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. Y (hepatocellular carcinoma, HCC) J2 4= 3k Jii it AH 5 B T fi 317 3 A1 g 2L Al A 12 1) Dt IR 22—,
T ILAE IS W ARG 7 7 THI TR B KPR, B O AR FRE A B B K iy . B 23 5% T (super-enhancers, SEs)
SE R ARG 5 41 b 3 Bl R B S K B I B AR, A VR £ 50 A T 45 R RTE e 7 200 5 47 D % AR 33k e
Jo 2 PR R 3 R 7 TG f AR P IE I 2832 8263 . € HCC 1, SEs CVleif i s & AL ANt JE (1 ok 5 5 3%
SR, AR RS 8 SEs £ HCC I OCBIER] . (Rltk, ASCLRAR T SEs BISSMIRE . D S
fE HCC #tJ@ e, HF H b 17 SEs ¥RIIR T RIS AT 50, DA A VA 7 SR BT i R i .

KRR WY IR T o FFAEME o JdESRES RNA ; BUmHLH]  #Em))
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Abstract: Hepatocellular carcinoma (HCC) ranks among the most prevalent and lethal malignancies globally,
representing a major contributor to worldwide cancer-related mortality. The diagnosis and treatment of HCC poses
significant challenges, rendering it a critical globle public health issue. Super-enhancers (SEs), the large clusters of
genomic enhancers situated in non-coding regions, play a pivotal role in governing transcriptional regulation. Their
complex structural organization and essential role in defining cellular identity, combined with their contribution to
tumorigenesis and disease progression, have attracted significant scientific interest. In the context of HCC, SEs are
acting a critical role in tumor development and progression. However, current research remains insufficient in
systematically examining the fundamental role of SEs in HCC. This review aims to examine the structural
characteristics and functional mechanisms of SEs in HCC progression, while investing potential therapeutic
strategies targeting SEs. Through this comprehensive analysis, we seek to advance innovative perspectives for
oncological intervention by elucidating SE-mediated oncogenic pathways.
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FLRARY D) Be B b AH DS IR 5 14 FF (MASCD, R
) ARTRE YR T 1 26 (NASH, Ml ) LR &
RUFI T B AT %699 7 (4 58 HBV AL HCV) e 1,
W T Hw B 2 FE 1, 7850 1 HCC 1R i HL
FEIF KB R IT SRS — BB 7T (1

1981 4F, FHEZRAERMEREE 40 (SV40) ¥ DNA
FORILT — B 72 bp MELE T HI P, X B DNA 7
FIRIME I 5 31, R R R Rk . Rl
FNIX— P H 5w SO T 1983 4, WL A R 7E
WAL e e BREE 1 (Ig) ZER AN & TRt R BL T
WaRTF P, EUGEM TR T E S S AR
ZATIE. B sl E N TR R E, EANRER
Ao Se it ET Y. HE 2013 4,
Young [ BA7E /)N & VR R 40 i o g kORI TR 4
#4557 (super-enhancers, SEs) HITELE Pl WF9T K BN,
SEs S0 L gl U g L s P R
U R E A R E YIRS ; SEs AR AL A
AEZREER U MarE Y. Rt a s
g U DL R R A 1 e P Bk R R0 M R v
FLAN 32 1 45 22 e AR B AR R

WEFC R B, SEs 5 iR G4 s UL Bl 2 iR
g UL dh e R R U A% 2 Rl RE I R AR AN AT
4%, F£H SEs #H I [R5 2 R 9 410 & 40 A e i3t 55
JEER S eEE ™, b, #EJA SEs kI FILE
SRR A P g E R P SRR T
W T RERR. R, H Al e R 5w v
SEs 7£ HCC H (1 1 AL 1) BA AR 97 B8 mio BT B,
KT ZIRDE T SEs BISS MY sURI T RERFIE, AT
&g 1 SEs 7E HCC H B0 AL AN YR T A o

