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Research progress of PI3K/AKT/mTOR signing pathway inhibitors in the treatment of colorectal cancer
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U DNA XUHE T 2445003 9148 52 i)l R vh R A F B AR T . 63X SCE T, Ruland 082 (058 /NAL & B, 76 4 it v A7 4
DNA [E S F( TEig R PR RIEZ0A DNA #E A A0 B 2 DL DNA 575 B 4IHE ), RadS0 BEAS Hi 4% 5 DNA e iy, If
5 CARD9 IR AR, BN AN T o DNA S TL-18 A97= 4. VE# Xk — 24 B 7ZE CARD9 Bel-10 #ilk LA K RadS0
A F R /N B B SR TR SR 4H I BMDC )N, 8759 T DNA-Rad50-CARD9 2 & A 572 4k 11-18 BYALHI, & PUAE 40 i B
DNA FE7ERI5 LT, CARDY \Bel-10 RER LK Rad50 £50hs5 /N B BMDC 748 TL-18 B S0 /0 s CARDO BRI P65 il c-Rel
AT A TN BRI b, 9F R A E CARDY F77ERYIE BT Bel-10 4 665 DNA-Rad50-CARD9 & Az 7 . X kit B,
TEANRBE B DNA BB T , RadS0 AERSIR DNA I H5 CARDO M AR BiZ 41K, CARD9 X RE#E— 4R 5L Bel-10 Jf:
64k NF-xB, IR 11-18 5 RNA (955 5% (2 F 1118 RTiARM =

R CEIE XS Rad50 A1 CARD9 [UAIFSE , #F— 20 R T HLIAXT DNA 845 918 52 RGNS S 14 DNA V5 BR (1 [E A
P ZR G (B AR OGE . TEE A AR E KB T — 4287 DNA-Rad50-CARD9 7E P 38 20 1 1t NF-«B {2 11-18
PR I E S B, TR DNA SRR B B e AT s 4 it THTmL R .

[ T8 %, XA # . Roth S, Rottach A, Lotz-Havla AS, et al. Nat Immunol, 2014, 15( 6 ): 538-545. ]



