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Premature B cells stimulated by the anti-immunoglobulin antibody are known to stop at the G 1
phase and then become extinct. This reaction is considered to be generated by the extinction of cells
(apoptosis). It is considered that a group of self-reacting cells is removed by the apoptosis induced
by the signals via the antigen receptor, and adiaphoria towards self (self-tolerance) is maintained.
In the WEHI-231 lymphoma cells originating in premature tumor genetic B cells, the apoptosis is
induced by the anti-IgM antibody stimulus. Preceding this reaction, tyrosine phosphorylation, serine,
threonine phosphorylation, activation of guanine nucleotide binding protein (G-protein), sthenia of
inositol phospholipid, increase of intracellular calcium ion concentration, and activation of protein
kinase C(PKC) are recognized. The first step to analyze the relationship between these initial
signals and the apoptosis, the author paid attention to the intracellular calcium ion. Since no DNA
fragmentation was recognized with the addition of ionomycin and phorbol ester, the intracellular
calcium ion is considered not related to apoptosis. Interestingly, the cholera toxin(CT) which
activates the G-protein induced cell growth inhibition and apoptosis to the WEHI-231 cells. From the
fact that the same results were recognized by the cAMP, part of the effects of CT was estimated
to be conducted by cAMP. Discussions were made concerning pathway in which the signals via the
antigen receptor induced the apoptosis.
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IgM HiEFEET CHHEE Y ~ T Ml £k
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