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Tie2 (YD16145) Rabbit mAb

货号: AYD11557  

产品信息

反应 Human,Mouse

宿主 Rabbit

克隆性 Monoclonal

预测反应

应用 WB ICC/IF FC

推荐浓度

理论分子量 126kDa/126kDa

实测分子量

形式 Liquid

保存条件 Store at -20℃. Avoid freeze / thaw cycles.

Buffer: PBS with 0.75% BSA,50% glycerol,pH7.3.

偶联物 Unconjugated

阳性对照

细胞定位 Cell membrane, Cell junction, focal adhesion, Cytoplasm, cytoskeleton, Secreted

纯化 亲和纯化

抗原信息

抗原信息

靶点信息
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研究背景 Tyrosine-protein kinase that acts as a cell-surface receptor for ANGPT1, ANGPT2 and ANGPT4 and regulat

es angiogenesis, endothelial cell survival, proliferation, migration, adhesion and cell spreading, reorganiz

ation of the actin cytoskeleton, but also maintenance of vascular quiescence. Has anti-inflammatory effec

ts by preventing the leakage of pro-inflammatory plasma proteins and leukocytes from blood vessels. Re

quired for normal angiogenesis and heart development during embryogenesis. Required for post-natal he

matopoiesis. After birth, activates or inhibits angiogenesis, depending on the context. Inhibits angiogenes

is and promotes vascular stability in quiescent vessels, where endothelial cells have tight contacts. In qui

escent vessels, ANGPT1 oligomers recruit TEK to cell-cell contacts, forming complexes with TEK molecule

s from adjoining cells, and this leads to preferential activation of phosphatidylinositol 3-kinase and the AK

T1 signaling cascades. In migrating endothelial cells that lack cell-cell adhesions, ANGT1 recruits TEK to c

ontacts with the extracellular matrix, leading to the formation of focal adhesion complexes, activation of

PTK2/FAK and of the downstream kinases MAPK1/ERK2 and MAPK3/ERK1, and ultimately to the stimulatio

n of sprouting angiogenesis. ANGPT1 signaling triggers receptor dimerization and autophosphorylation at

specific tyrosine residues that then serve as binding sites for scaffold proteins and effectors. Signaling is

modulated by ANGPT2 that has lower affinity for TEK, can promote TEK autophosphorylation in the absen

ce of ANGPT1, but inhibits ANGPT1-mediated signaling by competing for the same binding site. Signaling

is also modulated by formation of heterodimers with TIE1, and by proteolytic processing that gives rise to

a soluble TEK extracellular domain. The soluble extracellular domain modulates signaling by functioning

as decoy receptor for angiopoietins. TEK phosphorylates DOK2, GRB7, GRB14, PIK3R1; SHC1 and TIE1 Tyr
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基因ID 7010

基因名 TEK, Tek

Swiss Q02763 (https://www.uniprot.org/uniprotkb/Q02763/entry), Q02858 (https://www.uniprot.org/uniprotkb/Q

02858/entry)

别名 Tie2 (YD16145),Tie2 (YD16145) Rabbit mAb,TEK,Endothelial tyrosine kinase,Tunica interna endothelial cel

l kinase,Tyrosine kinase with Ig and EGF homology domains-2,Tyrosine-protein kinase receptor TEK,Tyrosi

ne-protein kinase receptor TIE-2,p140 TEK,HYK,STK1,TIE2,VMCM

产品验证

实验步骤

访问官网浏览详情: www.ablybio.cn (https://www.ablybio.cn//www.ablybio.cn)
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