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FZERC R OBEE (Fn30) : il 0 IAB AT Oy T2 95 Z L 2 B & L CUL T O %17
o7, (1) ~— " —BETOHBLOH TR IASHEZ BT X DMIAOERDO -, Igfor
DOFRHET LV YFP 24 A L7z FIES Mg &2 457, BifE, RMET VVic R 58 Ry &4
ALz A7) —= 7 L TWA , 5% siRNA A4 77 ) — LB A7 ) —=0 T %175,
(2) WY IAFTBAR T KvLQTI 3R MEY AR B CREBLINH S 40T 28412 . non—coding RNA LITI
WCEDERANUBT B FMEEEED Y 70— EZRICEI ~T a7 a~F VBB YS LT
WBHZ EBNREENTZ, (3) Commdl/U2afl-rsl WV iAFH KA AT, KET L ITEWNT
u2afl-rsl 7 Commdl 7€ — % —fHIkF CHEMEIND Z LICL VEETFHNAE L, Comnd]
OFRBRIEI S, R E LU TRERIT L ZERHLNE R ST,

WHFER R OMEEL (33C) : The aim of this study is to clarify regulatory mechanisms of the
imprinting. (1) Todistinguish imprinting disrupted cells from normal cells by expression
of marker genes IgfZ2r was targeted with YFP cassette on the maternal allele in F1ES cell.
We are trying to introducelgf2r-2A-FE2Crimson cassette into thepaternal allele. The cells
will be screened with siRNA library to identify regulatory factors for the imprinting.
(2) non-coding RNA LITI would recruit HDAC(s) to the promoter region of KvLQTI to
deacetylate histone H3 and to make heterochromatin, leading to repress the KvL@QTI gene
on the paternal chromosome. (3) At mouse Commdl/U2afl-rsl imprinted domain, that
interference with paternal Commdl transcription by the oppositely directed UZafl-rsl
transcription seemed to bea mechanism for the maternal predominantly expression of CommdI
gene.
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AHFFE TIE R A B E %~ — b —E s
TORBEOFWETHRITE MLz /ERL,
PREIGTFHE NI N—T D siRNA T4 T 5V —%
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AL LT,
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(1) Y AHFRE 53 DR E
OKip2/Lit] W IAI: R A A OFE 5+ D
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Al 0 A TR E 2N 8 5 0D 2 TR L H o g | B
55 ) A CThe b HE LM Y A A 55 D
—OTH D, KFAALNTIE 10 HFREE DRI
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non—coding RNALITI 2% B L. % < truncate
L7z LITI RNA &8T5 & o 7pfifa 2 fE i
T 5, MUNEmAEEANT, B FORH kK
11 FBRAE 1 REREFFT 5~ 7 A A9 HEka )
5 DT40 M~k 11 B REZEA L,
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BREZED XOICFEL TS EHE SN
TWbZ & (Murakami et al., J Hum Genet,
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Wiz,
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A B
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