 background (B6-p53 CKO). B6-p53 CKO mice can delete p53 gene by
crossed with tissue-specific Cre strain. This model can be used to study the occurrence and
development of p53 gene-related cancers.

Strategy

Fig.1 Schematic diagram of B6-p53 CKO model Strategy.

Application

1. Pancreatic cancer, colorectal cancer, breast cancer and non-small cell lung cancer study

http://eams.app.nicemice.cn/strain/view/9453


2. Screen of small-molecule antitumor drugs

Data support

1. mRNA analysis of B6-p53 CKO mice after deletion of Flox

Fig2. Detection of mRNA expression in B6-p53 CKO mice. B6-p53 CKO mice were crossed
with B6-CAG Cre mice.The Liver, lung, thymus, kidney, pancreas, ovary, brain of offspring mice
(p53Flox /-; CAG Cre+) were extracted total mRNA for p53 expression analysis. The results show
that the sequence between Flox of p53 gene in p53Flox /-; CAG Cre+ mice can be deleted in the liver,
lung, thymus, kidney, pancreas, ovary, and brain. (In mice, if E5-E10 of the p53 gene was deleted,
there are two mRNAs of different lengths: p53 wild type and p53 KO, which are shown on the gel
map as two bands; otherwise, only p53 wild type bands are present).
The results show that B6-p53 CKO mice can delete p53 gene by crossed with tissue-specific Cre
strains. This model can be used to study the occurrence and development of p53 gene-related
cancers.
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