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Akt DY) YEILIZEE 7oy 7 a3 Twbh, CTMP 23 vEfhans & Akt &
fil2@ L PDK 1 ®° PDK 212 & > C Akt i3 Thr 308 & Ser473 Dz h Zn sV
L& IR Akt £ 72 %, PI3K : phosphatidylinositol 3-kinase, PI-3,4,5-P; :
phosphatidylinositol-3, 4, 5-trisphosphate, PH : pleckstrin homology, CTMP :
carboxy-terminal modulator protein, PDK 1/2 : phosphoinositide-dependent

protein kinase 1/2.
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X@ Pl3K-Akt BEDFEHEILICL 32BN 7 FIEEDEIL
EHER Akt 137 R b —¥ X% cell cycle, #RE, FHL b3S HOMBEAY 7 Fzm
ENTFEY VEBLL, RECEET A FRERTF E L Tidz 5 <. GSK 3 8 : glycogen
synthase kinase-3 3, NF-xB : nuclear factor of xB, mTOR : mammalian target of
rapamycin, S6 K : p 70 ribosomal protein S 6 kinase, FKHR : a member of the Forkhead
family of transcription factors, IKK : IxB kinase, IxB : inhibitor of NF-»B, 4E-BP1:
eukaryotic initiation factor 4 E binding protein 1.
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