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Beta Arrestin 2 (YD16141) Rabbit mAb
货号: AYD11215  

产品信息

反应 Human,Mouse,Rat

宿主 Rabbit

克隆性 Monoclonal

预测反应

应用 WB FC IP

推荐浓度

理论分子量 46kDa/46kDa/46kDa

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 Cytoplasm, Nucleus, Cell membrane, Membrane, clathrin-coated pit, Cytoplasmic vesicle

纯化

抗原信息

抗原信息

靶点信息

研究背景 Functions in regulating agonist-mediated G-protein coupled receptor (GPCR) signaling by mediating both 
receptor desensitization and resensitization processes (PubMed:37209686, PubMed:38175886). During h
omologous desensitization, beta-arrestins bind to the GPRK-phosphorylated receptor and sterically preclu
de its coupling to the cognate G-protein; the binding appears to require additional receptor determinants 
exposed only in the active receptor conformation. The beta-arrestins target many receptors for internaliz
ation by acting as endocytic adapters (CLASPs, clathrin-associated sorting proteins) and recruiting the GP
RCs to the adapter protein 2 complex 2 (AP-2) in clathrin-coated pits (CCPs). However, the extent of beta-
arrestin involvement appears to vary significantly depending on the receptor, agonist and cell type. Inter
nalized arrestin-receptor complexes traffic to intracellular endosomes, where they remain uncoupled fro
m G-proteins. Two different modes of arrestin-mediated internalization occur. Class A receptors, like ADR
B2, OPRM1, ENDRA, D1AR and ADRA1B dissociate from beta-arrestin at or near the plasma membrane an
d undergo rapid recycling. Class B receptors, like AVPR2, AGTR1, NTSR1, TRHR and TACR1 internalize as 
a complex with arrestin and traffic with it to endosomal vesicles, presumably as desensitized receptors, f
or extended periods of time. Receptor resensitization then requires that receptor-bound arrestin is remov
ed so that the receptor can be dephosphorylated and returned to the plasma membrane. Mediates endoc

javascript:;
javascript:;
javascript:;


