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Research advances of the correlation between abnormal regulation of enhancer and

malignant tumor

WANG Xuchun,SUN Yujie’
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[Abstract] The enhancer is a special class of transcriptional regulatory elements in eukaryotic genomes. There are a large number of
enhancer elements in eukaryotic genomes. Enhancers can interact with the promoters of target genes through the formation of chromatin
loop, and regulate the transcription of target genes together with the promoters. A large number of studies have shown that genetic
variations, epigenetic modifications and abnormal transcription factors can directly or indirectly lead to enhancer dysfunction or
genome enhancer remodeling that are closely correlation to the occurrence and progression of malignant tumor. In recent years, the
rapid development and update of high-throughput sequencing technology and database have strongly enhanced the depth and breadth
of enhancer research. In this review, we briefly introduced and summarized the structural characteristics and the regulation mode of
enhancers, and the formation mechanism of abnormal regulation in the process of tumorigenesis and development, as well as the main
technical means of enhancer identification and common databases.
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H PR AL T 05 5 R Il A 5 AT Ok
T ST O3 5 5~ A 7 o b, IR AR b A
S50 T AT PE 2 57 TR B o TG R
T A A YR TR PR A S, B AT e
i ok DR ) B STt DA B A R PR S 0 A A
FUvIRR A e R JR A R SR P A

ARSCRTIA T 3 1 OSSR IR A=, A
988 S A R A R ok e v G 58 3R 4 S I JBIL
] 5 T B BOR T B b H B I i A
Bl T AN AN [a] f 1R g Lk 96 A A 4 T 11 g B
B, I g3 i 7 IR AT SR PR OLET

1 B3R T B HHHIE

B 508 1 — BUAE 125 1 5 B P SRR 1Y
DNA [ 41, K J& 100~2 000 bp*’, B3 7 H A HAE
P4 VB MR AE , A0 B 1 R 26 4 0 3 Fiofk
A OISR VA H3K4mel (H3 lysine 4
monomethylation) & i ; @ i PR &, BE £ &
H3K4mel X A77E H3K27ac (H3 lysine 27 acetylation)
& A 5 O # 1k IR &, W B A7 78 H3K4mel I
H3K27me3 (H3 lysine 27 trimethylation ) & 1fi . i34
i R LR DR S 1 3 5 7 X o vk R P e SR A
L R AR TR A RE R I TIRE

b s 2L A SN i IS Uk e 95 o
R B S IR 725 G A G A0 P IX e, REAS R 55
S5 T AR OC AL AR P B M Al A U e R TR A
LB 53 (K] AR g SE B s IRl AR DO B e € 5 [X
RES G TR (5 R 53 A S DR 0 i o
+ EEIRIG B AN o A S A e R

HH 25— ER 3 1 5 1 FA A0 A e R
JE A 1 S Y B AN A R R E B BOR $5 IR
e, X 2t A PR R R S F R E RS . Tl
55 1% 22 45 57 5% 5 7 GATA4 (GATA bingding
protein 4) 1f A 76 3K A 4T FF DT ER 7% e 40 J57 X 3,
FEAE NKX2-5(NK2 homeobox 5) #1 ETS1 (ETS proto-
oncogene 1)JE R OME AR & 2 X EE T,

2 HERETFRIEEEN

B0 7 a5 S A Bl T g (0 B A
F E SRR R Rk . HAT, CARE A 2RO T
Z 5P OB IE AL, WL T CCCTC &5 5 41
(CCCTC-binding factor, CTCF) J#JEH c-myc B 7=
MYC 2 [ LA R A% 2 B 45 45 5 11 1 (SATB homeobox
1,SATB1) 5. FE[N 4 A —E BE B 1Y 4> CTCF

Al BEAR R B B IE G R Y A TR i
AbT CTCF 25557 s Z [R] 3 5 - 55 B PR S 2
YRR B, RS R A W A E RS 5 T RS
A, 1R B AR s S AF 5. CTCF Al
8 A S i D B 25 #4385 (topologically assocaited
domain, TAD) ) 88 2220 )3 70 o TAD J2& 44 8 it 25
F TG, S KN 1 Mb, GEAE FR il e 53 A3
o R R R I, 28 viig 1 5 - 5 R TR S B
T By YA 5 AR Sh SRR o AR/ BUR IR T 4 i
e, BEAE R B A T WAPL (WAPL cohesin release
factor) & I0E 125 A A5 128, 1 I B 1 BEAE R
5 L0 5T 1 455 FVRE A S 14 58 1 MR )1 2 18]
ASAREAE S MTER PR AN b, 32 1A
J BT AR ELAE FH X 3 MY C B AT Lo Je 2 )
AHELAE T, 380 % €0, J5 3 fk A3, 30 i 9 3 o 9 50
gL T A AR IS K B, B B BT 4
A SATBL AT LIA 5 BCL2 3£ [ 3'-UTR P9 33
Fooft 5 BCL2 HE A A 3l X 0 G 44 i B E A, 3
i1 A BCL2 FEH AT T, SATB1 A
A BUS 37 -5 R T Y@ R T S 5 T4
P& B R B E LR BCL6 [ 3RIA