1 SEsHIZE#4F m ANThEE

1.1 s

fE R 100~300 bp 1 DNA #5551, 3581
AUAEAE SRR RS . A B A7 M ISR, sk
78 I 5% 5% K1 (transcription factors, TFs) S24E 3|4
KA URAL S (transcription start site, TSS) K3 i & 50
TIEME, AT IRBN LR (1) Feik . 17T SEs HHZ Ml
RIG R 2H R, H TFs AILI0E N 1 S5 AR 2 o vy,
DAt SEs % 05 e 71 73 Lu AR G Il 1Y 5 1 1
5 B, 5 LAY B8 58 F (typical enhancers) A [,
SEs A LU Rl (1) 389 78 55 BOK ) 3 R 4 X,
KEEVEEIZ 7E 8~20 kb Z[7] 5 (2) KA AZUAH Ly
s, AR, SEs FIEEAFEEH AR
AHTE 5 (3) MKW SRSk RE T s (4) B REEE

#] TFs 41 Oct4. Sox2. Nanog, F1AH <% Bl K+ a0
A JRIEFE 1 (Medl) Fl p300 5 (5) & 5 5H G MM
KA E AP EY), WHE R H3 i 4 551
(H3K4mel). ZHEH H3 #iZK 27 LAk (H3K27ac);
(6) Yt T AT, AN EIREE M EE T 4 (BRD4).
4 W B MR TS 7 (CDK7) 1 RNA &1
II (RNA Polll) & & 8N+ & ; (7) SEs i 2 i 5
DA] 2 328 o e 5 AH O 1) 400 1) 551 B8 BN &0R% 5 (8) w7 AR
T2 (5% T RNA (eRNA), X% eRNA H A il
BRI BE T (B 1) IR SRR S 5 T SEs 7F
BRI R EEAEH . X T SEs B4 E, H
A 32 B T G )51 e 3% UTUE MY (ChIP-seq) oK
ffir & TFs 4K+ (245 Medl. BRD4. H3K27ac.
H3K4mel Fl p300) (1 E 4. 87 A ED(E B2
SAT, BEFEN BRI H3K27ac 248 T H3K4mel 5§
p300 & H At 4l K 119 SEs ki . imaEsk, i
R I X A I EE AR, 41 DNase-seq™” Fl ATAC-
seq™ %%, i T SEs (% 52 K6 I AN 2 BE R 7% .
B3 SEs %5 VA3 N, SEs IRFE A Je b
H 25 58
1.2 Ihke
1.2.1 SEsif™i 3K FRIA

SEs X 3 3k K % 5% R G BREAE T~ B2 48 2 Bl AE ) 53
TR A X — I FE A% O (PG S 1 2
A 35 2 R 4K 8 B BB (cyclin-dependent
kinases, CDKs). & £ #4 45 Ml oK ¥ &b X %k & H
(bromodomain and extraterminal domains, BETs) DA
RNAPolll. 7f CDKs %4, CDK7. CDK9 Al CDK12/
CDK13 #B5 SEs {2tz A%, H, CDK7 fighy
i1t RNA Polll C ¥iii45#418, (carboxy-terminal domain,
CTD) 4b 1) 5 T4z 22 2 & (Ser5) A 55 LA 22 2 12
(Ser7), MMt ¥ sl i G e ™ i
CDK7. CDK9. CDKI12 fl CDK13 ¥ 1] UL # % 1k
RNA Polll CTD 4b%5 — 2251 7", #t—2hntk
FEDR L S B H . BETSs A& R &5 #4358k (bromodomain,
BRD) f&HH 1 —F, FEAH BRD2, BRD3 DL K&
BRD4. H: 1, BRD4 7t SEs /) 5 ()% St s o A
G e, — 71, BRD4 iR %) H3K27ac fi7 A5,
52 456 I 0% SEs, Rk B K # sk s 5 —J7 I,
BRD4 53 4E IE % 5% & fiff [K] -7 b (positive transcription
elongation factor b, P-TEFb) 1 RNA Polll, 3 z} #%
SEAEAR BT, Mz, BT BRD4 GERS LR E L BL
MHEE, Fn LSEERT4E, JFERNS
£E Mediator F1 RNA Polll (M52, AHfF5i% M, BRD4
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Typical Enhancer

