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Important Note

Background Descriptions

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

Rabbit

Polyclonal

84348

Liquid

KLH conjugated synthetic peptide derived from human KRIT1
631-736/736

IgG

affinity purified by Protein A

0.01M TBS (pH7.4) with 1% BSA, 0.02% Proclin300 and 50% Glycerol.
Contains 4 ANK repeats.Contains 1 FERM domain.

Interacts with RAP1A. Interacts with CDH5. Interacts with HEG1 and CCM2;
greatly facilitates CCM2-binding to HEG1 (By similarity).

Involvement in disease;Defects in KRIT1 are the cause of cerebral cavernous
malformations type 1 (CCM1). Cerebral cavernous malformations (CCMs) are
congenital vascular anomalies of the central nervous system that can result in
hemorrhagic stroke, seizures, recurrent headaches, and focal neurologic
deficits. CCMs have an incidence of 0.1%-0.5% in the general population and
usually present clinically during the 3rd to 5th decade of life. The lesions are
characterized by grossly enlarged blood vessels consisting of a single layer of
endothelium and without any intervening neural tissue, ranging in diameter
from a few millimeters to several centimeters.

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

Negative regulator of angiogenesis. Inhibits endothelial proliferation,
apoptosis, migration, lumen formation and sprouting angiogenesis in primary
endothelial cells. Promotes AKT phosphorylation in a NOTCH-dependent and
independent manner, and inhibits EKR1/2 phosphorylation indirectly through
activation of the DELTA-NOTCH cascade. Acts in concert with CDH5 to
establish and maintain correct endothelial cell polarity and vascular lumen
and these effects are mediated by recruitment and activation of the Par
polarity complex and RAP1B. Required for the localization of phosphorylated
PRKCZ, PARD3, TIAM1 and RAP1B to the cell junction. Plays an important role
in the maintenance of the intracellular reactive oxygen species (ROS)
homeostasis to prevent oxidative cellular damage. Regulates the homeostasis
of intracellular ROS through an antioxidant pathway involving FOXO1 and
SOD2. Facilitates the down-regulation of cyclin D1 levels required for cell
transition from proliferative growth to quiescence by preventing the
accumulation of intracellular ROS through the modulation of FOXO1 and
SOD2 levels.
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Additional Information
Gene ID

Other Names

Dilution

Storage

Protein Information
Name
Synonyms

Function

Cellular Location

Tissue Location

889

CAM; CCM1; 2010007K12Rik; A630036P20Rik; RGD1305929; KRIT1_BOVIN;
KRIT1; Krev interaction trapped 1; Cerebral cavernous malformations 1
protein homolog; KRIT1_HUMAN; Cerebral cavernous malformations 1
protein; KRIT1_MOUSE; KRIT1 ankyrin repeat containing; cerebral cavernous
malformations 1; KRIT1, ankyrin repeat containing

WB=1:500-2000

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.

KRIT1
CCM1

Component of the CCM signaling pathway which is a crucial regulator of
heart and vessel formation and integrity (By similarity). Negative regulator of
angiogenesis. Inhibits endothelial proliferation, apoptosis, migration, lumen
formation and sprouting angiogenesis in primary endothelial cells. Promotes
AKT phosphorylation in a NOTCH- dependent and independent manner, and
inhibits ERK1/2 phosphorylation indirectly through activation of the
DELTA-NOTCH cascade. Acts in concert with CDH5 to establish and maintain
correct endothelial cell polarity and vascular lumen and these effects are
mediated by recruitment and activation of the Par polarity complex and
RAP1B. Required for the localization of phosphorylated PRKCZ, PARD3, TIAM1
and RAP1B to the cell junction, and cell junction stabilization. Plays a role in
integrin signaling via its interaction with ITGB1BP1; this prevents the
interaction between ITGB1 and ITGB1BP1. Microtubule- associated protein
that binds to phosphatidylinositol 4,5-bisphosphate (PIP2)-containing
membranes in a GTP-bound RAP1-dependent manner. Plays an important
role in the maintenance of the intracellular reactive oxygen species (ROS)
homeostasis to prevent oxidative cellular damage. Regulates the homeostasis
of intracellular ROS through an antioxidant pathway involving FOXO1 and
SOD2. Facilitates the down-regulation of cyclin-D1 (CCND1) levels required for
cell transition from proliferative growth to quiescence by preventing the
accumulation of intracellular ROS through the modulation of FOXO1 and
SOD2 levels. May play a role in the regulation of macroautophagy through the
down- regulation of the mTOR pathway (PubMed:26417067).

Cytoplasm, cytoskeleton. Cell membrane; Peripheral membrane protein. Cell
junction. Note=KRIT1 and CDH5 reciprocally regulate their localization to
endothelial cell-cell junctions. Association with RAP1 relocalizes KRIT1 from
microtubules to cell junction membranes. Translocates from the cytoplasm
along microtubules to the cell membrane in a ITGB1BP1-dependent manner

Low levels in brain. Very weak expression found in heart and muscle.

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