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AR P S 1 T 2 T ) SR AL R 45 T
Xz —. A /NMET 4 B2l 811 H2A, H2B,
H3 F1 H4 F#R W LUK AR Z R et =L, iz a
1R | 92 1R | 2R LB Rk B R Bz &=
o Ol MU RS EIR B AR A, Xt
Bt e, B B G E R “AEa%es”
(histone code), #5155 L 105U 5C 1R 2 Bl AL A G 3))

AR 1 T AR B M B A AR M IR BORS Z R
IO EE2d S b, FIRAR Bl n] DURS e i A 21
AL A BRI RN, AT R &
WAk SR 5, AR BB 2R, el

2. FIHT S- I H 6% 2 1R (S-adenosylmethionine,
SAM) 1 Dy it 4K, Mt & R W BL K E mel
(mono-methyl). me2 (di-methyl). me3 (tri-methyl)
MM MR R IRBEW KA —F — WA &
M, e B IEAR A A AR B 2 AN T ERIE [V I/
02N 7 2 N [ 1B = R el R 1 T B L 7
¥, (symmetric di-methyl arginine, SDMA) Fl A %J Fx
— 34L& 1 (asymmetric di-methyl arginine, ADMA).
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H M 1964 15 R BLALER (1 0] LUt A 384k 15
WiJe, KEMALER I 25 S L Th e Bl it
1, U T — AR PE R L. IX L
AT an AT 3 I B A A B 1 R e IR A R AT pt T 5
M) G €8 7 25 44 DA B i 4 L R SR A (W AH DR 2R id R 22
X HEAFEIARY, (HAEENE, HEE T LE
KA REI T AR & A v LUE A2 R L 1)
A B, X I B A B AY) )0 35 44 TR g
B p53. AN 52 56 = A I AE AN [7) 1 st 2 R Ao
MR RAE S AAEMG, P ps3 (WAHN.IIRE. SETD7
flE4k p53 b2 372 A g 2 MR b 1K) — F Ak (1) A
K372mel, FI[l), ¥4iE p53 Mk ik, T B
1 SMYD2 1k ) p53K370mel & ifi 4. [ I,
PR-SET7/SETS8 413 p53 L5 382 A #i % % bt n]
PLR A mel Al me2 1& 1fi——K382mel H4 T £ p53
B SR PR B, K382me2 M 4% p53 45 & & 1
53BP1 (1) Tudor &5 fg3iil, HAZ Y pb3 4 ik
PRI, HIaT 3 B34 0 p5s3 18 1 A e e
BEWITERY, G9a i GLP 1] L1k p53K373me2
B, B 3 1R 2 11 BT 2 186 T 40 PR g
FHZ BT p53 fHMIE 0.

ERNER/ & RSN 2 A SR
Ko BRI (1 AR AL A 1R B FONS I ) A T 4
P48 k. it PhosphositePlus %4 22 (/i #k PSP,
www.phosphosite.org)gt it 45 R i LI 2], C4 kI
Ak 500 AN A U5 5 I 1050 AN IR
FEARAT . 6 H TR IE (1 A S AR R R
AR AT IHA0, ATCURILCL R JLANMRFE :

a. — MNEY BRI 2 AN s TG, A
I (1) FE AR L2 o, AR BT S REA
). ds M AL 9] 5 45 pb3 HE L, oy Ah ik AL
JAK-STAT {5 5 il i# [K - STAT3. DNA H LA
DNMTL FIl 8 H 4L 5 [K T NF-kB ] RelA W3t DL
NF-kB 15 510 i ], 125 SR 71 i 45 5 AN [F 1)
LD RAE . RAR e A0 3G HE S5 A i TiE ).
W], SETD7 nJ LLHJE4L RelA [f) K37 {7, 7E
JRE AR FE R 7 TNFo (P30S 1T 385 58 Rel A 5 AH G
FEEBF RIS A RE I SETD7 I8 ml L— F3E4L
RelA [f] K314/K315 fi7,, {gidk 5 HEIE 455 1) RelA
E IR, E) NF-«B 3G TER. 545, NSD1 wf
DL 5E1E RelA ) K218/K221 fi7, #03% NF-kB #
SEIEPEDY RelA ik ILRE W 4 SETD6 7F K310 47
— L LB i, K310med nf BLAgE 55 — LAk il
GLP L) Ankyrin 4B, MIAEE GLP

