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H AP PAT A DI RERY FEAR DI RE T, HR
IR RE I K A% 3Z ) Z2 B0 K 3R 1520, B Qi PR 2
FUBL BB S B . 2450 M, fEEZA
YIhAEAE 300 2P AR 1 BT B PR 5 181 (post-transla-
tional modifications, PTMs), PTMs il i A al &k
et iy Jr B iR e 1 & 3R

A BT ARORG 2R R LA 2 A o AN A i A v
W AETE BB G 1M . 1967 4F, Paik PV 14C-S-
B R 2R (SAM or AdoMet)bRZ&sEuy, /N4
i B A0 AL 1 P OB SRS R Y Ak . BEE R
EHARMHE, HAtC B AmREETH 0.7%~
1% HY AP, i Ak 35 B 2 7 1 6 B R 2 T A
R W FLHE RS 1 (protein arginine methyltransferases,
PRMTs).

HEAY A 3 POk IR P LA i L
AL K5 @ BR (monomethylated arginine, MMA), AXf#§
P F 3L AL KE & 2 (asymmetric dimethylated arginine,
aDMA) F1XF F% M — BT 5E b kS 2 R (symmetric  di-
methylated arginine, SDMA). AR #i i ¥ 5 T4 &R
FALZEAL, PRMTs #5500 4 25(1, T, MAIIV), 1
%l PRMTs (PRMTI, 3, 4, 6, 8)#E{LTE i, aDMA; 11 14
PRMTs (5, 7, OHEALIE K sDMA; Hif PRMT7 if 3
B A PRMT RBYRENS, AEALIE R MMA; IV A
PRMTs 7EFEE: gl &k #11Y . PRMT2 Y I 2 430 K
BRI K =R — W B R AR I RE R 2B, X
PR = B Ak R X PR = H A 2 T oS (] AR
A, X EMAE AN 0 A 2 SCRR BRI
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Js 0 40 1) A 2 T R PRMITT 22— 26 SAML K
) LR R, HE SAM 454 A Ab A — 4 4015
SFHIEEF (motif 1, post- I, motif 1T, motif IT)F1—
AN BRI ) Thr-His-Trp (THW) loop!'® ', FE#& /> 2E: 4y
AL R A PRSF

G R 2 R S s Y IR, PR HL A F L fir,
REJE &8 . PRMT1 /EH TR 4 T Je I8 i o ik
TRIARES, Bl Ak S A IS I B — H Sk,
SR AN 23 A R R B P, (LR AT L3 i Uk
GO TE R, (LS (R A7 BELRTE K ik LA R ek AR
AR =Rk, NI 5 R A T /e,

PRMTI1 #16 T0E& MR+, SISHEN
FMAEHE A (K 1), PRMTI1 22 584 E 1 H4
95 3 (A ERR (HAR3), HAR3 BRI FRME — B 34k 4
0 5 PR e 3K, T 292 7 S AB M B A8 Sk G RR M
AL R, DU TR 52 4 AR S A Th gt 141,

WFER S

PN TN
A4
A4
PN AN
/NER

/NE
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/NE

NNl
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N4
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PNl
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Glil—> {4410
STATE—> A fk40)
PV ey SN
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K1 PRMTI (K
Fig. 1 The substrates of PRMT1

PRMT1 [JEY LG R ZIEAHE 1 . B iffdHt
JF3Z K (B cell antigen receptor, BCR)f N B f e Bk 5
FIAY o 5555 198 L ORSFHORE R AT B 41 ffl o3 Ak kg e
FEMEAER . PRMT1 R 5151 B4k BCR, HERALHY
BCR 7% I8 B i PI(3)K, 740N T IL-7, 12
it B 434k . Y Lys [ R S0 Arg B, 2340
Hl AN R T IL-7 3k, MmiHm B 40 416

PRMTI1 R4 | BT R R Z AR A8 43, Ji i F A
b5 2 B A AE Y NGF(nerve growth factor)3Z
WAE ST, PRMT1 A Wt {553 B s 45
3 ) FEY R (A A R A S 2 20 B P A FE R R Wt (5
538 5 T, AE Wnt3a filt & 1 Wt (5555 5
R, R BE A0 R MK ST R — R 2 ik,
XA I R AR A B TS A e R T AR
GSK3 it AZHERP, X FE 22 M) Wt {55
il R Axin S B-catenin BEIR R A IR SHTESS
M, H 378 AR H Ak s 5 GSK3p
4G, EHH GSK3B iz Ak, DI & 4 il e A iy A
H, & 580 Wnt/B-catenin 155 A9 8 15 32 M i 200,

