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Aﬂalysis of the immune system failure mechanism via germinal center reaction by
the aging

SAITO, Masako

3,000,000
(Sjogren’ s syndrome SS) SS
Tfh B Tfh
Ascl2 CD4 T Tfh
SS CD20
SS
SS
SS SS

We evaluated the mechanism of the formation of autoimmune lesions in SS
model mice. The population and cell number of CD4+CD62L-PD-1+ CXCR5+ Tfh cells were significantly
higher in SS model mice than in control mice. In addition, the population and cell number of PNA+
GL-7+ CD19+ Germinal center (GC) B cells were significantly enhanced in SS model mice compared with
control mice. The areas of expanded GC were significantly increased compared with those of control
mice. Furthermore, GC in the spleen of anti-CD20 mAb-treated mice were considerably diminished
compared with those of isotype control mAb-treated mice.

These results suggest that anti-CD20 mAb treatment is effective on autoimmune lesions in SS model
mice and that B cell depletion suppresses the GC reaction with a reduction of Tfh cells in these
mice.
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