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WE AR 42 H3RE 8 2(bromodomain-containing protein 2, BRD2)EA # A~ ¥ B 4478 45 #13%
Fa— AN K m I E IR, AR LE M IRFn KR I M IR & Rk R L Z—. BRD2&E & A 45 4145 4
RO LRMLH AR, A5 AR e FiAdE. RERER@REALEATEFENFES., LF
KRR A, BRD2E & il i1 58 45 My 38 Ar LRULAL R 6 Z 18] 49 R VLR AR AR BAF A K42 A R 4 e
LR A, AP EEE . KR AR R, S LY G a8 T VA Bh A fe A R AR P AL A
FE2MR. 2L EZMBRD2E G W LEMIFAE. mie T iAo Al o SR 09 VE R ALH 5 5 & 4T
228 AR A IRAFRZBRD2E & 89 ) 4R A .
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Advances in the Structure and Function of Bromodomain-Containing

Protein 2
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Abstract BRD2 (bromodomain-containing protein 2) is a member of the bromodomain and extra-ter-
minal domain family, which has two tandem bromodomains and one extra-terminal domain. BRD2 protein can
specifically bind histone acetylated lysine and participate in gene transcriptional regulation, chromatin remod-
eling, cell proliferation and apoptosis and other biological activities. Recently, studies have shown that BRD2
regulates gene transcription, cell cycle, neurodevelopment, inflammation and lipogenesis through the epigenetic
interaction between bromodomain and acetylated histone in the process of cell proliferation and differentiation,
and also plays important roles in promoting tumor cell proliferation and mediating potential virus infection and
replication. This review focuses on the structural characteristics and cellular functions of BRD2 and also the
mechanisms of BRD2-participated in virus replication, which provide useful references for further studying the
functions of BRD2.
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EEZMH, AEA OB EERAER L
It AL (histone acetyltransferase, HAT)FI4H & (12 4
9t 1L (histone deacetylase, HDAC)I:[F] 15, &
H LA A A 72 S s R I 2 o B 18 JS A2 1 (post-
translational modifications, PTMs) /7 2, 3= Eifid
HR ORI S22 1 AT B U 28 B R DNAZ ) [ AH LA
FH A5 G 0 57 1R A S 7 14 A8 D9 T JROIR 38 I 1 715 %
UM U B TR R, R 2 B HATAH SC I 3 i
15 A YA AE IR 45 #4458, (bromodomain, BD), ‘& 1] LA
5 A R R e O AR, IEE N — N e
JR AR AR, B P2 ) O B RS SE P TM ™

WEFLR, NREARAHEE 4617 BDLH
W A B, XN 615 BDZEfIk B, BDZEF A7 7E
THZHGEFAMCHEE T, IR OB
B ATPARR 1) 4% €0 )5t 3 9 [R5 1R 25 K4 380 RN R g
ANEE R 11 5K i (bromodomain and extra-terminal do-
main, BET)". BETZE K 7t 3 EALHE 5 IR 45 i 48 ik
I12(bromodomain-containing protein 2, BRD2). BRD3.
BRD4 A 75 5 45 #4458 52 AT 7 1% 55 1 (bromodomain
testis-specific protein, BRDT)', BRD2 X #K RING3, I
FEDREAL T N R FEH LR S K (major his-
tocompatibility complex, MHC) [ I35 [X 45, £7F A\
A0 f BT 5 24 A (human leukocyte antigen, HLA)AR %t ]
CpG iy, 5RMEMEM:AF [FY5 5 I A (female sterile
homeotic, FSH)F A7 = B R . BFFEN RAE TRk
SN IR RE/INZAZ HE 1% 55 1 (small nuclear ribonucleopro-
tein, snRNPs) & il FE R | 4558 1 — il B U )
FEARA W Hodtw 44 N B IR Z5 R4 38 K 1(bromodomain
factor 1, BDF1), ‘B EARANA] 456 2H i FTH3FIH4, Ktk
WA ALE et i VA il B R 7. @it X BDF1.
FSHAIBRD2E F /A LU, RILE A TIAFAE =A
TRAFIR AL, B Ef RN B BDZ5 A4 s Al — A
CoAR i #1435 Ko 4 (extra-terminal domain, ET), HBDAIET
SEIEAE BETHER I 2K il Rl il A e . ARk, A
FIERKMBRD2EHSMAERKE . KA FEiAE R,
PLA B I SR I AR AR S DA OC . DRI, AR ST
BRD2H H IS HRHIE . AU A2 DhRE AR 75
S5 R AL 57 T T 2558, DANER N T
fE AT FEBRD2EE H HI DI RESR S5