XF H3KO [ I B, e RELE e g i v RO
T NF-kB b5 JE (8] 1 3 08 i 00y 28 0E MR
S311 # PKC{ i iR 4k, I #i| GLP 45 & 2
K310mel I, AT S #E A DR ) Sk v,

b. AR & A s R A SR>, A
[F]—N il ] DAL 2 Rl A S AL iU 21
ARSFRL, AZHAL A A A HErRIT
REfS B IE AL B (MBS 17 B, BEGS ML 2 FPIR
W) i W Y- 2 4E b fF SETD7/SET9 Al EHMT2/G9a
|, SETD7 4 T & 1fi H3K4mel, it GE4% 14 1fi 20
SMARAEARY(R 1); 1 G9a B T 1 sti& 1
H3K9me2, &g iE ] LUE G 17 Fh Ho A 8 1 BT
y —AEBILG L, X SETD7 fiE AN [
JEM B 1, p53. ERas E2F1 LfRIf7 i 541
B H3K4 BT A7 s LA A ABL, R4 24 [RIK]
[SITIKme(R: K& ; K: BEM; S: 2%,
T: HEIR; me: HEAEM), (A AL SETD7 ¥
WAL AP FIARTE A IR, H AR G o] SRAIE
R4 B R AT R (RS e 1 A ARk 75 ZE S
i .

c. FFHEATFEMKYRABERS, HK
ZED TR AR E D T b —iR
T I 7 T B 1 AR T e A A, R T R
BT REN 2 FE1E.

d. WILALEE AT DU Rk B 1 A S S A 2
BALAE N, 45 8 POREE PR eV PR, G9a I
GLP, wJ L&A H & HHAL; SETD7 n] DL 4k
LAY PCAF. £ 4L SIRT1. DNA HE{L
filf DNMT1. LAk SUV39HL: G9a nf LA AL
&1 DNMT3A.

e. WELARABMERR T3 1k 25 7 sl S5 AN H) 1) £
TR R IEDhRESS, e rT LA “Helesliokit” 7
S AR SR P R AE M Th . X FPANE]
A& i 22 1) (%) AH B R 42805 R A2 B A (crosstalk). i
A P AHGAE T T A

2 IFEEZEAREREREE LR ELIZ

FERIRIRAE F R AL PR B 2R &
JE O 5 H 36 5 B2 I (methyltransferase, MTase) 45 #4)
W B ARG, B PRMT K& . H
HIARIAT 10 A AU B 15T, FLFL[R) 45 M 5 ik R B
HEAH 1~2 4 MTase 4589380, 1> g MY R4 X
AL AN RIX ML EARRS 2 R A B Rl 2R 5
A, ABEATER THEAAL S A B 2 AN RS = R A7
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Table 1 Summary of lysine methylation on non-histone proteins in human

x1 ANBRIFAEAMBEBRPELER

it FEAE AR AL 551 Iifig
SETD7 p53 K372mel N, Besfok, It amih, REE AR
/SET9 RB1 K873mel ¥ RBL 5 HPLAHEAEH, sk
RB1 K810mel J%5 RBL 5 Cdk AHEL/EH, i Rb Bk
ER K302mel BB, o
DNMT1 K142mel ROmRR e
STAT3 K140me2 LE il
RelA K314/K315mel {1t RelA B TFEME, I NF-kB % 53800
RelA K37mel LTS o0
FoxO3 K271mel EAFRREE, BRES
E2F1 K185mel ROmRR e
AR K632mel BSOS
TAT K51mel LTS8
MYPT K442mel OB, RISBERIL, H| E2FL FE5RiE v
Yap K494mel R Yap WA HE R, S Hippo {5538 %
ARTD1 K508mel {213t ADP HZBRBE 4 il T 5531 DNA $34%5 AL 1,
SUV39H1 K105/K123mel e T
Pdx1 K131mel SR
FXR K206mel SR
SIRT1 N 3t 2 M AT, il SIRTL 55 p53 AHEAEH
Sox2 K119mel BESFAN, AR E
TAF7 K5mel A KN
PCAF 6 MEHRAL 551 Pl
TAF10 K189mel A KN
B-Catenin K180mel AT E
HIFa K32mel LEE il
HIF2a K29mel LEE il
EZH2 STAT3 K180mel LTS o0
GATA4 K299mel AR EAER, s
JARID2 K116me2 A PRC2 #9%, M am LRSIt
ROR«a K38mel ROmRR e
G9% G9% K239mel EAFAHEAEN, SEWEK
CDYL1 K125mel BT EAEH
p53 K373me2 SR A
MyoD K104mel T AN
MEF2D K267mel LEE il
Reptin K67mel T AN
DNMT3a K47me2 EETAIAEA, SZEWRITER
C/EBPB K39mel e SR
SMYD2 Hsp90 K531/K574mel TIREFESWIIIE K
PTEN K313mel EIERIRSN 7 PSR I I DU R Ry e
ERq K266mel Bk
p53 K370mel SR A
RB1 K860mel B O AR A
RB1 K810mel WORREIR AL, € E2FL Festihth, RIEA AN
PARP1 K528mel TR A b G
NSD1 RelA K218mel/K211me2 SR
SMYD3 VEGFR1 K831 T LU
MAP3K2 K260mel BTN EAEH
SETS p53 K382mel T AN
PCNA K248mel B O AR A
NUMB K158/K163me2 AT EAEH
SETD6 RelA K310mel LE il
SETDB1 TAT K50/K51mel FH] LTR #3535, M99 cdk 5 TAT RNA £54
SETD1A Hsp70 K561me2 WA E R, SRR AU HAEH]
METTL21A Hsp70 K561me3 = E U EAEH
METTL22 Kinl7 K135me3 RIS RN &
GLP p53 K373me2 T AN
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Ab, AT DAMEAL AR 2 AEALE TR BRI R IR
£7 35 (1R 4 PhosphoSitePlus 5, i 1 300 4~ A
AT 2000 2 AT AU S E oK), S E IR
FHIEAAE AR, RS 2R I L B Mt B ALK
"-]:%){—i:

