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LincRNA

Long noncoding RNAs: IncRNA
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Large intergenic noncoding RNAs: lincRNA

BB FREEICFET SIncRNA

- WHEEOY /LIZIZE{BEShTSY, HFEIFRESA TN,

lincRNA HERMER
LR

‘ epigenetic/i SR

lincRNA-RoR (Nat Genet. 2010)
HOTAIR (Nature 2010)

meEmeas /] N\

1. linc RNADZE LB

Induction of iPS Cells
fibroblast iPS Cell

< 11T -
(R

c-Myc KLF4 OCT4 SOX2
iPSELESHIlR TEREEDIincRNA

LincRNA total 6195seq NR, AK, BC 5214seq iTSC(¥7T#) 981seq
253G1 KhES1 253G1  KhES1 253G1  KhEST
1608seq 1708seq 1185seq 1271seq 423seq 43Tseq

< e o
J/ \‘.I \‘.__ ; / ;’/\.I \‘-._ ) /—?'\. ‘\...
.: 316 1202 :u 416 | | 262 923 ;. 348 | (54(369) 68 |

{ | | \ \ f \ \

B 2. iPS/ES #AIIC&1+5 linc RNA DREIE

ChlP-seq Analysis of Nanog, OCT4, KLF4 and Epigenetics for iPS/ES-specific
linc RNA Chr5 in iPS/ES Cells

iPS (253G1)
res - I ——
RNAseq RNAseq  253G1
J' S T -
NANOG khES1
. T
0CT3/4 ) I:hES:!
o St sl sy B TV T
3 KLFa NANOG  KPEST
E r~— —rrery -~ o . .
£ | 3meKd-H3 2
o ey —— a QCT3/4
AcK9-H3 =
3meK36-H3
3ImeK27-H3 _ mel )
<«
102.4kb 102.4kb

3. ChIP-seq - RNA-seq - TSS 2 & 2 iR
Chr51inc RNA O f&#t



A. Chemical Cross-linking of DNA and Proteins by Formaldehyde
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B. Schematic Procedure for Identification of Epigenetic Regulators
in p53 Chromatin Complex (Cross-linkable Complex)

Crossiiniing by Formaldehyde

Fractionation by Sucrose Gradient

T

Affinity puritication & Reverss croas-linking

ONA
Polypeptides SDS-PAGE separatien Chi® profiling of each sucrose
gradient fraction
1
53 by mags-sp y (LC-MSME)
|
/ ¥
c o0 and functionsl anal ot i vive

B4 J+xILLFILTE FIZKS9FH
BELEBROTIRSAY

IB : p53
(+) e — e ———
Fr. 1 3 5 7 9 11131517
Cross-link
) _-_—- .
1B : p53
(+) B
) ——
1B : Actin
(+) | ——
Fr. 1 3 5 7 9 11131517
p53 ChiP
1B : p53
PZIWAF1
HDM2
PIG3 (-318)
p53AIP1
GAPDH

Fr. 1 3 5 7 8 11131517

b. %Rz ph3 VAR FoEESHRDYT A
AHEEENTOE—4—FEEaHE



