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THZTEEREL () Analysis of the roles of anamorsin, anti-apoptotic molecule, on

survival and proliferation of B |ymphocytes
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WRZER RO EE (Fnsg) - 7Yy (W) F T AV 2=y 7 (Tg) ~ U ADMEI D
BUY/SER B)ZHEEL, LPSHPLLZEZ A, AM Tg B DN WT B LV &ML OHESEARE
EES LT, & 512, LPS IS THM LT=BRD > 7' F ARES F DIEM b 2 7 = 2 &
Ty T 4TI Lo THITLTIZE Z A, ERKL/2 BEONTKB O U U ELDOIX F 2R D7,
F7-. AM Tg BEWT BOBEGTFHEZDNA T LAICTEERLZEZ A, A Tg BIlgBWT
IL-1 B DFBEDIK T ZFBDT, LLEX Y EMEPEBLO AM 2 BIZ31F 5 LPS B D~ 7L
REREICEH L TCWD Z ERHL N 2o T,

W RO EL (#3C) : The proliferation of B lymphocytes (B) from anamorsin (AM)
transgenic (Tg) mice by LPS was impaired compared with WT B. The Western blotting analysis
showed the phosphorylation of ERK1/2 and IkB were reduced. Furthermore, the expression
of IL-1/3 mRNA was decreased in AM Tg B by DNA array compared with WT B. From these data,
it was clarified that AM overexpression had negative effects on LPS—induced signal
pathways of B.
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