BExXc—19

FIZHREBHER REHREHDE) HARAREBES
Rk 2 455 A 1 BEHE

HEES : 16401
EFER - AT (C)
B2 HARS - 2009~2011
EEEES 21590439
MERESL (FIX) WBRBICEIENARERZROFERS T : A VR ORETIRERN
- =R
IEEREL (FEX)  Analysis of the mechanisms for the promoting effect of diabetes
mellitus on carcinogenesis: An experimental study using insulin-deficient mice
MERKRE

Z &5k (GANG-HONG LEE)

BHKE - HERARTNEERESR - BiR

MEEES: 10261405

WFERCR OB (F130) : BERIFRIZ E RIS A DEZHIGEIRK T Thh b, AWFZE T, BERIFEH
JEOHZIRDLA VAV VOBENPASOEELZI LT, BEHA XY RBIZX AR
W~ U A EFH LA R DN A TR KO B AEREIT 72, A AU U REIFFRER
NERET D — 5, BN ATINEI Lz, Lo T, 4 AU U REOREN A~OR RIS
HEPyTh Y | FERFIZE DD ABHIOFIIIEROBE LY bEHETH D Z LR L NI

7,

e RO EE (953) : Diabetes mellitus (DM) is an epidemiological risk factor for human
carcinogenesis. In order to clarify the relationship between insulin, the key hormone
relevant to DM, and carcinogenesis, we analyzed chemically induced liver and lung
carcinogenesis in genetically insulin-deficient, diabetic mice. Relative to
euinsulinemia, the insulin deficiency promoted liver tumor development, albeit
decreasing lung tumors. Thus, the effects of insulin deficiency were found
tissue—-specific. The mechanisms of promotion by DM of carcinogenesis should be more
complex than generally assumed.
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