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WFFER RO EE (J530) : CD22-/- mice showed delayed recovery from CHS reactions compared
with wild type mice. Our current study reveals a defect in survival or retention in activated CD22-/-
peritoneal B-1 cells and a regulatory role of peritoneal B-1a cells in CHS. Comparing with CHS in
CD19-/- mice revealed that peritoneal B-1a cells are likely to suppress the late remission phase as
“regulatory B cells”. CD22 deficiency results in disturbed CHS remission by impaired retention or
survival of peritoneal B-1a cells that migrate into lymphoid organs.
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