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s MEIBATIEE . RS R AR S, 4024
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24, ZMEAEY O T2 AN, B
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FHESIWILE 1. R4 (Drosophila melanogaster)Zs, ¥F
MESh PR =0 W 5 /N R (Mus  musculus) #R5E
(Heterocephalus glaber) ALY 4 (Nothobranchius
Sfurzer) RUBREMacaca mulatta)=s. B I 45 H
— RAVAEYRTEEWIRFE: (1) BUEYR R, B4E
SRR AT e PRGN . Sk 4 . RO 38 A% i 1) AR

b (i1) 4HE T REM O, CUFE 4N IR . 40 P a)ad i
A FUNMI I RETER, (iil) 40 A% Th RE AR 2k
2, ARELRAYIRE. BRI E O RS T
w2l Horh, RV EETS 5 b5 AR e
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1k B B B AAEAEA00RN LL_E B EMB . 0
HAH2A, H2B, H3FIH4ZE% M S 10805 1141
TR BB, AR R R AR R 1 S R L Bk
F A AR S A20%. R ARG R Tk L 1
e-R AT LI H &AL . 4BEb. SUMOLFIZ =ibiE
i, IXEAE R E 2RI S A B Y B
3. A, LSRR AN D5 SRR B ik v AR B R AL 1210,
AR RAB. HER. BREREEEREE MR
RAERR LRI B, —BIONAE AR E
i FHAH LS TR 2 iR AL e . S E
Btz SDNAMG )i 2] &5 FEE R % 5 551
ZHEMFIARE, SEVARRIRE MK AR R
SO AR UK B, 2 M, e
TR T 2 BT B AR SBR[ 2Rk KT DL 35 e K
i, Wond A S R VM C. G4 E A
EAAE N I RIS B 5 5 2 FE BB SRl AR TR
ABFFEEO BUR B TRk T b dER
A AR AR V24 F BT Tt .

1 AEABHKPFEZZELIRPEDR
A

HIMm R g R iR, SEFEFRIE WM CHA
A H RSN ORGSR B S AR KR 2 T
R AR, —ANE BB G, B R S IR TE
ANFPFhEL R — PP A R MR R s 2 i e, =
BT LRI R AR a3, o & e
TE3E 2 FE T R Bh A28 A0 B VDM Rs S PR A 41 S5 1Y
RESFPE.

HE A H3 AN R R = F F1b (H3K4me3) /2 ilT
ol ih X B R E R m AR A, 53R
R H3K4me3 7 5 H3K27me3 414 T fibiva-
lent domains, WIE4NHL A LAN R G iR A 1) 2 R R
B FEARE R RS T, H3K4me3 MR
FHIABAEE Z R, R4k AR g 32 22 i AR
H3K4me3 S A KA R A4 53280, 7 Fe sk
SRLH 2 B 5 T H3K Ame 3B MK A 1Y, e
N 40 g 7 i B H3K 4me3 7K P 1. H3K9me3 /&
1 7 7 e £ ) (constitutive  heterochromatin) kR ic
R A g iR B AR BT HE )
Mg X3, 2 R J e R S5 R IR

FELR R AN KA R B Rk K
TEE R, H3KOme3 MRk F AR, 1 i 3k
W, H3K9me3 &M Sk KT s, H
H3K9me3 7E % Je )it . e 4y €4 5T [X 35 AH XF 43 A7 A2
1 H3K27me3 /2 He k5 44 (4 )5 (facultative  hetero-
chromatin)fic. H3K27me3 %) fiit 70 L H3K9me3 5
A AR R . AR R R Y, H3K27Tme3
BARIE AT FEET 78/ B T4 A\ K it
M AHYH M 32 L FE H, H3K27me3 1 AR 1B 1 K7 T

