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Abstract FEpigenetic regulation modes, epigenetic regulatory effects, and the research progresses in plant epigenetic are summarized.
According to classical genetics, nucleic acids are the foundation of heredity, and the hereditary information of life is stored in the base
sequence of nucleic acids. The change of base sequence might lead to phenotypic variations of organisms, and these variations might pass
on to the next generation. Within one organism, the different types of cells have their own unique gene expression patterns, although they
share the same genetic background. It is caused by activating some special sets of genes, meanwhile suppressing the other. This
phenomenon is known as epigenetic modification. Epigenetics is a phenomenon for altering gene expression pattern; however changes in
the underlying DNA sequence of the gene are not involved. lts process includes DNA methylation, histone modification, and non—coding
RNA regulation, ete. Its manifestation includes genomic imprinting, maternal effect, gene silencing, nucleoli dominance, and dormant
transposon activation, etc. Epigenetic modification is the result of interactions between environmental factors and intracellular genetic
materials. Through gene expression regulation, epigenetic modification is able to control the phenotype of an organism. Due to its
importance for maintaining stable environment inside an organism and normal functions of organs, abnormal epigenetic modification could
lead to disease. It is why today epigenetics becomes a hot research spot on the drug design and therapy development.
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2 ML AL SN Ol BRI 8t AR 1 4 R AR i Y a8t A%
& SAGETEAEAZ TR B3 P 21 . A 23 K 2 (genome) A 20000
ZA LB B A AR N 1 200 0 ZE A 40 M v A D 40 A P
AT — 4 e L R 25 3R R0, SE A Hb U B 1R 9 ARUAR i
A AR E AR Y 35t 4% 15 5, B TR PRI EUR ] X
e A ke i [R] — 1> 32 K O 3 28 T R Y A 2 0 A AR s T B
AR F Ty GEANTE A5 0 4 M (A JH 40 Bt 12 40 B R 1 40 AR
) NIALB T AR AL 2R o DNA JFHIAN & A s A8 1)
T OLT BRI 33k & AR T AL iR I AR e o R ML
18t 1% (epigenetic ) LA ,

4 ML = A S 8T AE IS |, Waddington T 1942 4F 4
WAL F WAL &, I g SO T8 A 1 & & AL 2
B e, ATTIA g WLt AL HJE —Fh R AL (B & A R
SRR GE I A I | B DR 2H 2 N HE fif TR 1Y) 0] JE B R i &2 | 00 gt
G EAE XL B0 T AN W& R 20 HE4 70 AR A AT TXT
FEWL 39 A% (1 B A7 T 43 45 46 Holliday Xt ok AT T R Gk 1]
WRAET 3252 1 3R W 3ot 1% 2 M & ——0F 52 DNA 3 1) 42 4k
ST AT g5 A Y HE R 3R IR AR ARR, TRy A AR A T R R
BT, RMBALF WA FAOF B2 T R 500
G, AL I T Z2Rh R s A 18 45 7 2, i HLAR 98 T He
LR IR AR M AL S I AU A Bk 4
B WF IR R 2 — JE R T ST 0 53 3R

AT R B, R AT 5 N2 BYAR 22 950 A1 OC , TR
JEJ795 5 1) — 26 53 - .43 51 i R WList % 48 5% (epigenetic vari-
ation), MARA B, R & M2 AR5 R TELY
A W) 20 LN AR ) AR AR A IR L TR A K — BLEF ) 3%
W35 A5 2 B WF 5 B2 HP 7E H 324 (methylation) . /N RNA (small
RNA) 1 % {7 5 55 ¥8 (chromatin remodeling) %75 1l . AU & %
18 3 H G A R TR 28 48 (paramutation) | % X BN IE (parental
imprinting ) £ 51 AH 5C 1Y 2 P 5] £ 32 3800 (gene dosage com-
pensation effect) Fll%% 3 K T Bk (transgene silencing ) %5 i1 75 ()
FEWL 35 A% BL G SCHAE S E JRIPOT AR S iR 2 (IR T AL

22 UL 35 A% 2 19 U8 5 AL 32 220 45 DNA W L 1k (DNA
methylation) . 21 & F 1& 1ffi (histone modification)  JF 2 i RNA
(noncoding RNA ,ncRNA)YE F 55, 30 86 0 35 18 20 ) 52 31 45 52
W), DRI 2 SO 38 1% 4 o i SG TR IR 5 I R Ul e A8 5. I
R WL B ) R PR 0 Bl W S e R O MR ik B R
TR AN R TIR A S | 2 5R B8 52 AT o] — 8T WL & A S
B AP T] BET AN IR S oA i 0 A &R EEL, HE T B A A R
YN o 5 DNA JF 9 B8 5 1R (B A ), il T 2 R st 1%
G S R W L3515 S T R I AN AR B R X R
F W% 27 1 Ry AR ) B 2 B 98 TR R R ) S R 2 —

