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Acetyl-p53 (Lys305) (YD13712) Rabbit mAb
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Multifunctional transcription factor that induces cell cycle arrest, DNA repair or apoptosis upon binding to
its target DNA sequence (PubMed:11025664, PubMed:12524540, PubMed:12810724, PubMed:15186775,
PubMed:15340061, PubMed:17317671, PubMed:17349958, PubMed:19556538, PubMed:20673990, PubM
ed:20959462, PubMed:22726440, PubMed:24051492, PubMed:24652652, PubMed:35618207, PubMed:36
634798, PubMed:38653238, PubMed:9840937). Acts as a tumor suppressor in many tumor types; induce
s growth arrest or apoptosis depending on the physiological circumstances and cell type (PubMed:110256
64, PubMed:12524540, PubMed:12810724, PubMed:15186775, PubMed:15340061, PubMed:17189187, P
ubMed:17317671, PubMed:17349958, PubMed:19556538, PubMed:20673990, PubMed:20959462, PubMe
d:22726440, PubMed:24051492, PubMed:24652652, PubMed:38653238, PubMed:9840937). Negatively r
egulates cell division by controlling expression of a set of genes required for this process (PubMed:11025
664, PubMed:12524540, PubMed:12810724, PubMed:15186775, PubMed:15340061, PubMed:17317671
PubMed:17349958, PubMed:19556538, PubMed:20673990, PubMed:20959462, PubMed:22726440, PubM
ed:24051492, PubMed:24652652, PubMed:9840937). One of the activated genes is an inhibitor of cyclin-
dependent kinases. Apoptosis induction seems to be mediated either by stimulation of BAX and FAS antig
en expression, or by repression of Bcl-2 expression (PubMed:12524540, PubMed:17189187). Its pro-apopt
otic activity is activated via its interaction with PPP1R13B/ASPP1 or TP53BP2/ASPP2 (PubMed:12524540).
However, this activity is inhibited when the interaction with PPP1R13B/ASPP1 or TP53BP2/ASPP2 is displac
ed by PPP1R13L/iASPP (PubMed:12524540). In cooperation with mitochondrial PPIF is involved in activatin
g oxidative stress-induced necrosis; the function is largely independent of transcription. Induces the trans
cription of long intergenic non-coding RNA p21 (lincRNA-p21) and lincRNA-MkIn1. LincRNA-p21 participate
s in TP53-dependent transcriptional repression leading to apoptosis and seems to have an effect on cell-c
ycle regulation. Implicated in Notch signaling cross-over. Prevents CDK7 kinase activity when associated t
o CAK complex in response to DNA damage, thus stopping cell cycle progression. Isoform 2 enhances the
transactivation activity of isoform 1 from some but not all TP53-inducible promoters. Isoform 4 suppresse
s transactivation activity and impairs growth suppression mediated by isoform 1. Isoform 7 inhibits isofor
m 1-mediated apoptosis. Regulates the circadian clock by repressing CLOCK-BMAL1-mediated transcripti
onal activation of PER2 (PubMed:24051492) Multifunctional transcription factor that induces cell cycle arr
est, DNA repair or apoptosis upon binding to its target DNA sequence (PubMed:19556538, PubMed:20673
990, PubMed:22726440). Acts as a tumor suppressor in many tumor types; induces growth arrest or apop
tosis depending on the physiological circumstances and cell type. Negatively regulates cell division by co
ntrolling expression of a set of genes required for this process. One of the activated genes is an inhibitor
of cyclin-dependent kinases. Apoptosis induction seems to be mediated either by stimulation of BAX and
FAS antigen expression, or by repression of Bcl-2 expression. Its pro-apoptotic activity is activated via its
interaction with PPP1R13B/ASPP1 or TP53BP2/ASPP2 (By similarity). However, this activity is inhibited wh
en the interaction with PPP1R13B/ASPP1 or TP53BP2/ASPP2 is displaced by PPP1R13L/iASPP (By similarity
). In cooperation with mitochondrial PPIF is involved in activating oxidative stress-induced necrosis; the fu
nction is largely independent of transcription. Prevents CDK7 kinase activity when associated to CAK com
plex in response to DNA damage, thus stopping cell cycle progression (By similarity). Induces the transcri
ption of long intergenic non-coding RNA p21 (lincRNA-p21) and lincRNA-MkInl. LincRNA-p21 participates i
n TP53-dependent transcriptional repression leading to apoptosis, but seems to have to effect on cell-cycl
e regulation. Regulates the circadian clock by repressing CLOCK-BMAL1-mediated transcriptional activatio
n of PER2 (PubMed:24051492) Multifunctional transcription factor that induces cell cycle arrest, DNA repa
ir or apoptosis upon binding to its target DNA sequence. Acts as a tumor suppressor in many tumor types
; induces growth arrest or apoptosis depending on the physiological circumstances and cell type. Negativ
ely regulates cell division by controlling expression of a set of genes required for this process. One of the
activated genes is an inhibitor of cyclin-dependent kinases. Apoptosis induction seems to be mediated eit
her by stimulation of BAX and FAS antigen expression, or by repression of Bcl-2 expression. Its pro-apopt
otic activity is activated via its interaction with PPP1R13B/ASPP1 or TP53BP2/ASPP2 (By similarity). Howe
ver, this activity is inhibited when the interaction with PPP1R13B/ASPP1 or TP53BP2/ASPP2 is displaced by
PPP1R13L/iASPP (By similarity). In cooperation with mitochondrial PPIF is involved in activating oxidative
stress-induced necrosis; the function is largely independent of transcription. Prevents CDK7 kinase activit
y when associated to CAK complex in response to DNA damage, thus stopping cell cycle progression. Ind
uces the transcription of long intergenic non-coding RNA p21 (lincRNA-p21) and lincRNA-MkIn1. LincRNA-
p21 participates in TP53-dependent transcriptional repression leading to apoptosis and seems to have an
effect on cell-cycle regulation. Regulates the circadian clock by repressing CLOCK-ARNTL/BMAL1-mediate
d transcriptional activation of PER2
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