1 BRD2EVLEHIHE
76 NFIEILE b . BETHE (5 W B ML

RERTH. EEAThRELG A I RERFE . Uniport
i E W~ , ABRD2E& . BRD3# I BRDTH
4375065 801, 7261 947ANE L FR , 1 BRD4Z
BE=FOEA, HEEERKE S0 A1 362, 79471
TRANEIEIR®, RAEFBETE A F M A 2 A& LR
PREA A, AE BT & A WS NK b BDZ5 1)
M — A CoR I ET5 #4 (B 1) b4, BRDAE H
W HA — 5 M K IE i B Fb(positive transcrip-
tion elongation factor b, P-TEFb)&h & 145 #4315 (p-
TEFb-interacting domain, PID), %% 5 RNAK &
B I(RNA polymerase 11, RNA pol TN i 1 5% 5 i
T2, HAE S FE I P-TEFbIG 4 ©'. BDZE Fis
B R BLT B0 ) brahma 2 (4, K21 H 110N R LR
FRIEAR, & AERs v IR B 45 A 4L B A b 2Bk
TR R i 2 ; BTSSR0 2 1 £ 80N R AR R 4
FSCTOR AT DX 35, 308 I 4 SRR i 2 R 1 R S 3 L
I R S B Th g U0, BDZE M 1 2= (Al R B /e
F 2T H I 17 P47 DA HOIRSE R, B 0Z aA
aB. oCPYA™ alZiE 4 B ) ZA-Loop A1 BC-Loop />
B, KIS 5 AR R U0 P
i3 Hoxt A BRD2ZE [ BD 1A BD2 45 #4435 (1) = 2% &5
¥, K BBD1FIBD2IZA-Looptt) ZA[H (K12). A1,
AN [F) BDES R38R 5 G AS 1R R A B 4RF ek 2 B2 9
[T — 7T, ZA-loopAIBC-loop I I AE R 57 5%
JL R AR e S — 5 T, SR A R N
(5% B A AT LUFI BDES #3845 4, JF H BDES M8
A HP A H At Y ) LR AT R S 1 R
LR, A BRD2E H 1) BDE5 2 — A58

[ Ak, I FLAEIZ AR P A A LB R IR 4G & 2
IV A7 AT (1 25 6 BT BB FO VF BDZE ML B 45
4 3 AL 1 A(histone 4, HA) 38 B SR ERE @1,
1ESERE AN AEAZ F , BRD2EE (i BDZS /4 5 H4 2,
ik Lys-12(H4K 12ac) 45 & FH S k™. BD145 Fy I
RAFK (BARAAY113A. 1154A. N156A. P158D
FID160A; WZEAF/AP111D/D112A. D112A/I116E.
N156D/D160AFIK157A/D160A) 5 H4K 12ac & Jik
(RS S 45 G s e R B, BD145 #3855 H4K 12ac 2
JH (R &5 A 38 S0 5 R, T FL T SAA SRR (1) 55 45 &
AT SR AR G Il Bk 5 HAK 8 AH T AE
S5 Lys-81 45 &/, MM FE% T BD 14543
) HAK 12acZs & i . [FIR, 2Bk H4K 12ac)E
Lys-8[f1574% (KSA) P T H45 BDI S5 MR 45 &
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BRD2 [ |BDI n;q 1
| [ |
91 163 364 436 632 714 801
BRD3 :pm [BDZ|
| [N
51 123 326 398 562 644 726
mer —
44 116 287 359 500 582 947
BRD4 :@ i)
|
75 147 368 440 600 682 1047 1362
BRD4-S BD1 BD2 e
BRD4-Sb BD1 [BD?] m

Ell ABETZERAINREEMEREE(IRIES S T ISIER)

Fig.1 Functional domain diagram of human BET protein (modified from the reference [8])

A: JREE R (PDBj % 3% 5 6ulq); B: 45 14352(PDBj & 35 6u71).