AR I WE ST & B, ANUE 37 7T LI S5 RNA
R4 1T (RNA polymerase Il , RNAP Il ) R FE R
S RN TE PR B BR T X I B 5 S 4E RNAP T 5%
SIE AR S % RNA A5 P28 1T, BRI 38 5 RNA
(enhancer RNA,eRNA)"™. eRNAJFHLEHE/INT200 bp,
e Z BRI AL, BA 2 W TS E AR
H1 T eRNA BB {12 515 o 1 FlUS ) 7 WA 5AE T
eRNA R IE /KPS 1G5 1 BTG VS FEAR DG . ande
%:EQIEEQ§LH7%%2EH@EP ) %?ﬁ%%ﬁg(estrogen
receptor, ER) [ P4 5 5% 5 1) eRNA 7] 5 BE 4R
FAHEAE  ASE 1 s - S R R 31 Z BB A
R LR a7 N e ik 0 AP Eeg iy X (Y (B R

B S M SZ B AR 22 R ZR S, 3L 78 e
FWUAB i 5 1 LA BB % PR 1 S i 34 A R 3 4 ik
TG PET BB AR, HAh , FRWUBA 5 LA &
S SR R IR RE R BOE R A v g s 1 E A [
IR 224 T 4 PR ) 2Rk 7K F , DT e
RARR JErh kiR EEAER

3 ERTEREEIEETENE

3.1 FHHER % S (single nucleotide variants, SNP)
L+ En
o 5 7 81 19 5 AL A8 SIS T IR 2 A
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MEEAE S . PR IR 2R AR RG2S 57
R UL —Fl AR X I FLAR R (4h
Jirs 91 A R R R S A [ g ) 4 R PRI 24
FERMF 5T (genome-wide association study, GWAS) f21]
R T K g U st A5 A48 S 2 b 24006
L R T o v i S ) S T VT L e o g A Y
s DA B i 5 B S TR T RO A A e, I e
) 535 G 0 5 DT A i, S SR R TR R R R,
U IR A R R i E AR SR 2 — e, AR
SR BT 5T % P, AE 13q12.12 Y0, Jf X AFAE 1Nl 2H
VKR S PRI 5 |, 17 L b 5 il s XU SNP 1753955
(A>G) 5 8 ) 3 /> SNP A I & PR AR % 0 1 5
p53 HYLE B e S K p53 2R 0 ORI , 2R T4 )
SHCGE T Ul 3 PR A R s 0 e (R R S M o
VI SO L B AR Sk
NK3 [A] JF £ 1 (NK3 homeobox 1, NKX3.1) 1 YY1 %%
B P43 515 RS B XU SNP 111672691 AL
TR SNP 7 p5 & . NKX3.1 Fl YY1 5 B A= A
SNP 545 J ffi A1 152 SNP FIFFE IX 38U 3h 116 2 i
PG BE AR 2 S RNA B8 98 5% S AR 19 (prostate
cancer associated transcript 19, PCAT19 ) % 3V %Y f1%) &%
Ko IXTHAS SNP A7 s Y 548 fff NKX3.1 F YY1 455
VS, U R Bl TR R AR g
B SR PCAT19 K Y 3458 7 & D fE , i
HERTH B

ULAh, B SNP AR 53 e A5 (i o - 5 5% S 7
45 G R 1G5, B S SR I M . W7 F 19413
1278V I 51 B g Y €60 o Xk 16 184 58 - PN 350 SNIP AR
S aR 7 %% S A 7 [A] PR HE A2 (homeobox A2,
HOXA2) 5358 1 1456, FH s s 15 1, 1A
PCAT19 F1 CEA 4 UK B 735 21 (CEA cell adhesion
molecule 21, CEACAM21 ) 3 K] it 5% 5% , ik i 41 1E iy
G IR A 222 FE R BE /™. SNP L H] RETERY
5 XIS B ES A0 a5, S 80 MR TR
Ao A 28 B4 R O 1 SNP AR S5 ] 44 i A S
T GATA Y454, A it H3K27ac 1B Ui T g 176 1 184
ST, YR BRI DR SR R R P A
32 ARMZEMEFLHIRTER