25 [18~20
TR

2 AmPBmEEREE TR kAR
AL

YH R G 1 70 2 DR A g 0 5 b AEBE ML 20 A 11,
20 2R (B e 3R R 2E 6 58 5 L Th e s A e 4
o, 4R FTH3RE R 5527407 L B AL 1B (H3K 2 7ac) Al
H3 M 2 R 28 4467 50 FR R A AE 1 (H3 K 4me 1) & AR 7E 1 5
¥ (enhancer)[X 3%; H3K4me3 5 R R iHIRE FAHC, +
PR TR B T X3, 4 AR 7R B R 4 A X d
H3K9me3, H3K27me3 52 K YTERAH G, AR
JRIXSK, (ERRAEIRERE . Rl B, AR R
LR NFEHAL H, oy H & B mife 2 i i
i i 20 £ i Ad F ChIP-chip, ChIP-seq )7 246,
Fh AL 4 b 2 DRV R I S A 0% (1) 41 2R B 1T H3 K 4me2,
H3K4me3, H3K36me3, H3K27ac, H4K 16acHl 5 & KT
BRAH G4 B B TH3K 2 Tme3.

2.1 H3K4me2

H3K4me2 & 878 58 K 7% i 4f [X 38k (transcription
start site, TSS)F11¥ 581 (enhancer) X 1. H3K4me2[1]1&
7K 5 N T PR O 2638 /K P IEAR ) 22 B (Ma-
caca mulatta) %2 TSR, RIGHTAT B2 5 X 2H 23 (1)
H3K4me2 7F % 566 46 X AN 1Y 98 7 AL X S8 12 1 7K 7
SMARTEE, HoA SR G X H3K 4me2 [ 18 50 0 R
™) H3K4me2 W3 X 35 5 4 T SDNASRGE R A %
IiE SN ARSI FE N . H3K 4me2 55 e i X 11& 46 /K T
AmEEedEhRREREE EAIEMRX, 5
H3K4me2 "] §E 25 | 5 DNA$ A% A1 4 hE S W AH 5 (1)
RMIBECNZIITE R, ek 7 G a B = 2 %
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Hh 20 240 A A 5 DR 3R T DN A 1 A AE
S R A,

2.2 H3K4me3

TE 2R BE(Saccharomyces  cerevisiae)s 2% 1.
R RS AR T g R
H3K4me3 55 20 7 A1 1l U R AR SRR 2 R 1) 284k,
FOR AL SRR R R 2 A2, )8 3 F X 3H3K 4me3
AT, IF HJR 30 F X H3K4me3 1&g 5k ZE fi A\ 35
PRl X Y, R itk g i g 2t R, BEAERY R 2R
AR FIH3K 4me3 3 BLAE TP 7E B SRR B T 5
(K gt X FTH3K 4me3 &1, 75% 212 H3K4me37K
S R I T e EAL, HH3K4me3 W& ik A8k 54 %
FE TR [ 2B AP ARG IE AR S 78 L g i AR
S SL A 2 ZRH3K 4me3 SR 1 K 7 BT R
ORI R R, SRR KRS
FEEZ A OCIE A 1) 5 3+ X3 H3K 4me3 7K Pk A
AF 200 N BB B LT 4 R R
H3K4me3 i RIEA AR, /N Rk i T4 i 58 %
dFEH, H3K4me3 & XA, FEH3K4me3 & &
XA fg, Horb b i i 20 o 5 40 B 28 AL RE S5 A DG I o
H3K4me3 5 X ok u L & /R, kA
R SRR T, H3K4me3 58 & 4 X B 11 7K A1 58
IR AR, B FE R e s s Al e,

2.3 H3K36me3

H3K36me3 2 5 5 PRI R e Sl SR ) 4 8 121,
FESAMAERER WG X, HDR 3G BIRNAR &
Pt 1T FR) 2t S AP ORT U0 61 I i3 ) DX AR 46 1) 5 TR PN
F(cryptic transcription)”™”). H3K36me3itt A&7k
P AE SE AT B AR B 1 R VA R R R A 4D,
TELE R AR B A SR i Sk B A 2 2 2l R p R R R
B RA Y. H3K36me3 7 P4 i X )15 1
KOV 55 5 R R R A R e M IE A LR, 7
REFN 2R e rp A BH3K 36me3 i i 1l 35 22 o i vp
DRI 9 R X PR DR A R e o, i 2 i R b R R 3R
TS A R 1k T 4 e 7 ),