2 PRMTI % DNA #4584

DNA JZit iy Bidtal, EHZERAREEY
UIGeRy DNA Jy3, it B rRE, feg i - —1Q
AR MERR M AE N — ARk . AT UL, 4E%E
DNA W EIL N EE , (B2, ALY IR ar
Jili ., DNA — B 32 AP0 47 0 o 5 3 405 7
520, LN ionizing radiation(IR), ultraviolet radiation
(UV), fb2#i850], DNA (BERERS AR, AR N Y
AL RV S, T T A DNA #4512, DNA
KUBE 1) 7 24 (DNA double-strand breaks, DSBs)£: X .
BAEY G E R, AR A, 28, 2
51 KA aE

HE A 21 AR MR T DNA & il #2 rhoxd B 4R
77 HE ) DNA 0 #EA A BB 52, A T X6 S Ik
DNA 051367 . R T R AR R 281 DNA i,
AR AE T A L R PO B 22 R N 48 2 AL
il o FEMCE & (mismatch repair, MMR )G 4515 14 il 3
B A AP, DNA 3 (14 fb 2 2002 30 3 352 477 ik
PB4 (base excision repair, BER)* 4] {11 %
WE TR | B N SC ISR B A T T R )
[%:1& & (nucleotide excision repair, NER), i i YJBx—
B & 2 R L2 30 bp SRR TR i BEoRIBE P,
B DNA Hi% Wi 2445 & (single-strand break repair,
SSBR)®1 A &4 fifg i DSBs AT L3 15 K U £ A [+]
% 4 (NHED) 8 # [7] )5 8 41 (HR)?!. NHEJ %} DSBs
FIEE HAMERG, HR DU R G i o B, fE
K& 2 DSBs. PRMTI 4 5/ DNA i /5 & il it
HIJE{L DSBs 18 = HISCH # 1 MRE11, 53BP1 % &4
#i1i DNA(K 2).
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MRN
complex 53BPI1
PRMTI —>¢ PRMTI ﬂ

% @53]:’]

ATM signaling

¢ @3]@1 USPL_ APC -
N

resection ATR )A

v / Y

ssDNA
DNA
.—) RADS51 —) repair

K2 PRMTI #i#% DNA #iififE 2
Fig. 2 PRMT1 regulates DNA damage repair

2.1 PRMTI1 4 MREI11 /%4 DNA #
155

MRE11 7£ DSBs & & i e X fE AR, &
5 Rad50, Nbs1 & il & &%) MRN 7E LAY b+
SR SE o MRN & & W) 1E N — A 15 I 2% 1 31
DSBs™™), |5 R RE 41182 DSBs. 5T A,
MRE1 &H) Z iSRG 8M, LfEmmRit. o
b, B IEAL S, sk SeE i X 8 (1 I e 2 G B 1R
P, HWFFE Y, 1F HeLa 4fih MREI1 i C K
5ii ) Glycine-Arginine-Rich motif (GAR)# PRMT1 H
BRI AR IE R 40 b, PRMTI 3833 1845 MRE11
ik, 568 MRELL X DSBs [15E A FI45 4 fig
1, BfJEAFE MRELL X514 DNA Bk /4% R i
T ARG FE A0 b, PRMT1 %} MRE11 I 34k
J& G2/M K 50 s S0 T T 1Y

H, 5 6 S 32 ™ B () DSBs, JEN 2% MRN g
e 567 25 40 i A% DNA S0 X, dEmig i — &
%51l DNA il i1 5 %% . MRE1L1 i C K3 GAR Z5#4
B H A AR 2 R Pl B e PR VE R . At
By S B, (5 FH R S B T 150 2 MRELL 52 437
F| DSBs &k /D; FfiJEH GAR 45 #4580 i 2 iR
AR i H %82, MRE11 %3] DSBs 19 [ FE /D
B GAR 254038 B 1% 530 MRE11 A REE {7 5] DSBs
X2, AR SRSz EGIE B, GAR 45 d B 3 Ak 4 45
MREI1 5 DNA 454, Btk GAR 2595 MRE11 5