(B)

A: bromodomain 1 (PDBj accession: 6ulq); B: bromodomain 2 (PDB;j accession: 6u71).
[El2 ABRD2ZEBIREEHIHA = REHIE

Fig.2 Tertiary structure of the functional domain of human BRD2 protein

F W Lys-8%F BD145 #9358 iH 51 2,1 Ak HAK 1 2ac ik
IREEML, F4h, HAM BAEFHRIE W Tyr-113. Asn-
15671 Asp-160 1) & AZ 1t — 0 [ 7 BD145 M3
H4K12ac)B ik 145 &1, #E—B 7 kB, 20101
H4J2 5% 5 BRD2 & (A 1) BDES 3 & AE A BLAE R,
H M\ BDE5 I8 & 45 /4 5 tH ¥ BD S5 K381 757 51
IR i 1A XX-K-X-L-X-Kac-XX-A(XF N H &
PR S AR AL ), T HZ 7 AUTE BTl A% O R T
Frh, RAEHAK [ 2acPHiz K. Ak, S5FH 5%
B, BDIMBD245i38 e 5 — OBk &, HM
AN FE R ) B 4 8] PE O Kac-XX-Kac!'™, ESRBDI
SERIIR T T 5 HA R W LA R IR 45 4, KR
H4K5ac/H4K 8ac, 1H BD245 M3 A 5 2 145 & 4L
A, AT DAY Z BN [F] (0 A IR B . HE 4o
4= K BRD2E H 7] PA 5 KSac/K 12ac H2B4E 4,

BD245 i3 LIS 2 [R5 71 ) 45 & H4K8ac, (HARE
5 H2BK SacE A AWK HAZE &, /R A & BD1
SERI A TIX A AR A Y. 3X 2 RN HAK 1 2ac
BD245 fa 45 ) 485 & ST & — AR ST BB /K AT L 7 e
PEZ IR, RN RA SRR (D330, D338, D341,
D385F1 D387)JE By 71 F g (A 10, [RIE, T H4
1) N R S 5 1 FELAT , 24 2 Tk 5 e R 0 382 14D 1 F
BEFE (Lys-8+ Lys-16F1 Arg-17) 9848 1y 7 rLfif R JE I
BD2&5 i3 A F 51 Ik 4G 5 1 H4K 12ac B 1) 55—
AN B Ala-158% H 2 BRI, & PLAR AL
175 5 BD2 45 M) e B2 SR AR 10, AL, Alla-154,
A BEFE BD245 H 3%+ HAK 1 2ac s PR R 1) P
Mo 546, ABD245 KR 57 5 V329 B N3 82 R AL
RN IRT, BD245 #4358 /E ZA-Loop 1 BC-Loop# 1
IR SRR, 3B MR V329A R N382 A #A 4
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Homo sapiens | @ @ ¢
9|1 16|3 3é4 43|6 632 714 801
Mus musculus | @ @ ¢
90 162 3l63 4%5 630 712 798
Xenopus tropicalis | BDI m:
Homo sapiens 71 143 338 410 581 663 758
Gallus | @l m m
90 162 361 433 610 692 779

E3 FR4IMBRD2EALHWTER
Fig.3 Schematic diagram of BRD2 protein in different species

F1 FEHIFBRD2E B I RELA IS S EBR L = L

Table 1 Comparison of the amino acid sites in BRD2 functional domains of different species

BDI145#415(91~163)

3
Yyl BD1 domain (91-163)

BD245 1)15(364~436)
BD2 domain (364-436)

ETZ5#38(632~714)
ET domain (632-714)

Species 138 140 388 399 409 640 643 671
Homo spiens A S D \% R R S A
Sus scrofa A S D v R R S A
musculus A S D v R R S A
Gallus G A E I H K T S

A H4K12ac; ML334ABKL336A 5 A E RS2 B T4k
T —EEAEAR IR, R AT REA R A A DRI 5,
B2 5 55 4= 74 BD2 45 Hy IR LL , X AN RAR R UG
BLZ ISR F1454 HAK 12ac!™) . (R, 3 6 v 5
SF IR IR iR T T HER IR BB AR v RETE B, B
T ThREWT 5K B, BDIZS M AE Fa S Bk R Rk v
BAETER, AR RIS T 1) 5 PR 2 8 i 1
I 2 BD1AM BD2 45 i s 3L [ & 4% /E H 5 BRIt BD1
G55 R S 1) 700 7 Sk e SR v 2 3 LR AR R ) PR A
1 BD22E AL 3 1) F1UE 9 0 FH B G2 P e J 1 24
W LA S E U, ESR BD 1A BD245 My AR BE %
R SRR AR [ ) 2B HA R BIE , B B diAA e
II7EBRD2 R 2 B MR /E o £ & BRD2[1) 4
BRI FE A5, BDISE MR RE & R,
I 5 TATASS & 2 F(TATA-box binding protein, TBP)
FHEAE A U7, 1 BD245 F 38T e 2 B 45 A 4T
A EA. K, BD1A BD245 #3841 7] GE7E A [7]
MRS B R A EER .