BRDs

Y

‘kTF TF)

EP300, HDA

Promoter

? H3K27ac
H3K4mel

RNA

~ \‘hd

Super Enhancer

EP300 HDA

BRDs

CDKs

/JJJ/\_//JJJ/\_//JJJ\

TF 1TF TF TF TF TF \\TF /I‘TF | TF |

MED
CDKs

Promoter

HDAg/' EP30
BRDs

o

SNee
o \‘uv

15 2 LI TFs
PKltt,  SEsbb iR s o 7 RA SEOR A T ThRE, RERS S INA ROt YRS R 5%
Bl e FRBRIGE T REHER

MR SR T AILE, SEsEAH

H1 Mediator 7£ 5 i J& D5 AH G (1 88 4% 14 9 1 (L35
TP63. FOSLI. MYC. BCL-xL F IRF4) I g4 5%,
W o A0 B ) AN R . M Ah, TERER R SR
FEr, Mediator 7824 P2, 45 TFs £l RNA Polll
Z A EAE R, i3k SEs MIEEEEDE J2 5 1 2 A i
HfE.
1.2.2 SEsill i ifiEnc RN A [ 3 1k 18] #5544
e
B Ol P EOR IR R, DERN R IR
F1 52 g B 25 RIS o5 N R BRI ZH I AN B 2%, JF HOR
ZHAZTIR P9 7 A 1) J2 1A R B B gw s PR AF
% i RNA (ncRNA)™. 1fif SEs ] DL i i 5 — 4
ncRNA ) 32 ik 7K ~F K ) 42 ) A Y i 72, B4
eRNAP', KAEE4 % RNA (IncRNA)®?, microRNA

HME (EP300F1HDAC)FISEs4# K T-(BET X i 8K 11«

2 AP RICDKs).

(miRNA)™* F1FF IR RNA (circRNA)PY, ix 44 SEs k&
JEI¥) ncRNA 7E &M iE K A 1 o R S B ZAE A
BN 32 8] B T BUR S Tl B R R A R AR
VN, WA 2 A G . T 1R B
WA, WM ZGTE, BRI SORE. D, T fi# SEs
FH 2% ncRNAs £ 08 28 v AE AL AT e A B T
TE R S IRIZ ORI ) Y6 7 Jr R (R8T 1

2 SEsZEHCCHREFHI1ER

TSR 2 (I T I, SEs 7E 2 FiRE 1 & A=
BERE . FE RS R 24 Hh A % A AT sk 1R . i AR
HCC [k, SEs — 75 midad b i 5t K sl T
e T8 400 1) 2k K] SR R M0 £ 1 5 e B R RS 5
— 7S5 ncRNA {15 5,  MT 8] 45 52 1
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HCC fitfe. EIXH, AICEEE 1 SEs f£ HCC # %
PR R BLEL, DU HCC a7 1 KB A A -
2.1 SEsETEHRRBERNRIA