a. CRILIR IR R B LR K 2 A
A& ] - K2R M B (glycine-
Arginine-rich motif, GAR), 1% X 18 & &5 2 9 i 1)
T 5 L {7 A . RNA 45 & & 1 hnRNPAL.
hnRNPU. SmD1. snRPB %5 #f & 1 1X — A 44 1fiy ]
B PRMT B AT HERAG B, Gl Id 520 RNA 5k
R B AR, 76 RNA I Lk 72 b 23847 2h g
. LA 4n /5 DNA Fi 4516 & b R AE 1)

MRE11 1 53BP1 4 [1#8 % 1 1 1 GAR Hi {4k,
GAR R 22 1 H B A A1 ] 45 B e AT 134 5% DNA
P DX I B 1 S BB S

b. — AR AT DL AN 1k —Ff PRMT B B fi
k. #iltm PRMT1 Al PRMTS #B 1] DL H 4k SPTS.
ASH2L Fll E2F1 5585 11, L 43 P i g vo] 48 2 A [+) o7
R, R PRMT S5 BT JEC 0 VR0 1R R S PR 22
T SET Kkl

c. PRMT M &%/, {HER T PRMTI10 4h,
PRMT1-PRMTO # e 6% fh£b | E 4 A 1 RKS 24 IR FH
(% 2)t4, K51 E PRMTL F1 PRMT5, 324439
C RBLT 25 MR 19 AN R E (s, b
RNA AHCHE A .

Table 2 Summary of arginine methylation on non-histone proteins in human

x2 ANRIFAEAMBRERPELEN

ity R AR (LT ke
PRMT1 Sam68 P3 motif 280~ 33%a kA, A HIV RNA [ 5 H
MRE11 GAR 554~ 680aa (P4 02 vl oA é
53BP1 GAR 1319~ 1480aa DNA WiZdfs & e 52 1 4L 4 )5
BCR R198 i PIBK {5 Sl %, {eit B 41k
ER « R260 ¥ p85 Al Src &84, % FAK
TAF15 RGG repeats TAFL5 WA e 7, IR R IL
RUNX1 R206/R210 il 5 SINSA 44, AR RIA
SPT5 R681/R696/R698 5 RNA RGN AE) T M6
DVL3 GAR motif 46 Wnt {7 558 %
FOXO1 R248/R250 FOE AL, BN ER 1 PR E MR SR
PFKFB3 R131/R134 B AR E v
E2F1 R109 i) PRMTS X A&, (24 a8 T
FOXO01 R248/R250 B, BN RS E PEAN SR
G3BP2 R432/R438/R452/R468 WS DVL3 46, Hmugit
TRF2 R17 VAP SR 1) K B2 R
EBNAL 325~ 376aa ESURI &  ThE)
SLM-1 GAR motif ik H 5 RNA poly(U) 45 & fiE
BTG1/TIS2 K50 W PRMTL B ok
Ash2L R296 EN
IFNo/B IC domain S|
ILF3 C Ui X 42k EN
SAF-A 778~ 793aa EN
CF Im59 C i X 1 ES |
CF Im68 GAR motif ES |
hnRNP Al R194 ES |
SMAD6G R74/R81 i BMP {55 1l %
HNRNPUL1 RGG/RG motif HABAHTEAEH, 442 DNA 5185
Smurf2 R232/234/237/239 BEPENE, AP TNF-g 5 5%

