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WFFE R R OMEEL (F53C) : A novel CDM—family protein was studied for molecular mechanism
of lymphocyte activation and guanine nucleotide exchange factors. The numbers of T cells
in the spleen and the peripheral lymph nodes were reduced in the gene—deficient mice.
Also, antigen—specific T-cell proliferation was impaired in the gene—deficient mice.
Finally, the novel CDM-family protein functioned as a Cdc42-specific guanine nucleotide
exchange factor.
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