FLAE 2019 4E AT 0 50 R I 1S 5 T A H
B b 2 (R0 F W A8 ™, 7E HCC [y 2 b, SEs
FE g FE R ) ok B T WOR S E ) DhRg, I H
SEs ¥ 1 (1 T+ iR 5 HCC S5 ik [H] (1 s A o6 B,
BEHA, SN T ZFmERE Y SEs i T
et HCC A i g5E . RN, 41 MYCN,
SPHKI. SPIDR. ETV4. KLF5 1 CCNDI, ., MYCN
BE[RIR 5 3§ A1 SE X 358 A] B PR v 4% 5 K1 1 (heat
shock transcription factor 1, HSF1) 4 25k _Fif P7,
MYCN I3t R IE 52 HCC 20 i 1) 6 47 4 A 11 i 72
A A E B, AT 32 HCC 40 i i 5 58 . SPHK
AP, 15 HCC R8s b te 2/ A B,
AE Y A% 1R AR AR 1) ol 6 0] 5C #6535 31 (clustered
regularly interspaced short palindromic repeats, CRISPR)
Tt SEs MR T HIAH EAER 5, SPHKI [3IA7K
SR E L, FEURAR AR > P it
&b, SPIDR j& — # HCC ¥ 7 1t 3 (A, % s A 7
NRF1 i id 45 & H SE X 30K i#0iE SPIDR 1) # 5.
HARSK G, JUER SPIDR 5 NRF1 22 53 HCC 41 iy
HE RS (ROS) AR — 8 (MDA) 7K~F-JH &, 4
LG (SOD) 7K -FFEA%, FMHIAMBE T Z
1 I, HBVX &[4 (HBx) /& HBV J& L J5 i i 4
MR B 2 R 41, F HCC R R L] ot S s 1
. ®WF5RY], HBx @il SEs A CHLHIEIE ETVY,
HET R HCC 40 i (3T # F112 28 /8 /1 ). Kriippel
FEDR - 5 (KLFS) A& — ol IE B A9 A 12 % o0 e S U 452
FE I OGBS R T, WF AU R I IELAR S B T i RE S
%S KLF5 (1 SE X384 H3K4mel FIT% B8 I i
B T EE HCC 4u . Mtz 4h, 41
M fE & DI (cyclin D1, CCNDI) /& SEs A%
B, FAE HCC 1 i) 3214 %2 £ RNA fi# Jig i DHX37
4% . DHX37 Befs 5 2 215K+ 1 (pleiotropic
regulator 1, PLRG1) AHEAEH, —#FIL[FE 548 CCNDI
[R5 81 A1 SEs [X I8, G CCNDI )% 5 I
{2 ik HCC 4 g g .

EAERERE, 2 SEs IEhimiE R, s
CREBS. QKI fl AJUBA, #{AE {2 i HCC ) £ J% -
(8] i #% 1L, (epithelial-mesenchymal transformation, EMT)
HORIECBEIERA . Hrb, CREBS 2 F 4 5 W B
(endoplasmic reticulum stress, ERS) #H2<HJ SEs %
PEALILD, /£ HCC A2, CREBS HRIEWIE I

WHMARMEA K. Ul L, CREBS it EHHk4,
H BT IX R LI E H -C (tenascin-C, TNC)
() 55 5%, 330 i A2 3k BT 8 40 i 1) EMT, & 5 2
HCC (3458, TR ME & mb g v ™, 78
Y FEPE BT 42 I Quaking (OKT) [ sk firp, 5
YY1/p65/p300 & & 445 & 1) OKI i 2 38 58+ 7] LA
PO OKI W% 3 ™, JX AhBE (e i3t EMT I3 5 e
YR IR 28, thAh, SEs i) DLUE L AT e
R AJUBA W) 5 5% K #0% Akt/GSK-3B/Snail {5 =
%, MM S EMT s A4 HCC 4i i (112 28
MR M, g EPTiK, SEs 3 2@ 1L 1% MYCN,
SPHKI. SPIDR. ETV4. KLF5. CCNDI. CREBS.
OKI 1 AJUBA S5 FE R 4 fu 3 5. 3L /% 1228
A EMT, {#E HCC )% 3k i .

TESIE 1 R A T 2 o AN A e 6 R R
M AFAE 5 I g 40 ) ik DRI ek 1) R A . 7E HCC 21 e
v, SIRT7-SE i it {£ # C/EBPP A1 BRD4 )3t |5 #5
KGR SIRT7 % 5%« AHARIER A, Sirtuin 7 (SIRT7)
A LA S H3KI18 fI4 3t R4 2 4k, 5 H3K27
A Rl EZH2 A EARF, PR i R s AL It
R, WA EGR2. IRFS. SOCS fll ZBTB %5 %
L DR R B, AT (2 ik HCC 40 ffa ) S50 1
B2, ERPIFEE T40M (cancer stem cells, CSCs)
o, Y E WILFERSEE SETDIA AEWIIESUE SEs,
5| # CSCs th FNDC3B. PTP4A41. PBXI ¥ ELF3 %%
Ja 3 DR (R 0T 5 RIS, 35098 SEs I0E 16 mT LAAE
ST3GAL4. AKAPI2. PTPNI. AQPY #1 ANKRDII %%
iR 400 1) s DR PR, B &k HCC T Y,
{HTELLIAF FC b, SEs 5 i i 8 10 i 25 DAL 3 1 B A1
(R v A B A
2.2 SEsZ5HEEncRNARGE RIETS

