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[ Abstract ]
trogens of arginine within polypeptides can be posttranslationally modified to contein methyl groups by
PRMTs,

modification implicated in a number of different cellular processes, including RNA metabolism , transcrip-

Protein arginine methyltransferases( PRMTs) family is familiar in mammalian. The ni-

a process termed arginine methylation. Arginine methylation is a prevalent post-translational

tional regulation, signal transduction and DNA damage repair, it also participate in regulating protein-pro-

tein interactions. The deregulated levels of PRMTs may result in cancer, viral pathogenesis, cardiovascular

diseases, and so on.
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B H LA A 18 7~ 43 S- iR HY 4 0B ((s-adenosylme-
thionine , AdoMet ) F17& 1 o
1 PRMTs

TEMFL S L R 20 Hh A 1% 1 35 D] G A F
REREEEY . FIHRTCNIEE 2%5E T 9 MdELsiy
[ PRMTs, Jf % B8 rp 7 b il AE £k F 256 3 DA
AdoMet F5 72 FIKG AR MEL A |, 74 S-Ji W] Y
22 Bt 24 iR ( S-adenosylhomocysteine , AdoHey ) 1 Hi 3%
Fa R, (H 1 AGIESE PRMT2 1 PRMTS A I 7
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PRMTs 415 H ™ Az 14 Y HRS S BR A R AN ] 7
g4 FhEERZEM, 18 PRMTs %4945 PRMTI ,
PRMT3,PRMT4 ( CARM1) , PRMT6 FI PRMTS, II #Y
PRMTs F % fJ $f PRMT5, PRMT7 #1 PRMT9
(FBXO11), PRMT7 7 &7 Hi T %4 i 114 305 Pk, 76 -
SERRE G AE TR 11 D0 RE A 1k B P R 2 R
( monomethylated arginine, MMA ) (19 A= i, {H A 4k 4
AL FRPE — B kS 2 R ( symmetric dimethyl argi-
nines ,sDMA) A= i, IV AU 22 4716 T BERE b Y
Rmt2 , 3RS 40 AR KOFAE 1 20y, 5O iR
ORI JEC 7 % B 40 6 e LR R S SR 4R
BITERTFL S AR S A VR e, 1,10,
I 7 il A G R AR i (B ) RO IS SRS 7- R AR 1
SAL, IV B A A RS =R 19 & 0BT Kk A B T Ok
R T IR ik A MMA A2, SR )5 T 2
PRMTs it— 25 AL AR X B = BT HER 22 (asym-
metric dimethyl arginines,aDMA ) A= Ji%;,, [fi 11 %4 PRMTs
ML sDMA Az il T PR AL 2 1 SO 2 R sk Ak
UL E SRS, PRMT2 5 PRMT1 A7 # K i) AH A
P EBA SCHRARAE 26 PRMT2 BAT B 75 25
T TE SN S R TP BE AL A R 2 vl 0 A, KBS 2
fig B V. 24, i 4 75 ( peptidylarginine deiminase 4,
PAD4) fdi MMA 5 JNZ IR &5 5 JF B i ks 2 iR, 1
PRMTs 855 2 IR HY SL e R il 25 25/ TS s s 3 410
AR R R H A o PAD4 FLRE Al B Y SRS
FIR KRR BAL To R, LAl B P Rk 22 Ja] 13X

MRS 5 e T At TP RO TE R 2 — 2T

2 PRMTs iKY

KW LI 1 F5 GAR (glycine- and arginine-
rich region) A5 5 51 (1% 25 1 5t PRMTs A A i 42
Fro BRI, 382 5 A0 DG T I A 12k e 3 ok B 22 1Y
M7 B AL SO ATE GAR EA 75, 1 Bl
H1f) PRMTL, PRMT3 F1 PRMT6 3 % 1 3 {345 GAR
HHFHINIEY . PRMT3 GeH 34k & GAR H:f Ty
GRS, UL RE T Ak 55 R AR 4B 1Y /N it 7K ke Ak
J¥50 . SR PRMTA K132 30 0 & 7 B ) e S, B
A S T WA R T2 10 W] FORS ff iy HY R
IH 5], 1 ARG ) PRMTS Fi1 PRMT7 fig fif
GAR A FFH NAMR IR Y & A AL, IR HE
22U E IR W) AT RE I B9 GAR LA ¥ 31, U3 b,
Cheng 25" % 31 PRMT4 1 PRMTS A fig i B4k PGM
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( proline-, glycine-, methionine-) X: 7 % %, [ &
PRMTs (%) %5 5 1 v [ , 8 0100 TR0 2 1 1 25 i £
I AN, JHC 455 6 95 i B M 2 11 (myelin basic
protein, MBP) " pt4h, i 1 ff FH HY 34k f9 GAR 4
SHUAT S Y% E T T 200 Fraiflp B S L,
KU R P A BE R iz MBS i 7
{IF Hp SAR Z A AR A, 4615 545 5 Fe %
PR RNA 1L DNA 552 AN % o K=
iR Al — b 32 A 0 =X 4 3 YRR
P 1) 2 1 5 R R o v T B O 2 BT, I
MBP Fil RNA %% 4 25 4 ( RNA binding proteins, RB
Ps) %1%