1 RVBEEATES
1.1 DNA FENREEEEUHE
DNA H 34k (DNA methylation) /2 H BN 5345 B £ | fe i
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Ry FW A 7. DNA & B L S <520 DNA
EAR I (1] SR NS R a s QR Ve S PS RTINS
ARZEA 3 Al FREE MK EAOIRZS (AR B TP KR4k ) 175
TR (U — 2 B B S R D 2 ) A
o B RS (CAm 2 L T 00 i P 4 4 - 0% 11 X e £ 1
[ AR A& ), DNA AR B B2 Ry i B & DNA HR L%
% 1 (DNA methyltransferase , DNMT) ¥ S—Jif 1 H 8% & iR _E 1Y
FH B 72 1) DNA OUEE Hh M s g (9 55 5 Bk i+ b, JE L 5-
FH L M % WE (5-mC) o HEALIZ SN 9 DNA W B R i 28
4 F .DNMT1 DNMT3A DNMT3B 1 DNMT3L, 7£ DNA %2 ] 5¢
R DNMT 2 Ak FH 3 e 32 25 1 il i) DNA % B (9 Y 2
AASE A5 RN HY e 2 (Y I 3X — 5 R A Y B4 (main-
tenance methylation); i DNMT3A FI DNMT3B W £ 5% f## fb %
1% 4% F 0B 0 WY B AR A A5 AR OB, Bk A TR W HT 2 4K (de novo
methylation) .DNMT3L 7€ DNA H S5 B R ik h g TARA
FH 508 Tl 0 T 0 R 0T i, G o AR R RO T LAl A R
i 1 3%

W 7L 3h W 20 B 9 1 DNA R R Ak 32 2 R 2 7 i s g i
TR (CpG) — 1R vh 1y J ms BE (C) B AL A b ¥ CpG A9
60%~90% 2 & W 3 AL®, 78 DNA XUt f 5-CpG-3- K H |
FhEE Y 3°-GpC-5" iy C #f < Bl HH 24k X 28 CpG /2 B
20 B AR AR A S TE S5 R B K Y S B B sk A6 7
RUA KR B CpG (7R K4 200bp Sl EXT th CpG & &
i 609%™ ,iX 2 CpG #E#E #r A CpG & (CpG island), 2R
CpG & J He v WAL R SRR i S 9l e 2 4 il . DNA AR
AT 5L R 2R 58 5 i A AL © 220 SR A5 S a0, T R SR bl
W HHEAE Sl DNA RUER) R 1E =424l kA Ak,
B ity FH 5 A Rk B % 5% 7 (TFs, {24k E2F .CREB AP2,
cMyc/Myn NF-kB .cMyb 1 ETS %)% DNA 454 1%, 5 1 A
BF, AN BUR Y methyl-CpG 25 &2 (W Spl ,CTF F
YY1 55) 2456 7€ DNA L, X $e 8 1 2 A s il [+, B 41
HB & A ST B B A DNA 45 & 451 5 (methylated DNA-
binding domain, MBD) , DNA ¥ 3£k 53 i 5 X 3 3k 1) 77 =X 4 /&1
IO 7R O R s 45 5 T WY 1k DNA 19 45 5 5% % k) 1
MeCP2 (methyl-CpG binding protein 2) , Bl R 3£ 4k CpG 454
H ,5 4 8 [ 2 2 L i (histone deacetylase, HDAC) L 77 F
—AEEY T, DNA HEAL AT B Rk 5B 1 L o Btk
Z B A I OCZR , MeCP2 Al 41 i 4 sl AR HDAC 192
PR SO AR 1 A v A R R [ 3 R TR R 20 32 (exons ) 1Y
Jii 311 (promoter , Pro ) Fl % 53 2 Uf i A 9l FH 64k | RV 36 R iy
TR B g TR LA (5 MBD &5 &) (H L PR AR TH BB g R
1M} 34 5% F (enhancer ) B8 & ¥ 16 FH & X A UL R F (silencer) A4
&+ (insulator )9 H 364k, AH N M, T TS R4 ) 8l NG i
A A6 7 w5 H B AR DRI S BB 7 R R A7 a1 R I S [ I 70 R
TG T 5 HESGEN (B 1T GCF2 2T A Xhi s,
CTCF /& CCCTC 45 & W F———Fh 2 TR i sk N 7 )t 4 12
& HIBH L3 58 - B9 3644, T LINE (K 8UfE R 2 )7 91 ) A W] BB 7E
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Fig. 1 Effect manner of intracellular DNA methylation on
gene expression in mammals

DNA HEALAE A IR A 27 E A L, IEH
4 R AR 6T T 2 e A A A A B R AR R T 1 LR AR
WAy Yo 0 5 25K FED BT X Yt R 6 A0 4 b R R G
KB MR B DNA BRI 25 5| %95 (Can g ) , 3R S
1 PR Ak — Ty T P A A 408 R DR TG T sk (AN FEAR 22 g 41
Hrh p53 KA T m W AL, J— e FEUE R A
AFLE (AN 5—mC 75 B S g Hh 2 Ak Sy B i s W Gn 3se A M it
BAb s e A FE AR S B R AT ARG ) . AR BFSE DNA
FREEARXT T 1 A W A K R & Sia YT R AR 5 A 1 B 78
PSSR AT DL B L PG T 2ok AR v 4 L A R BRI
IR AL 2 B o S IR A Bl 2
12 HAERBGREEEREELNE

