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TR R OB (Fn30) - K515 GTP #5452 1 'E«xB-Ras 1% NF-kB OIEMAL & HES 5507 &
L CHE SN, «B-Ras IIEENIZRIE L, £ GIP #EARTH D Z L3y - 7=, kB-Ras D
ZE AR TISN X GTP 16t D S E M2 R & 37, Lvh Z OMIaNRTEILHIE TH Y | kB-Ras
TG T 277 =0 X7 VAT RIZL > CEOMBNREEZZET D LN gho7z, «B-Ras
B LN TI8N ZE AR D FIFEFRIE INF—«IZ & % NF-«B DIEPE(b 2 BEE M L. & OFLER) R
GDP #& A T 5 TISN ZHARD FF DM > 7=,

WFZER B OMEZE (FE3) : We found that kB-Ras is a novel type of nuclear—cytoplasmic small
GTPase that mainly binds to GTP, and its localization seemed to be regulated by its
GTP/GDP-binding state. Unexpectedly, the GDP-binding form of xB-Ras mutant exhibited
a more potent inhibitory effect on NF-xB activation, and this inhibitory effect seemed

to be due to suppression of the transactivation of a p65/RelA NF—«B subunit.
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