ed so that the receptor can be dephosphorylated and returned to the plasma membrane. Mediates endoc
ytosis of CCR7 following ligation of CCL19 but not CCL21. Involved in internalization of P2RY1, P2RY4, P2R
Y6 and P2RY11 and ATP-stimulated internalization of P2RY2. Involved in phosphorylation-dependent inter
nalization of OPRD1 and subsequent recycling or degradation. Involved in ubiquitination of IGF1R. Beta-ar
restins function as multivalent adapter proteins that can switch the GPCR from a G-protein signaling mod
e that transmits short-lived signals from the plasma membrane via small molecule second messengers a
nd ion channels to a beta-arrestin signaling mode that transmits a distinct set of signals that are initiated 
as the receptor internalizes and transits the intracellular compartment. Acts as a signaling scaffold for MA
PK pathways such as MAPK1/3 (ERK1/2) and MAPK10 (JNK3). ERK1/2 and JNK3 activated by the beta-arres
tin scaffold are largely excluded from the nucleus and confined to cytoplasmic locations such as endocyti
c vesicles, also called beta-arrestin signalosomes. Acts as a signaling scaffold for the AKT1 pathway. GPC
Rs for which the beta-arrestin-mediated signaling relies on both ARRB1 and ARRB2 (codependent regulati
on) include ADRB2, F2RL1 and PTH1R. For some GPCRs the beta-arrestin-mediated signaling relies on eit
her ARRB1 or ARRB2 and is inhibited by the other respective beta-arrestin form (reciprocal regulation). In
creases ERK1/2 signaling in AGTR1- and AVPR2-mediated activation (reciprocal regulation). Involved in C
CR7-mediated ERK1/2 signaling involving ligand CCL19. Is involved in type-1A angiotensin II receptor/AGT
R1-mediated ERK activity. Is involved in type-1A angiotensin II receptor/AGTR1-mediated MAPK10 activity
. Is involved in dopamine-stimulated AKT1 activity in the striatum by disrupting the association of AKT1 wi
th its negative regulator PP2A. Involved in AGTR1-mediated chemotaxis. Appears to function as signaling 
scaffold involved in regulation of MIP-1-beta-stimulated CCR5-dependent chemotaxis. Involved in attenua
tion of NF-kappa-B-dependent transcription in response to GPCR or cytokine stimulation by interacting wit
h and stabilizing CHUK. Suppresses UV-induced NF-kappa-B-dependent activation by interacting with CHU
K. The function is promoted by stimulation of ADRB2 and dephosphorylation of ARRB2. Involved in p53/TP
53-mediated apoptosis by regulating MDM2 and reducing the MDM2-mediated degradation of p53/TP53. 
May serve as nuclear messenger for GPCRs. Upon stimulation of OR1D2, may be involved in regulation of 
gene expression during the early processes of fertilization. Also involved in regulation of receptors other t
han GPCRs. Involved in endocytosis of TGFBR2 and TGFBR3 and down-regulates TGF-beta signaling such 
as NF-kappa-B activation. Involved in endocytosis of low-density lipoprotein receptor/LDLR. Involved in en
docytosis of smoothened homolog/Smo, which also requires GRK2. Involved in endocytosis of SLC9A5. Inv
olved in endocytosis of ENG and subsequent TGF-beta-mediated ERK activation and migration of epithelia
l cells. Involved in Toll-like receptor and IL-1 receptor signaling through the interaction with TRAF6 which 
prevents TRAF6 autoubiquitination and oligomerization required for activation of NF-kappa-B and JUN (Pu
bMed:26839314). Involved in insulin resistance by acting as insulin-induced signaling scaffold for SRC, AK
T1 and INSR. Involved in regulation of inhibitory signaling of natural killer cells by recruiting PTPN6 and PT
PN11 to KIR2DL1. Involved in IL8-mediated granule release in neutrophils. Involved in the internalization o
f the atypical chemokine receptor ACKR3. Acts as an adapter protein coupling FFAR4 receptor to specific 
downstream signaling pathways, as well as mediating receptor endocytosis (PubMed:22282525, PubMed:
23809162). During the activation step of NLRP3 inflammasome, directly associates with NLRP3 leading to
inhibition of pro-inflammatory cytokine release and inhibition of inflammation (PubMed:23809162) Functi
ons in regulating agonist-mediated G-protein coupled receptor (GPCR) signaling by mediating both recept
or desensitization and resensitization processes. During homologous desensitization, beta-arrestins bind t
o the GPRK-phosphorylated receptor and sterically preclude its coupling to the cognate G-protein; the bin
ding appears to require additional receptor determinants exposed only in the active receptor conformatio
n. The beta-arrestins target many receptors for internalization by acting as endocytic adapters (CLASPs, c
lathrin-associated sorting proteins) and recruiting the GPRCs to the adapter protein 2 complex 2 (AP-2) in 
clathrin-coated pits (CCPs). However, the extent of beta-arrestin involvement appears to vary significantl
y depending on the receptor, agonist and cell type. Internalized arrestin-receptor complexes traffic to intr
acellular endosomes, where they remain uncoupled from G-proteins. Two different modes of arrestin-med
iated internalization occur. Class A receptors, like ADRB2, OPRM1, ENDRA, D1AR and ADRA1B dissociate f
rom beta-arrestin at or near the plasma membrane and undergo rapid recycling. Class B receptors, like A
VPR2, AGTR1, NTSR1, TRHR and TACR1 internalize as a complex with arrestin and traffic with it to endos
omal vesicles, presumably as desensitized receptors, for extended periods of time. Receptor resensitizati
on then requires that receptor-bound arrestin is removed so that the receptor can be dephosphorylated a
nd returned to the plasma membrane. Mediates endocytosis of CCR7 following ligation of CCL19 but not 
CCL21. Involved in internalization of P2RY1, P2RY4, P2RY6 and P2RY11 and ATP-stimulated internalization
of P2RY2. Involved in phosphorylation-dependent internalization of OPRD1 and subsequent recycling or d
egradation. Involved in ubiquitination of IGF1R. Beta-arrestins function as multivalent adapter proteins th
at can switch the GPCR from a G-protein signaling mode that transmits short-lived signals from the plasm
a membrane via small molecule second messengers and ion channels to a beta-arrestin signaling mode t
hat transmits a distinct set of signals that are initiated as the receptor internalizes and transits the intrac
ellular compartment. Acts as a signaling scaffold for MAPK pathways such as MAPK1/3 (ERK1/2) and MAPK
10 (JNK3). ERK1/2 and JNK3 activated by the beta-arrestin scaffold are largely excluded from the nucleus 
and confined to cytoplasmic locations such as endocytic vesicles, also called beta-arrestin signalosomes. 
Acts as a signaling scaffold for the AKT1 pathway. GPCRs for which the beta-arrestin-mediated signaling r
elies on both ARRB1 and ARRB2 (codependent regulation) include ADRB2, F2RL1 and PTH1R. For some G
PCRs the beta-arrestin-mediated signaling relies on either ARRB1 or ARRB2 and is inhibited by the other r
espective beta-arrestin form (reciprocal regulation). Increases ERK1/2 signaling in AGTR1- and AVPR2-me
diated activation (reciprocal regulation). Involved in CCR7-mediated ERK1/2 signaling involving ligand CC
L19. Is involved in type-1A angiotensin II receptor/AGTR1-mediated ERK activity. Is involved in type-1A an
giotensin II receptor/AGTR1-mediated MAPK10 activity. Is involved in dopamine-stimulated AKT1 activity i