TR, — 22 R R — SRR, —
SR AR R, P AR B 2 2 e AR I R RS I
£ 43E M B (histone modifications )42 2 W 5t 1% 45 i 1) — F
WA R AR R A A LT Ee . TEAEIE B AERKIRET
DNA DA 4 B8 A TE T 240 A% b % €8 5T 1) 2 AR B i
1% /MAE (nucleosome) , 7% /M H 145~147 % DNA il 5L 45 £ 1
Y4 1 H2A (H2B (H3 Fl H4 45 2 A~ 57 41 iy /R IR A0
JE LG B, A A2 /MR (8] 1% 298 60bp 19 DNA i 42, 41
HH HI 54 A 763X 4 82 3 DNA (linker DNA) F .t 2 i3t
Yo i iH DNA 256G 42 FUB B =/ ME s dl i, |2
et R AL EA, AEATTSETF (folding domain ) H
fLF C-%i, Z 5 HE 4 F M E/EIF S DNA 1584 % A%
FH A 55 — 2 B 45 0 S0Pk R 41 35 A R (histone tail ), 24 &5 4 4
KMy 25% , A T N-3iis (75 41 8 11 H2A W 4k F G- )1,
A5 DNA T8 TR0 A 5 € 5 2 1 A BAE T, K 43
B 2 AR 1 RS 8 A A AR TE X S5 R B AR 15~38 MR
FEMR AR IR ) A 2H AR 1 RR AR Gl €5 J5T 2H 2 RN SR e
A e S5 R Y 3k AR v i 4 AR U0 T G € 5T A AR TR s
B DNA &6 | 520 F o,

B 68

20 HR 2R W st A% 18 1 5 30 B 2R 4K (methylation) | 2 75
1t (acetylation), ®f i@ ft  (phosphorylation), ¥z % fk
(ubiquitination) \SUMO  ft.  (sumoylation), H¢ 1 M fk
(adenylation) ADP-# M3 fk, (ADP-ribosylation) ., £ ¥ & 1k
(biotinylation ) F1 fifi 2 ik 5 #4 4k (proline isomerization )55 | X &£
e Jr xR0 b 52 25 Y £, BT 1Y S5 48 5 D RE, W FT LABH i
AT HE R R S, S 5 AEABMME T2 A 450
Fe4E 75 1 (histone methyltransferase, HMT) 2H 5 H £ it ¥4 75 i
(histone acetyltransferase , HAT) . 2 2 H # i (histone kinase)
4] HZ E LB (histone ubiquitylase) 45 | 33 46 i 2 {16 AH
JNF B R AT 45 B 2H A 1 AR AR T T R B T ) 40 HAT /Y
SRR S A LR TR S R A R A s R AR B A 1 A
UIRE WO oE GEW A S A S AT 2 e A AR W A E
U FE A b AR M RIS AR A b, A A B A A
(histone demethylase , HDM) . ¢ & H Wi & it % B (histone
deacetylase ,HDAC) .41 #& [ B2 i (histone phosphatase) Fl £1
H A £z £ 1L (histone deubiquitylase) , i 45 fiff 1] 25 B 45 &
FEL B o B AR A L R A, R R AL 2R A
A& — A S AT B A A s i A L BR R B DL
— AN (I EEAEAL BN Y o — A 2 B B T — ek
ZAATR) (1 S 8 4 A O3 ) s oA T, ik 2 2 M8 A
KA T A A (8] B 25 8 R B (R S 15 L 3K B E S
AL T A I AT AR R 4 R Y 8 R B e — R 8 4
P 3% Bl , DT IR 428 FOA% A 1 R DR 383k | Xt 2 A B Y
i UL” (histone code hypothesis )", 2 85 [ % it (19 41 & 42 {2
Z N G20 B 1 AN B RORE A AT 04 S5 DR 2R G R AR O
577 20 WS T A R () S R NI AR e [l R AR IR T AR S
e R T fie MRS R R