24 H3K27ac

H3K27ac 5¥er i MR AL B (LB i, 65
38T DX SR e o X i g 2. A NS il 45
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A LR, H3K27ac B AARMEMR K72 32 2 1 FE b
P, fE g i R b Rk AKCE T s R R T 72 R 30
FIX I EAH3K27actE M, 55 Ynht X 2 A 5% 0
FEl fJH3K27ac. 1X 458 Vi FIH3K27acfE FZ L FEH 4
P A 7K P IZ W B AIR, 1 Bl R R IR 7K R, R
WA T 355 R G 3 [X 1) 5 ¥ FEH3K 2 7ac HL AT 101 il 3 4]
TR, AR . RS 2 R, 14
9 X IR H3K 2 7ac /K AR A0 5 5 2 ik 72 A (1) BE PR e
SR EM

2.5 H4Kl6ac

H4K16acs 5 L B i a3k . FEF R IA
Y. DNATG1EE S RE, TR0 B R 8 R 5 3
RED E 2 e R 2 R o, HAK 1 6aclf) B Bl %
IS REIGIN,  FEHE T AT v b e e €57 [X 45 3 T
Bl 2R NS 4 27 b, HAK 1 6ac s 22X 35
%R . HAK16acHEMK P B AR AR 4 3 2 i FE 1
I, AN AIHAK  6ac & 4 X R BLRE 5 2 K AL B KT
) EFBE TR, e sold ah X AT (T H4K 1 6ac A2 4L,
5 58 PR KT RO AR A TE A P,

2.6 H3K27me3

H3K27me3 /2 5 5 [R % s il K G 1 2H 22 A8 1,
Froc etk S ge i, 8 /0N BRE B8 VL 40 o A0 afn —F-4m
o, H3K27me3 &M /K - fifi 5 & ik #2 T = F Bk 4R
XA, /DRIl 2 AR T, SR
X I KEH3K27me3 X 18, 3K F 5 in X H
H3K27me3 {1 & & F7H00 . 76 38 25 12 b 3045
H3K27me3 bt (3R & 4 1 5 e i 2 2 A /MR
AR T gmiD L N, A s — Ry H & A mig Rt
R, HHFEREXEEEL TR RE TR
B T4 i 2 R, H3K27me3 B4 X 383 &,
9 H B SR AR 4G X H3K2 Tme 318 1 /K S T,

3 AEBBHNENREK PR RIR
2 F b

R A R B AN A i R R R R A A
AN, KBS e R E R R
Weshsr, waraext TR s B AAEEEN. A6
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XA RATH— RIS RN, FEd&En
et X A iy B 4R AR .

3.1 H4Klé6ac

LETE IERE T ¢ A i (replicative  lifespan)
FI 7 75 i (chronological  lifespan) {42 HLH].  2F5H
BB 2 2, WAk B Sir2 F1 2 Tk A4 i Sas 455 30T i r [X
IRHAK 16111 Z A K Sin &R INAD 1132 2,
AL, A SirtuinZK R — . CAIEL R, R, »
bR A i R IA Sirtuin Z0% Y 01 8 IE K 5L IS B I i
TEZFFERERE R, Sir2 SR 535 40 50 A A, g RIA
Sir2 A] U SE KA T Ay, ZETE I RE 2 i FE H Sir2 (3R
A& FF%, fEREH4K 6aciEifiKFEEZ Ty -
TR 43T S S e £ T [ R R4 e et
FIESir2 B X B Sas#B AE b & 1 K I B 1 AR 75 1,
MM HE S KA FEER; &Rk
H4K 16538 {RHAK 1 6QATHAK 1 6R AL [ Sir2 it # A 7~
A A IE KRN HAK 16 RARAREERE R, Sir2 [ G 2%
NS Aadgirm. UL g R, Sir2% ZMik
H4K 16acH2: Hi 12 7 dy Ll 2 —P7.