PRMT2 ER « AF-1

AN
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k2
i AE4LE AR BN £ Tifie
GST GAR motif AR
PRMT3 RPS2 GAR motif ES |
PRMT4 CBP/p300 R2142 5 GRIPLAHEAEM, EEA TR, JEEEE
Sox9 HMG domain Cyclin D1 & PR3 1A F0 40 Ha J&] 31
Hsp70 R469 FAZE TFIH, #kiam
SMARCC1 R1064 VAP REIRIAEIE YA Itk 4 M 2T 7 AN
RUNX1 R223 5 DPF2 B.{E, il miR-223 (IR IA
uic PGM motif ES |
SmB PGM motif AR
SAP49 PGM motif EN |
PABP1 R455/R460 ES |
CA150 PGM motif 5 SMN 454, 115 RNA B
PRMT5 SPT5 R698 Wik SPT5 5 RNA ZE4-1 11 FAH HAEH
EBNA-2 R325~ 376 25 SMN 104G, L E RIS
RelA R30me2 WoE NF-kB i, AR A
CBP-1 R234 N DNA U055 R i B g 1
p53 R333/R335/R337 SR8 T AR 1) e PR PR S
PDCD4 R110 Jih e 40 P 184 i
SHP R57 TWEEAFUHEAER, iHEEEIs
SmB GAR motif A 53 snRNPs (1412
RAF R563 /> ERKL/RK2 ik, fedl fasrib
EGF receptor R1175 W0 Y1173 @A, #1155 SHPL, FAMK ERK fiEHE
E2F1 R111/R113 R ENE, B DNA Zi6ihtE, sk REE
EBNA-1 325~ 376aa B 1T A 5 A7
HoxA9 R140 2 R A i 9 R R IR 1 53 T ELAM K38
SmD1 GAR motif ES |
SmD3 GAR motif AR
CF Im68 GAR motif EN
Ash2L R296 ES |
MBP R170 AR
PRMT6 Pol B R83/R152 Hho DNA RERRG M, feilbiAEDIskE 2
HIV Tat 49~ 63aa A e AR
AR AKt 585K IRIBER AL, PhZIRAT AR
HMGA1la R57/R59 ES |
PRMT6 R35 ES |
PRMT7 G3BP2 AT AT, i G3BP2 5 DVL3 44, 1N LRP6 ik
DVL3 GAR motif 11 DVL3 7 Wnt {55 1l b 16
PRMTS8 PRMTS8 R58/R73 E Nl
EWSR1 RGG repeats AR
PRMT9 SAP145 R508 BV AR, A AR

d. 2R H AL 1B 1 5 FAR AR 6 2 8] B A7 A
ACTARHL. EXAHMEE A T EEX RNA L ek

SEAf. DNA #5305 16 55540 MW sl A s . HoAk
[ A PR 25 IR T B AR 1A (0 24Tl 1 i
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3 AR ARZEMRZEER

AT, BT D) RE R AS A B B 2s
R AGIREE G, XEAEM IR,
FHE R, P= AN AN N THERAT 53
2453 B F A B M S5 A R 2 TR IR AS BAE .
31 BEN-BFENZEER

SR S  UANE, FFIEE
AN 2 5 ) AT PR BT, AT A R A o — M
i, TR S AN R A A TORINZA i, IR B AR
AN ) E R R RAB A 0 A8 LA 3=
TR AAEARRA A FE M A 2 W), B A1 B
Wi 5 1R A A2 18], A5 LA p53 A& (1 A, L B
370, 372, 373. 382 fydfyn] R A — AL al —
BB 50, SMYD2 4L K370mel 1 il #E 5L P
(P53, {H K370me2 AT LL4H %5 53BP1 4 (14t ik
p53 FEL P AL, I HAX P RS A A AT LA IR A (1)
K372me2 Frdiisl.

