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Abstract:The epigenetic regulation has been intensely studied over the last decades. Histone
modification, DNA methylation, chromosome remodeling and RNA-mediated targeting regulate many
biological processes that are fundamental to the genesis and development in many disease. Here, we
present the basic principles and progress behind these epigenetic research. The most commonly used
and newly developed techniques of histone modification, DNA methylation and genome-wide mapping
technique are reviewed and their applications in the detection are made a brief comment.
Keywords: Epigenetic, Histone modification, DNA methylation, Chromatin
immunoprecipitation(ChlP), Restriction endonuclease enzyme digestion, genome-wide mapping
technique(GMAT)
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LA ARG AN, ARG, 3R] O B 5 20 15 DO RE AR -

LA M DNA PRG540 3 e G €, J 06 il A — s PR AR 425 1 77 X8 A5 My 2 A
T R SRR RL, H AT A AIE R 4 B DNA 2R 16 Fhal B e [2, 3],
S5 NRAEK R E R RE HS 50 g« O . A 3 e M . BT R
i S B VIR G [4-81

1 RUWBAEL AR

INATE G R SEA GG AT, A OB )\ SR A S GG LA (1) DNA . 102
BRI T I L (KU BE 28 B R /N 3 1 IR B LG 2RI /I3 (7] DNA Hhy £ i FR
ML AR, B DNA-SHE IR 5. REANALE AT A S il 48 I ERIE ST
B AN KL AR i G5 Ak BRI B X 1 DT (1 0 7 [ AH ELAR R AN DNA 985¢, 1 2 3 AR o 45
P IR, 1R “RE” M MASE, LA A0 DNA VR . R o )
“RE” HAWERAMAAL, KA A5 5A7 BER, SWadlE 0 MR . AEA
WL e AN 2 B IR e R B AV E T, RZE RIS . Al BERALSE LB 16, AR5 ¢
—RIVRFE M A T, R B R Rl S R G (O OIR 2R 11 S5 BT A i LA (1 1
RE

1.1 HAEHBH

YR WA 2 OB RS B TR R R ) 2 MR B AR R i e —, 2
RSk BT S AR, i LR LA Sl (histone acetyltransferase,
HAT) [9-10] FIHE A E LB LEE (histone deacetylase, HDAC) F:[FE#E [11-12]. HET
FENARP IR ILT 18 FHDACL13], HZhfkskFefit . ONIER . S, shke . O
R« OBE PRI 0 ) S A AT I A A A k. HDACS M1 HDACT S it
(kA Mg A FR5E B, QR B s N, S RS 5L AE [14] .
AW R HAE A L SRS AR 2 (Trichostatin A, TSA) TEBGARSLE 2
715 HH6F o JUL At . P 3 5 RS PR AT ORIV E T, e D o UBEZE TR, 2o UL D g
[15]. Ooi & [16]7E Iy i far 175 O UIE 1R /N BRUSE BB RS v, B TSA R g KL K 5 3
THHT Wi 5 2 BB R FE S O WU JE AVERT . Williams 5 [1718F50KW], ik
FEVEFNH] HDAC S5 n] LASE () 14500 JIE 2T A 41 2 RE 20 MORN - St VM T AR 20 L, A R0 ol of 7
Bk E A FHONLAF4E1L . HDACs $lIiil 71 CT1-994 (Tacedinaline, Z& s BABHK) nJ DL/ /)N
SO D AR YAk, FEFREEPE O 5 B R CT-994 RE4E RS 190 s BB I (1], el b o0 b
P T 017 40 LR S e A i i, e Bh REAN 32 B 52 (18]