ncRNA 7EIE/N U it . 25 PE . AR
SRE 45 22 B i AR R A 1 B S IR Y. T SEs
UK A ) neRNAs 7E HCC H f# /E F LI 2 2 T #F
TP IEIATIT, HCC | SEs BKA () ncRNA
FEALFE IncRNA. microRNA DL & circRNA. ‘E1]
A 38 T A R R 7 AL IOk 52 i HCC 48 i i A2 1<
WEE. IRERMEER . HA IneRNA £ HCC F i 78
BRI Flin, LINC01004 5= HCC H 5% g 1) 5
Ji 1% neRNA, HEIAKFEEBEHAGARMER.
5% Bl 7+ E2F1 5 LINCO01004-SE ) 45 & 0] DL AE 3
LINCO01004 ¥ 5% 5 ez, % SE v P4 i 40 i1l U B
fik LINC01004 261k B, Bk, K L LINC01004
Al LLAE N HCC B8 3% g 7R ¥R 7 0 A, WAL R IR
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IncRNA-DAW i I IS 514 SEs 3Xzl, HEERIEKT
A2 B2 i HLH] E, IncRNA-DAW fig
% 5 R WM 4 T Wnt2 [ 50 S R EZH2 &
AV EAER, &ZEGE Wnt/B-catenin JEES, {2
# HCC & 4 ™1, IncRNA-DAW | 7] L 4 4 HCC
S PR B R 2 W A bR VAR TR AL BRItk
ZAHh, %% SEs IX#h 1) IncRNA 7] BAE N HCC
FE3 T TR TR T BT S AR AR B AR T R S,
41 LINC01089. HCCL5 F1 FASRL. #li| |, #5%[
T E2F1 5 LINCO01089-SE 4% 4 J&, LINCO01089 %
ik B, AIMEEE HCC 4 i) EMT TR ffz 28 B,
HCCLS 78 A HCC it B E it £ iL, 5 HCC &
BN A AEAFIAAE . B SEs 5% K 1) IncRNA
HCCLS5 fefg it HCC i A&, G-S b, 1=
ZEFNELF, [ENAH] HCC 48 Y B4, k
5 B K F 1 (upstream stimulatory factor 1, USF1)
It SEs X3 A 5 1R A B AH 9% IncRNA (FASRL) )
FIA, FASRL #t— 5 2. B4l A PRGBS 1 (acetyl-
CoA carboxylase 1, ACACA) £54 14 i i i B2 1) 5 1%,
HSFEERR R, R&ME HCC & B, HSAL3
J&—F SEs IREH 180 IncRNA, 547 NOTCH
55 GOR(EHE HCC g A K AnEeRs 7, & A
T, BEFEN LRI A7 8k sTHSAL3 [ 4 K Btk e

