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ARF6-AMAPL f&FITA T 71 00 RV 27 EHilaR s AR OBIRERIEN B 5 [6, 8] Z &h 5, PD-L1
DEJREIZ HBGT2 DITR D ARG AL T, TRANToAER, B S AU iesfiia MIAPaCa-2 (24 C, PD-L1 1
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The PDGFR-ARF6-AMAP1 Axis
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TR RTAN—ERE 4 DI IALe Z LN TE, ZD4 ) MEIIAMOFERE LR b 5, AR Claes
EXRE LT, RTA N LR ARF6 #E D% 0 31 HDBhEM: 2507, £ DFER, KRAS FE{a YD elF4A
/AE A7) mRNA BEREMEZ (8t L ARF6 & AMAP1 O FERETHEDFR & 725 2 & —J7. TP53 s -
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