AL = B R R A R 2 R R B (protein arginine
methyltransferases, PRMTs) , &AM AT DL A A: 20 RS 2 I AN 20 R 10 I e o 2 2 1 P 3
Jifi (SET and MYND domain containing, SMYD) J&4H 2% i /e FP SR B ) — NP KR, &
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RILSMYDL-5 FLANe bt o SMYD n] LS A s, o] LR AR R an ps3 dE . #i
P 5 R 4 R SR PRI SE DR 2R 1% . SMYD S 2 MR e RV (19, 20]. FLEME. FPER
g H s AN e b SMYD3 il JERIA, filR SMYD3 2 BH1E B S 40 i i 2 KR [21] .
5/ U MRS AN A 2 v, SMYD3 S@ i A3 MAP3K2 R A= HIEALIE RAS {5 5 1M a3l
FCHomAEH [22] 0 tbAh, SMYDL f S PERaA e B B URLC LA i, 1 B VLR LR R &
BTG A7 R L E K. ftlf SMYD1b JEPR al, SMYD1b 3 PRI 5€ 48 25 5 800pE 1 £ i o U LRH
HH NS T 442 3R (23, 24] .

1.2  DNA BEALBEH

DNA FRIEAY & e A T TP RGeS PR 345 N 2] DNA 8 RNA B (1) — Ml 2 A A 7, B
UL AT R S 4 ik, AR K DR 5 52 B 5 10 o W L 3 40 P9 98 DNA FEEAL I - — 22 DNMT3A
F1DNMT3B, 506 Jo AL DNA XUE BT B, FIE S5 Sl AR IR B
FROE DNMTL, EES 5 EHG 1 FEAL, XF DNA 20 rf 2R F IR I — 4 T REREAT A 9
A, ORFE 7555 0 0E S8 A IR 0 PR TE 30, DRAIF RIS £4 2% 5 AL 40 M R0 /4 [ )
DATHARAE I . IO, DNA FHIEAGANOGE M 40 f DR ks, 1y FLIOP{ S i m] il 40 1 43 24 1t
FReisft 2, DL, et TR IR R HL .

DNA FHEEALAE IR (1) s 12Ty TG VAL S a7 A LI R S, 1k e ge 4
e AE LA AL ISR, 10 HLs AR R FLA A B b, CpG 8™ A AR BEAL A 70%T15G 1L #B
RATERENTFIX[25]. Hur K 526K T 77 1645 15 s 20 2k R A S ARG IS 1) 1F 5 45 Bkl
JEe LINE-1 251, RV LUEH40 5 1) MET. RAB3TP I CHRM3 () J5i 87 5 PR 1) H BRI AP 3
b, AR IR FIRIE AP E IR H T 5. UkAh, DNA FRILAVRN 22 B G sie v B ks 160 & AR K
JEFEDIAAK . pl6 JEFRMEAL W T — AR IEFE N, nfRIAEPTH T E A, FHRRIAE R
2y 30% I H i B AL R R rh, pl6 FERHZ) TR AR EAL, R AL mRNA RIA
AP TR, RS2 BRI BRSO S [27], e E gt ple KRB TF
1) 5 A A REAG R mRNA 3R (28] 0 78 2R Gtk 21 SR S0 1A 5 vt A ) 81K PR RS
P41 DNA Jr B, BARHIEAGS By T kLA M i3S o 05 [30] o AR R4 [31] 45 A 0%
DRI T Re AN AT, AT T TET iK1 e SE T2 AL, 3 DNMT /13 (#) DNA HH 4k Fl DNA
Z AT FRAN RSP, M Lefty-Nodal 55, B—IK REME R TR G
PO 5 0 I T R B AR P B L