ANHESS G DNA, JEH I GAR 51438 5 H 54k
(4 GAR 25 A5 A LL A %) DNA 454 R ) i i et 55 22
/8 MRE1L 1Y GAR g5tk FF Ak 5 S i 2 5% e
MRE11 BENRFIE DNA BYZE4BE 1 5% i H & 4%
DNA #1446 E hfit. MRE11 B4 X IRE I IIRE, I
PR Y DNA R B, ETJE B RAP-ssDNA, #1355
ATR-ATRIP, 3% CHKI1, &% DNA i 32, %
5 GAR Z5Hgsh (R AR, HAX R G g™ H 2
. CAHIE DR, MRELL M ATM HigE5
DNA #itie % . SR #9432 MRELL /) GAR
SERIR BRI, B GAR S5 BAS & R 28
IR R 2 AN BERE 3Lk, K ATM B Rl
CHK2 [ 31k i MBI b /K-35 35045 A S AR 1R P2
L A7 DNA L 05RIFE, 23380E 240 1 f 1A
50, BHIRANMEIERE, 44 TAIIER DNA if it
T B30 S 0 BCIE & 4 /0N BROVE JiG 8 27 20 41 (mouse
embryonic fibroblasts, MEFs)fll MRE11 ] GAR Z5#4
ol oK R 28 A8 U R 14 2878 B MEEFs, - [m] Aisf-fiff
10Gy 58 J& i) y-irradiation(IR)Ab ., 90min J5 i F 20 &
1 H3pS10 Al & it ik A AT 2250 2410 4l . e it
BRI, HA KL 10%IEFH 1) MEFs 248 G2/M K50 55,
1M 28748 1Y) MEFs H R 2414 30% 09 41 il 2853 G2/M K656
Mo ZEHFKRIA MRELL i) GAR 4544 () 3k F Sk fb &
T3 G2/M KIS R AR R, A HRIE
MRE11 a5 i SR rpr, 2 aeh i) k) ri, 85 6 ) Ach B
ST G2/M KB SR o (R, A B K R
TR A H B AR AL BE MRETT Bl ok 0 SR g P %
B, H: wing disc fl eye disc 40 i ' G2/M K556 15 3 K

ZENF

2.2 PRMTI1 4% 53BP1 A~F#) DNA 4%
%5

53BP1 J2— 1 KREH, N u&A 28SQ/TQ i1,
Haa] REC TS Tudor 454 3UR—N1Z AR 55
45K, C uije BRCAl RAEmE S . (144, 53BP1
KR BURVE I H & A PS3 A E APy,
LB EEGY, & MHAE DSBs (B i fE il 14
HEAVEF . £ DNA #i4if}, S3BP1 # ATM B
MRk, XK ATM 38 #% ) NHEJ #£17 DNA #iti{;
S TALEEES ) PRMTI i i 4% 53BP1 X%} DSBs i1
WIRNZE 4, WS40 53BP1 5% DSBs.

RN SEEG & B, 53BP1 g PRMTI HI &4k, &
AR AR S AT GAR JEFFROR EIR, RAE

I =
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) B Ak B g 550 AT GBI IX 35 dsDNA 5%
# ssDNA M5 A4 0B, Kl 225 2 1) DNA 45
ARE S K PH X dsDNA il ssDNA 1905 1 #RFR 55,
A L F 564k GAR JL /718 45 S3BP1 [ DNA 454 /g
YO A B I ) 0 0 A ERA A, ) 2
1T DNA #0315 5 —/Nit, 45 7R 53BP1 Fl y-H2AX
TE DNA 5 fi ab B Ak /D . K W] 53BP1 F B 4K 52 e H:
FENLE DNA $ifish. (B2, Ao EHAEA H3
(1) 79 Lo 2R P LAk X 554E 53BP1 %2 DNA $iifiikb 2
WA, XIS Tudor Z5F4 3 B 1240 HAE P, 5
I8 3m 43 B2k GAR Z5Hy 3R Tudor 25443, &3
Tudor 545 H GAR 2544 87 DNA i 5 5 fi i # v
H SR WO, il R AT ART — A 245 g ST AS R fif L B 2
SENLE] DNA 15475 X 41261

3 PRMT1 28 fe 8 T o 8 &

20 68 T OB A AR S R AT T, R b AR B
FIEMAMAET:, X THRGIHN  SENESEXE
2 Hal i AR RAE RN, 4R BE A aniE, 4k
FEMUARRIRRE o AUMLJR T2 WU — R A3 R4, M
HERAUAS A AL E Z B . SAE a4

S, Sul R, BIANERE, #4945,
PRMT1 7EE AL 454 WA T4 735 (K 3).

TRIM48
LPS/IFNy
PRMT1 PRMT \ L1potox1c1ty

%Q ER stress

PERK

Cellular ATF6f
/ stressors \ GA
7
Tix & Mesanglal cell
apoptosis
%\ GAPDH -, ¢
KOS g SIAH1 @ PDH
4 Y%) /A v
+ \4
v Macrophage