SEDRI LR S5 A0 AR S Je AR SRR 4K R B (550 bp)
()7 5 RIS B A A 4G Fr B R A AR R |
DA% DU S e o Rk PR sl e £ AR [ 14 ) 16 S5
[ AY I DRI BB 1) ke 2 mT il DA 240 L 1 DG R
AR de sy SR A 5 R R SR DX 2 1) A 0 R
R AR DAL FIR0Y L R T 4 DA S AT

o e DR 2Rk, AR 3 S S50 S bR 40 g e
SR

WE AL, 38 5 7 45 40 728 S 3 23 3 L 1 0 T D
R, BRI — 5 p 3% 8 7 B Re B PR A Y
HoAb AL &, 2% 0] I I RE DAL 0 142, T (39 7 4
BEA A WA 4L . 2014 4F, Northeott
BIF 9 B 3 0 R B 40 IR 9 5 DR 2 o 934 e (8
[T X el K A R Bk 2k G (R E RS AN [F] 2R Y 1Y
SR S, OIS S S AL QAR A o A Ji A A
DEAD & 1 31 (DEAD-box helicase 31,DDX31) %t
DAL ) 38 9 9 B4 31 AR G PR AR AR 14 1B 2 s 41D
il 5l -7 (growth factor independent 1B transcriptional
repressor, GFI1B) 3 K 2 31 kb i [l 4, #4035 GFI1B
i ik DR Bt i A 3 U R BB A R 1 A o 2021
4F, Montefiori 45 ™ P9 A LY (8 (R FE HFSK 5 BCL11
3¢ H T B(BCL11 transcription factor B, BCL11B)
BE DR 5 38 i AEL 0 L 3 A 0 iR A R PR 2 A
IF0, BRI 58 IR BCL11B HE A 3R 3K 5K 5l &
PEFILE &4

4 RUBEBIHREUEEEFEGE

4.1 WEOBHEIERTER

2 3 1 H3K4mel & i 2 3 58 F /) bR &
H3K4mel & i i 81 2 R B 5L 5% 7% [ 2C (lysine
methyltransferase 2C, KMT2C, MFRMLL3) #1 KMT2D
(AR MLLA) AL TE o T3 22 R 2 Y S RS il 1A
(lysine demethylase 1A, KDM1A) il KDM1B 4 &
H3K4 LI L, LAk, 4185 1 H3K27me3 &4
TCTE MR LIRS 358 T (A5 3, KDM6A FI KDM6B
AP H3K27 2=k, B, X BB R 3 R
B Y TR S M v 2 B R TR I L
S0 6 %) 2 SR A X e A e AR S Pk ggg AR T R
R HAF TR, BAR KMT2C FKMT2D 2 4f
SMEY H3K4me | 1B, (FUZ A5 K 33k 11 ]
1 i K 1 HE 0% 1 R R F X B H3K4mel F
H3K27ac {5 5 [ [A B 98 55 , $2& 78 KMT2C F1 KMT2D
MBI BEAFEA BARAE . 7E ER PR ZLRE
KMT2C it 53 ERaZh & AL i 15 58+ H3K4me
FIH3K27ac 22k, I LA A0 MG 58 . KMT2D
it SR A T 470 R O R R T A L A S R 4 rh
H3K4mel Fl H3K27ac 5508055 , ZAEBUREEN]

AR, FERTS AR A0, KDM 1A 35 T B2
IR FOXAL 5 YLt g &, dF 1M T P M R 22 4k
(androgen receptor, AR ) /15 A8 5 115 1k KA R 3
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PRIG S3E |, 0 3 PR ARG A i A B Y W9
KDM6A fiE % 18 1 H3K27me3 2 I JEAL BT P A 4K
P 0 7 S 2 MLL3/4 F p300), 52 B 38 5 13
PERY T o DA BE A s A 451, )45 KDM6A
B 2 5 4 3t I 4H H3K27me3 2728 AN B i, fH 2
H3K27ac FIYe (e i n] Je bk A 1 i 3454k . ML
L3k, KDMOA #1j1 il B0 [ F ETS 5 DNA 2545, 4
KDMOA HR2% Ji5 K K 41 Fp ETS 4541400, ETS 18 i 44
LA HR 1 LB R B 1 H3K 27 ac 184, Fh = 144 5
T M & AR ALY . 5 KDM6A A i A,
KDM6B i 33 1 il H3K27me3 &4 LA & 1 5 1~ )3
A EAER, EEERL MYCN A1 c-mye ¥4 5% 1
P BRI vh R FE MR AR R

