#e=t C-19
HEREMEEWRRRBREE

Rk 228 9 H 9 HEUE

HEZES - 82401

HRiER - HEFHMEB®)

B3R EARE - 2009~2010

AREES 1 21770247

MRFER (X)) 7EFIEER b ARFHICHIE S # R 21T S LA DEN

FEEERE® (FEX) Analyses of the mechanism that maintains cel| fates in an acetylated
histone-dependent manner
MERERSE

Y@ =i (Shibata Yukimasa)

MMILATBUE AL EARRT - MiERHARF—L - TRE

MEEES : 80314053

WFFERRREOBEEE (Fn30)

HEMOMEFFICB T2 8 2 M T2 F LD G IXb > TW R o728, L FlIL G
elegans 72 F ke A kN UFEEE B'E BET-1 2SHIEM OHEFFIC VL ETH 2 FE W2 Lz,
AW TIX, BET-1 3T X — 7> bEAN L TEIWTE D . ZO3BIFAEIIZ, BET-1 £2# T <
A RNANYT U NH2A 2 & bet—I BERIKORIIILZMA T 5, & X NP A F /U BRESE UTX-1
DT DHEZHL T LT,

MR OE (330) -

The requirement of histone acetylation in the maintenance of cell fates had not been clear.
However, recently, I showed that C. el/egans acetylate histone binding protein, BET-1,
is required for the maintenance of cell fates. In this research project, I found that
BET-1 functions through developmental determinants. In addition, their expressions
appear to be regulated by histone variant, H2A.z, and histone demethylase, UTX-1.
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