P 58

BExXc—19

N H |

HERREPRERZ (HEHREGMPE) ARARBEE
Rk 2 54E5 H 2 4 HEHE

HEIES - 14301

HRER - EBHR (S

HZEAR - 2009~2012

REEES 21229005

MRFEER (FIX) YORETILZRVHERBZEBROMRE

ZeiERE4L () Studies on Metastasis of Digestive Cancers Using Mouse Models

MRARE
H@E 3 (TAKETO MAKOTO)
RBMREFRFREFHEH - iR
MREHS : 70281714

R OBME (F130) -

I LD OF TR O 5D 2SIk bE <. £ OERIESE Z M3 5 2 & 13
THEETHD, 5EIEX 1T, LB #EER (IMCs) 28 CCR1 2 BRI AR AE L TR A o AT~
OEEBICEHE 2B 2 R 2 &R Lz, 5T, Notch ¥ 7 F WVAREN KGO BRI
HETHY ., desBIEFITENELET L EHHLMNI LT, F£72. JNK 2 mTORCI R D%
MLz L CEBEREIEET 2 2 & baRd 7l iR HEME s EERET D Z &0
T&7,

WFZERCR OB (3530)

Metastasis is responsible for most cancer deaths. Here, we show that immature myeloid
cells (iMCs) promote liver metastasis of colon cancer cells. We also found that Notch
signaling stimulates colon cancer metastasis, and endogenous metastasis suppressor Aes
inhibits the signaling. In addition, we demonstrate that JNK stimulates tumor formation
in the intestine by activating mTORC1 signaling. These results should open new horizons
in metastasis research and treatment of colon cancer.
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