B T 4B 1 SR, 30 s RIS A2 1 R
F LA IR T o o H3K27ac &4 55 15 ik
TR TG B A OG . PR Z AR
Pk 2 B T2 p300 (HLFR A KAT3B) R R iR 11 s
N TT A 45 A 5 H (cAMP -response element binding
protein, CREB) %54 % 1 (CREB binding protein,
CBP, L7 KAT3A) ., CBP {1 CREBBP %t A % 5 ,
p300 HY EP300 J& K 4 fi% . CBP 1 p300 H A7 1= B {7
SERVZERE . BRSO B AS 1R £ B R
SRS HEILT-HIE . A BT HRE p300 Bk 2
fifi B PRI 41 rf H3K27ac {5 5 0k 55 , iff 11 3 ¥R 44 0 1,
{12 5 20 M o A0 1 I A A B DR 3RR A7 PR, K
TN B a2 S SR B R HE R S8 B
FEAGEAE 2P A s, CBP ATMYB 455
()38 3 73 67, L B H3K27ac & 4, LR 55 1
TEMEIR S B 2Rk
4.2 DNA P RAMEA 5 5 3858 F 5k

DNA F A0 2 7R L PR P S AN B I AT T, 3
it DNA RSB S, DA s- Rt H AL 208 A Y 3
PEAAR K B 3 om0 e i ) 55 5 A IR - L T
I 5- FR S At R o R EL IR R A, R A
U L 2 DNA F SEARIB I 7K & A 3 A0
B BRI B, AR R e S R v, R T4
S R AL AR i R A DX R TR T 4
SRS R e B Al o N LB S e PN
e A0 U] S BT Wit MR R e 3K R, O LA
FH A 5 g i 5 PR 98 =2 ) P A G 3 8 10
Bl AL 5 3 R PR A AR S

L 03 58 DX 3R I A AT B T3 SR IR 1
gh A VR E IR TR TEE . BN, ER FHE R LR
Ji7 A0 IE 39 5 - DI S R R 3 4R TT g

ERa. FOXA1 Fll GATA 45 & % 1 3 (GATA binding
protein 3, GATA3) 53438 45 &, OIS MEW R K
FEPE A PR A R PR 3Rk, R e E T . Yang
SRR A ZPEREYE s e ML, DNA HH 4475
fif 3A (DNA methyltransferase 3 alpha, DNMT3A ) %t
R FHOH5R T X S DNA IC 324k, ek ETS 5%
sk Al FLI1 (Fli-1 proto-oncogene, ETS transcription
factor ) 5 1Y 5 T A 255, S8 IR #2061, B2
T 210 30 1 5L A R DAL S5 DT A2 2 1 i ) 2 A=
R JE . AL, 58 58 - A A% HY kA vl 3 i g it
eRNAFE 5% R E MR 15 3 sh 7 AR ELAE T, 4%
TSR
43 RERETBATLHIFERTIER

LA 20 v 1 G €5 5 i A DY T L S
ol At/ v Bl AE & 9 (switch/sucrose non - fermentable,
SWI/SNF) AR 4L 5% 4 (imitation switch, ISWI) | 44 {%,
Jot 3 £ W2 E i DNA 45 & (chromodomain helicase
DNA-binding, CHD) . A INO80(INOsitol requiring 80,
INO80)4 N, A FM oy W 2 WA 5
Yy MM ATP Kt AR Y RE i, [ AL & % Bl 2
& DNA JF 41, ehoas e o 5T mf S v S e (o d

