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TR OMEE (F130) « EMT U@L O & & Fr i) 5F 8 T DIaRIEA BT 52 L &
BRIEBHIE LT, BIBTICLLTOZ L 21T -7« DO EMT ICB#d % 5 72 RET 55 2)
EMT B85 TR BUERIE S L 2 B2 W ~0F ArEZ a3 2:3) EMT 233538 S L7z ek
R AR I & 159 2 S RETT 5, TORE. D ~A 7 uZ 487 v a v THBEL
T iE T VE A T HEEE IPMN #AIAEIC e~ miR126 DORIUE T 2380 7=, B aekic
miR126 # M5B &5 & EMT 2340l S Z &5, miR126 (X EMT #l#155 7+ CTH 5 =
EDVHIBA LT ;5 2) Mo EMT #3857 CTh D MSX2 1E, BRI CZ ORI EE BT 5
LIk o TEERZHI AR THDL Z LRI NS & L HIC;3) KA R X 5
EEBAEEE O > Th N AAFIMMEEZ R Lz, 2o ofERIE EMT BESy 1Ol E
BWHCARATH Y, EMT b i A3 s A Aa & (735 O 2 B0 e 1R HREEN) & 72 5 Rt 2 /R
TH5HDOTH-T,

WIER R OME (3530) : The aim of this study was to identify the molecules to regulate
EMT and the mechanism to control cellular senescence in pancreatic cancer. We
revealed that miR 126 was down-regulated in invasive pancreatic cancer compared to
non-invasive IPMN. In addition, the expression level of MSX2, inducer of EMT in
pancreatic cancer, was found to be utilized for diagnosis of pancreatic cancer.
Moreover, MSX2 expressing pancreatic cancer showed the chemoresistance, suggesting

that EMT related molecules could be therapeutic target for pancreatic cancer.
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