X NAA A sh HIBRD2 8 [ 45 1 R fiE 3R AT LA
RO, BEARN . LB E(LAAG NARZR) A A
IYIMIBRD2 M ATEZ AR K A 25, R EA
I F FIBDAIETZS #(KI3). X AL B 5 AN

FSBRD2 % [ FIBDAETS, #4382 2 18 )7 51 3k 47 Lk
Xt JE R B, XSBRD2E [IBD1 45 Fy 48 77 724 & 3k R
A3 A, BD2AIET S5 #3835 A7 A2 3 2 JE TR AL e T
A, T AR FL 5 ¥ BRD2 25 FABDAIET 45 #4425 2 3t
PR e — (R D). PL RS RER, AR FL3)
Y. BRZIIBRD2&E A HA B E R, nTREE
VbR I A 1 — Fhod AL, (& 2EBRD2
FE ARG IR W E R ZE T R T m L6
A FRidt— B 55

2 BRD2AY4HRBIHRERF R
2.1 BRD25ERF#FRIFT

— kUL, AR A BRI R 3 B R S5
B, (1% /NMADNAL 4 35 2% B (1] Bl M 385 n gk
MG R . HEA OBk EZh =2KEH
JLTE: (1) Writers(H5 5 #%), 418 H U IMPTMs
(IR, (2) Readers(Fd 3 &%), Aef R & B _EHIR
SERRE G AR, AT CAR B AR L R4 B A AR R ) 21
AN, FELE S BDE I ; (3) Erasers(#F&
7)), MALER R 22 B4 2 PTMsIR IS, BD4S
P35 Gt JoR P A% /INMASAR ELAE %o 2k DR S AT
FWBEAL Y. [F, BDES MR T 7 BRD2E H 4
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BT B R VE IR BIAELE T A R A R R B
R PSRN B Rk A 1. (R, BRD2
EASHEA BB 1 SE R A 2 R
BRI ik BRI FREAA A S5
e — M . R S iR BRI i S5
ABRD2E FM EAEH MR, KM EAERE AT
SN PR RA G ER A RS AR DS B AN
YT JE T R (R 2)17 . BRD2EE RS 45 &%
MR B R IR [ e- B2 IR R, JEIT I BERNA
pol 11, ¥ 3EHiAE G SWI/SNFYL 4 )i & 3 5
BYHEZADKP BT 5P, BRD2E Hikfg &

DNA# M B I P45 & B 1 158 LA 25 kU A 2 A1)
i #% 5 1 (TOPBP1-interacting checkpoint and replica-
tion regulator, TICRR)FH H.AFH i#% 2 filLan 1. itk
4b, BRD2AE i S DNAXUEERT R X 4 45, 1T DNA
THAE R, At TR W, /N B T4 B 1740
(T-helper 17, Th17)73 ki #2 7h, BRD24 4y 4 )7 46 2%
T8 1 454 H T-(CCCTC-binding factor, CTCF)F1%
B3R ARG G, SRR DR S0 1 M G 5
A%, - HBRD2UL AL UK ) 77 U515 55
SR S 0 TR T3 (signal transducer and activator of
transcription 3, STAT3)45 &, JF R HESTAT3 %4 5T

32 BRD2%:REAYEB D LERESE L1718

Table 2 Classification of proteins in BRD2 transcription complex (modified from the reference [17])

EE)iE HRS HIXS 7> ¥ 5 & /kDa
Protein name Accession MW /kDa
Chromatin-related

Histone H2B P02278 13.8
Histone H2A 121992 15.1
Histone H3 122064 11.3
Histone H4 P02304 11.2
Snf2p, Brg-1 (brahma) P51532 184.6
Swi/Snf p155, Brg-1 associated (Baf155) AACS50693 122.6
Swi/Snf-related chromatin regulator p270 014497 205.9
Histone deacetylase (HDAC) 11 Q96DB2 39.2
Chromatin assembly factor (CAF) 1, subunit B Q13112 61.5
Nucleosome assembly protein (NAP) 1-like 3 Q99457 57.5
Nucleo someassembly protein 1, centrosome-associated NP_009117 281.1
DNA-dependent protein kinase P78527 468.8
Transcription-associated factors and co-activators

TATA box binding protein (TBP) 029874 20.1
TAF;1170 (Snf2 family) 014981 206.8
TAF;250 P21675 212.7
TAF55 NP_005633 40.3
RNA polymerase 3 Q889X7 154.6
E2F-1 JC4929 47.0
DP-1 (E2F binding partner) Q22703 67.9
Zn finger protein 157 (Kruppeltype C2H2 Zn finger) P51786 58.2
CREB binding protein (CBP) NP 004371 265.3
p300 NP_001420 264.2
Homeobox protein Meis1 000470 45.8
Med6 CAG46498 28.4
Cell cycle regulators