HE AR BEMEE L HAE Z BB, B
Wi, I — A LR S 2 (B IE SR T 1 T 405 ok 5 o B R 11 3
ko — N, AR BT B R e R A SRR iR AR A 3
st (D) g JHC ] B A B 058 (o for 5 A0 pH (ELSE ), 384 i ol
55 7 S T oG SR T 5 DNA [EIPEHT; @ E s gy
SR S5 RN EEARIRAS RN S W 2R (1 1B AN EE (15 DNA I
AR ;@ VEN (55 5 00 T e R [, F 1 8 P 3 [ ik 4o
W AL (B 209 2 OB B2 A R s 1 B s
rP ORI Y T AT S 2H AR 1 R s E A LA L 1y A T
Sh 45 e SR A Y DNA B b, 330 R 5 A 14 Y €0 I 45 44 i ]
DU 55 5 % s 45 A G815 DNA 254 0 MR 5L, >
ADP-#Z M FE N7 2 I A 45 5 e 4L R 1) N- A w2l
INMAREE R AR AR B AN, A WA, 418 1 H4 1) SUMO
(— P&ty b5z AR 1) ALTTREid L 515& HDAC 1
gL TR DGR 1 HPL 1Y 55 48 55 20 i 45 2 s A A/ 07
B 7 40 2 1 B S A8 A 0 O Tl Oy oS TR A BB e b R 4R A
HAN, AMNIE Y T 23 38 5 52 M 21 AR 08 i ke o AR R PR 1Y 3R
ik, BN PR AE S — Rl BRI 25 9 AN 223 BT - T
1% 2 VR G 3R, J2 HDAC B9 306 590, ) 25 520 300 i 93 410 1
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(a) PRy &I E B EAE B B0 1% &0 iRk

(a) Tumor suppressor genes silence due to
histone inhibitory modifications
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O H3K27 HIkfL
H3K4 B Bk

i ZAkfk

B v
(
HDM
-/ 2 Wu aVaVal
M War . eVl
avavaV

K4
H3
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(b) 5(a)BR , AEBEIFHRHE TRERE

(b) Oncogene expression are activated by the

errors in histone modifications on contrary to (a)

B2 PhEi sl E E A EE R IEEEEIR
Fig. 2 Expression control errors of tumor suppressing genes and oncogene

D I AE R B 25 B A IR R I g,

H AT 20 25 11 S A U R AR W A SO A R 2 () F
FE L WIS TARZ MR N E S A AR A AT
T SR

A W A kAR AR 4B 1 H3 R He N—A S ) G
ZAME (Arg, R) R 2 2 (Lys , K) 5% JE I, 53 AN 8 1 i BRIk &5
P AT I 2 i TP AL gl 1 H3 /9 79 £ 82 R (Ko
i H3K79me ) £ 9 DOTIL i ik A& A= e i, AR 4t B — 3 s
FEACPFRBEAN IR, 2 8 W AR 2URT B o B el
B AL RN = H e q o T WY Al Ao A50RR 32 4 FH R D B AN I
ZH 2 P PP A X e D R A (4 5 e o O (] n [T 2 o H3K27
AR X o 55 2 PR 2R 38 94 ) AT H3KA H I Ak X e 55 S R 338
BTG o AL AR 1 H A 0 HMT E2E50 AP RS . — 22
TAH RS H SET (suppressor of variegation ,enhancer of zeste,
trithorax ) fft A 25 F4 1 119 £ 11 51 (40 SUV39 & x5 ), )iz
FFIET B WA NI 5 o5 — 2O & i 45 0 3 (A A it
i H AL Y F LG RS DOTIL) . 5 HMT fE FAH & % HDM
He I Shi A & B, WFSE & B HMT Al HDM #f 5 7] — />R
HE GRS G HE ARG o P RO kT
XAEAZ SRS GRS, Kk, HMT 1l HDM #9335 |
TG PR R S50 2 i A 20 A 1 IR A DT e A8 B s P A . TE
AR 22 He PR R B /N RS 36 v 2 28 i I HMIT B I ) ik 2k 5 = 1
RN AT HMT MR S SERFN L4, BT
TR T NEEE A P 4is T K2 50 Floks 201 A 2 1R
HMT, 1M H: v 22 A 22 Fil 55 i s H: b e A DG,
1.3 FEHEWERNARHEEEEWIER

HERWEYRN LB Rk Z AR EHE LW, £k
97 v 3 e DX AT 43 T e BOR B 22 B i B 2 D Al
RNA 75 #78 5 K R 8 i R b A4 TAR RAEHT . 558 b 7

Ak B SRR S 2R B RNA 20 A 2 1.5% , 8T 1
JZAE 4R RNA (noncoding RNA ,neRNA)™, MY B 4325 4
TR W8 L B Wi 1Y neRNA 7T 434 long ncRNA  (IncRNA) 1
small ncRNA (sncRNA) ,

