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rE L2 ISR, RN EER & £ Ok
(aging) IZPESREN ML, BERFEID-
HOHFRVEETN TS, MIECHED, HEEOR
REIK T RMEOEL &1 MEWEL, TAhabbHl
BOEBNDEITL, EKS 2T LDFAFTZ LY
AMBRITHEHEL T <L IV TS,
ZOEBEL % N — 212, EIUERCRER R s &
DAETEEER, Ea L TRONBRBHF RN LE
fL23mb 0, MEBEERAERIEST 5. Zhok
MIEL EHRIZLIZY — L 22288 -Th
D, BEIZIZEEL AL, RN A E(LO B
EWE A 725 A THIRBIERR &R ANIC AR
ZZENUETHSB. IThF T, M
1205 HRE L ~OL O B BRE OO, kL X
L OBEEMK T & & 312, MEMPE S RRET %
LCHESDOENTE. LaLl, #@E 10 HERD
RICEMTZE A R £ L DEd 2%, k%
BT 5 % < DMK - Sy iilazTENE T 5
Bl 2 7 LIS KB A O EAEIC K - THE
BEhTwaZeWmaEhi, —HT, £ELE
ZONTELBMINZE TF@wmAH D, GIMCHKRE,
R 25 & ORI 5 5 3B = 5 FONIRZ
ft (ZA7LvLx4D00) B, HEEEMIOME
BECHLDORD % & 725 L, BaSOBREK TR
IR IR B DO RAEN & B, D Z LA 6 2k
NOOH5 Y, @iz ORVEMOBIZHKA
EZ ML 2 (DNA BECKHELS) 102
#Bxhs. AL 2IBRMBOMER L -
BREREAFIZRITE LI, BIZTFEREDE
MAIGE U ofit42E0 5. 2 2 Tl
i, ZvFICBNT G HICHFET S 2 LI2&D
2 b Z2EEET S, BfilaoROFEMmE, Z0
I BB EVICREREIZL > THLA LN T
55, ZOFMRBEREIC & B BRMiaOmEmZE Lo
U S 22k 5> TRV, Z OEBHIEOD
LMo Hh T RBEN L DL Eh
T, THLIT, SGBRIEA FOERREIRATR [ 2
FLELIA DY T H LR 3 EEEM] (H26
~ 30 ) ICHB VTSR 2 HEE L TV 3
(http://www.m.chiba-u.ac.jp/class/molmed/

stemcellaging/index.html) .

g E A, EMEDEKFE & 8i12) v
ISERGTHLREA I & AUEREER 73 (L 23 TTHE 5 B 23,
IO BHLBEDENE R FEZ T TH Y, E
REIZ S LRED R x B & mEfia s v — v DFEIEGD
ZAERTHEEEELZ LN TNBEY, 2Dk
5 MEZE IS E MR O NN 2 BRE & 8
12, NS = FlilaoZ e B4 52 5%
EDEEZLN TS, REMNLERKE LTI,
15 Z 13 E M e RO EAE TUHE R DNA 185 D %74
Hilamme T ©r 2 o0&, =y FOMEEL
IZ&KBHEBLEERHITENSB Y,

