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sogenannter „Scavenger“ konnte gezeigt werden, dass in Abwesenheit von GPR182  
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triphosphate (ATP) into 3’,5’

 Oppositely, Gαi/o protein inhibits the aden

 PCRs coupled to Gαq/11 activate phospholipase C β (PLC β) 



 Gα12/13 controls the activity of a small monomeric G

 Historically, Gβ γ dimers have been discovered to control K+ and Ca2+ channels 

. However, Gβ γ dimers have more recently been described for regulating 

β/ε activity 



active Gα and Gβγ subunits. These subunits differentially control downstream signal 



cells of mice was shown by using a mouse line expressing β
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resident macrophages release a cytokine cocktail which “freely” diffuses within 

. Under “physiological” condition the 
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Iscove’s modified Dulbecco’s medium





Glo™ Luciferase Assay System



Gß, GγSmbit









We performed RNA isolation and reverse transcription according to the manufacturer’s 

rmalized to water and calculated using the ∆∆Ct method. The following primers used 

Peyer’s Patches, aorta) or overnight. After fixation, organs were washed three times with 



dependent luciferase reporter and a β

Providence, USA). The two cell lines were maintained in Dulbecco’s modified Eagle’s 

β





maintained in DMEM and selected with 15 μg/ml blasticidin, 100 μg/ml hygromycin B, 

and 100 IU Penicillin and 100 μg/ml Streptomycin



Magnetic Luminex Assay plex panel for CXCL10, CXCL12α and CXCL13. Samples 



chemokine (“hot” ligand).



protein α

Gαi activation assay

induced Gαi signaling, we used the recently developed 







and meshed through a 40 μm cell filter. Ten million splenocytes were stained with cKit
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A followed by Bonferroni’s post





mph nodes, Peyer’s patc

α





β

lymphatic endothelial markers (CD31, ERG, Prox1, Endomucin, α
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ale bars, 50 μm).
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naturally results in the recruitment of the fusion β



Effect of the indicated chemokines on β



Analysis of β

Comparison with the β

Nateglinide (C). Effect of GPR182 stimulation wih serum on the recruitment of β

using paired Student’s t
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Analysis of β
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analyzed using paired Student’s t





differences between genotypes were analyzed using paired Student’s t
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and CXCR5, whereas they had hardly any effect on β

, CXCL12 strongly induced β

compared to other chemokine receptors, GPR182 showed substantial recruitment of β

physiological role of β
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CXCL12a (B), CXCL12b (C) and CXCL13 (D). Basal activity of β
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CXCL12α, and CXCL13 in mice lacking GPR182. 
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analyzed using paired Student’s t





differences between genotypes were analyzed using paired Student’s t









circulation would carry HSCs away into the splenic sinusoids where they “extravasate” 









signaling and chemokine internalization through β

ACKR exhibits a distinct relationship with β

with β

ment of β
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interaction behavior with β

β . Intriguingly, β

to carry very diversified roles. As mentioned, β

since β



pieces of evidence exhibit β

(and interacting with β

remain to be solved to fully understand the role of β



γ (IFN γ: known as an inflammatory marker, but 

γ plays a role 

γ does not have chemoattractant property underlining 

γ KO was 
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Finally, we could observe a moderate “splenomegaly” in deficient mice. Regarding the 
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Several reports expose “conventional” heterodimerization between ACKR3 and CXCR4 
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