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The role of protein palmitoylation in tumorigenesis, progression, and treatment
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(phosphatidylinositol-4,5-bisphosphate 3-kinase, PI3K)/
AKT/mTOR {55 53l , R0 A G A7 AR AN 5
MR RBEVE ] o 4132 336 J2 A K LT (epidermal
growth factor, EGF) . i} & 2 ## 4= < X - (insulin-like
growth factor, IGF) &5 5 HIIHANMIS , PI3K 0 , AKT
SR PI3K RN 731~ 3- BRI IR 0 1 (PDK 1D
(BRI , JT 9% PIP3 FHZE RI4EM R b FfJ5 , AKT
B AL T i mTOR S5 #E 8 1, W5 AR AR A AR
A E
A A 8t A A2 40 FT DL R R T AKT (5 5 1 % .
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PRt ASIL iT LA SR Y AKT 5 5% 2. £
RAREAEAS T 43 A FHF IGF FIEGF (13244437 IGFR
Ji% & 25 52 /K 'K %) (insulin receptor substrate, IRS) F/l

EGFR, 520 it AKT {55 18831 ARHEIEAL(E IGFR
FIRS 42 fEA AR L, iG585 IGF 45 Ak
HESHS . LENEETCES APT Lilid 2 FR IGFR F1IRS
_E OREAERESE ], 408 IGF X AKT 15 5l B a5,
BEAL, 40 B -1 (flotillin-1, FLOT-1) [ R
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PCSK9 5 PTEN 45 & #1551 /1%, PTEN X AKT {55
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