NimA-related mitotic regulator Nek9 Q8TD19 107.1
Proliferation antigen KI-67 P46013 358.5
BRD2 NP_005095 88.1
Cyclin A2 P20248 48.5
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$Z 5 A F4(interferon regulatory factor 4, IRF4)45
A HEVERESE T, #878 U BRD2/EMG G Th1 740l K &
FERAFE G 22 BT 75 B BAE AR Hh () S EE Dy e, DA
25 R, BRD2EE H I 5 % /M AH BAE A 5
£ — BB A R B E A EE B 5 1), #H55RNA pol
II. TBP. HATHIHDAC%Z 5 R A4 211, {4
) 2 1 E A5 38 PR IS SO R4 A P, T 8 1 23 IR (1)
STFH 2 i S 14
2.2 BRD254ApfE HA

ENF AL AN b, 4005 1 2= A(Cyclin
A)FEIE I gk T A . Cyclin AR
A OWE e ML) . — 2 B2F3 5 R 15 40 i
BEAN AR (retino blastoma, RB) X £ A i) A o) T 45
BT UL AN 251 — AR 40 I A 3 R S
5 RBE HAH G2 8 25 AL B, X PN
PWIRLAERE 1 Cyclin AD7 s B SRANPTER,, B 240
JASAREN SIS, 3T3RAT4E 40 il 5 BRD2E KA
AR AN A AR FH E2F AL AU 28 00 25 B 15 4k
ALY 920G 2R B, BRD2 8 A AL 1 4 % R 1
E2F ()4 & i 1, 1 £ e A0 20 2 1 1 22 Ik 40 Jf A 42
BYfe s Rl B BRD2E H 5 DNARE &, H7E HeLaZl
MoA% 264k 1) E2F %% 5% [A -7 1(E2F transcription factor
1, E2F 1)1 E2F%% 56 [K] -7~ 2(E2F transcription factor 2,
E2F2) [ & AW A7 /£ BRD2P, 7E M fil T,
BRD2# (#5444l % 2 5 1 64 E2F &
HAEN R E A EEY; I E0E T HO E2F
W FLBh D A P SRR R 1 S B 1, B4 Cyelin A —
A BRIL J5 I (dihydro folate reductase, DHFR). 4l
i JE #A D 1(Cyelin D14 A $1 ZE(Cyclin B,
HE— P FTIESE, BRD2 8T A 7E ARAF 4E 40 g 1 i
FiB S BN Cyclin A& K HAR I 1) 48 i J& 3
B PRSP YA 3 2 A ke 4 e ] 4 8, 9 HL e
R EVTIERT 7T R, BRD2E 5 Cyclin AR 3T
it eI RIS T A B HAR s 1 P
74N, DENISEE M 293 T4 i H 7 S alifb I %5 e 1
SWI/SNFHth i A B S 1, K IBRD2H A 4£
WGP E RN — A S RAFE.
W 722 B, BRD2EE (175 E2F LA 75 40 o Ja 0 1y ik Jee
(R R R R SRR RN SRR (R Th g, OF
I E2F L ) SR AN Gt J LAY PR B0 A, ROk
(RIBIF 9E Kt i) B BD &5 A8 45 2 A S — P < S 28 A
F, 4 Gt 57 =5 20 3 3 R e i DR - 52 21 40 s

NI A BT B o AHSCHTFUR L, FENTH/3 T30 A,
DHFRIEN J& )7 X3 E2F 1 45 A fi 152748, m] LA
011 FH BRD R [ 1 55 P % i M 2, A KRR =z
BT R T2 3, BRD2#E H 2 i Cyclin D1
[R5 55, 2 7~BRD24E H 7] fe & P4 ok N T 11
X HEEAP, A, 2BETE FHH]FIQ1 AL HE
J&, B2F VB35 PR RRAIS, F] 1 NE BF 200 e 4 it %) A=
KA E R EH, ISR Pl RS RE,
Y P AZ N B 55 (R 7 BRD2 5 40 i J 3 2 [a) iR B &R
B PR A SR DR B2 F AR5 P 40 M) 347 2 R 3 [m] 0
2.3 BRD2EWZLE

