Bk FZE 20094280 %29% 18 IntJ Dig Dis, February 25, 2009, Vol 29, No. 1 « 33 .

JAK-STAT 55 @S % AW E
SYX BEE EBE

BELIMBR-AFTROERNA EHAARANELASINBGLR . TAM LA MEYHEH.,
B o EHEENS. EAFLLRLJAKSTAT REERBGFFENLS LS EAMBHORAAE W JALA
BRAGEL KR GE BSAHESEE, BR,JAKSTAT £5EB8SHTHRALAMELS ks,

¥R AMA;JAK-STAT; STAT3; M 7

Jak-Stat signating pathways and colorectal cancer LI Wen-ying, CHEN Ying-zuan, FANG Jing-yuan. Shanghai Institute of
Digestive Disease , Renji Hospital , Shanghai Jiactong University, Shanghai(200001), China

Abstract: Colorectal cancer is one of the most common malignancies. Colorectal carcinogenesis is a complex multistep
process involving progressive disruption of intestinal epithelial-cell proliferation, apoptosis, differentiation, and survival mecha-
nisms. Currently, accumulating evidence indicates that abnormalities in the JAK-STAT pathway is involved in the pathogene-

sis, progression, metastasis and prognosis of human colorectal cancer. Thus, the JAK-STAT pathway may be a new potential

target for therapy of colorectal cancer.
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