Reviews and Monographs Es3ad=k 274

) D
. . Progress in Biochemistry and Biophysics
)4 2008, 35(11): 1225~1230

www.pibb.ac.cn

AEEBERP RIS RS RS

i dER ERE
CREEBE T IR BE 5 A7 5, IO 116024)

BE R THEARKERTEMBGHA RN IR, HE AR T SRR i b R EE 2 T
YER, XM B RS R T L AL R W (PRMTs) /%, i PRMT1 A1 PRMT4 [ F ARG 1 15 L PR R4 s oo VR I AR O
PRMTS5 1 PRMT6 ) F LAk 5 e 0 5 5 DX () 2 Ml T AR 0 . 03 RS &R 0 W LAk S — B il fy, A4 2E

FURFEIR 12 ALy “RSEIR & T AL 31,

XEIR ABEANER, i, LFRE, i
ZRPES Q75

1R Bt JFUHE AL AT A% /M, 2 EH 4 Fi
#0021 35 1 (H3, H4, H2A, H2B) & IR B A — Flt J\
BREEY, BRI E DNA 3k, A
FREE. 4 MAENLGARE, BN )R
B HUR AR AMAESMI, S A R B A
FRE AT, IXEAE AT B DA i s s v i 45 2L
YER, — 7 T EATTRENS O G (0 5% (1) 25 R IR AS 1T 52
WEEsk, Sy 5, BT AT R A S S K1)
VML sSFNGE G- 6, DI 55 A 5 DR e s 1) 1 42 [A
T A E PSR TSR L i —
B, KXFME MR RIE a2 H, RSO
Y18 RS 2% F A A8 M A 2 FR AR 1) 5 BT T
FUHERE, TR IX R0 T R Ik R A S % L) L
AR EEME L.

1 PRMTs X4HEEBMBRERAIREL

WA RS & R W L B % B (protein arginine
methyltransferases, PRMTs)AEM6 4 S- IR 11 H it 24 1R
(AdoMet) L {1ty F B A% 1 B 2 11 K5 2 I ke 2k AR i )
IEE b, SN e )™ A B AR R, o v Bt
PR UL AR JEAG S 2 R (SDMA) (B b

I ), B0 FR IR AL RS 24 R (ADMA) (FF 4 1T
By, AR AN C % 11 A PRMTs, B
PRMT2. 10 A1 11, JAilff) PRMTs #5 2 A fEAL K
SR IALMNGE ST, I PRMTL. 4. 5. 6. 7 H19
W AT S0 2 E RS 2R T AL A Mg s e, Horh

PRMTI1, 4, 6 J& T 1 AL () PRMTs, Ifii PRMTS, 7, 9
J&T 11 & PRMTs23.

Y1 HR RS SR et 1 RS A B R S s v
R¥EAEETAER, HHaesgman i 2 A g fe,
55 DNA 25, 5916%, MR E JIEERE
SEAER DL FHEEI 6 Rl AR R IR L RS il
X 2L 1 RS A 1 5 | 356 DR 2 SR 1 1 % AN AR [
o PRMT1 Fll PRMT4 (P84 e 5 | e Jk DR 5% S (1)
WO, 17 PRMTS F1 PRMTG6 [R5 b 1) 5 | 2 Jik e e
SEIF], BT PRMT 7 il PRMTO K B, 5%
HIRea st —BWI9T. LA R B HEA2H PRMTI .
4, 5. 61X 4 FhALER IR R L.

1.1 PRMT1 5 PRMT4 thEEEREERYEER

PRMT1 BT 5 2247 T- 4185 11 HA S 3
PERE E R IR FL(HAR3) [, 38 0 ik DR A SR I
. 1] PRMTA4, 2% CARMI (coactivator associated
arginine methyltransferase 1), HAEfLIA7 2,
AAEHE A H3 N 5516 24 17+ 26 £7.LL % C i i)
128+ 129, 131, 134 {7 K52 R (H3R2, 17, 26, 128,
129, 131, 134), X4 HERTER T 3 /M AL
43 )& H3R2, 17 F1 26, {H CARMI X} H3R17 FI

* [ R HAREEIE 4 (30670409, 307712211 [ 5K i AW & 1
%1(863)(2006AA02Z120) % BhIT H .