/INER BRD 2E R [A] R 1 S 4 fim 44 N MEVEAS B 7]
W R AH G LR 1 (female sterile homeotic-related gene
1, Fsrgl), BRD2FZEREM G K BRI 2 AL, 75 .
B2 BN SN FRIREGE, REAIAE K B IR A
P R R RIS, $#28 BRD2ER AT e 5 51
HWAMARFRNRKE o R B 4538 F G5 2H 41
A2 TJ7 RGN T /N B BRD2IE R AE KR B I 4 443
IR, K BRD2EER () mRNATEG /N, FiLe
. OEBEMNE R R A RIA Y. H BRD2H
PR mRNAZR X W2 IR R 3155 8.5 5 12,5 2
[H], FERIFER B H A RERIEERED, Ik,
IR BRD2EE [RILE i 5 R/ h # A %1%, {H BRD2
e S BT CRN RN S SR ol I pase R A
R ARSI 2 B3, X7 TRy BRD2JE TR RE S R Ik AN [H]
()2 2R S Pt e SR AR, X S I s AR AN RN JE 3))
F, HHEEANFEKE R 5'AERPEX (5'untranslated
region, 5'UTR); [AIE, AARAMNEN RIS T2 40 M )%
BRI, 7E 4FP A mRNA(K B S'UTR S & #1
BT R £ BT 2 ) b, AR S'UTRAL I BT 42 1)
mRNAZ A2 KEH, BRI RetE BRD2IE R A
H R B2 K E B, R, BRD2EE R
(/N B G RAFIE BRI 28 13,508, HAE IR I
BIRIRIG K B I AR A RS I TR Ak,
/N BB R 41 P 3 BRD2E (45 NF-xBf& 5 %
T2 R A 28 41 i DR 7 FRDRE TBOR In = pih 22 o 4245 B2
AR, MU CHEEE D AH X U iz B IR 2 & 1
(single nucleotide polymorphism, SNP)F1fi{ A2 #rid
XF NI AL AT SRBr Ar, [RIFE K3, BRD2V] fig
T D FENIFEZEYEEF (juvenile myoclonic epilepsy,
IME) ] 32 2 5y R FL R BV, Rk 7 B, BRD2i#
AR R R R R T AT E , KA A
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ZIUMMRETLRIE 2 ; 54, BRD2E FE Y )0
GERINEE R O G 1, R IS IR e P4 Kk
AR A EENER, HBRD2ER M 7 RIA 0]
e FEZ A CAER R R RIE IR M A TR
H, BUEMAG LT
2.4 BRD25 4R 5 fE N AS A 4 AR

BRD2FEPR F 24 T ALY MHCH, 2 54t
SR T, RN T R & BN AT
2 B v PR S e T AR . WF SR, BRD2AE
DR 75 Ity LB Wk 9 % 2H 2135 3Rk, HLAE B4H AN
T R, BE 7~ BRD2IER 1] fES 5K fe )%
DR BT B e/ BRFLIRZH ZUR N 28— S igg A
A ) BRD2 £ [ 4 39 i 22k 8] ) 2 s v 14 %, 451)
1, GUOSERPR B, E 11q23¥ & &R A L%, BRD2
AR R L RIS S e R DR A H
GREENWALDZER I, /N BRD2 2 FAE R EE 1 2H.
FERIEIEIN T Cyelin AWVHE3%, (2 | BAHA Y
FE -5 3 B L 1 I MR BB A2 . CHOTEE MOk
B, 1rH5 2 ¥ (lipopolysaccharide, LPS)#Il ¥ ¢ E [ B
J& , BRD2 mRNAFIEE FH7K-F-Thimr, F4F5 1 siRNA
R BRD2 )5, i 7 LPSi5 T 1/ B A T I i
I 0 15 i S O 0 4 ) 1(plasminogen activator
inhibitor-1, PAI-1){{) %1% ; H BET# H 0115 JQ13H
I BRD2FIZHEE A4 4, LAROKT PAL-TRETR I
B F BTG B 1 SR BT PAL-13E K ) 2Rk . 1 HLAE
E 4 M 25 -17A T J5E )R, BRD2REE /13
12 98 A DR ¥ TL-8 1) 7= A UM A7 JoT T B 40 i 4 90 Je
AR