SWI/SNF i B Y HE R AL el 1 /K- 53
R SR T R S TS A S R SR S o
T 7 A R RN o B AR SWI/SNF R R e T A
JERE HH IR T4 S AR AR 2 0 20% -, {H 2 BRI R 11
G RAEAN [ g 2 A b 1) 22 RAR K. andi Ak
P e e €5 5T 0 5 1 B 915 K 5 1 (SWI/SNF related
matrix associated actin dependent regulator of chroma-
tin subfamily B member 1, SMARCBI ) % [H 75 % 4 £
SR 28 AR HE 2 959% , 3= BRI A XAy e P
B2, B4 SMARCB1 2K (R A] 5 p300 A1 HAE
JIAE 2 H3K27ac 467, i AT {2 22 4t BRG/BRM
W F 2 A Y (canonical Brg/Brahma - associated
factors,, cBAF) RS P4 , 44 3k PR 21 109 ) g 1
SR AR P T R UL Y R A SR
1M, & ARID £5F4 35 #) 1A (AT-rich interaction domain
1A, ARIDTA) 2 [H 7 ZL I g v 1) R 728 R AU 5% o
HPAE R ARIDIA BEAE ER 255 BT 7RI o 1A w4
i SR B H 2 O WAL 1 (histone deacetylase
1, HDACT) KA M HIAE A o 7E ARIDIA JEH &
AR GE7E J5  HDACT A FRES G ERG 3 - XK, fi
X BRDA 45 5 5 I, SR o , {2 it g
AR, A 9T SMARCBI AT ARID1A (94E
Bl , SMARCE1 % [XI 7 175 B 41 fi A JIE 983 v i) < 3%
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G5, BN I A BE PR 2H v Js i 4 98 1 ¢ BAF 255
FH DNA ] KM, 57 A i R A A P 1 e S I
T PEHERIREHEIR S, 534, SWI/SNF 5 L A f Ak
. e 0 S B0 2 AR I AT 4 (SWI/SNEF
related matrix associated actin dependent regulator of
chromatin subfamily A member 4, SMARCA4) S
15 F IR AL HE PAX3-FOXO1 il & BH Ak 80 L PR 88
PEBERE . SMARCA4 i i fie BEFE 5% [ T MYCN 53
SR IIEE G, FH R MYCN BN P38 38 59 H3K27ac
K-, SX AR R e s R AR E

CHD ZZ 1 B 51 1) 5 PR ik 2 B S o v ek 2%
UGS T IS R RO . Hoh, CHD T A
PIFEZ) 15% ARSI s ) 5 P sk . BF2E 8 CHD1
5 AR TE RS R 40 MR S v o - e o A
CHD1 P B J5 , 5L AL P AR 456 40 A i 2
et LR A ) F &5 & 7 1] U5 & 82 F B13 (homeobox
B13, HOXB13) s i MM 5 1, SRSl BUE A A
REERMFRIER"" . CHDS FE RS A Ji 4 i v 5
ik, it 5 AR HEAEAER], 1R8I 22 2R E A
fiff 2 (transmembrane serine protease 2, TMPRSS2 )[4
ARG E - X E AL, AR ™ TERESUILIA
Je 4 i P S8 = A 1 CHD4 8 H 5 PAX3-FOXO01
B PHEVEH] Bom R E R R R

5 BRETREUZERETENE

e ik DR 7 R T 1 8 9 R b 4 AR
Mo Bt W7 r 548 RBKF-5 LA a1k D)
ALY 1Rl G 25 R 5 2 B 1 15 2 S PR R 8 3
N1 e S R . B 2 A e 9
FHEMAZ
50 H#RXATRELWERTERE

B Sp A - 9 708 ) s i G 5 1 ik 1 Y 8 S
ST A5G HIRE T, T 28 1 9830 P LA SRR A
HIGSR TP, I, SEREYE I CCAAT
g 14545 45 I o (CCAAT enhancer binding protein
alpha, CEBPa) 282 i H 5 DNA 455 8 ) 3240, &
F UL16 45 & % H 2 (UL16 binding protein 2,
ULBP2) , ULBP5 1 ULBP6 & [X {1y 3 38 17 T B
el e 200 i 106 sk 19 SR A% 0 A A ) 200 A R
It SR F pS3 DNA 25 £ 1) 58 A i 2 A 3 PR 41 vy
RS T2 o0 G A LBVt E o L | 1 W P
MM JE RO R 9. 7E45 B, R273H
G A p53 et 5 p65 ELHEAH BAE FHITAE p65 [
TCIFAL w4 A TR () 1S 5t T L i 1z e g TR A

HFaff's. MHLEI i, — 77T i FRAR R pS3 fE
% 5 MLL4 T HAH AR, A2 8 3 R 40 v p6es 45 &
X3k H3K4mel &M 55— 5 fi, 588 M p53 1] &5
IR E5 9 3] 4 (bromodomain containing 4, BRD4) £
FIUELFE A B AR L, 6 4R po5 54 X 3 H3K27ac {5
S AN, SEAR R p53 ] ZEAE RNAP 11 357 il 1
58 - [X 38 2 ST e RNA, 80T 9o 256 IR 140 s S AR
[ d A R 2R
52 HRXRATHFRELHERT SR