giotensin II receptor/AGTR1-mediated MAPK10 activity. Is involved in dopamine-stimulated AKT1 activity i
n the striatum by disrupting the association of AKT1 with its negative regulator PP2A. Involved in AGTR1-
mediated chemotaxis. Appears to function as signaling scaffold involved in regulation of MIP-1-beta-stimu
lated CCR5-dependent chemotaxis. Involved in attenuation of NF-kappa-B-dependent transcription in resp
onse to GPCR or cytokine stimulation by interacting with and stabilizing CHUK. Suppresses UV-induced NF
-kappa-B-dependent activation by interacting with CHUK. The function is promoted by stimulation of ADR
B2 and dephosphorylation of ARRB2. Involved in IL8-mediated granule release in neutrophils (By similarit
y). Involved in p53/TP53-mediated apoptosis by regulating MDM2 and reducing the MDM2-mediated degr
adation of p53/TP53. May serve as nuclear messenger for GPCRs. Upon stimulation of OR1D2, may be inv
olved in regulation of gene expression during the early processes of fertilization. Also involved in regulatio
n of receptors other than GPCRs. Involved in endocytosis of TGFBR2 and TGFBR3 and down-regulates TGF
-beta signaling such as NF-kappa-B activation. Involved in endocytosis of low-density lipoprotein receptor/
LDLR. Involved in endocytosis of smoothened homolog/Smo, which also requires GRK2. Involved in endoc
ytosis of SLC9A5. Involved in endocytosis of ENG and subsequent TGF-beta-mediated ERK activation and 
migration of epithelial cells. Involved in Toll-like receptor and IL-1 receptor signaling through the interacti
on with TRAF6 which prevents TRAF6 autoubiquitination and oligomerization required for activation of NF-
kappa-B and JUN. Involved in insulin resistance by acting as insulin-induced signaling scaffold for SRC, AK
T1 and INSR. Involved in regulation of inhibitory signaling of natural killer cells by recruiting PTPN6 and PT
PN11 to KIR2DL1. Involved in the internalization of the atypical chemokine receptor ACKR3 (By similarity).
Acts as an adapter protein coupling FFAR4 receptor to specific downstream signaling pathways, as well a
s mediating receptor endocytosis. During the activation step of NLRP3 inflammasome, directly associates 
with NLRP3 leading to inhibition of pro-inflammatory cytokine release and inhibition of inflammation Func
tions in regulating agonist-mediated G-protein coupled receptor (GPCR) signaling by mediating both rece
ptor desensitization and resensitization processes. During homologous desensitization, beta-arrestins bin
d to the GPRK-phosphorylated receptor and sterically preclude its coupling to the cognate G-protein; the 
binding appears to require additional receptor determinants exposed only in the active receptor conforma
tion. The beta-arrestins target many receptors for internalization by acting as endocytic adapters (CLASPs
, clathrin-associated sorting proteins) and recruiting the GPRCs to the adapter protein 2 complex 2 (AP-2) 
in clathrin-coated pits (CCPs). However, the extent of beta-arrestin involvement appears to vary significa
ntly depending on the receptor, agonist and cell type. Internalized arrestin-receptor complexes traffic to i
ntracellular endosomes, where they remain uncoupled from G-proteins. Two different modes of arrestin-
mediated internalization occur. Class A receptors, like ADRB2, OPRM1, ENDRA, D1AR and ADRA1B dissoci
ate from beta-arrestin at or near the plasma membrane and undergo rapid recycling. Class B receptors, li
ke AVPR2, AGTR1, NTSR1, TRHR and TACR1 internalize as a complex with arrestin and traffic with it to en
dosomal vesicles, presumably as desensitized receptors, for extended periods of time. Receptor resensiti
zation then requires that receptor-bound arrestin is removed so that the receptor can be dephosphorylat
ed and returned to the plasma membrane. Mediates endocytosis of CCR7 following ligation of CCL19 but 
not CCL21. Involved in internalization of P2RY1, P2RY4, P2RY6 and P2RY11 and ATP-stimulated internaliza
tion of P2RY2. Involved in phosphorylation-dependent internalization of OPRD1 and subsequent recycling 