7 53BP1 454 p53K370me2 LA4h, L3MBTL1
M PHF20 & [t v B3 ik MBT (methyl-binding
domain) 45 14 45 3 1] 12 )] K382mel F1 K382me2.
L3MBTL1 4 7+ p53K382mel £ 3 i Ik X % i 1)
U, PHF20 45 4 p53K382me2 N4 Fa5E p53 4
HERE DR e 9. AT i, PHF20 B[ k&
— /™ Tudor 45 K38, %45 F 3k TR 5l K370me2,
M T B N % A AL PHF20 43 1 5 3
K382me2 (1) PHF20 43 J% i [l 5 — 44, thififid
Bk p53 [ #E BT IR T, p53 2K [ KAk 2 A (1)
crosstalk HLEIEE . T — M4 = 4%, A p53
Dhae Z ALt 7l ge.

32 HEL-BEBRUZEER

AL E R b I S IR A 2 TR 1R 2
HAER R HETA IR IE A e 2 1) —MhiE gy L X
PARMEM IR R 2 KA TAHIE N 2508 | 2 RS
WL | KSR, ALY AL SR AH B
Hes. Elnd sk R 7 FOXO1 nf LA i i AKT £
S253 f R fh, (2 ol 40 M A 1) 40 i i e 7
HETZ A S B BRI AR e EUR I ERR,
PRMT1 nJ UL B £ 4k 15 i FOXOL [#) R248/R250 i
A LT S253 R AL & A, TG 5E FOXO1
1) H A8 Pk R S 1, SO R T
SETD7 ] LA 4k JAK 15 5 i i#% X -+ STAT3 1)
K140me2, $MWi Y705 [FIRfIR 1L, 74 STAT3
J P,

FEACh 18 VB AL I A 2B AE AT AE i UL 28 4 0
(SBMA) 1. AKT b 2% 52 1k AR th S792 (1)1
R4k, 5 PRMT6 %} R787/R789 [t Ff Kk Ak 41 H. 40
HiE, AL S RE 41 R B 11 RBL & — AN EEZE K b
AR 7, LR Cdk e B I 4 Sl 5 i 1 i
JA3). 7E DNA #i45 k A0, SETD7 mJ UL H 54k
K810 7, FHAS Cdk %} S807/S811 [k tk, T3k
20 it 31 BH 0.

FH AL S R Ak 2 TR ) A8 ORISR T 5
HOAMMIEE, dRBEEARMEREMNE. X
DNMTL 1 i %5 mlt o2& 5Ll 2 — . SETD7 H K4k
K142 {7, fRgEILREfR, 1 AKT X S143 FIREIR 1L
IR A K RER. A, Wong 525 =
RILT NG T 40 W DG B 5 5% R Sox2 A7 LM i
o7 RIS T4 o 40 L, SETD7 FH AL
Sox2K119, i Sox2 ¥z Z b /K 1 3 hn 1 iy i 13k B
fife, TUAENERG T 40 B 4ERE B & PR, AKT XY
Sox2T118 IR EM i =5, Al Sox2 B HKF
FERSE, NI 5 e M A R L 122,

MR, ML SRR 2 TR A AR A — 2
FEFSPL. AT LeHoE BRI 2 B “Jm
DL A, FEURRPER. A i — AR E
7%, R A & (1 PTEN A] DL SMYD2 7E K313
AL FEEAAE M, B MREE T AKT % PTEN &1
S380 MM AME M, PRSP RAE R, (ks
AR, MRS HAE PISK-AKT 155 8 % (1)
JH R D e, N R AR KT VEGFR-2 (1)
W 4h ko K1041 47 v] DK AR FE S B I, 1K
— X T Y1052 A7 ¥ 1A Bl R AN DL R SO 1 I
WP R HAT, B A AR 2 ey
R 328 PR 2 R B IR A A TR LA LI AN 2, A
] RE A2 A e 1 5 A B 1 T B R A %k
FEI.

33 BEL-ZEBUZEER

M EHEAS OB A8 BEAE A
ZIARIE, TP RE T DA [R5 5 AN [
frmi b, PtsEm T A2 M2 A JEd s B
b - AT RS A T AT R, X B 28 AN [
k. SETD7 fifk (1) p53K372 HI LAk ] LA in Hi il
1T K373 F K382 L1 ZBEAL B 1™, Z kALK
P16 B8 N A R A 2 Gl Rk 8 0 ps3 5 £ Ik AL i
p300/CBP &% Tip60 HIAH HAEH 511, W] ek
i 5w 2= WA SIRTL 5 p53 145 & it 1.
I3 M TR MERER 32 4K ERa F] BLH SMYD2 &
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K266 fi7 LA, i L 5 G 10 5T 1) 45 & Jon) Bk A
(R k. ARAEMERC R IR, K266 A7 (1) HT R4k
B 2 LA LSDY 2:Bk, MM 14 5% p300/CBP *f
ERa [H] LAk, 3t LA s 29,
34 RXXZEERA (trans-crosstalk)

