





a

extracellular ACKR3

)

Figure 3: A CKR3-har bori ng vesicl es are rel eased under b asal c onditi ons
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Figure 4: ACKR3-harboring vesicles released under basal conditions are capable of ligand

neutralization
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Figure 5: ACKR3-harboring vesicles released under ligand-induced and basal
conditions arise from different cellular compartments
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Figure 6: Ligand-induced and basal release is independent of GRKs and B-arrestins,
and differentially affected by receptor C terminus motifs and RAMP interactions
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Figure 7: Putative ACKR3 trafficking supporting its scavenging function by internalization and release of
extracellular vesicles

ligand-induced
EV release

basal EV release

\ GRK-mediated arrestin
phosphorylation binding 1 ¥ internalization
GRK

s Il

late/recycling
endosome

recycling

early
endosome
L‘ \
3

dephosphorylation

multivesicular

GW4869 IT

manumycin A

bafilomycin A1

basal cycling ligand-induced internalization


https://doi.org/10.64898/2026.06.18.733119