IncRNA $5 1 B i 200nt (9 4F % i RNA, H A< R 8 i K
HEAN 50kb 2L kb, HJF 1A BARSF P, AR 54 B 195
P[] U5 3 A I 1 FH O 1 SRR ik i 2 Uik, H Al
IncRNA WK J5 R4 £ 8EA 28 A i B 52 2 F b 22 4E F i
W% I I8 Inc RNA 5 4 68 57 5 4l P 9920 JT Xl B8 95 2 e, B L
IncRNA ; 3 4 % 3 5% 5 JE B IneRNA 5 /NAE 2 % RNA A2
B9 22 S HIIE B IncRNA 5 5% 55 A 7 4l A — B 51 A
IncRNA #2121 35046 IncRNAs B G 5 26 11, (HA] 3 5 2200
WAL R, 22 AR 1 2 5 H R IR A K. IncRNA 78 4
P13 3 1 2 L8t 15 T 7 rp R 4 AR T 0 S ) O R A G
an Xist(17kb )RNA A] 512 X G 4 {4 2% 1 | i b 4 T Xise K5 A
TEE A Tsix (40kb)RNA =9 J2 H# 17 75 Air (108kb)Kenglot 1
(>60kb) H1 H19(2.3kh) 43 IAE I T° Igf2r F11 Keng1 % K% |, i@
ok 55 g €8 TR ELAE P e R PR BRI

sncRNA K i % /T 30nt, {345 micro—RNA(miRNA) |
small interfering RNA (siRNA) # piwi —interacting RNA
(piRNA). sncRNA — M JE7E 2 > 7K P 1 0 K 2 35 3047 14
5 B 5K O WK Ry e 5 3 U0 ER (transeriptional gene
silencing, TGS) ; @ # %5 K, RIEE 53N ITER (post—
TGS,PTGS) . TGS il e 53¢ 14 A4z okl ek e €40 Jo 165 i A1 S5 e
0, J5i 1k (heterochromatinization) , 1M PTGS N i i f% /% mRNA
s BH 1 mRNA BH% K500 RNA B, B2 TGS #l PTGS
T L AR L IUTER . sncRNA 18458 56 A 322 35 (1 WL ER A X T
IncRNA e B fa) # i HL 8. — O AN g & TGS 1 PTGS, HiAf:
FHALEI R/ sncRNA ()7 51 5 B () 5 K AR VT T , 79 & Fe AT 45
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21 EFEAEIE

FE— A DA BB R A 3 L R AR RO R R B A A AR
ICH A2 B4, Y AL DX 21 BN T (genomic imprinting ) , B j5t
FRENIE P EIE o Ir & A I “E g AT U LM A iE (40 DNA
HEAL ), o m] LU AR A0 45 32 (40 DNA-ZE 5 B.4F DNA-
RNA AR FIAZHE 20 A7 55 ), BR 7y 25 9 1> 41 i J&] 49 vp
YR WOR RMIC 5 19 R 2 N B AE A G, SR 4 Ep e ff
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BEB

ASEEAL P B — AR IR (R REIRR ) o5 — DA RIL, HE
2 ERIC R RO A KAl B BGR 28 R I BEAS AT R R
& FEME MR B, iR SR R B R I R LI R 2
— o KPS DNA H SRR BT BIOEE DA 20 B e AN R 9 R B, AR
LA 2R - 20 K B4 7% Bl (GATM) BE I 19 56 8 I & 1IN
2% 5 W ALK B (DMR), 2800 6 52 4040 0 5 (bisulfite
sequencing ) 3 T B 6d G (4 B M 5 4R 25 5 40 i (PGC) L
WEMEY AR AR Lo, TR AEY A& (8 3)H
4 ) A0 £ S 0™ T () P 8 2 0 R S IE | K R ) R 0 3k 15 18
T T ERG ANV 5 . X R GATM Ml 22 55 Y AR R Y
XA A7 i PR 22 15 0F 48 7 FE DR 21 B0 i HLERAR A5 7 P,

HN
o¥
N
B
OH
0;) WEE
"oH AR
5 0 f
.{ ) | CH3
HN
0
HO

SE-L-
WERAR  Sap owP
W~ ot o N’ﬁro"
Y T o 8
P B

B3 AEBREYERER
Fig. 3 Biosynthesis path of creatine

22 BMEMM

SN (maternal effect) , AR BEPE 52 ) | JE 48 FACHE—
PR 1 3R B BE R AZ SR P 5 | T AS 52 AR B A B S
A 24 1)) - 2 MESZ IR (pond snail ) 1 B2 52 | A 22 g T e 2
G, T T 1) B S AR A A R ROV (B 4) BB Y R B HE
SR AZ TR AT A 0 s 4 1 5 LR Uy 1] (AR 1 | chirality ) A1
I AL AN I M 45 H4) 10 B 141k 431 0 R AS B 1A 45 4 1 A%
BrAn w2 kB R IE R0y, i B SRS AR kB
O AR B 2 Pl R 0O SR PR A7 R T RO 5 ED
TERLN AR G, R 90 2 W A OC JE A 14 22 S5 M R Ak TR Ak LA
R R 0 1 HAE SRR RN B R 4R AR RO R

p $d DD
7 i M 95 | Sy
Q0.
A KR
KR iR |

1/4DD  2/4Dd 1/4dd
Fy  fiet  Aiesd A

B 4 HESRUR AR E 7T B B
Fig. 4 Maternal effect of the shell coil chirality of pond snails

