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Research progress of the relationship between arginine methyltransferase and tumor
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[ Abstract |

protein substrates, and play a key role in the occurrence, development, and invasion of cancer.

Protein arginine methyltransferases (PRMTs) mediate the methylation of a series of arginine residue
In this paper, the association
between 9 types of PRMT family members and cancer was reviewed. Currently, there are more studies on the relationship
between PRMT1, PRMT5 and different types of tumors, while the mechanism of other types (such as PRMT2, PRMT3,
PRMT4, and PRMT7) in tumor is still unclear. Some PRMTs have become potential targets for cancer treatment. Currently,
several studies have been conducted to develop PRMT inhibitors for treating malignant tumors. Future studies should further
focus on the effects of PRMT inhibitors on cancer cells, immune cells, and inflammatory factors, and explore therapeutic
targets, so as to provide precise treatment for PRMTs-related tumors.

[Key Words ]

protein arginine methyltransferases; tumor; treatment target
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PRMT2,PRMT3,PRMT4,PRMT6,PRMTS, i 57
HEALIRIIE A FR — B B RS Z R (0 NG, N7 G-
asymmetric dimethylarginine, aDMA), I % £ %5
PRMTS J¢ PRMTO., f 53 fi AL SO0 Rk — HY B A A
A M (NG, N’ G-symmetric dimethylation,
sDMA) . [ B4 PRMT7, 71 53 AL IR )T A
R B AL K % R ( o-NG-monomethylarginine,
MMA) |

KRR W He Al 23 5 e {5 5 5 3 B 5 . mRNA
SR S DNA 453453 52 g » I 52 i 2 1 B4 1 o AH B
VERIANGR B e L. K2R T Ak 5 98 0E 19 & AR
R RS AN 2547 5, 1 PRMT's #4925 3 5 AN [7)
KAIEREA 2, PRMTs 1ERGIE I & A R
272 T Ik O 200 0380 0 JH 0 S A 25 o 8 e O B
VERR A 1 L0 9 | 7L 98 485 W o i 9 A
958 5 D S5 g o 5 R R

2 PRMTs 5ERX &

2.1 PRMTI1 56 % % PRMT1 2 [ BUEE
iR H L A0 A8 i g v ) 2 2 AL B . PRMT1 A2 46 T
90 % M FLA AR i, PRMT1 Refie ik 20 il N i
Z )0 H AL 45 5% sk I FOXOL, RNA %5
A ®# 1 SERBPIL, 4] # 1 H4R3,.DNA & & A ¥
53BP1 %), PRMTI #5245 ZEB1 5 81 X 3K,
A& He s 3 A AR 1L 1552 LR
B Ak » 1t S 7 S TS A ARG . PRMITL 763
Jiis 9 R g R 4 e I D e A v Rk
S By R AT RE N Fik i) PRMT1 A LA
SO BRI R R AR S
BRI RNA 7P 85— R 514546, PRMTI 7£
F I3 ) S5O0 S 1 T AS BE S, TR A R i
J75 (mixed lineage leukemia, MLL) g4 1 55 5
AT 2 (R NCoA-2) 48 55 PRMT1 Flii 42
PR Sk B R il AC, 005 121 HAR3me2a Jf 25
Bl A& H3K9me3 , DL 1 Mg St R 9

2.2 PRMT2 5569 % % PRMT2 M EMF5FTEL
/b, PRMT2 fit it H3RS ASX#x I H Ak (H3R8me2a)
ARG 8 F Ao 7 B0y & 4 5 A8 RIS %
PIFHSE, oAb, PRMT2 (R SE 2 54 225 2440
JRLFE 3 0 A% A 0 Gy /S W0 A U, 7E 3L E P
PRMT2 /b RE 52 0 41 i 5 A 1 D1 A e s i 1
AT — 5 7R S 4 o1 L I8 A 4 34 70 . PRMIT2
KB RRSILIME DG A X, MR 2K o
(ERo) [ L % 968 20 M pk v i) 2238 K- W i i 1

