#&=X C-19
HEMREMHBIEHRRRBREE

Rk 22 42 3 A 31 HE/E

MEER : FEREMAR
FFZSHARE - 2005~2009
EREES 17016075
MERESL (F1X) DNAEEITx T HEMEEE & HRS FIEMDIRR
HZCERRE4 (EX) Cellular responses against DNA damage and search for novel molecular
target
HERERE

FAIEF A2 (KOHNO KIMITOSHI)

EEXEMKE - EF - iR

HEEES : 00153479

MR OBE (F130) « A ZBEFOHL AAI TR L TR D 72 WIGE | it 245 L Tun
%o Z ORI & 2 O & O O 2 T35 Z & T Al A3 AUHBRE O 1 FiE 2 il 18
THMEVIAEE - IBRICEMST 5 Ho g (YB-1 %) ORAREEZHRE L, —H.
DS AKARRIZ D AR D272 B MEREZED 2 b, ZHREENDIRRTIEDER
ZITOZENnROOLND, R U X LORFEIC K 0 ET 2 EEREAE O T & L CHr Ly
B BVEHTER T ZFE Lz,

WFZERL T DOEZE (530) : Based on the analysis of drug resistant cells, we found several
molecular targets such as YB-1, ZNF143, Clock and so on. These molecules are useful for
cancer treatment. Molecular clocks in peripheral tissues control cell-proliferation rhythms
by regulating the expression of cell-cycle genes. We also found the novel Wnt signaling
pathway by which circadian disruption can induce malignant progression of tumor through
angio/stromagenesis.
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