Il 70

23 ERETH

H TR (gene silencing ) AR P L&, J2& FUA% A= 0 40
Ji B R GR AT B T B — . BERUUERE & T = L 4
(heterochromatin) JE A% , 8% T 8K (09 JE DX X B v Wk 4 . 245 T
ncRNA 9 RNAi(RNA T40) 1554 5% Jm 2 YT AE 70 7 )2k
PR — A, HE DI UTER Y S ny ok AR AL 4 8 1 N
AMFREE L OB L R ki DA R b Em S
HEAGE A (MBP)JE & Ryt BB N AE . BETH R K IE5%E 4
S REAE AR S RN R R E e 5 H &
PR B 1 256 1) — 4L B A T Sirl/2/3/4 Bk LR AR B4 il I
+, Hof Sir2 w22 2 B AR, Sivl/3/4 W) 67 57 5 b 4 &R
F 45 E KI5 DU E ] (28 i S e )51 ) . A G
WE5E 2 W, ik 5 52 RNA DX SR (TERRA ) 2 47 il S 9 (5 5t Al
St LR () DR 36 AR SR P DNA 25 4 25 11 Rapl 1Y C i 45 ¥4 45§
Al $4 5 Sir2/3/4 F1 Rif1/2 (Rapl—interacting factor 1/2)% &¥,
HE T 3 0 HE R UORR £ BE Ratl - A% R B8 4K B ¥ TERRA B
Fff) Bk PR ER — TR 8 A% 8 M A S AL R A Y B
%, 73— Jr T J2& A= ) HUad Ve (AR B0 55 ) 19 HE S RON
JFEY) TREE AR MR TIRME (I RNA A 3R B8 R4
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ARE KR,
24 BI-ZBHE

#%A47 i P (nucleolar dominance )8 75 sh A ¥ 2% S 1 v, #%
WA AT 5 B DR 2 B, e AR st R SRR g — Ty T
R ARV, HALHR Ok A ACERETT 19 RNA R4 i
TERZBE PR RNA (rRNA ) JE PR A% s aod i o 52 B 40 T3 ) 0K
Hi T rRNA BE 5808 17 7 bp, MR AFAE TRAH A A
ME SR AR AZ A P o PR TR TP ) — b S AL AR R
rRNA Y (0 57 5 fb 2 A 0 i LBk A 25 31, (H B HLI IR A
R, A AT T BIE SN (Drosophila melanogaster )14
Yoo (R AR I G IR O SR A A U e
M T T 00 S e i JE DT ER T S Ah A A ER T rRNA
F PR (4 B I AN [R) A S e e SO T 5 X, oRINA S BRI RE 3] 1) K
M GUE XA H b R 45 T HEZAE N X 2 A R WA
PR SR TG AT 48 7 10 i 0 RS, | T A% AT R R A S W)
PR 2 SR AN vRNA B A AT RE R OCFAT 5 A% S MR AL k) 5 i I 45
YOI (1) 2 A P AL AR R | A1 T AE 15 A T A A Y
9T 5 S,
25 R EFIE IR H MR

SCik [5].[6] iR T 4L 4 i 5 ¥ (chromosome remodeling,
W/ AE FLAZ A0 DNA b330 oy b i, Bl i g fa i As
b, 5 20 AR B R /IMA S5 K IO A5 06 ) (il %€ 78 (paramuta-
tion, — I~ 3 PR AT LA fofF R ) 905 66 P %) e s A R T st
AL IR AR W T 53 7 Z 1A 1) RNA 8 ) Fl RNA i
#(RNA editing, 55 5% 5% 7 42 19 mRNA 2, A% 1 1R 6
e A AEUE e T 1 B Sk W SO 5 R D A A 5 B AR
A AN [ T A g A R AR B R A N ) i
FURBHA, BRIbZ A0 IR HR G )8 F 335 (dormant transposon
activation) 8235 ¥ & IT I 5 10 28 Wask A5 48 M sl . iiF o8 3
W1, JRUEJEIN CSFIR HYHE SRl 3% MalR %5 S IR
Ko 2 (LTR)E B, W “Bidk DNA"= 4 TR g P, X
B G AT U O 9 -2 A ol 20 B v A RS B T A i BT P A T,

A W A B RN ¢ O AR 34 ELA I (9 42 B (holographic )
R, - R R A S A R, RPN T I
H3K9me2 BRR ) X G 1AK% i & i H3KOme3 ) 24 fi 2 £
S5 1T SCAE W XA 1 2 L5t A% AR 1 7 i g & 2 rh 2k

E‘ ‘ﬁ ] o

3 EHYRMEEZEMR

e E TR Y, AR A 2 WA 12 2 1) AH DG HE TR A 2 58
FEWAR AL 2 1 — Lo B G TG B B IUER | 98 A AR I
AR YRR PRI, MR W AL St AT — SR
Ak, 4n DNA H AR B 28 AT A # DNA B A0 Y Bl 255 HE )
FEW 35t 15 27 R Sk I RIAIL 1 B 48 s 2 P A 8 W ik 1% 2 4
P TE B A
3.1 iEY R ARk