ERa FAPEZLIREANMEAR™ . PRMT2 45 5 MMM R %2
T I RE SRR T 2 R (Ado-Met) [A] 4 & 45 HY
BE5G T W 0 M, DT S R M I B A DG 1 e SR
PRMT?2 £ & i & 40 e % ( glioblastoma
multiforme, GBM) Hrisk 33K , FT R 5l 2K 1 A (LA
il GBM g i A=, 1fi B GBM T4 g i {4 4h
S AT A g 1 AR A [ I 2 5 e 40
JEV A S SE R 1 S ikt

2.3 PRMT3 5 ptygeg % 2 PRMT3 B g [ #Y
PRMT K%, {H PRMT3 [ K50 A= 2 Dy g S =
5 R AR R AR A . PRMT3 72 N s 47
1 25 RNA FOCRYR M B BB AL, 40S #%
ARSI S2 2 HFERY) . 7EIRSN, PRMTS A L)
HIZLAE 1 B PRMTs JEY). 46 @ TR R RE A .
PRMTS3 75 3 26 DX v g 235 AT REAE F it o
P TCAH L R SRR TE B [l B, PRMTS 5 X 52
ACAH E A FH 5 v EL 3] 7 A8 R D A= i 7T e AR
PG F ) AR, PRMT3 5 g 22 53 368 3
DAL-1/4. 1B #H B AF HT, 30 i B 56 5% % Bl 1) 7%
PEo T PO S v W B g 1) E AT 2
PRMT3 TR} 75 VU {5 R 24 1) Jofe it 8 4 Je v S 55
ik, il PRMTS W] B4 o JBE R g 20 0T =5 P4 th
TR IR YT R 2 —

2.4 PRMT4 5itige9% %  PRMT4 J&—7F [F] i}
FEAE T 2 M AZ FR 240 B 5T v 1 RS 2R TR L A il
FRhy A B P AH OC B RE 2 R W R A RS i 1
(coactivator-associated arginine methyltransferase
1.CARMD) . RE#%, 3L 0% 7. PRMT4 Al & i
AR AR H3 N R 17 FI 26 7 5 2 FE R Ak
(H3R17 Fl H3R26) . AN AR L8 1 - 3L 380 R 1
pl60 K % . PABP1, Med12, SWI/SNF #I NUMAC
SET, IR PRMTA AT Bk 58 g 20 il 17 A= 4
PRAER I, PRMT4 78 (i 2L IR & /2 AR i
JaA RIS T 9 S5 IR oh ok SRR AR R g
PRMT4 Ji o 37 2R R I Ul 1) R248 HYHE4 174
AT T e A O RN 4 M R AE . AR RS
PRMT4 g8 51k FB &% #H ¢ & B 1 (nucleus
accumbens-associated protein 1, NAC1) %5 &,
NACT J&—F g AH e s 835 7, Ji i siRNA
) i sk NACT A1 PRMT4 25 1, B il 51 55 i o8
My g s, RS, PRMT4 ANALFE Gy 31 7L
g ik R IR REVE S BAF155 i H 34k,
1M BAF155 Jj& SWI/SNF Y fa Ji7 8 #8554 (AR 1 G5
YL 43 DT A 2E 2L AR 9 0 0 R RN G R
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PRMT4 1E#EAE H 10 -5 B0 5% 5 1A K
TR TF 36 10 D) RE Y 5200 AN K, 42 78 PRMT4 /] fig
e RERE MR AR 25 W AT & T 1)

2.5 PRMT5 55 e9% % PRMTS EFEEW I
ANG R PR, 6 T AR QK 14911, 2,
PRMTS A 2 A S X PR L 78 A IR & 5
B SR AR RN A L AZOME A A o800 40 o] 300 i 4
SRR g R, Hoad SRR TR J LA 2 BY 1 9 iE P
RARIHENE T A 45 It 98 L VRIE: L JHE 200 Lo | 5 0
P L9 S HIT 2 B 98 B S0 . R bR 4 i 4 . 7
it 58 . PRMTS 78 b Jfd A vh 52 91 8 35 1Y) f
PEYL TN 35 it £ rh BT R At ZH 2R

