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Product Information

Application
Reactivity
Host

Clonality
Physical State
Isotype

Purity

Buffer
SUBCELLULAR LOCATION

SIMILARITY
SUBUNIT

Post-translational
modifications

DISEASE

Important Note

Background Descriptions

10320 Camino Santa Fe, Suite G
San Diego, CA 92121
Tel: 858.875.1900 Fax: 858.875.1999

IHC-P, IHC-F, IF

Human

Rabbit

Polyclonal

Liquid

IgG

affinity purified by Protein A

0.01M TBS (pH7.4) with 1% BSA, 0.02% Proclin300 and 50% Glycerol.
Cytoplasm. Nucleus

Belongs to the CDI family.

Interacts with HDAC1; the interaction is prevented by competitive binding of
C100rf90/FATS to HDAC1 facilitating acetylation and protein stabilization of
CDKN1A/p21 (By similarity). Interacts with MKRN1. Interacts with PSMA3.
Interacts with PCNA. Component of the ternary complex, cyclin

D-CDK4-CDKN1A. Interacts (via its N-terminal domain) with CDK4; the
interaction promotes the assembly of the cyclin D-CDK4 complex, its nuclear
translocation and promotes the cyclin D-dependent enzyme activity of CDK4.
Binding to CDK2 leads to CDK2/cyclin E inactivation at the G1-S phase DNA
damage checkpoint, thereby arresting cells at the G1-S transition during DNA
repair. Interacts with PIM1.

Phosphorylation of Thr-145 by Akt or of Ser-146 by PKC impairs binding to
PCNA. Phosphorylation at Ser-114 by GSK3-beta enhances ubiquitination by
the DCX(DTL) complex. Phosphorylation of Thr-145 by PIM2 enhances
CDKN1A stability and inhibits cell proliferation. Phosphorylation of Thr-145 by
PIM1 results in the relocation of CDKN1A to the cytoplasm and enhanced
CDKN1A protein stability.

Mental retardation, X-linked 30 (MRX30) [MIM:300558]: A disorder
characterized by significantly below average general intellectual functioning
associated with impairments in adaptative behavior and manifested during
the developmental period. Intellectual deficiency is the only primary
symptom of non-syndromic X-linked mental retardation, while syndromic
mental retardation presents with associated physical, neurological and/or
psychiatric manifestations. Note=The disease is caused by mutations affecting
the gene represented in this entry.

This product as supplied is intended for research use only, not for use in
human, therapeutic or diagnostic applications.

The protein encoded by this gene is a serine-threonine kinase and forms an
activated complex with GTP-bound RAS-like (P21), CDC2 and RAC1. This
protein may be necessary for dendritic development and for the rapid
cytoskeletal reorganization in dendritic spines associated with synaptic
plasticity. Defects in this gene are the cause of a non-syndromic form of
X-linked intellectual disability. Alternatively spliced transcript variants
encoding different isoforms have been identified. [provided by RefSeq, Jul
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2017]

Additional Information

Target/Specificity Expressed in all adult tissues, with 5-fold lower levels observed in the brain.
Dilution IHC-P=1:100-500,IHC-F=1:100-500,IF=1:100-500
Storage Store at -20 °C for one year. Avoid repeated freeze/thaw cycles. When

reconstituted in sterile pH 7.4 0.01M PBS or diluent of antibody the antibody
is stable for at least two weeks at 2-4 °C.

Background

The protein encoded by this gene is a serine-threonine kinase and forms an activated complex with
GTP-bound RAS-like (P21), CDC2 and RAC1. This protein may be necessary for dendritic development and for
the rapid cytoskeletal reorganization in dendritic spines associated with synaptic plasticity. Defects in this

gene are the cause of a non-syndromic form of X-linked intellectual disability. Alternatively spliced transcript
variants encoding different isoforms have been identified. [provided by RefSeq, Jul 2017]

Please note: All products are 'FOR RESEARCH USE ONLY. NOT FOR USE IN DIAGNOSTIC OR THERAPEUTIC PROCEDURES'.
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