P13 PRMTI 5 4 =
Fig. 3 PRMT]1 regulates apoptosis

FT{5 5 R 1(ASK 1), & MAP3K %)%

M — 51, BEEFEMEILTE INK F1 p38 MAP i it {5 5 i
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e, R A R 2SR A 20 R 3 AR AR BTE AR S
ASK 13 33 H R Ui (1) 2 56 5 0 | iR A 45
Jei SAE Ak e v 48 K 3R T A R R R A B E 4
20 B 7 0%, AR B TN ASKL BB, AR
TRAF2 5{# TRAF6 | ASK1, JER ASK1 HF4L3%
MEEW, HIFAMEMAT-. PRMTI GE45 ASKI )
78 F1 80 i = R H HeAk . AL ASK 7E R I 0
B ARER U AR SR, WL TCESS A TRAF2 5
# TRAF6, T3 ASKI1 NREHLIEE, M 40 i
TS5 % Y, Tripartite motif 48 (TRIMA48)/&—7Fh E3
17 FEHEME, REVHTE ASKI UG . TRIMA4S 1EA AL
WA I, PRMT1 #32 240 IE b . (2l
ASK1 LAk )s 55, ASK1 I A 5 1 A AR
Yk, TG AN A T, I R A B

H v -3- w4 12 B &I (Glyceraldehyde-3-phosp-
hate dehydrogenase, GAPDH): T £ 5 W2 i A H,
WS 52PN T RE, B0k Rk PR | Rk
454 . DNA EE . BEfias . aiyE -,
E VR0 /e LPS/IFNy R, SRrgiik e RAE A
TR —E A A TG R NO, M 4 AE B+ 1 47
R4 AL B NO AT BE T E04 245 45 R i AR
Yoo I A A W A AT D Ao S S A A O TR T PR
KRR, LPS/IFNy HIl#F, —A LA A AR
NO, NO fEffi GAPDH S-WFflfgik, S-W Ml fkiy
GAPDH 5 SIAH1 ¥ & & YT i B Ak, fefl
O ER  S-AE R Ak, E T | R AN PR T AR R
NO F=A: it , &EdE PRMTI A93£ik, PRMTI
4~ GAPDH W Ak, M#l#| GAPDH 1 S-EAH R
fk, S5 GAPDH A fig 5 SIAHI 454, I E W 40
T

PRI 1 B i M T B ) R BRI . —, A
0%~40%%@ﬁ$%$7ﬁ%‘fﬁ S PR fre UL 1Y)
IRREM, MRV T 00 B /NBR ZR AN A T S
PRI P '%‘ﬁﬁ%&{tﬁ Ko TEWE PRI R 1 B /INER I Rz 2
Jirfr, PRMT1 BRI 38N, (i AR B2 ER AL 2 /N
Bk R AN, AN AR B FE 4 0, S PERK Al
ATF6 415N S 3, 3755 B /INER ZR I At i 71
PRI AL BEIS, B /NK R A i rh PRMT1 Rk it
LTt FBR PRMT1 5 B0RE A R g A 5 04 40 0 7 ik
55, NRSEE T R IR, PRMTI 428 B/ BUZE = g
ST, B /NERAN A T 6 B 0 551 3 s
SRR T —FPoREmE, BT L@ IS PRMTI (3%
TR WS PR 83 B Ak
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TRt 2: A JUAE R 2R Y Ak 1 i B
SRBRPEOCTE o A B ASR] Y e 8 2 0 0 s R R T
T AR A S EOR, O S T BT RS =R
HREALE A, GAEAEAMIEHEN . EH AR
R BE Al S 4 S ROV 2, B A O i T A R
W S ERE R A AR SR, R, FRATAT LU LT
PIANT5 R BEATHE— 5T . 16 5, Bl PRMTI
IRZE R BT IR A S B 259 5y + 5 8
XHETT B, EAEVEATT PRMTL B4 il 57 A
SRV, K RRIR T Z R R A 2
HR, AT K PRMT B0 & AR AL
H AR 8747 7 A A T 22 i 45 F D) g . PRMTI
i) mRNA gl H 5 AR B 0 PRMT 1 Aarm, fig
5 H SRS, IR I R R AR
K%, 1 Jumonji C domain-containing protein 6 (JMJD6),
EAURTf A B E A B b EERRZ —, #
ok 7 AR B A K AT 5 5 2 R Y D fig
St BEFE PRMT (R, SORAT BY T 534 b
PRS2 H B LA g M e h i 2 AR, JFA B
TE U . AR 2500 TE RS IR YT o

S ik
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Abstract: Protein arginine methyltransferases 1 (PRMT1), a pivotal member of the protein arginine methyltrans-
ferase family belongs to type I PRMTs and catalyzes over 85% of all protein arginine methylations. By modu-
lating the methylation levels of substrates, PRMT1 regulates protein functions and many cellular and physiological
processes including cell signal transduction, DNA damage repair, transcriptional regulation, RNA metabolism, and
protein interactions. This review mainly summarizes the structure and substrates of PRMT1, emphasizing the func-

tion of PRMT]1 in regulating DNA damage repair and apoptosis.
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