Bz C-19

HEMREMHBEWRRRBRES

MRER HEFHAREG)
BRZEEARE - 2007~2009
FREES 1 19790643

Rk 2 2463 41 4 HEAE

MZEERES (F130) FHREICBITS EA4 VA VIMES KU tuberin DFIBEYZFHES
EEESR (FEX) The impact of hyperinsulinemia and tuberin in the development of

hepatocel lular carcinoma

MERKRE
me 15 (KAWAGUCHI TAKUMI)
ABRKZE - EFED - A6
HREES : 00320177

TFZERR OB (F150) « RS B 1S A v A Y U IE 2 R & L 7= B PR % i B |2 A OF
LTCW5, A AV ATHBEFEER 2 AT 5720, @A v AV VIIENSITFREICED 5 &%
ZHIDHN, ZOFIIRIEMIHA ST, Foxid, AFRICBW T, BEME - E5RE)
Wy o BEIRFRIAZ W= EBR LV . EA v A Y U AEDS IR PN o H#5 5 BE#E 4y - 2 TE b 5 2

&T, PREICEE T Ee AL,

WFZERL S DOEZE (J£30) : Hyperinsulinemia is frequently seen in patients with hepatocellular
carcinoma (HCC). Since insulin is a growth-promoting hormone, hyperinsulinemia may be
involved in the development of HCC. In this study, we reveled that insulin may associate
with the development of HCC though activation of intracellular molecules related to cell

proliferation.
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