BRD 2 [RI{E ik & BAH A rh = R34, & 2 4
) JiFe I 240 B A 22 SRR B 3R e 3%, (E3T3-L1HG i
97 48 Jf i, BRD 27Kk [R] 388 ' 1 [ 4170 o) 3k 44 A7) il A
14 BEL W) B 52 R -y(peroxisome proliferator-activated
receptor-y, PPARy)Ff #l il A5 7 4 s {HBRD2%:
DAL ) i B DR 47 7 3T3-L 1T 7 441 A 5 52 i 98 1 38 1A
“F-a(tumour necrosis factor-o, TNF-a)i% 5 it il 5 2
HEHT R 2, 2 0/ BRBRD23E R 1 B 3R S SIE i,
RN 2 K Je VB B PR . e il 1R i 938 B,
BRD2FERLE/IN B €415 7 41 2R (white adipose tissue,
WAT) 1 3 8 3 {2 25 B AR WAT K /s HLA 3t if i
T B 6 W R (free fatty acid, FFA)BE . [E]iF, BRD2
TE i 10 240 P H R 3 s A 2 ) i A R DG 2
2R3k, WO B R U R i B (hormone sensitive

lipase, HSL) 1715 A4 M AM5 5 15 BB (extracel -
lular signal-regulated kinase, ERK )i 14 i A B L B
AR, IRt H BB X R IBRD2
REIE I IR AR 3 I FFARE Uk g 15 2 Kbt

3 BRD2E5REEFINAR

T It S 5k (R AL 305 R 25 1 (integrase, TN)
HEE BN T2 1) BE DR 20 o o s 75 56 JE B R D
TR Foe A DRI R A RNA pol TIFESE, (b
BERNAM GG BHREFIEES 240 5 F 20 e i 25
WOREHR, RETHOR G R B2 I0RL, S L& i s d
IKAR, 72 AL BSCAER BERIORL, 51 T — R R g M, 1
SR TE BB I I 2 R B TV S B AR RAE
et i BRmE EEORER .. T ARG
J93 7% 1 (human immunodeficiency virus type 1, HIV-1),
s RAR b R Y5 AE K B F (lens epithelium-derived
growth factor, LEDGF/p75)if it CA ¥ [X 35 HIV-1
INFJE A EAER , T H AL PWWPZ R NR
Uity X 30 e 6 1) = R IR H3 R, AT 51 5
HIV- 155 1) 75 R A% 55 (1) 5= R Hp (90, g -3 2 S
B, WM A 9797 2% (murine leukemia virus, MLV)
FERAA RAEN SR T Sk h AT (transcription
start sites, TSS). CpG & fIDNaselif /i 51 (DNasel-
hypersensitive sites, DHS)Fff i, G 5T R B, %%
S e i A RNASE & 8 1 58 41 i 28 1 4 7l
TE NN ER [ 955975 75 %2 A5 % (murine leukemia virus
integrase, MLV-IN) I fEAH HAE I8R5, WIBET
HEES y- Wi omi 5 INFH HAE R, A FwiEe 2k R 41
[ 4 @), SHARMAZE BRI, 15 HIV-15% & i
M I % & (avian leukosis virus, ALV)#i L, MLV #
i 1m] T 25 £ 5 BET & HAH K 1) )5 31 Bz X 8
i H.BET & [ #i] 771) JQ 1 AL # m] LA & 25 F£ IR TSS
(K MLV B &0, FRF 5 P8 siRNA A I T i = Ff
BET(BRD2. BRD3HMIBRD4) (A ()71 t 5 2 FA1IK
T MLVAER GRS A B AR B, [, BETH
F# 77 I-BET15 11 JQ UM | MLVAEAR N HIEE A,
FAEMLV 3 &7 mi i 2 A TSSEY, - 5341, MLV 5
G AT S BETH H ) Qe )i 45 6 1% 717, BET
B INGS G35 18 995 5 4 7] K1 LEDGF/p75 4+ 4
AR BAE S N RS & E RE R MLV & 5
SKACAR A E T E M) BV R SR I R AR N B, X A
JNBRD2 F [ CA i (1 ET 45 #43 EL#% 5 MLV-IN



JZ55 E IR GRS A 245K 5 DhRERIBIT FL itk e

863

FHEAER, ¥ MLVEE R 515 32 Je 0 405 £ — e,
M BRD2E A Gt o [ 32 4, HNAKImBDZE 4 5
CIACHIH3MHA RS &, XA E S e T
TSSH1 CpG 5 e i3k 75 5= D5 2H ¥ S AL B, it
A, AT FTAE S, MLV-IN 1] W390A 5845 R 5 45 ¢
L R T 43 A AE S BSTSSFICPG B 7 B B4,