— T, kA& MimBdsE & apfilaiw o
HMIIEL BRI NhO0H 5. EEICIFRT5E
M AHEED % < 1338 MR O MIKZE (LIS R 4
B EBMEXN TN, WEZ OIS
MZEINDDDH B, MEZECEIERE RS
BB E LTI ERERIEBUE R B R M
BRSO TS, BALZ L1298 v
JSERME RS F5 W) T & E IR L ~OLISBIR
FEBRENADONB I MNP MZE Y, X
5IZ, N—=—=FR&Ha) v Z2HKEEDEHE
WRISL—-T13, 12380 ADZX Y 2 —FT V AD
KRIMDNADEL Y Y VY — o LY X EITW,
50 EAMTIZ 1% Th - =AM ERE R %+
dru—FniEm (FRE#E LS
12k B3E10) A%, 65 L LEDOERE TIX 10% (1
BHoh, ZTOHEBITFEMICE->THEMTSZL
EHE LA ZOFRAER L EmEMIC K
53EIMIZ—RIEEIZRZ 55, MEmicfEnr o —
VMDA REIIDIz > THRRL, 208G
ENFzru—rnroEMEEEDREE 25 08A
BHlARET 2 DEMEINTWS. s 0—
L AR I3 E MRS D F 7 4 3 —8IZ 74
B LTHONZZETR, T/4bb DNMT3A,
TET2 R AT 54V — LEEETFOERNE
IS oh, IS TEEEICRDBOhSEZD
OBIETER, HAIEFLT3 R NPMI D% R
BB T W, T45bb, DNMT3A R
TET2, 2754 VYV — LBE#ETOERIT
FLT3 R NPMIER LD & XD REICEEIN
BERELZ A 599,
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FHSIZBUE, TV 23T 4 v 2RI O
RENLE T 730 =31 Th 5K - L8GK
DA % 0 U e o Dl (= > T 4
froTnws. Ky a—sfbi{zride 2 b B
70 U TR s 5Bl A I % 50 T d
57, BANTHEHAKEEKL, ToO#EAKE
Polycomb repressive complex (PRC) 1 & PRC2
Ik &b, PRCLIZ EIZPCGF 773 ) —
(PCGF4/BMI1, PCGF2/MEL, RINGIA/B,
CBX, PHC T H§ ik & H. 5. RINGIA/B &
H2AKI1I9 D 2 5 VY E3 ) #— ¥ Th D,
H2AK119 % € / 2. ¥ % F v {b (H2AK119ub1)
4 %. PRC2 I3 (2 EZH1/2, SUZ12, EED T
Mk &, 205 B EZH1/213 H3K27 O £ F L1k
(H3K27mel/me2/me3) iitEAF L T 5. —fi%
M121d, 4 PRC2 28 M) s FHC &5 A L,
EZH1/2 Ol % (2 & ) H3K27me3 14 fifli % 17 9.
6\ T H3K27me3 2 CBX D27 1 E F A 4 V%8
@k L PRC1 A1) 7L — | &5, PRC1 Ol (=
&0 H2AK119ubl Al I & A, fimGhEo
& 7o~ v EHEAG I R L, iRk
R Ehs (B1). —~J, PRC2 AN
12 PRC1 2V REM S FIEIZ) 2L — F &R b £
HZZLEWEMZENTNS Y. PRC1 DR

Canonical PRC

F55 0 CFE 30 4 (2018) 5

K055, PCGFIZIZ6 2D 7 7 3 =% 1
MAEAE L, PCGF4/BMI1 ¥ PCGF2/MEL18 %
i d O % canonical PRC1, PCGF1, PCGF3,
PCGF5, PCGF6 % & & & @ & Non-canonical
PRC1 & LChpiEh, ZORKIKHEzhth
1297 5 9. Z O non-canonical PRC1 i3\ 4 h
% PRC2 (2 & % H3K27me3 & fifli & 1$ 4037, U T
M s 12 ) 7 )b — b &4 H2AK119ubl & fifii %
fHmL-2%&Ez26hh s, 21 PRC11O
R K 1T & % KDM2B (& JE x Fu{k CpG 7 4
7V F (CGD #RikLAAT 2. 2ORE
KDM2B & #5468 4 47 9 % RINGIB, PCGFI,
MY 2L — XN PRCLI Ak X3 (K1).
ZDEHIZPRCLIIZDMEXEZNZ B LTS
M2 E FIEAND 3 i % nHEIZ L TW B EH A 6
h3.

et 6%, Al (10 8) & s (20 o+ H)
< ZOG MY (HSC) O RNA & — 2 1y
Z L PRC2AY I —L@HKIZESIEZ M VB
fili H3K27me3 O ChIP ¥ — 2 TV A5 — A0 5,
BE TR a7 74 Lo MimZo —K & L
T, H3K27me3 THBLAIE & 415 PRC2 f2i1y
HHATORBIDATIEIZTUES 5 Z & #HifEad L 7=
71 =3 )L 7% H3K27me3 OZALIZER T D 2 73,

