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The immunoregulation of inhibitory IgG receptor (FcyRIIB)
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Abstract: As the low-affinity IgG receptor, FcyRIIB regulates many immunocytes negatively. The two isoforms
(B1 and B2) expressed on different leukocytes and have different functions. FcyRIIB can inhibit immunocyte
activation via dependent or undependent on its cytoplasmic ITIMmotif. When cross—linked with B cell receptor,
FcyRITB destabilizes the association of the BCR with raft lipids and blocks immune synapse formation. An
imbalanced expression of FcyRIIB can result in development of autoimmune diseases, tumor and infectious

diseases. Further insight into the agents involved in the expression of FcyRIIB and its signaling pathway may

contribute to yield effective treatment for these diseases in the future.
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