3 RERFENATHMEITE

3.1 RNA R#fitf2  RBPs e 5 3L R
R HEEAEA], Bl 5 RNA A EAE R 57 240
fIThRE. RBPs 25 RNA 874 2 RIFTLIER T
Y il RNA 215 AERF RNA (R AR 40N
FE LR 1 A RNA AR &4 i, RZ4L
A S M S AZAZ B AZ 2 11 (hnRNPs ) £33 GAR LA
JPANTm s PRMTs 2 /E T8 AR, & &R 1F
% RBPs {5 R IR AR A A S . ZFh RBPs
Foh 345 Sam68 7 A AR AR FH 3L AL I 24t BLAS 1% 2
AL, PRI oG 2R Y AL PT B A X > i A v 78 Y
— PR {5 5, RBPs 1) F AL RE 55 5 H 31 Ay
/A & B (snRNPs) Jil [l MREBE 2] A 1pS2
PRI F AR 25 S OR300, O HLRE S i AZ A A 10 4=
Ya e 52T RBPs 5 14 037 5 RS 0B 5 HE ) A
M, ERERZN RNA 58 H B AH AR . K2R
5 ER A E TR ) 5 R R FRE R RBP 5
RNA BEBRASEAN ) AT LS ) i1, AT AT LA 0
ZIR W BRI RNA 525 B 5 2 6] i AR ELAE H
Fa &R N L5 sk M in, o] BB A RNA ki
] R R A N2 Sy o SR, K = R Y AL TE 2
REEHEE B RNA 5 %¢ 5 RBPs /945 5 1) A 15
UE

3.2 HFGAYN BE 1967 ik A EHZH
FREG W IR W), B E 0 4 & PRMTI,
PRMT4 Fil PRMTS I o 426 (1 B PE S 1 4
REIR Y 5L A 1 e s OF b B 2H 25 B 4 A%, P53, YY1
(Yin-Yang-1), NF-«B %5 ¥ 5% [H 1 G€ B B 55 4k
PRMTs % J 8 F X 48 . BR 418 [ Z 4h, PRMTS
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W BE I AL LB TS 7 CBP/P300 L) f 7 St At K [H 1
SPT5, HIV Tat il hnRNPs, 342 i mRNPs )£ 3
PRI G 22 1R YRR A A 3 e 3t A A A A R e
JF LT RE S mRNPs 140 20 Fid i [6) 25

PRMT1 1 PRMT4 XU A il o v] 3 B0 2 3L 1A
Tk s, Hi s CITED2 JEP . CITED2 A iy
SRR PEHCH STATS 12 A PRMTs i 80 AE 1 .
S M B R CITED2 3 [F & STATS, PRMT4 £l
PRMT1 B 4% F F 1 ¥E 4R, STATS fig 55 PRMT4 FI
PRMT1 454, 3 HAE 2 Ff PRMTs i3k [/ IR 4% 5%
B
3.3 GEEE ETMBER TR I R
A PR P o A R ) A8 A LA AT AR
HEEHAEY Y IIRE. KR A X SeA H.AE
FHAR BELAG 308 (2 #E1F o dlad SH3 25 Bl 57 1
AHELAE IR A 2R PP A A > R B, T 1 WW
( two-tryptophan domain ) 1 Tudor 2% f4) 378 73 B4 AH 5.

TN R SR Z R o FE 2 Sk i, R ARG

R P IAL T LIVE N TR Z 4T 40528 40 i
AT Z Rt 4 A4 K A T (nerve growth factor, NGF)
N R A Sl iU TN B 1 B R = 3
Yo, C e B TiF 2 REZ MG S E
1% PRMTI fEZs 4 T B0 3 32 1R 9 40 R 1X.
g, MG A 33X A G0 vh 5545 5 e AT A B — Tl
Bt 151 T 41 B4 B F (nuclear factor of activated
T-cells, NF-AT) 342 & PRMT1 1E F i #245 , NF-AT
AT 7 NIPAS 75 PRMT1 AR T & A4 B RRAL M
Fifs F AL (il NIP45 Fi1 NF-AT B 25 55 454 5 038 4n
M Tk . PRMTL BEf#{L STAT 7& Arg31 |-
R AARRTFRIE AL 3 Bk BUORS R R K1k
HEFH.1l: STAT1 5 PIASI ( protein inhibitor of activated
STATL) fy 3% £, 2 5 15 STAT6 ) 1 fE,
STAT6 Arg27 F LAY i) 1 -5 2 STAT6 i 22 R
RRACAE R/, JFfd STAT6 ANREAARZZE G DNA,