10538 /N AT BRSNS 37 Zmpste 24 SR8 1]
MEF4 i+, H4K16 ZIEALEEMOF & 7 284k 3 EL 1)
H4K 165 2. kAL £ 5 R DNAB 18 5 et e84
AU/ B MEF 40 i Rt moff 2534 51 EE H4K 1 6ac 7K T
£ B8 A1 T 5 e 4 i 213 Y5 Zmpste 24 R Z2 AR ) /N
BROE A A R 2 SR B I R R DL S B A 4
KT 3 e 7 /N B A A A o S 06 4 SR
H4K 16ac/K - BAK 15 5300 fg B A 0 n sk 2 22 R AU A
9‘%[43].

3.2 H3K4me3

FEL T T TR R B, H3K4me3 F L5 RS B (1) 35
PEFR S 85 2 K. H3K4me3 F R EEE A4
43 ASH-2, WDR-5HI4H & [ H A R BESET-2 ()35 14 T
R4 RE B 2 PR ICH3 K 4me3 H AL /K F I K 2k i i
T, Gt R, 7R 2 dUR R b I H3K 4me3 2
PR EEAY B IR 1 e 2 BHB K 4me3 S0 K E T, IF
AR A AT CAIAE R B H3K 4me3 % A5 A 1Y
ML 38 e ARG e AR T 40 M 2R P rsks- 1 6L B, 2
T 32 15 T A P fae- 710 2R 0 B W T 52 1) g iy R A 349,
{12 3 B A I I R T .

H3K4me3 H 340 /K- 5 32 2 0 72 B AH S PR 7EAS
[FYIRH I AA(E 22 5. TEZFAERE R, H3K4me3 FAER:
FERE AL 3R H3K4me3 F I KT PR, 5lit
IR P I R A A MM Ay i Y. Bl T
FORIN, H3K4me3 ik B i) 4 s i) PR 70 21 o 1 2
DRl Bl ¥ X 35 45K 40 A 4E R 4L B 1 SR DR e 3 2 i
o R BRI 57, T 24 55 2 B e R O e 7 .

3.3 H3K36me2fTH3K36me3

FERERE R, H3K364% FF 3L 4L R i Set2 6467,
K360 F F: 4k (H3K36me2) Al = H 3£ 4K (H3K36me3)id
5L AW R 2 A PIRpd3SFE FRH3/H4 Nt 2 B2
() 2L BEARAB A, T4 i1 S IR G X A2 46 )% 53 (imtra-
genic cryptic transcription)” . H3K36me3 #% 5 e 85 45
IR FIsw I FIChd 1A BLAE ], JE4MHIZ4H 8 1 fE4R Asfla
G 2h A, M YEFRRIE R G X Je 0 i H B (1 11
Fase ™% Rph1/&H3K36me2 AIH3K36me3 1] 2 F 4
T EE™ Y B Rph1 7T 5 FH3K36me3 F 5L 40K - FF
I RE R 2 KRR A A, M AEH3K36 R AR,
Rph1# K To itk 75 ar e K KA, fERFERERE 2 fE
H3K36me3 &1 7K1 FEAK AL i K A eryptic  transcrip-
tion, TMRph1&k4 Al LA cryptic transcription )= 4=,
T A RF 3 2 ok R h BE R SRR AR e k. X HETH T 4
RN, Rphl 242 (1) 75 o K2l T+ R H3K36me3
FELAL K SE A S0

H3K36me2 /2 15 %% s 4 A 5% 1 4 2R 1 407,
FELR i, SET- 18 ALH3K36 W FFIEALY, ser-187E 2%
H R AR s LA P R S R A R R ser-18
Fik TR, FEBEEH3K36me2 S 1K 1) LT, i
) T daf-16af1E 3. set-181 8RN BE 5| idaf-16a
% 3L AR X H3K 36me2 F B 7K B AR A daf- 1 6a 11 3R
AT, S B R dr e K AL S R
fry s >,

