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Having previously shown that IgM™*B cells can gener-
ate intestinal IgAT B cells in situ by in two separate gut
environments: organized follicular structures and lamina
propria (LP), we focused on determining the origins of
IgM*B in the LP gut. Transfer experiments were con-
ducted to reconstitute IgM ™ B cells and IgA plasma cells
in LP of aly/aly mice. The LP region of these mice has
no B cells and organized follicular structures are defective
due to a NF-xB-inducing kinase (NIK) mutation. The
studies showed that naive B cells can migrate to the LP
but the migration requires NIK-dependent activation of
gut stromal cells. By contrast, when gut entry is primed,
IgM*B cell migration to the LP occurs independently to
NIK-activation. This suggests that organised structures in
the gut induce mucosal IgA T B cell development and repro-
gram B cell homing properties. Our results indicate that
naive B cells can migrate directly to the LP via a different
pathway than used by gut primed B cells. This explains
the presence of IgM™*B cells and IgA plasma cells in the
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absences of gut associated lymphoid tissues.
Research Subjects

1. Phenotypic and functional characterization of gut
stromal cell compartment

2. Adhesion molecules, chemokines and signals required
for peritoneal B cells recruitment to body cavities and
homing to gut lamina propria

3. Intraepithelial lymphocyte compartment and its role
in maintenance of the gut homeostasis
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