% 225 40 HCC iR . [ABE, #E1) SE-IncRNAs
B VR RE WS N — B IE P K HCC J7 k. miR-9 &
—Ff SEs #H5<H) microRNA, Twistl/YY1/p300 & &
YAl 5 miR-9 [ SE [X 38k 25 & H- 4 37 Ja 350 i vk FE AH
S EECREY), M EOE miR-9 () £ ik, HA&TH#H
HCC 2112 28 Fak # B #h4h, H SEs K311
miR-122 GE4% 1F [7] 1 45 Hippo i@ %, J H Hippo i#
FEAE HCC KA RIEHELZ/EMH. H2, MR
A3 BF 78 38 miR-122 75 JF E 97 22 2% o 1 2h g &
circPVTI1 [} 3%1% 1 SEs fih 5, H R IEKF4E HCC
Rt . AL, circPVTL i8I £ ThRE SR H YBX1
I 5 A% B 1% B2 L I il I & M2 (ribonucleotide
reductase subunit M2, RRM2) ¥ 5% 3% M 38 58 HCC
MK R AR . L, circPVTI FE
s R ERTEN HCC g BB T jE N & . 25 BT
A, SEs JXzN 1 ncRNA /& HCC [yt g &k #5555 %
BVER, {H SEs M7 ncRNA 7= 4 (I HR V1AL H 14 A
B, MARTEIE—PHER. R1FH T LA

SEs & HCC 3 f& /(I /E FI AL
3 SEs#ER[EiHlIAEHCCH AR A

R 2 BT FE R B, o8 SEs iE k. AR
SEs B 0k SEs 7> 2 B A AR, C4 N

1 BRIEE T AT AREER P RERLE

SEstH G HIAR 5 E FA B EE PN
MYCN IDER b A e [37]
SPHK1 migIEIN R AN M R AR [38,39]
SPIDR YMTIEIR R N B A A R [40]
ETV4 DS RHPEANITE R IR 28 [41]
KLF5 DA b AN e [42]
CCNDI RIDAEER b A e R A [43]
CREBS IDSER (RHHEANR R . TR AV ZEIRIHIA AT [44]
OKI GMAGIEIN (RPN R AR 2 [45]
AJUBA AOIEIN (PR ANMR R RS [46]
SIRT7 RIDRER B AN R T [47]
FNDC3B. PBXI. PTP4Al. ELF3 PN I e e Vi I R [48]
ST3GAL4. PTPNI. AKAPI2. AQP9. ANKRDII — #wtSEEDR  H05H) e 40 B rr -1k [48]
LINC01004 IncRNA R g 41 0 18 R I A% [52]
IncRNA-DAW IncRNA fEdtiEan L esE . TR A% [53]
LINC01089 IncRNA IR S A ML % AR 28 [54]
HCCL5 IncRNA it G-Skfh. RFEMER [55]
FASRL IncRNA &3 g 41 0 3 RS A% [56]
HSAL3 IncRNA (R A A A A RN i [57]
mir-9 microRNA {2341 R 22 AT % [58]
circPVTI circRNA R HH@AN K SRS RS [60]

7E: SEs, MIET.
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e RE VR IT AR B 5] 3 S mE . 7E HCC Y, SEs
AH 2 B #1570 B AT 2 AL RS BETs AH ¢ 41 1) 551
CDKs FH 47115751 LA K. CBP/P300 FH 41515145 .

BETs <47 3= Z 4L 7] BRD4. BRD4 {F4
BET FXHR A% B 22— AR R WIS [ 152 2%
2 e S A S R 1. B ) BRD4 3 5
il HCC [k e i Je 2 FhpL b, 03 0 o 1 5 7 1)
REREVRER. PHWTEF4ELL AR (R DU 9 T 41
(e APERI T BE . BRD4 #1177 7] 4> J9 A 454
AMIREE K38 (BD1 8¢ BD2) [ 5 A #5141 JQ1),
FFI 454 BD1 A BD2 (1) A1) ( 41 AZD5153),
JQI /& & -1 /& ¥ BRD4 #1 il 5], 7E HCC 1, fif
F JQI AbFRREMEHIH] MYC 21515510 G, 40 J5 1
{2, EREMEINRIE M T BCL2L11 #E X (BIM) 1%
B BERREL, JQL FIAE AR T #EJE K mRNA
MEEAFUKFIIRIE, BEHB% T BRD4 7E SEs [X
B S E BT Ak, JQI AE I PR T SIRT7 J
K ) mRNA KF, 3] SEs ek ¥, I Hik
RERS IR SEs # R PERIL ETVL fIRE 1 Y. MU,
f# F JQ1 &b 2 HCC 41 Mot g % P& ik CCNDI %: A
f¥) mRNA 7K, BT 40 88 4 Pl fr) A 4 B0 & A
W2, JQ1 AT LA e #ii HCC H SEs #H 58 £
JETE IncRNA fr%%5 5% 7, SR1, JQI iRk A HCC
W AR REE,  H AT ZAE 8 TEAE YA T Lot
F. L HZE RSN RSET S & E JQ1 Il
A, I IQL HINGIRT iz N A SR 4775 B R 1)
Bhiik. AZD5153 &—FhEt JQI ZCR B 41 —4r BRD4
). A AZD5153 3697 . 2 # i 7 HCC 41 i
Wy, R, FHESHpRET . EE,
AZD5153 I PRI 2 EEE 5 49 1 705 e 8 AR S A4
i, HCC My ARAE N ESIEMNIE. B2, BETs ¢
I EA T Z MR TR, AR A A )
TRERIA 1) R

