B E S 160824

MEBRRBZEE
(BiZEHRFARFORBMEARERBET —IN—X-BHER)

Eﬁ?i?*;;) e | PHEMRSMEISE T SR E KB EO IR

Eﬁ%’%?ﬂ;;) Az Analysis of chromatin architecture in neuronal differentiation

gﬁe hont cc | @) U4 &) 1% HEHE s 2016 ~ 2017 #
K | EF cs | FH = BEFE 2017 &

§% A—v% cz | Fujita Yuki HRHEL KR K=
Ty, | AEAPRFRESRARE HSTHEHE - B

B ea (600 F~800 FRREIZELEDHTIZELY,)

PR DBIETIE. 5/ LA REBED T EFE > T A EEFORENA—LLRIZEET S, D&
STEUOTFUBEEHIEHTIEELRRFELT, 2BAEERFIE—UICEBL, ARRIL., 2EAKEERF
OE—I VI kB R BRI AEEFEHEN LB HFEDRMICOVWTHRIIT S EFHMNELT,

AE—Y U BEERIIEBADEBRICEALZIVNVBEEESERT, EFTIX Smel, Sme3, Rad21, Stagl/2 &Lv54D
DHTAZYEHDIEBRINBD IV TIRKDIEEERRT 5. SOV T ROBED DI, MEEL S HPTOERIZKY
KUk BEI,EERLTEEL QE—2avER) . R2BREEREICHETIE0NDS. MO SR -1EIEIZNE
DEENZEZE->TNSD, —ATAE—L U BEERDOBENLTEEMN L. ¥/ LZIL—TRIZER., BiNf-To N\ Y —
FTERMIZTAE—2—DAEICEEL. @Y HEEERERREICTAIET. BEEFNEELHATTHEEESN
TW5, F. EbDIAE—L UBEEEBGEFOEERICKYSIZFRIINDEETHS Cornelia de Lange Syndrome
(CdLS) TlE. Mk EBADERICEELXTESLVIILHLT . BHEF. DFROEBREE . BEDHLREREEZHS
ZEDHBNTNS, CNODAEMNS, FIRAERZRROS - REBETOIE—S U DEEMNHERINS, LML
BOS, INETHRHMARSMEAREICE T5IE— U DBEEIZBAS MO TLVELY,

APRTIE. AR FEICS T50E— VDR EEFRIL-, HAMEHHBEFENICOE— UERIESE
T=#ER.BrdU BB AMBRSHMRENRDOLIz, COBRIE. AaE— U BABBHEICBETHLILETREL
T3,

F—T—F Fa

R AR

fid

RAEHT A

oAavFy

(UTFIEFEALGWTLC SN, )

BORKBAEII-F 1A

MRREES an

MEBEES Ac

V—hEES

-1 -




BRI (COMEERRLIHME - IEICODVWTRALTLEEL, )

X IEREGE
#
. | EER o WA oo
51T
R— oF ~ FATHE cE &% oo
X iEREGE
#
REL IR WA oo
51T
R— oF ~ FATHE cE &% oo
X iEREGE
#
REL IR WA oo
51T
R— oF ~ FATHE cE &% oo
EEHA HA
=
= £42 HC
HERE HB RATHE HO fen' -y He
EEHA HA
=
= £42 HC
HERE HB RATHE HO fen' -y He
X E ez

Cohesin consists of four essential subunits, Smc1, Smec3, RAD21/Scc1 and Scc3. They hold sister chromatids
together from the time of DNA replication to the onset of their segregation. This function is important
for proper chromosomal segregation and DNA repair. These observations indicate that cohesin complex
is essential for cell cycle progression and cellular proliferation. Loss of cohesin function results
in ‘cohesinopathies’ such as Cornelia de Lange syndrome (CdLS). One of the major clinical features
of GdLS is mental retardation, suggesting that cohesin has a crucial function in the central nervous
system. Although cohesin function on chromosome segregation is studied intensively, its function in
the central nervous system is poorly understood.

To examine the function of cohesin in neurogenesis, we conducted loss of function analysis. We examined
the consequences of deletion of cohesin function in the SVZ localized nestin-positive cells. We found
that neurogenesis is inhibited when cohesin function is removed from the SVZ localized nestin-positive
cells. These results indicate that cohesin regulates neurogenesis in subventricular zone.