AP TCIZIG . PRMTS mRNA [ 7K F-7EJE /)
A i g (non-small cell lung carcinoma, NSCLC)
M AR IR P S B A 2 &y 6 A% s ZE MR
Ji% (lung adenocarcinoma, ADC) F1 Jili 5 Ik 40 it J
(lung squamous cell carcinoma, SQC) H W 2% 2| {&
R 3(HAR3me2s) &7k F- 1) PRMTS5 Fil PRMT
R HA X PR B AL (7 R v 2R
i A0 S A B A R b R AR B4
FE FL MR kR o, PRMTS 3 i 41 8 (1 F 3% 46 A
FOXP1 £ ik 18 15 FL AR I 983 40 g (breast cancer
stem cells, BCSCs) iy DI HEM A K HE Hr. BCSCs 1y
FRIE A0 03 24408 L 25 ShHESE R 35 L DNA B4
25 BE S5 . sk, PRMTS 78 A 2518 M hr
SR L 2 BT R R A A R R kR
ik, PRMTS 754 1 rp 9 23K B I e X0 1 1
IEH FFAELHZA . 278 PRMTS #4338 ] g S 1988 1
TR R R 22— FE g o, PRMTS &k
SN R B R AR N B R R A G
L5 IE 3 (98 55 40 MU A B, PRMTS 78 JIF5 40 o
FR R E 1. H PRMTS (52 3 5% 5 19 20 0 5
MR RS 5. #8 PRMTS A fig & I8 BUS i
B FIRIT B — ARy . SR8 R
ALV L, PRMTS {ERi 51 B 42 rh 355 B
P AU R, PRMTS 78 3k 350 O 56 AR
JH 5 11 A 300 % bR 41 MY 9% (oropharyngeal squamous
cell carcinoma, OPSCO)FEAS H , 4 J31] 2 7 W R ok
10 AR E WA A P, 4l il % PRMTS KR35 W 35 1
. 7E 118 M I H¢ 1% B 8 9 Cepithelial ovarian
cancer, EOC) g2 & vp, PRMTS s FEi5# 5 83. 1%
(98/118), Moyt Z ik 5 W B | [ PR 11 7 Bk 2
( International Federation of Gynecology and

Obstetrics, FIGO) 431 . 701k 25 ik L 45 31= 1

TR 5% B B DA 565, N 28 T PRMTS
KHEA . BiREE SRR, PRMTS 55 Z i 9 40
LR35 Al AR 2B AT A 5%, Ul PRMTS nf
e PP IL ., PRMTS 58 30K &2 L4k fi
72 Z Ak 22 18] A A LA R R Y O B A T 40 i A s I
T IR F U A5 U8 19 43 0] 2 Rhag AR, HF 1
A iR 200 74 A 4 RS . PRMITS [ R B ak
SV AEA 5] e g 200 B 2 v 25 930 Krippel AR RERR 5%
F N T (Krippel-like factor 4, KLF4) {2 &4k F1)H
BRI AR R 6T PRMTS 3 ABFSY AT fig 242 4
KPR FIATT (1) S W 1 i