= JETHIER A

Tel: 0411-84706105, E-mail: wuhj@dlut.edu.com

Wk H 9. 2008-03-28, 232 HIM: 2008-05-06


mailto:wuhj@dlut.edu.com
http://www.pibb.ac.cn

+ 1226 - SMFEE5EYYIRER

Prog. Biochem. Biophys. 2008; 35 (11)

H3R26 AR EL LG H3R2 mifS 2%, JF HiX 2
AN B KAXRK 75147 PR

PRTM1 A1 CARMI 7EAM RIS CAnMERER) T i
W, Bl 5 CBP/p300 (CREB binding
protein, CREB 1% # & 1 ). SRC/pl60 (steroid
receptor coactivator, S [#] i 57 444 P i 1) 2 1
FIWRETC KW Ba 251, XA B AW
M S IR A% 32 AR . NF-kB. p53 S5 ZL4E $1 ¥ L
IR JE B 1 ERAEAERT, b HAT BT PR R A oS
B e 0 i Bl B AT B i, ik
PRMT1 *%f H4R3 {7 s (1) AL, X — B4 A
A, B R okA & CBP/p300 X H3K14 [1)
LA LL 2 CARMI %F H3R17 [ 54k, X4 [A]
TIE RS e it B 9 55 4 W) (chromatin remodeling
complexes) fil K& A % 5 #L (basal transcriptional
machinery)fH B AE R, 40 98 (05 R G2 25038 B 2%

T DRI B s o8,

BOBT T TR, IXEEREER T 58 e 418 (111
ER4L, ARBESE AR T IRIEEA TR MM, AT
AN SWIE T G R IUED. AR 1
fias, o CBP/p300 A% SRC-3 HHAT LBk 1B
W, ‘&R B 1S5 SRC-3 5k A4 14y B0,
AN, CARMI W EEXT CBP/p300 1 SRC-3 47 H
FAE, CBP/p300 [ F AL AL s T 1% 88 1 i
1 KIX 530N, B SRzt v, JF
S CBP/p300 51252 ARk 1) 45511, SRC-3 ) FH
MR AEAEE 5 CARMI AH B AR X IRAY, Ih&
¥4fi SRC-3 5 CARMI1. CBP/p300 K489, ix
BORE 5 AR AR A AE T, (R RE R
B SO A A4, BRI 5 R R AR I 4 B
B T 3 S T R W X L, FRIRE G — i 2 A8
Pt e PR S R I S R4 T AR AR S VR .

fi's

0010
p160

CBP/p300 .

A%
@’Eﬁlfgj CARMI

133
CBP/p300
p160

HEA LB

4

Hh
~—_ S

® RN A A

PG e ok

,, A A A A
Va4 wununny
® e ®

#éﬂﬁéﬂé’ﬁﬁl

PP P
CBP/p300 CARMI
s

p160 .

,, Aﬁk As\ Aﬁk As\
Y/ AV/ /4 /A A/ A/ A/ A/ aV/4
L)
fif Ak
CBP/p300 ee o, CARMI
Seee 6O

/4 ” wnnwnwnyny

Fig. 1 The modifiers of PRMT1, PRMT4 and CBP/p300 on transcription regulation
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Fig. 2 Sites of arginine modifiers on histone H3 and H4
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Gene Regulation by Histone Arginine Modifications”

CHENG Zhi-Kui, GUO Qian-Ping, WU Hui-Jian™
(School of Environmental and Biological Science and Technology, Dalian University of Technology, Dalian 116024, China)

Abstract Methylation of histone by protein arginine methyltransferases (PRMTs) plays an important role in gene

regulation. PRMT1- and PRMT4-catalyzed methyl-arginine is involved in transcription activation, while PRMTS5-

and PRMT6-catalyzed methyl-arginine is associated with transcription repression. Histone arginine methylation

can be dynamically regulated in vivo, and methyl-arginine is demethylated by “arginine demethylase”. Here, the

most recent progresses in the methylation studies of histone arginine were summarized.
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