LB B0 M RN MY E it AEZHT
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A T A = AR T e A0 H A28 TR TS 3R 58 R R e AR
5642 TR KR A M U (1) JR AT, 3% L 28 A AR A a8 AL B R 1Y
5 M R 5 70 BER 5 AT ) 9 I A — A o ) RGO B R DT R
LR SRS, HE I L AN I S AR W A B AH
N7 51 P 5L A DL 0 T S R A Y AR A . AMER
B TR R T R M e B B R A ) R R R
TG o B At 5 DRI O 2 52 52 10 5 190 38R 5 DRI A 3% 38 0% A 1) Bsp
BLE T i A AN DR 55 P 05 (] 95 2 D] A 2 4 o soa R oy 2
ST IR, MY DU R BT 1990 4F BFSE N L TR
A /R A B (chalcone synthase ) % [H 1] 25 (6,72 45 1€ (Petunia)
PRSI R I AMIRE R 5 PN R I) 95 R T i R TR — ke
A T QL] co—suppression)P, JE K, AT R IRAEY) 529
TR YA S R IE R TR, 5 Rk FEIE R TR — A T o S e
F [HPLER (post-transcription gene silencing, PTGS)P¥,

20 HEZE SR 2 21 20 9] 14 a5 A 2 i 2tz 356 DT T R 1
RILMT A NATHE I LEE A 5 SR 08 (Drosophila)pal-1 %
DAL TR e F 5 b % BT XUEE RNA (dsRNA ) AT SRS I 0K | B
BV 3L AE 26 1 (Caenorhabditis elegans ) H %% B dsRNA b #4551
JZ X RNA (antisense RNA)BEH A 5075 5 FE K 306, F & a4
T RNA T4t (RNA interference, RNAi; Bl RNA 45 19 3 K0
PO MES . X = — B PTGS 2 iy 28 PR 5 A 5, H Ak 4w 1
dsRNA 43 (/N4 RNA, small interfering RNA | siRNA) 4
L mRNA {7 5105 5 PERE A, siRNAs & 21~23 D EH R
(1 dsRNA, & A X BRI 2~3 DREH TR 89 37 58 AR s, JF A1 57
3 (8 5) .

L T
3'HO PS5

B 5 siRNA B%#4
Fig. 5 Structure of siRNA

Sz RNAI I, KA dsRNA 73 59 Dicer i 24f# , 7724
siRNA,Bfi R siRNA 73 48 A—1> 2 8 H I F (1) RNA #5300
BRE A K (multiprotein RNA—inducing silencing complex, RISC)
s dsRNA fi# &% |, 1) i 4% (anti—sense strand ) 51 5 RISC
F MY mRNA b P75 L2 AR N DI 2L IV (endonu-
cleolytic cleavage) (& 6),

NATORSE B v AW N 3 R R AR Ik D R
WAL T BE LD A0 PG Z0 A0 i A RN B A A A )
) RNA /> S PERE R UTER, B0 7 RNAL LA, i T
RNA, BRI g 3iF S5 5 SE ) O 408 4 3 3 JE R 4 9 045 D1 58
WA B ERIE Y E B R AR RLB Y,

SRR 0 2 e TR DD BR AT AR AR TE DNA K P (%
BN, position effect) F% 5% 7K (§% 5% 27 |, transcription inac-
tivation) F% 57 J5 7K (3 5k Ji B2 TUER , PTGS) o

LR, BT S A S 5 B 0 1 o SRR 4 A 4 A B B
BUPE , 254 A B Sf R I BRIXC il 25 O AE o 8 3000 e B0 [N
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Fig. 6 Acting path of RNAI

RF BRI, RO, WD EIERE A X (nuclear
matrix attachment region, MAR) [B] (1) 3 PN Fr Bt % A jf— 4> ik
SEHY Y IR AR R R RS F (insulator ) BH 1k B 1 =X 38 #2014
X B DA B DR s 1 T T, 2 e B T2 R I EH N B 5 )
A A BEE MAR 1 T IB N IE 54 BT, 3X 7] LA B¢ DNA
R B e DRI IIE R %) i DT B 8 vy P e DX e iR K P R LR

B LR TR B DNA S A e 6] ] 2 g S 2 €0 5 Ak 5l A
S H AL B I 40 ) 5% ¢, 3% — 200 B AT i DNA-RNA 3 [7]
VEFIE B o X% & 1 e s KTy BRI R . P b 2 15 4
JfL bR i UL DNA MBI, Gl & 4: T GC Fl GNC
JPA C b T S M AL S Y b e W, LT
) P 5 IR0 BR A 5 0 2l HH B AL OG;GC T GNC P91 1Y
C L AR B 25 oK OP I e 2L R O ER i w4, (R0 2
AP IX R UUER YL EE T, D34, 2 4 D A Bk I e 1
LA N RS T8 I S L TE X, 5 | S 5 DA 20 By 18 2% 23K ) i
Bl P AL B S Y A BT Al B R D 2 e R L S T B
DT I HE i BIL 2 A B AR A 3 R T N SR P R TR 2R
T 1Y AT REHLIE