2.6 PRMT6 5ppge9% A PRMT6 &ME—1E4H
Mtz ik () PRMTs & . PRMT6 fgfi b A X FR
HE A& O, HEZHB AL E A H3 (R
H3R2me2a) fl DNA 45 8, Ktk PRMT6 3Kk
MU AT BTz R B R i 2R 3K s PRMT6 £ [i) 3 5
DNA HJEAL, I 1 8 8 518 488 5 o DNA AL H 3
£, PRMT6 fik PTEN R159 4k (AR Fr — H
Ak, J& PTEN-AKT %l & 2298 15 4> 70, Bt
Hh  PRMT6 J2&— B s A i -, vl i L 5 5%
SR F U 5% 55 R 7 (nuclear transcription factor-
kB, NF-«B) il G & [H 5 5 il g 0 i 1 2 (G-
protein pathway suppressor 2, GPS2) #H 5. /E [k
PRI L. NS REY R, PRMT6 Higs
NF-«B i % RelA 454, RelA #F A 4i il #.
PRMT6 il i i fb A 22 323 Fl 312 {o7 g Ak M
P GPS2EH, GPS2 E—MZIREE M. B T
ST . GPS2 7 G & 11 MAPK {238 i &
RANER . AT RE S ] 4% RAS.MAPK #1 JAK 4+ &
FIAE 5 IR SN o 3 S 2 5 9 S N A O 1Y
FEAF SV T 1 NF-«B fl GPS2 J& RAE Wi
(4T, Bk PRMT6 0] G5 5 E R AE X
R Bk, PRMIT6 8 #8985 I B4 Y AIL AT
RN, AR BR . 78 PRMT6 5 235 (1 g
Hh, 53 38 I 1 B e A R gt 1% R 4 I ]

H AT PRMT6 [nF5E £ Jm BT HAE 40 i
HDRE I 2 AR MR b i AR 2 R SR G
7. PRMT6 &5 5 H3R2 (H3R2me2a) A X
Fr W Ak Y. PRMTG o it &
UHRF1 53405 ) 56 F ok £ 1) 9875 DNA 5L,
Hoid 35 5 808 AE o DNA %3 Ik 3% 45,
PRMTE6 [ H A % 55 30 il R R0 IR+ i o
A - EHCAE 1 W 40 it A 40 1 b i 1 FATS A 4L
FEAN[F] )2 280 i ggg v i) ik sl sz B4 il . PRMT6
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JEANH p53.p21 A pl6 THREA BRI, s KA
FE90 R PRMT6 76 7L R I B 00 s e < i
S TS BRI RN 45 i e L b i ek, i A A (6 3R
Jo P 200 M e v A ek R 958 L e g kR
HH . PRMT6 & 3RBH AR 0 LT PRMT6
RFIEE s PRMT6 BEMIHI 45 B in a2 n
AR EETEIE AL IR B R g L I p2l R H %R
kLA A0 AR A R TSR T A B A0 A g R
PRMT6 e 4L IRk . H R R & SEAE MR
2% 5 17 A ¢ ; PRMT6 38 8 CRAF 3L AL 8 4
RAS/RAF 44 fl MEK/ERK 43 i3 iE T 41 i
W,

2.7 PRMT7 5589 4 PRMT7 &nE— 1l
B PRMT, fi 35 MMA fi§ /£ . PRMT7 FI
PRMTY #4 & — MR IR E LTI, X 25 2 4
RE R SAM Z54 3L F5 . PRMTT7 YR W 45 &
PP LR A B RXR 25, HAT. & WH#Hm
PRMT7 KIS Z  FAZA YRGB T 20 (BRI 52
~56, RRIRR) F1 #if 28 Jis¢ it 983 AH G i BE A 2 (3 ik
225 1 227) W RESN RO . WA HRE BOR .
PRMT7 £ C v #9381 R531 &b & A 3 WAL, ifi
FI R Ak 7 VR 2L R g AN i 1 B R 4 28 vl R B
fE/. PRMT7 1y B H AL 3 5 7 H 5 5 s 5
YY1 WHEAER 5 &% A By PRMT7 5548
) ESFE AR ST A 357 5% HAR3me2Ss, F:3(
b R m) A Ak, AR F LR g B AR, Bk Ab,
PRMT7 7€ 445 W16 T4 i T4 b R 4E L 9F H
XA R E AT . PRMTT i 0] g
SR N i 98 (NSCLO) B3R A el