13 BeREY

PO T A R 3 B FE D e s o DNA 46 B8R, T4 LU RIS AR A B i e
B A RUER RN 1 DNA 55 88 PRI IS S 5, AN EAG ™ T — R 2 IR 4
L W), BRI o Qe A AR T 5 DI BE AT A ISR ANTR], 23 D9 SWI/SNE TSWT
CHD A1 INO8O PYKZKR[32] o FEFAZANMIA, Gt i B 13l i el e (it A%/ IMA TR ZRE R
PR AN EHE A7 ORI Gt R K, A SRAH S R AE L (5 )5 DNA Joy B S RT3, 52
FLPRIE SRl o AEME PS4, Swi/Snf A LLS Z MR A ELAE ], GG ERE B2
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PR TR A 1A 282U A 5 RBY BRCA-1. c-Myc MIMLL 45 [33], A R E 54
SRR BN REIE DN 103 331X, Sl IR MAR) “ I8l DO A I AR AR B 1 X e 5 45
He) s NI 5 6 AH I 2 AT R s o O AE R T2 R, K823 TNOBO #8451 e sl
GRS, KA RGN AR [34]

1.4  JEZRAS RNA R

WY LB ) 246 K 22 B30 L DR Al el 6 53 = A K 4t RNA (noncoding RNA, ncRNA)
X2 ncRNA ZH0OR A T EAE . d5 R BLAE g ik A 1) miRNA & miR-155 F1 miR-17-92
SR (35] . HAKIL miRNA S¥iE R ALHIAH DG AR, KEMFFTEY] miRNA 2 5 i)
JAMZ A7, B R S, A0H IR . s T A s PRI AR [36] . Calin
25 [37) I miR-15a Ml miR-16-1 4 HIHE U 40 98 T2 ) 2L X Bel-2.Berteaux 45 [38]
R, EFUNR A0 G5 o H19 R RIS AR, XM A Sl I 5 R 7 E2F1 B A%
B (5 A e H19 A )7 L, i e BEg gk A S 195 g 40 i J5 39 R - Boutros 45 A [39]
R c-Myc BHE4s G H19 JH 2 Fifi Bl H19 [k, Wi SHEA R A QB R, I RER
H19 SEA7SEDRE 55, 0l L M R 40 P P 8008 R 2 LA W 3 5w (400 o el temT I, miRNA
FEVE 29 R AR R R e e A F R .

2 RUBALFBIRITIEILE
21 RBFRBREIVRBARKLILKE

Pett i SLUTiE (chromatin immunoprecipitation, ChIP) WFREE A7 ATk, H
0’Neill Ml Turner $&H, ZEBFFANE TS DNA AHEAER P —REOR, 2 B H
(M BB IT 8 FAAR I 40 IR T OR 4a i A 1Y) DNA 5 8 1 R S S kAT [ o
SR M P 7 A e €0 B A Bl A R B 0 5 B TR S PR (e i H i 2 E
SEY, Rt E LS HE D451 DNA By, FHARR S 1 i S DNA (56, T H i B
AT AL R, AN 3RAS R B 5 DNA AH EAE RIS . 8 ChIP #8845 IR HoR 7
Hrik (chip) MHZEE WS ChIP on chip, 7087 HIWHE A S HEEZ T DNA A EAE AL R
— R IR A e TV R HR I FE P BIE SIS ChIP HAR & A4 B IS M 1) DNA Jr
Bt Bl Sk T PCR 78S (FEd B R 5 INFOCIERD , B aR I A B
VAR T AT AR o Yt BT B TUE HOR 2] T2 F A0 DNA P 25 8 L W RIS 00 1, T
GO (IR H bRFEIR 2 45455 4, T ChIP-on—chip W T CUANER (1 i -4k &l s &
AEIERR, 2 T — A I R I AR

¥ ChIP L5 55 A FFHARA &5 & 5L ChIP-Seq FiAR , B v e 7 42 D 41 915 Fl A A
D55 A 8 e s DA A5 LR DNA X B, S4Bl V2 i M I 21 DNA 5 BAR S B dr
SRR E G ChIP RS it w4 H KB 45 50 DNA Fr B, O HLdE AT 2lidb 55 SR
SRIE N & A I DNA Jy BOEEAT il sl , WF 0N O3 T DR R AT B ET T3 4% 7 51 B 28 R i
SERLRIENA b, AT RRERNAVEFIN S AR A Fok 28 HAER) DNA XBHE L [41]. H