2T 5 55 5 B3 He DU T 2 pF 9T . PTGS 1Y
R AN RS K AT E B mRNA WA 4 28R Iy 3 B
Wik A s A 52 SC RNA RR S 8 LI 7B o7 7, X LR W e
RNAi LASh, i 5 RNA -t 7T S 2] Y506 P 7 AT 26 405 o
FREFE A, A RE 25 40 0 AR SR R A — o 0 B
19 1B 2% St 2l 42 ML T B R 7 RNA—— A I RNA {5
1) RNA 55 Bt 2 42 (1 5% B mRNA [ 5% 5% RNA #5 01
FC X 5 e B PR R N R TR ) mRINA T i dsRINA. 9/
P RNase UM 17 2IBE M, 340, AN S IR X 9 RNA 23
RAIG I 5 9 RNA T % 3808, 2 B PTGS iRl of
Z MBI T WY, B B TR TE AR ke 00 5 B Be 4 52 38 4 L P
1 5 BB i (epigenetic modification, B} WAL ) , iX 532
(LNTER7/RIOE PSR C I D o A R R e B = S B Al | F 2 N7
PR TCAF S STE R I R BT T 408 M6 T3 S R oy IR
JE 38 A PTGS.

mm 72

e B D UTBR U B T 3 X 5 0% (gene immunology ) I f77E
B LD AT O AR < AR IR I AR 45
32 BEImE

20 4l 50 4EAR, AW ETE Eokh R W T R AR
(paramutation) L% . Irid @l 48 & 48 BA R —07 2001 2 4>
A5 IR ) 1 A S R oh — A S5 07 5 ] i A T kA% 1 A8
b o B, LAt A= 9 1 i 1 R 28 AR B G2t ke e B W28 AR R AF
G i B IR AR R o AR W) A BRI 9 3 WO AR 1 Rl
BLHI i RNA 51 &, ¥ B— F 91 3 035 % 18 i Fn e 0 4 25 44
A, RO B T ARAEYI R SR IR T

W AE R, BIRAB RO T EI W LI, B
S5 /NEY K B35 GXFP S R A Sa N E D LR
P8 B 5 ) B R B, 5 JE Ak 58 AR iR 2% 28 JE B AR R IE AN A
FIK 5 IR Ki+/Kie+F N Y 9 B0 AR 18, (5 @) 28 22 0K
ZHABANAE AR R, XEW R T 54 T ) RNA
Fo—— I 2 4 FI 9 3 RNA (microRNA) /i3 17 2 P {15 44 3]
7, B A%3) 7 F —(CCRIA 2 D IER K 5D 5 - oF
FER B S Ki BN 7= 42 T KA microRNA, JF HABBUR A&
FEPAR /N B ORS

FUL Bt % W R FE AN AR E R, WA IR Z A Z
Ak AR AL e B — FioRr 27 R A 2K 1 INMAP (9 F 52 %
W, 3 A 25 1 B A 3R 8 S i (RE IR U0 R ) B 40 i 5 R 22k
(centromere ) 55 ¥R b, 5¢ 96 i 7 B B H % (halo )k R A | Gy
ORI A58, ) 142 G i 52 't S 0K ) 3 o & kA 2
P P AR DTSR 200 B 1 55 A 4 A Ak, e 3078 SR ) 3 R 3R
B AEOLT, 4 X T ARG 22 ok Y8 it DNA JA
[l 7 25 #4 7 o A FH 19 25 22 R0 R 1 CenpB &/ 246 B 4
22 R 5K A B DNA-ZE AT A 25 14 AN 5. 4E 45 10 P i | &
AN G oA oy B S H NI A AN RS L i T A
By He KL N R IR T E T8 38 a5 1 E 22 60 B T 3R U
A B R

4 RE

WL A% 2 AT B T 20 3t AR B B P 9 B ) ) O
F [t ARG oAb 58 1 O 0 R B A S B A 2 A )
R : — WP LB AR R T R DA A O R R SRR R R
JEA A AT I8 AL A5 S A0 O — R AR I BT 5 A B AL g
etz i 3= 2045 DNA WAk AL A B i AAESR % RNA 45,
X3 Fif DA R X T A DA R k0 5 AL A A 5 E 2 A
T —E W RCR  RIAE Iy 1K F b AT T 2 Wit A% dnfif e 4%
ERE A T —&RAR HX =35 Z [ AR KB
S Sy A (R 9 Y B DN R A Y iR T B TR A RIS

TEAWIRN, 207K B A2 A 25 R AR L Y 2 B A2 £k
FEATF 58 WL IB AL 73 1 LA B 1R ik, ATl A B T R34 18
WE A AR | T RO S A T A T AR SR T
1, 28 W38 A% X T 2R Wy 2 R A Y 2 e R RN T ALY, AR AR
T DNA, LI AL J WG ) m] 8 A5 (5 B 3 5 2 IR i 52 e, B
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