#1a) CDK7 R30I 777E CDKs S hiF 58 e
2. BRAEHTRLRE, CDK7 £ Fp s b m ik,
I 1% e fofgeg (1 33 e RN TS % VA 9% . CDKT EU Rk
SRIRTT IR R % RE G 1 B A A Y, o SEs
BEM— AU 4y, CDK7 7F HCC & 4
Wy B, gf H R IA KO A B AR R AU
5% 1, Ji CDK7 MIZRIARENS 51/ Gy/G, 41 i
(45, REMAE HCC i A&, RAFE PR/
F T, H B £ 6 HCC () CDK7 141 7 BA THZ1
NE. THZI1 fefit 22540 %) CDK7 B35 1%, B B H)
55 HCC 4R 3. k. ML, IFik

ST P, B B N T R AR . AR
1M CDK7 ffy HAR A 157, 401 SY-5609 F1 CT7001 1Y
TE SR A BT 7S, E HCC A i B F A AR R
Ak, CDK9 S ERA & SEs )8 EH4 pl#k 43, CDK9
S50 0 B O 28 7E IR R G i g R AR T R
{H & CDKY9 Wifa] ji ik 5 1 HCC 41 g 1¥) SEs >k 1
8 HCC MR JBAAfHE— PR E .

1 Sy 28 W 384 2 16 b0 I 5 K7+, CBP/P300
1E % P SEs 15 A M R IE FH &, 5l ke 2k
MBS, R ERK. WA, REME
o U58, CBP/p300 2 [ [0 A% 0 AL 3R A 2 Bk
FERETE (HAT) RS HIIER ZZ RV HR 45 A Sk 4L i
£ HCC 1, %Xt CBP/P300 1401 1) 751 g % /5 FH T
HAT FlJR 45 K38, 1, CBP30 J2& — fh i % 14 #
i) CBP/P300 R &5 143 i HII57],  AEfg 15 HCC 48
JL ) 358 T AN VR T B, 38 BT LA 13 A SEs A 2K
B EL P, 3 B A IQI AHEL, CBP30 g fE
FIEE > 8 Bt Ab, B029-2 J&—Fhdl ] HAT (1)
POFR, A B029-2 4bH g % Fr 7 M B IK HCC 4
Z1d H3K 18 1 H3K27 [ 2Bk Ak, R I H 58 Kt
Jggg v B . MLk b, B029-2 3 i P A% 22 L MR A it
JA BT X R R & iR R (B35 PSPH. PSATI.
ALDHI18AI. TALDOI. ATIC F DTYMK) f] H3K18ac
FTH3K27ac 7K ~F- 3k [ A% 4 Jid 10 478 1% Ak T A F0 % 1
P2 7, T4 HCC 2 35 5 TR AR 28 .
i, 4B CBP/p300 i 71 1 0 & 2 £ Tl IR
ARG B, (H AR HCC i y7 U & Bl
FZEACE AN . BEE I SO, XL ALA T
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