or degradation. Involved in ubiquitination of IGF1R. Beta-arrestins function as multivalent adapter protein
s that can switch the GPCR from a G-protein signaling mode that transmits short-lived signals from the pl
asma membrane via small molecule second messengers and ion channels to a beta-arrestin signaling mo
de that transmits a distinct set of signals that are initiated as the receptor internalizes and transits the int
racellular compartment. Acts as a signaling scaffold for MAPK pathways such as MAPK1/3 (ERK1/2) and M
APK10 (JNK3). ERK1/2 and JNK3 activated by the beta-arrestin scaffold are largely excluded from the nucl
eus and confined to cytoplasmic locations such as endocytic vesicles, also called beta-arrestin signaloso
mes. Acts as a signaling scaffold for the AKT1 pathway. GPCRs for which the beta-arrestin-mediated signa
ling relies on both ARRB1 and ARRB2 (codependent regulation) include ADRB2, F2RL1 and PTH1R. For so
me GPCRs the beta-arrestin-mediated signaling relies on either ARRB1 or ARRB2 and is inhibited by the ot
her respective beta-arrestin form (reciprocal regulation). Increases ERK1/2 signaling in AGTR1- and AVPR
2-mediated activation (reciprocal regulation). Involved in CCR7-mediated ERK1/2 signaling involving ligan
d CCL19. Is involved in type-1A angiotensin II receptor/AGTR1-mediated ERK activity. Is involved in type-1
A angiotensin II receptor/AGTR1-mediated MAPK10 activity. Is involved in dopamine-stimulated AKT1 acti
vity in the striatum by disrupting the association of AKT1 with its negative regulator PP2A. Involved in AG
TR1-mediated chemotaxis. Appears to function as signaling scaffold involved in regulation of MIP-1-beta-s
timulated CCR5-dependent chemotaxis. Involved in attenuation of NF-kappa-B-dependent transcription in
response to GPCR or cytokine stimulation by interacting with and stabilizing CHUK. Suppresses UV-induce
d NF-kappa-B-dependent activation by interacting with CHUK. The function is promoted by stimulation of 
ADRB2 and dephosphorylation of ARRB2. Involved in IL8-mediated granule release in neutrophils (By simil
arity). Involved in p53/TP53-mediated apoptosis by regulating MDM2 and reducing the MDM2-mediated d
egradation of p53/TP53. May serve as nuclear messenger for GPCRs. Upon stimulation of OR1D2, may be 
involved in regulation of gene expression during the early processes of fertilization. Also involved in regul
ation of receptors other than GPCRs. Involved in endocytosis of TGFBR2 and TGFBR3 and down-regulates 
TGF-beta signaling such as NF-kappa-B activation. Involved in endocytosis of low-density lipoprotein rece
ptor/LDLR. Involved in endocytosis of smoothened homolog/Smo, which also requires GRK2. Involved in e
ndocytosis of SLC9A5. Involved in endocytosis of ENG and subsequent TGF-beta-mediated ERK activation 
and migration of epithelial cells. Involved in Toll-like receptor and IL-1 receptor signaling through the inter
action with TRAF6 which prevents TRAF6 autoubiquitination and oligomerization required for activation of
NF-kappa-B and JUN. Involved in insulin resistance by acting as insulin-induced signaling scaffold for SRC, 
AKT1 and INSR. Involved in regulation of inhibitory signaling of natural killer cells by recruiting PTPN6 and



AKT1 and INSR. Involved in regulation of inhibitory signaling of natural killer cells by recruiting PTPN6 and
PTPN11 to KIR2DL1. Involved in the internalization of the atypical chemokine receptor ACKR3 (By similarit
y). Acts as an adapter protein coupling FFAR4 receptor to specific downstream signaling pathways, as wel
l as mediating receptor endocytosis. During the activation step of NLRP3 inflammasome, directly associat
es with NLRP3 leading to inhibition of pro-inflammatory cytokine release and inhibition of inflammation

基因ID 409

基因名 ARRB2, Arrb2

Swiss P32121, Q91YI4, P29067

别名 Beta Arrestin 2 (YD16141)

产品验证

实验步骤

访问官网浏览详情: www.ablybio.cn
 

https://www.ablybio.cn
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