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NF-kB 5Z&EH 7=

NF-kB and colorectal cancer
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#Z K F «kB( nuclear factor- kB, NF-kB )&—4"
J&F Rel KM EZAZE A kW T, B A 7E T
HA G0 ML, NF-«B Z 16 42 45 5 A 51 p65
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Jadss 58 A AT 5. Shant 25 20N N, 45 B i R Gk
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TR L N, 4% Bel-2 . Mcl-1 . XIAP | cyclin DI F
MMP9 %5, 30 fib g3 1E Ji8 , 18 0 Ak 7 R 0
TS 4 K B, PR JEAE R SN RN A T R il
NF-kB ik, Pp 5] 38 fin 45 1M Ji X5 307 0 d50Jvk o
FESS T NF-«B FEE06 PIRAE TR, NF-xB 11
IR AT AR Sy — ol i A % P I A B2
SC-514 Jf&—1~ IKKB il 59] , i BEL T 45 7 9 40 . P
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