3.4 DNAf4H  Boisvert 25 "JIES2 DNA $i451&
B MRE11-RAD50-NBS1 ( MRN) 5 ASYM25 (—
FEER aDMA HL4) L S, s A0 — Pl
A RS &R . il XM MRELL (1) GAR 3f
A FH0 T DL 5 PRMTI % A A 28 R 46
MRE11 8 FAb A 5210 MRE11-RAD50-NBS1 & 4
WRYIE . SR, GAR AT 3 47 vhoks 2 B2 1) 5 A2 il
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MREI1 PR RN 1 #2255 , 487 R 2R H 351k
AEVESY MRELL gAY 75 P, GAR oA 1720 1 oo 0 45
K2R B A T I 5 MRELL 7645 5 N H Y
T

21 i JE B 455 i I R 40 I 18 52 DNA 34453 )5
— Tt o E , 0 AT A SE 2o WA B E 2 i
DNA s & 2 1k &k &m0 120 I H 3E 4k 30 1 57 5%
PRMT1siRNA 2k (%) 4t ifs /£ DNA 451 35 J by Hh &k 2B
Z 60 F SO A A A Bk ), 7% PRMTS 76 DNA 5}
FEFEETREEZEEN, i — kS MRELL-
RAD50-NBS1 & &4 2 HEw) .

p533 4548 H 1 (p53binding proteinl , 53BP1) j&
DNA Fii ik 25 sl 9 05 — A i 5 3, et m &
GAR HAF4, 3 HEe 5 H & Tudor 2545 AH H.4E
FLHED 53BP1 AR AT /& PRMTI s # PRMTS [ —
Pl . WFFER B ,53BP1Tudor 45443 i 15 41
B R SRR 45 A T A DNA 535 67 5 11
B, #2758 DNA (145 5 BB 5 5 DNA #4952 119 k0 48 M i
S E M H3 5 79 i F L R A S i
53BP1 A5 UR Y H AL AE 75 5 5O R I AS RS M ) 75
HE—HHIESE
4 BEBEFELATEARSEARZEAMNEER
1R

KR P IR IE M AT R A R S R E Rz 10
FOARTAR A nfl GAR F PGM 3645 31 3 5 &5
Tudor Z5¥38 40 HAEH .t PRMTS {4k ) SmB 1)
AR PE B AR AE X T e 45 SMN, SPF30 Al
TDRD3 ¥ Tudor £5#4380HH B./F FH & 75 1. PRMT4
AL CALS0 AN Fr — H Bkt 45 SMN (%) Tudor
SRR P — AN . MR P I E R T
58 B AR A R v BB T X M T T
1 Sam68 1 —F i #2 85 H RE 45 & 2 Fh A0 45 SH3
MWW G5B HE F 5T ., Sam68 4B il 2 B2 5L 1Y
K s MR R P L L BERHL IR 5 SH3 53 45 &
AP IR WW Z5F93 45 A4 . P300 f) GRIP1 £
A KB 5Z PRMT4 (3815, 4178 (1 H3 7E Lys4 [ty
A 364k o de o AR B2 5E 8 1 1 ( chromo-helicase/ ATPase
DNA-binding protein 1,CHD1 ) [ X 5 4% £6, Ji 5 42 {1t
15IADL A, PRMT4 BEf# AL 1 H3Arg2 & /f H1 3%
b, b B b Lysd B3 AL iy LW 4E R L
CHDI1 PR F 5 Hph Lysd HUEABFEA 4 £ o
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5.1 BB T MR AL g S AR OB 1Y R
DR . PRMTs 242 52 R 1 2L 0 F, IR J2 3 2 fip
S ERGE R IE LR . AR, BIF ST R B ok
PR PRMTA 5= A 32RO 89 A 2115 47 i e A
KL LR, A PRMTL il PRMT4. [f] B
REAI 11 E 9B 2% R VA R 2 A R 1 B SR T . )
Hh, 24 PRMTS jof JB 23R Iy, AT 38 o 44 o ek 9 4100 4 420
R AEFEARAASIA AL A A0 AR K, R BT
TPt 7 407 A0 T 285 O TG S — S ) i e R
I BRI R AR PRMTs Jot 510 36 X sl i
SR (A S 5 Uk B AR 1 o e v g R T
Rt £ 1 o T 4k . A, DNA i f5 18 52 il
KRG IR P A S MR R R R R Z — o &
XS SR ORI Y AL R S B Y
AFRENE . [RIRE S B BE 580 | R )2 L5 0 45
i, AR Bl A O 5 A Y R AR AT 6 TR
G AT SRS e Xt S W PN ETE Y
TBITAREE

