=

N H |

:I—
» ﬂ
K A K E

#xKc—19

HEMREBREEX (BEHRERDE) ARARRESE
PRk 2 54 5 H 2 0 BEUE

HREES . 13301
EiER - EBME (C)
IS HARS : 2010~2012
SEREES : 22500996
IR RER (X))  SOX17 MHIFEALIZ & 2 Wnt ;EHEHIEACEHILEEEEMHILICRIFTHE

TFZeiRRER (EX) Regulation of Wnt activity by SOX17 in gastrointestinal tumorigenesis
MERRE

KE &+ (OSHIMA HIROKO)

FIRKE - DAERERFIEBIZER - BIZ

MEEZES : 80362515

WRFERCROMEL (Fn30) « BRG K1 ThD SOX17 13, {HLE MG DR AR L TIIB AR I
TER 2w RetEE, TRPAAMEINTIER T2 T REME RS TRY . ZDRENIRIZAHTH L,
AWFFETIE, U RET NV HWTBIZFRIRITIC LY | BE RS A2 61T 5 SOX17 DRI ZfiE
Hriiz, ZOkEF, SOX17 s 1% KIES W72 Apc' 716~ ACIIAFREEAIEEL | B ESE DA
BREINZGED =286 SOX1T 1E R I AEICBEL THIRIBNTAER 758 E 2 b7,

MR O (JE3L) : Transcription factor SOX17 has shown to function as “tumor
promoter” and also “tumor suppressor”, and the role of SOX17 in tumorigenesis has not yet
In this project, the role of SOX17 in intestinal tumorigenesis has been
Disruption of SOX17 in Apc'726 mouse model resulted in
These results indicate

been elucidated.
examined by genetic studies.
thickened gastric mucosa and significant increase of colonic polyps.
that SOX17 functions as tumor suppressor in colon cancer development.
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