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FITEERER (EX) Analysis of the role of cytoplasmictail in IgG molecule for the
development and the sustention of memory B cells
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WFFERR OBEEL (Fn30) <G8 B MRS R BLd 5 1gG 4y 1T (LAY IZ PR A7 S HL72 cytoplasmic tail
AT DH, LL7NnE, ZO cytoplasmic tail OAEBFIEENIA TRV, # 2 TR
TlE. 2@ IgG cytoplasmic tail DRI HRENZHLNICT L L2 L LT,

ZOfER, 1gG cytoplasmic tail X IgG 43 F OMIARE ~D L ERFBBIZTF LG L THDH, &
SITIEZ DU Ay, IgG D XV ZERFHIZFG L TVWDL L EHLNIT LT,

MR R OMEEE (3230) : The IgG molecule expressing on the memory B cells have the
evolutionarily conserved cytoplasmic tail. However, the physiological role of the IgG
cytoplasmic tail is not clear. Therefore, the purpose of this study was to clarify the role of
the cytoplasmic tail of IgG molecule.

As a result, the cytoplasmic tail of IgG contributed to the stably expression of the IgG
molecule on the cell surface, and its phosphorylation contributed to more stably expression
of the IgG on the cell surface.
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