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&3 UPRDS4— b7 7 V—DFHEIZ, PERK Ot
BICE DM 3N, X5 mTORCLICK W ADHN %
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T TIZmTOR ¥ 7 F VO TLHEN A & N 2 B O R
BERISHENTBY, mTOR] 2¥Hl45L4—FT 7
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mTOR ¥ 7 F IV RN T2 BAROR B % 54T % phos-
phatidylinositol-3-phosphate kinase (PI3K) ¥ 7+ ®
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