3.4 H3K27me3

2 U Rl 2V LB TH3K 2 7me3 2 H SR AL I
UTX o3 1 Rl E R 2 — B 725 o B A uax-1
(215 B R T H3K2 Tme3 & 1K~ i, IF R K
F i, HALHI 218 % Insulin/IGF-1 signaling(11S)i#
B SR ik 00, ZE L g R R, wex- 103234 K
S BT, B G daf-2 RH3K2 Tme3 &4 K 7 T B HL AR B
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daf-2H0 L ETFE. B AKun- 185K FEdaf-2
J R RIS B R B, T 51 2% I DAF-163
N FEdaf-29 38k, une- 1815 7K I F A BEIE
K, M uoc- BB ISR a7 E IEw
FEEF, unc-1/UTXWFRIE KR 28 RN i 2H
Gk Y NE P IGFIRM B T X AH
H3K27me3 1M, #/Rilidu-1/H3K27me3 %} Insulin/
TGF- 138 5% P30 F FH 7 90 1 2 i fry 1,

L2 b W SR AN R ) A2, 7E SR PR AR
H3K27me3 /K VB i K2 7 7. H3K27me3
PRC2(polycomb repressive complex-2)ffE{L =4, PRC2
H2H .35 H FE 4 F2 BEEZH 1 (enhancer of zeste homo-
log 1)8{EZH2(enhancer of zeste homolog 2). 7 JiiH
FRAFEZH1 21 IR EE R E(Z) k& H 45 4 5 (A ESCHL S
BH3K27me3 &M /K F 1) F B A0 7 iy iy 48 K101,
Trithorax R i [1] & PRC2 R A 3 BT H3K 2 Tme3 & 1
KPR, PRC2RABA 1)K 75 AU AE Trithorax RAL 4
HYH R, Ui BHPolycomb & A il i H3K27me3 & 1
KFEREE AT, RN A g,
H3K27me3 MK TR 4E I 18 i _E T+, 78 Bl K75
FAUGPRC2FEEAE R, H3K27me3 FHJEAb Bl % 1 11 %
TR 1 322 i R i F ALK BT, Al
il 7 AE 5 22 R B A A DG Tk R 1 3R 08 T B R 1
AR R Th BB AL, 75 5 A 7 Ll o i 6 1o
2 A A V8 B 5 R Tpi 1 Pgi i S K SR 7517, AT

S5 3k

YL HIPRC2 R AL AE AT i ML) 2 — o 38 o e P2 i
AR AR,

4 RBEi5RY

IR PRI R, BRI
FRENREANAG iy OE P AHEIE . AR A A A
B RRIR B o, fE3E i b L B Y
Ak, LR E FB N R AR % Th e B AT 4 i
R LAY AR . B AT T3 2 A 7T
M E A B K2 SRR RIEMIZHK, TR RE
A S BA YRR SRR . ok, AR
I A K1 52 220 Y AR IR BRI M. SRR R IR
fil. AR E SR AN B R AT dEIREUR
7, LA KRR B RS S A E BB A S dr 1 155 A0
IO 4 g A A7 T L AN AR S B )
AN BE R (AR 7 2 LR 5 A5 (A LA S5 A0 A 7 S
FER. bl E S RN A E A2
WM RN, LRSI R . A 2 EE,
A RE SR H R A B R R A L. 5
—J7H, RAFFenAA BEER PR EE
AP R T A T SRR, s A A A ]
HEABMR A ShAEMDIRE 2R, IS
Pl 7 i AR DG, AT BE DA 7 3 22 ) UL A% 17
PR SR OLET B
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Histones are the major protein components of chromatin. Histones undergo abundant post-translational modifications. Histone
modifications are critical to the genomic functions in eukaryotic cells, including gene expression and DNA replication and repair. The
lifespan of an organism is determined by the genome and the interaction between the genome and environment. Moreover, emerging
evidence has bolstered a causative role of epigenetic regulation in longevity determination in model organisms; however, the
mechanisms remain largely unknown. In this review, we summarize the recent findings of the manner in which histone modification
patterns change with age and the possible mechanism of lifespan regulation through histone modification.
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