Non-canonical PRC1

H3K27me3) ‘ H2AK119Ub

&_ 80 89

C

1 R 2 — ARG A R
A3 — 248 (PeG) AR TH 5 PRC2IZL S H3K27 O 1Y) 2 F)L{L (H3K27me3) #5 LU PRC1 i
&% H2AK119 O € 7 2 F F /b (H2AK119ub1) {Ex ikl = 8 < .
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driverZR® driverZ2® driverZf®

‘ hnis

K2 Sl 2 k% 2 a— ik & PRC2 BEREDNC T
MIERIZ & & 8O ML 7 7 2 E BB ERT 5. F5I2 DNMT3A, TET2, ASXLI 58D
driver 28 ¥ 2 MM U 7= 3 MM IR 7 K23 > 7 — O AR U, s PO i e o e 850 7o
ST L. IO MIZAIZ 5 5 PRC2 BREDAC FIX, driver 254 HERTE L 72 I 152l i A3
20— KTHEOTE T ) A¥INO DL EZ LS. vu— VI KOMIZEHE LT, PRC2 (s T
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DOBREIIRIERR A T 54 > v VPRI &k 5 EZH2 ORBUK M52 L D PRC2 BEREIZ X 512K T L,

driver Z SO W MESS G A B0 5 .

TuE -4 —2851F % H3K27me3 O L ~NIL D
A PEOAEI TS 5 Z &L S e F 72,
LPS##51c kARG 2 L 2% 5-FU #5012 &
S EZ L 22K 5 TETUHE—4—I128
7% H3K27Tme3 O L XL O T3 & h 5 2
EERMER LT, LT, BRAL A ML Z2IC K
» PRC2 R IZ IR X 2 niEtEA & 5. 2D
BIFIZOWTIEEZEAWTH S5, Ezh2 D) v
i ft. % I L 72 PRC2 BEREMN I 0O ] REME & S 5§
ZHNAEMT, sl b &2 HED T B L 2 AT
bhb.
SIS IS A e (i
Tl FEIZHORE (IO B BERRAERE) 1213, PRC2 Mk
WA (EZH2 %) OFGER RN R EZH2 O
HEUC P2 EHIZED 5, PRC2 BERENS T OB
g & hCne, FH O, Ezh2 K I
WML O T A &, PRC2 OFERENS T A% i lih # it
M DI e 5 2 &, &612, Z
L5 OGBS OO A AR (RUNXT %
WX JAK2V6ITF) O EMgsE & HWHC 4 %
ZLHEMWEMZLAZ0-B Zhs MW, b
MO M2 IZ 35 1F 5 ) 2 — L HERED K
N 7% driver %8 % 2 HELF U 7= I 3 10 il i 3 2~

O— VKT Oy ) 2B E 5> T
WREMEARME L T (B 2), b i i i 155
FIEIZBU A AT LAVILTA VY rDOEHLY X1
T5LDTh 5. WIMEFHMIEOMENZ IV,
BIIIED ) 2 7 ORIKIZEE 5 G #% A 5o h,
VR A S ORER 72 0 TS 23§ % DI C
<, WA RS U 22 upilia A g - Jhkd %
1203, Wi & s = o FAlao 2L
NEELEKE LD EDEEZONS. Z DN
SR O MR 203 955 D FERERERE O PRI & P BALE - R
PEEOMRIZ O AR B DLW xh 3

B bH VI

S USRI D T i 2 11 0 BRAFE L3 I i B et ¢ R oD
B R E MA O HERELEOFFIZAT R TH D,
HRIZEDOENTEZ, ARTHEDL 72K 512,
WO = 4 2 v 7 Ok 4 BFE L, Z O
K& X350 ROV T OB AT
THD, JEHICEIBEOHE LW THD, 5HD
W OMEE P X h %
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