5.2 whaERGAER  HREWT .S HZH
O IMAE R GEVE T AL A — 28 AL & (NO) 72 9 B2 4 i
i TR — AL A S I (NOS) G i, MMA il aD-
MA 2 A NOS B 5 PR il 7, AT ] NO £
B, 8 NO/NOS G j# 4 AF B it NO 45 Jsi 20, A
TS5 L4 PR R ) il P A 1T 2 S Bk i R A AL
FAEAG 2R 1 B K i o A B SR A T S B kS A R ik
o WERRS AR A K/ i Z R 2 R — P AL
FoK f# B ( dimethylarginine dimethylaminohydrolase ,
DDAH) #= 4, &4 7 /K fit MMA 1 aDMA, NOS X%
i v VP RS R ) 490 1 2 I ) 42 7 A B 4 ) T LA
SEL AT RGPS . 1 H aDMA KF-F+m ik 55
LG v 0L B PR 9o 55 50 ok ok A A 1 14 £ s PR 47
TEAHR KRR o

5.3 AR AEBEHFEREFE (human im-
munodeficiency virus, HIV) Jz 2 i 76 & [ ( transacti-
vator protein, Tat) J2& 1 515 % & 1 4 & Y AL AUORS =R
0 HIV 85 1, 8 H 50 28R T kA ) 4 ) o T 2
HIV 56 PR 26 4 108 ) 41 K5 2 R Y 4k 1 385
FTLAPR XL HIV e o I Ah, R 28R F Ak
il BERH - T B REMEIT 42 (hepatitis &) Jp 2 A 2 il ,
$7s BELAT F AL PT L XU S0 s 4R IR . 55

538

Hh,STATL HyHs 2 1R F 5L AL il ik JAK-STAT & 12 1Y
AT RN MR R h R AR, KB C
RUIF 2895 B (HCV ) Bl EHE )5 5 PR /)N BRI R e A8
HCV 195 A4 52 5t 200 o v TFN-oc i PR 7 38 38 D
Do IKFRAF T AR B AR S TR O IR T
2A FE IR KR R A STATT Arg31 fY{IK Y
HEATE B, 32 75 K 2 R WY L A6 T BE B A U B
YEM .
5.4 ZRMRA WOl S Sy |
U, M ER AL VItB12 25 i AdoMet 7 4y fifr
TR, P b = R VitB12 # 5| BB aE Sy,
MBPs {045 — > H i) sDMA |, H 2 5 HAB i AR OC 1)
A R R FT PRMTs 7E4R 0B B9 fEAAE RIATI AR 02
ARH . MBPs 14 15 7. 22 1 FUE 2 R P AR 2 %
PEREAL Fr I, 32705 K5 2R % I 18 i 13X Tl g
g ER A 2R I IEAR Y MBPs A R 78 24—l
H S Pis, 5 LLBER A H BEAE Y Sm FIFRJE R 2
SRS
5.5 AmimMEMES  EREREPENLZESE (spinal
muscular atrophy , SMA ) J& — Ff & YL (0 {4 & M 15t 1%
Jg, 1T SMNT R DA 0 ke 2k sl R 22 1h 5 | 2 9. RNP
BERCTT ZHG 2R AL SMN (92 5, 50 1t
Z SMN ¥ SEUS SR R, IR 1Eiz shif
2R I SMN X T mRNPs (545 4% 48 F1
PERRTEY Y o BRIIT, SMN Tudor 25 g S 1 5 58 7%
CLZETE SMA Jig A 25838, UESE Tudor 254438 )2 4 75
), SMN Tudor £ #4185 B8 5 HH FALKE AR 45 5 , )
HLAE SMA g A Sk 51 40 il 43, 7 sDMA [ 25 1 5T
R ASR IR ENL
6 RE

K2R T AEAL O WE ST i Ak T A0 B B, B AR
P20~ 0 F RS R TR B 1 12 F F AL 2
{OEQERGEEIRS I U iR 7/ DR S R L 0 /A AN
GAR A 751, Tudor 2544 3 FUHT 1 45 1) 0K 45 3]
YOE . KRR EMLRE R B E B S B A Y
MEAER, IR S Sl fh 78 Y 5 58
P& R FLRT RETE TE 2 (0 40 M A5 5 b b R 4 EE AR
Mo 5351, PADA [ BARDIREFIVE FH AL 75 20— 20
PRVT, S YV BRE AL 5 s 760 JHC At 2 i 1) O 28 o oK 1)
B, Bl RS 2R Y B P S IR, o5 S 3120
F FB AL R A 0 R S S AR ) SR B
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