-4-
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Hil ChIP-Seq BIAR B R, TR WAEAWHR H, RABEE B — NP EOR U FEAE %
BRI BOR R R AL T 58 Ba iR R i b, OF AN 2E5],
DNA 5ty SR BOK AN S B4 R 22 5 . B N AL 3R R L LRIy M 31 B
X RE A R AR 2 TN R SR 2 I B P

G 8 5 o P YT R I DR SR K R B oy AT A A5 A IR, B A R DR AL E A R
(genome-wide mapping technique, GMAT) , ] FJ-J-Wll 5 4> 5k DX 41 Hh 41 B (1B M 1) 3 A IR ZS
[41] . ZJ7iLIm L FPURERME 1 1 418 1 R (M PUARREAT ChIP, RIS 51X FE il
A A G A DNA B, ARG R R N 208 R 5140 AT SAGE 2 AN 3 SC PR 34T
RS BB 00T SRAFIXFP AL (1 E AT DAL 0 AR LA B o GMA TR 252 3 6 v
SERNE R, S AR N AP AL S FHE MR € 5 E . e ChIP-on—chip AHLL,
AN T TRSCIE R P51, PTREAT A R D 2 44

22 DNA HEMSMTHEAREERBEERE

DNA AL & LG AL 2 (R LA e 70, B 0 FREARRIE ST IR AN N, LAl 7 v
JEHATS, LT T NEE A AN 2 OISt RIS E 1K, X205k ok KR
YA AR KPR TR RSN, A S 7 0P A PR S, DU R PR S A A7 A -4 AR BF 5 T ik m)
PLA> R e 38T BRI E 9 DI %) P Ak 2 A D v o i T B it R 5k 100 PR R A 20 AT O v A
(42-44] . AR BB 1 B A P 170 i 1 i B — 2 PR 1 P DD PR AR A s 5 CpG
KL IR T, eATH & L Re 4 & 3R F AL R BT A1, ik A A F AR IR 3 91 AT 45 i
P, XA R] AFE BhFRATI AT DNA FE 81 o R 28 T AL o AN 2 AR TE T S8 v P D g
(AE AL s A AN — 1, v RSBV FIAL A UER . XA IEA B (180 |, 2554
FIE R FB, Bt T 2FF5T 77k, 1 RLGS (restriction landmark genome
scanning, FRHEITEFREYARLEAFH) - DMH (differential methylation hybridization
for methylation analysis, ZSPERIELAAEHHT)  MCA (methylation CpG island
amplification for methylation analysis, FI5E4k CpG 4 #1430 41) £ [48-50],

T R v P S Y B IR S A AR P 2 PR AN SRR (K (AL T AR BHARBE DNA R i 3
AR M e A 2 I B i e N AR P PRI E (UD T PR A R S e AN e A A i B 6 S B T
Dy BUENE, PSR A B R N 48 5, %A 800 T, 1 m5C MR FFANE, 388 Co
M A1 I P LS, T AR AR IIAL R 1 A AR T AL o A EARAR B D i AR A
Z1 DNA 731 A A BB IR TR IR 25 b TR B8, o Pt s 2 DS A ARl o A 0
Bt b, 2545 DNA BRGNS BRAGIPE A DIREBr . FRIEARE 0k PCR 719 L LA RURK ) 2
R RS I ISEAFIE s e OB v LA S B e R B S5 D T30 AR 1P 471 [ FRREA L R 0L
I AR A A N 12 [51-54]

CLEJE H TR ML AT LU 2 07575, SN LI AR SN IMABOR L AR A
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DNA fid. ettt DNA M T oy BB s iR [55-601 o IX RTINS IR A R PR R 2k
DRIRMLIEAR A5 SR AL T RN T-Be, BEAE RAALH T A WRR N, X 25 P E 2 8 04,
A BT AT — YR B B8, KT VA SRS Wi i) B 2 T R AR 43 21 5
IS Z IR
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