VT AE SR W 008 I, BRD2EE 1l i 55 9 25
S A T AR R R 47 0 2 5 RN A R TR SR Ik
7K. 1E Kaposi IR AH 2% B (kaposi's sarcoma-
associated herpes virus, KSHV)7& R, KSHVEIA—/]N
B R, INEK SHVIE7E B i ey 2R, JFEAr
TP T I AARE AE BV DR IUIAR S A% 470 1 (latency-
associated nuclear antigen 1, LANA-1); BRD25LANA-1
FRICHR It et 5 45 5 ORE LA K s R ik R 2 R 2 A
gk b, MR KSHVIR B RF A2 5
T N2 B R] ) 2 s U S AR SN ARk
J&1 97 73 1 8 (bovine papillomavirus 1, BPV-1) B2 [k
U HL R R i e Q0T 45 #4455 55 BRD2 [R) 5 1 B 57
BRDAM ELAE T, R 55 2 R R A1 1A 227 R
Ak 5l EE R RIAAR P R FIE K
B, BRD2E FIETS5 WIS RENS 5 y-J PRI e s
#EA/CH A i (gamma- porcine endogenous retrovirus-
A/C integrase, PERV-IN)AH EAE FH /i T B 2k R 4
G PE TR, RIEw iR, g2 BET
FNHIF, I RNATHBRDAKRIE, YIRE) B 5T
IR %995 7 (newcastle disease virus, NDV). {H%E R
Jpi 7% (pseudo rabies virus, PRV). R4l 205 7 1744
(herpes simplex virus 1, HSV 1) A% E5H 5170 256
{iEJ7 B (porcine reproductive and respiratory syndrome
virus, PRRSV)%5 . SR BRD43E A )R IE FF A
SN PRRSVIEDR e 5, 4] 1 i 55 516 12 40
PRRIIR I, AR it — DI 7 & B, 40 BRDAIL E
i s T4 25 1 715 Al 7 3(Interferon-regulated factor
3, IRF3) MM AT B R IR G B A TR R 41 iy 1)
S I REXUR 22 R I, BRD24E 17 g 5 NDV Mk
AR EAER, TINDV MAEZH Bt i 1 32 B R 4%
O, BRI, XS BRD2&E H ETS M5
NDV M H ) CAR A AR, H/ANFHRNAS &
(1) BRD 24 [A] it [ 5 BRD 285 PR3 32 43 )it F i
BN T RNA G B 3¢, 235 19 98 B FEIRNDV
Y, LA BRI, BRD2ER IR N0 55m
BRGNS B R 7, e ETEE RN 5 10 5

I B INPUAH BLAE A S A s s S A (8 G
M BD M FER ZEAR AW EEAdEA L
T A, A5 2 B R 2 S AT A o7 ot S B 100 2 SR 7 TR
[PZ23k . WIBETEE 4 7 nT L 5% 4+ P BD
SRS e 8 I AH ELVE F i 3 00 o B AL R 1
Tk, HHAERAS LA IR MLV E #1555k,
i 75 i H 2 5 2l it 3 £F BRD2/BRDAKE A ) {2
E BEHE R R St R — AMEAFIR AT T 7 1)

4 RE

BRD2AE Ay 5 815 7, 7EE R % . 4
PR . MR A ARG AR AN 2 P G 28 A
HHEAEEEH. Bl SHAEAMIEAEA L
(1) CBEAGARIE , BDESH 2 5 Yt 5 B 1) J Rl
SRR, B OB R RS 5 O R
F_E S 5 ) AR 5 e s 2 TR I — R 51 S LB
RIELK, SR FE AT RS, Feyshli st
K¥. 7EBETZE KNS, BRD35 BRD2[1 I AEAH
L, EATEAZIMEARTENE, f8VFRNA pol IHE
FH CTRALAZ /M A (1 33 i 5% ; BRDANI I I
PID45 #4384H 5 P-TEFb . & ¥ FIRNA pol 11, Tk ¥
SEREAR IR EE 5 ; BRDT A S ALA LS e iE R
%, AR PR AR FEL S OB A A EAE
FA 5 Gt o7 B SR R T DR 2. SR 7E BETEE
Fr, AR 3 BRD2 A BRD4 5 5 4 1 18 5 F1 K
5 5%, BRD3FI BRDT 2 5 A7 E R Th RE M AN
. UeAh, WEFCER I, BDEEMIR IR S H ] S E0E
Wi PR B0 A0 S N B I R AR T
V) BD &5 4 1 149 AH 5 P DU 4 R0 A 9 YR T T TR
Felg . O L[ BDEE M AR, WJQ1. IBET-
151MIOTX01 55 4, Aefis A BEMHIBRD2E H I
S PR 4 B B S S AR T BRI R
B, ¥EA BRD2EE [ (1) BETHIHI 57 JQ1 LAZY FH 2757 &
W 7 SR E T B % DNAWG 35 1 o 205 Pk B
PR T RNAJR RS M. [Rltk, ABRD2EE N 251
BEAR TR NI TR e SR I R Mg v 7 AP 2 J%
PARUETER JIE B
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