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Introduction Figure 1: CD5- B-1 cells form more IgM-secreting cells Figure 3: B-1a cells downregulate CD5 expression after influenza infection. Summary and Discussion
What are innate-like B cells? than CD5+ B-1 cells in the Mediastinal LN after infection.
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e Two subsets differentiated based on CD5 higher frequency than CD5+ B-1 cells. B) K 2) B-1a cells were able to form B-1-derived IgM
expression: B-1a (CD5+) and secreting cells more effectively than B-1b cells in

. B1 cells have homeostatic and immune defense Figure 2: CD5 expression on B-1a cells is downregulated in vitro after stimulation. Cps FMP MedLN after influenza infection. Since we showed
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cells, migrate from the pleural cavity and i faction ::")’ N ns . ns , conventional B (B-2) cells. B-1 cells and B-1-derived IgM are IgMP important for the development of future vaccines or
accumulate in the draining (mediastinal) lymph =3 — T +, while B-2 cells and B-2-derived IgM are IgM?+. prophylaxes aimed at boosting immunity.
node (MedLN) in response to type 1 interferons, Neonatal chimeric mice were infected intranasally % 10000 (B) Neonatal chimeric mice were infected intranasally with
secreted after influenza infection®~. with influenza virus. Seven days after infection, £ influenza virus. Seven days after infection, mediastinal lymph Finally, our findings call into question the dogma
* Despite this, our preliminary data indicate that the mediastinal lymph nodes (MedLN) were collected. 5 _ nodes (MedLN) were collected and examined by flow cytometry. that B-1a and B-1b cells are two distinct B cell
main IgM-secreting B-1 cells in the MedLN after B-1-derived IgM antibody secreting cell (ASC) e T B-1 cells (“Dump” negative IgM"+) were examined for CD5 subpopulations. Instead, we propose that at least
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Identifying which B-1 cells respond after activation derived IgM secreting cells than mice given mainly | +B-1a +B-1b | groups had similar % of B-1a and B-1b cells in the MedLN after
will contribute to the development of better B-1b cells. IType of B-1 Cells Present influenza infection.
prevention and treatment options for influenza and
other infections. Figure 5: B-1a cells down-regulate CD5 and start secreting IgM after Salmonella typhimurium infection. Future Directions
(A) Neonatal chimeras with either only , only B-1b cells, or 95% B-1a + 5% B-1b cells were infected orally with Salmonella typhimurium. Five days after initial We are repeating the Salmonella infections in
exposure, mesenteric lymph nodes and Peyer’s Patches were collected and examined by Flow Cytometry and ELISPOT. B-1 cells (“Dump” negative IgMP+) were chimeric mice to confirm our data.
Study Goals examined for CD5 expression. Chimeric mice given only B-1a cells had significant populations of CD5- B-1 cells in their MesLN and Peyer’s Patches after infection, We plan to examine the response of B-1 cells to
Hypothesis: similar to the populations seen in the other two groups. (B) IgM secretion by B-1 cells in the MesLN and Peyer’s Patches of each group was also examined. Mice given OmpD, a Salmonella protein against which CD5- B-1
: . : : only B-1a cells formed more B-1-derived IgM antibody secreting cells (ASC) than mice given B-1b cells. cells have been reported to generate protective
B-1a cells activated by influenza infection lose antibodies.
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