IR = AT EAE PSS R AR AR R R R
(17, LSRR A I AN RME I 2 ) A8 T A
RATIRIE. 7 4 01122 H2B iz =AM
A LLSS I H3K4 R H3KT79 1 . = LAk & 4.
X F AR B 11 1 trans-crosstalk, #1401 Wnt {5 5 il
BHESES. Wt EO T 4G 2R EA
Frizzled 2 LRP5/LRP6, 4 p-catenin {5 5 il %,
UL, WM MAZRE. ki,
PRMTL/PRMT7 {1k i% (5 5 % I G3BP2 [ L
)2 Ar sUH 4L, TR iE GSK3 4 1) LRP6
S1490 iRk, Fos p-catenin A A, 1E % Wt
{5 510 % 0.

4 BRENBITNEELEYFIIEE

LA 111 H AR 4 22 Fh 4 i A v B
RFEEEH. ST 08K RY LB e
A DNA &l /#5185 . RNA i L. 4
JAA B Gt T e 1 A, AT G LU LA
J7 THI A4,

4.1 ‘BEERBIZRER

ESPRiR T N A 1 M 6 X e S DI R i <)
TE HLAT (R0 2 R B G 2 R e A, AL e A 9 L 1%
JF BT AL P F RS A 1T DA SO A Y. B 115 (1 A%
FUENL. SR EE R Bon, AR H EAE M Hsp70
R p53 R [ AN AZ Rl e o A A, i
AAB G Ji (1 2 15 ) = AR A A% R R Th e g
40 ffe b SETD1A i1k Hsp70 25 4 K561me2, 11
A5 Y Aurora B U 25 £ I 38 o 030N v 1
PEE T R 41 P ) B B P, PRMTL A8 4 5 3% ] 1
SMAD6 R &R AL, I G #E 5 &
JE A 6 () 3L PR & 1k ™. 7 Hippo 15 5 il &%
SETD7 A4 SN 1 YAP K494 fi7, {24fii% &
FIEM TR, P LR AL o IIAZ 6 N5 5,
4.2 EHREEM

ARz F A S A R E S S, M
F R 1 R A A U DU B4 58k TR 1 R IR AR e 1k
Rt ®AIC & 5% T LA A KB F . ps3.
FOXO1 1 DNMT1, 5 4bhit 4 SETD7 /i T M
FOXO3 HIEALAE. 17 SEBr bt A7 R 18 27 i 2 R

FHBE AL AT 3 AT T B A A S IR A G R0 LA
ZARTE 1 ROR« A B EZH2 7545 38 fir (h) i % I
— LA B, Z1E1 A Culd-DDBL 2 2 % #: 1
P T E A AL, MIEiE T RORa 2 11132 %
B fig.
43 BHRIPE

YR IR G B 1 R B s L N R IE, Tiie
A0 1k 50% k40 g 1 () TR A A AR T8
B B BT AT EVEN ) p53. NF-kB. RB.
ERa b, MAIRZ HEN kN 1723 T FAA
B . Gl s R F E2FL, A0 40 i R 3
S0 TR DNA B30 NP R AR, HLERE
W55 2 PP R R A A OG. WFSEER M, Ak p53
B AN, SETD7 #E4L i) E2F1K185mel
HEWFH T T E2FL B, PHIE T DNA 45845 I
E2F1 &5 1 KP IS 0 LA SRR T EE R TP73 [k
T AR AL T K E2FL R S Tk LA
AL, 71 DNA 05 N (2 b 40 i =, 55
— N TE AR T A T B T R A R
NUMB {5 1] LA SETDS8 7£ K158/K163 iz — Fl &4k
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Abstract Non-histone methylations on lysine or arginine residues have been proved to be a common fashion of
post-translational modification on proteins. The diversity of methylation on different proteins or different
modifying modes, such as adding one, two, or three methyl groups, dynamically affects extensive biological
outcomes, including gene expression, protein activities, protein stabilities, DNA replication, genome stability, RNA
processing and so on. In the manuscript, we summarized the features of protein methylation and recent progress in
non-histone methylation modifiers, identified methylation sites, as well as their corresponding biological functions.
Particularly, crosstalk between methylation and other types of post-translational modifications and advances in
defining non-histone methylation approaches will be highlighted.
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