I 958 240 L v 2 3% DR %) S e e 3R T AR B
588, 2 B A R 4 G e G 2 I o B
I, BN, SEak i S R HEER 1 1 (forkhead
box A1,FOXA1)7E ER PHEFLARE 575 w1k, il
it 5 MLL3 A B AEH , {38 R4 ER 45 6 X3
H3Kd4me &G4, T2 BB 1 14 38 - S000 % S 3%
6 e SEFLAR A3 A8 . HOX A9 S i 5 4R
5% CEBPo I MLL3/MLLA & &%) , il T8 s 1 48 5%
TAEHE T MAETE R . p63 By N A it I 5 ANp63 1]
I H 55 p300 T ¥ i+ 20 A A 388 5 -, 9K Sl it i aea
M R BN, 5 7 58 = RIS RS
8 N 5 5 L R ST A B AR
PR g 1 J e
53 FERGILLIERTEMN

Y (0 R 5 i I8 Rl 35k TR I T ) 1) ik 6
SEPR T, AT G RS S B S IR PEE T B 5
TEPES N, TE LA B 0T 0% 2 S DR v 4 2
(paired box, PAX) ZZ Ji% 1 5% FH I 301 91 15 Al JJL A
PR F 4 (myogenin, MYOG) FEALIA & & i # A 3
ISAHEHEF o (B2, JETF e iR 2 6 T i i il A 3
PAX3-FOXO1, i T %% s 0% P LL 3P A= R PAX3
10~1001% 241, 165 MY OG 25 LI P 5% R - 7rp
SULAE R TRl R sk . &l H 5L BRDA
Rk H3K27ac 5 5 , 8 B00E MR o 1, LR 14 7%
SRR VAR T e 2 A=

6 WIRIGETFHIFTIENE YRR

L DR 2 Hh 8 g 14 2 R RERIE S 6T A
TS v VR PR R S MR Y R T T
T BEAG X S W58 T Beay iR - DI R 7 K
UG PR S E | X S8 FR AL A Gt (0 [ G g2 2L IT0 v
J¥ (chromatin immunoprecipitation sequencing, ChIP -
seq) , % IR 4 1) U] 51 5 B8 (cleavage under targets
and release using, CUT&RUN ) L Kz 1) FH 4% JAE ff 6z )
YAty i n] J2 A4 ¥ (assay for transposase accessible
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chromatin with high-throughput sequencing, ATAC-seq)
FOR |, KA I AT e 45 FE G I (massively parallel
reporter assay , MPRA) FI [ % 5 I 1 98 4 DX Bl 0
(self-transcribing active regulatory region sequencing,
STARR-seq) , # 4= RNA ] i (global nuclear run-
on sequencing, GRO-seq) A 5 (4 5% 7 it 0 IR 2K
TE ML REWT I, 3k BE B AR AL FE Yo (0 JTT A4 G 4l 4K
(capturing chromosome conformation , 3C ) S FAF A= 4
A, 1] b B3 S 18] SC H 5 8 - 4% R T 9 (clustered
regularly interspaced short palindromic repeats-associ-
ated9, CRISPR-Cas9) Fll CRISPR-£iift. Cas9 (CRISPR-
dead Cas9, CRISPR-dCas9)%E .
6.1 AT ERIGRT AL E L Tk

W X0 18 508 R i O AT g e ROR B R
R, ITAER AT 322 G 5t 7 1) SR WL M
fiE, &6 AR R A B AR J5 00 42 i DR A P i e s
SR T IEAT T RIS SE o B H I ChIP-seq £ AR 2
1 3 AN SR TR A i ) 4 B 1 R SR D 4
A 1 DNA J7 91, 538 3 I 3 7 4 ik 1A 4 2 5 T e
BESE T, 2017 4F, Skene 45 {4 1% B AR I &
CUT&RUN, CUT&RUN it i Bk A PR 2 A T A
B 0] AR SE A 1 BT-DNA BEUIFN 264 , 500 234
HAT 240 R A AR 5 0 B R R A R v A
o WEA R ATAC-seq %t 5 (0 BRI I 4347
A B THESRF A YEE . TS 7 JERG S TnS ¥ 1 IE
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