2.8 PRMTS8 5atsEeg% %2 PRMTS F 2005 4
HIRBOR I, H S PRMTL HAT & B A 2546 [ P57k
PRMTS 24541 1 B4 PRMT, F¢ 55 A7 A6 T
fZa 2, PRMTS ) N oK i A 5 5% B 5L )7 . %
FL7fl PRMTS 554 i st & AF 561k, PRMTS Befie
PEVETY [a] | 5 fil B3 DL B U 5 38 B p & oe B T
AELT, PRMTS et ok 45 i 9 T 40 Bl 4 1k 1) &
. PRMTS 745 i 1 40 Mo v 23k, W] e id o
Sox2 H ALk /> Sox2 Fff, 39N Sox2 & H & &,
HEMTHE S Octd Al Nanog ZREFS 5 T (1) 18K &
FEAE ST, oAb, 7E FLOBR R R OD B B E
PRMTS & 335 5 & £ T m A O i 7E 5 98
Hi, PRMTS 5 ik 5 B8 A Ar R R A 5

2.9 PRMT9 5absmegs% 4 PRMTO M EL HAlE
RUEA Hl R, HATBcA PRMTY HfL 4L R A

o5 GAR L7 8 A 0 A9 IR 38 B0 87 $2 AR A0 5%
HH SAP145 WHIEYS . WA R TE R & BT i
N7 SF3B2 il SF3B4 i & &% v % Bl PRMTY,
PRMTY {# SF3B2 H 4k, (H AN # 2 PRMTY 27
JE ) SF3B2 HY Ak 2 5 5 42 O/ 1 B2 1 78 o 0 4 e
R A Y, PRMTY 5 s il FH 56 1 4% 08 45
A, EE R, PRMTY & #0870, H 5 miR-543
FEARPAET . M IE # B 52 4140, PRMTY 78
JEF- 20 Jf BT 98 w26 35 L JE . PRMTO a] DL i 38005
PISK-AKT-GSK3B ({553 % i 45 6 #% SC f I A
B 223 . N TR 1 A9 20 AR 2B R i

3 PRMTs #HF R EFHIRE

A AR, GO AR 8 W AL, 7E
AR HG B L 2 20 R A O TR AR
. AR, —2 PRMTs € B RAE 1R 7 19 T 7E
i, HETZIFE) TR PRMTs #4i 7),
FAT AR R 3R 7 . B 9 PRMTs #1461 51
O30 2 28 2GR B A0 il o) 7R R R S
K R LA B IR . AT RS AMI-1(—Fhg
L35 B VR 2R RS E iR N-FR 35 R B ik 57 . ]
I PRMTS s J5 & 6 e £ 1 PRMTS #4151,
W EPZ015666, HETC A 3 F PRMT #i il 551 &b T
Il AR5 B B » F 45 PRMTS 1)1 i 1) GSK3326595
M JNJ-64619178 LI J  PRMT1 41 il 7|
GSK3368715 (https://www. clinicaltrials. gov/)
H R — 35 PRMTS #l51) GSK3326595 T Al Rk
U0 A1 — 50 GSK3326595 11 W1l R IR 5, 2 BT A
PRMTs il 5 %t B8 38 A= 52 8 28 B AF A2 B 56
PR AN A I A A A e S Y 2
FI R s £E X2 R /MG T B IR RE &5 etk e
9o a0 S AR 1 TN-64619178 L E kAT 1 W1l
PRI

4 %

PRMTs i X} 2 11 AT 3R 2 11 1 H 6 /e
A A0 A s 40 5 b 1) 25 28R iE T 2 5 2 R
YA 2% 5 FE . PRMTs (9315 5% 5 T . il
95 R AU B R L 25 L R AR | I L
JoR): 20 IR | B S92 o i oRg 1) A R e K e )
5. HETET PRMT1.PRMTS 5 56 & (0 HF
X %% %, i % F PRMT2, PRMT3, PRMT4,
PRMT7 S e vh /E I 5e 48>. PRMTs &
ARAG VS T %) b 245 0 S s o AR S A1 ) ) B B R AT Ak
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