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FmWh OKkEEY EExD FXI O EBEED RS gERT
CH A R 2 K255 558, 22 730000; > H R & A RIEBLZ5550FE, =M 730000)

WE  Ea9HRBR T A48 885(protein arginine methyltransferase 5, PRMTS) £ %& & #5 2B F
HENEHERBER AR A Z—, RELZOFELEEG L5 ANHR T IR T2 1A T L4
A% B, PRMTS R —AHEHEGEIRRE, A5 A R4#EX. RNAF 1. DNAZ 4| F-DNAMRGE 5 %
A F A2, £ QIEIURSE AN 6 S AL TG P 24 RGE BB, AR A 7 R S AT AL
B MR A BRI, % AL ) K SPRMT5Fe5LAR % 0948 % Lk, 2218 T PRMTSAESLIE
PRt R, B EA B SAAXRFRRESLS .
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Recent Advances of PRMT5 in Breast Cancer
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Abstract PRMTS (protein arginine methyltransferase 5) is a member of PRMTs (protein arginine methyltrans-
ferases) family and the primary type Il methyltransferase that generates symmetric-dimethyl-arginine on both histone and
non-histone proteins. PRMT5 is a potential oncogene, it has been implicated in the control of many cellular processes
such as gene transcription, RNA splicing, DNA replication and DNA damage response. It is overexpressed in numerous
human cancers, including breast cancer. Therefore, it has great prospect to be used as a new target for anti-breast cancer
drug research. This paper reviews the recent advances of PRMTS in breast cancer by consulting a large number of rel-
evant literatures on PRMT?S and breast cancer, aiming to provide a reference for subsequent relevant research.
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7 —BAVEBCE A MU ALY, BCIH A AL R RERE
FEARIE P AR R VF 2 RAL, e LRSSl g, X
S {3 5 3 % R SO RO R O 2 (R P A, IR T
BUB AR, X838 it o4 0 5 R AL 22 1
— O, R AL R T LDNAFE F1 A2 4L
FLRT . FT 8 A% (0 2 DR T RE AR AL R 22 UK, B
FEXTDNA R (1] 40 FR AL A ) AN 2 2 1 ) 25 A
A AR, BTN SUR BRI SR R v e 3
B [N 5 RIB I S A e R 1 R AE R T, |
HIF, o B R AR A 2 A ZROULE A% 27 (R U e
MERRA R — dEABHEEUEREL. &
Witk BERAMAZ RALDURPSERY, DIALE (B S iR
NHILH S 2 AR T AR A 0 2 M AL i i T
O, IR R e B AN B, 58 2 0F 7E IUDNA
AR ATT EL, 4R 1 A A TR RE P BT TEAR X8R
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1 ERBREERELEE
WAL AB MR T 1E A A DNAS 1Y ) 17 5L
N LARr A 0 U7 2R R R A L 4 o AL AN T e
FORE LM, KGRI EA 2 — R R AR AR A
RNA%E & 8 I ANVE 2 HA A £ 1 b L R e
JEfEM, B EERA AR E AR EERR
TR H 54 RS i 52 % (protein arginine methyltransferases,
PRMTs)fiAY,, i3 e 38 o 19 o1 4 9 50R 2 T —1%
FRAH AR RSEM R . RNASS SR ANVF2 H
fib i R BT RE, fERF R4S . RNABTHEZ, DNA
e 4L R0 B E T P A e F B AR
FHUZ1, PRM Tl i HH M S-BR T FH AR 2R (S-ade-
nosyl-L-methionine, AdoMet/SAM)¥% # FI s & B ik
HITRUE TR RS =R T AL T F R RS R
FRIE B N =AY o-NO-FL RS R (o0-NO-
monomethylarginine, MMA). ®-N N AXFR
F RS &R (0-NY N%asymmetric dimethylarginine,
ADMA)F o-NC NO-5t Fx — 1 J A% 2 R (0-NONC-
symmetric dimethylarginine, SDMA), MMA. SDMA
1 ADMA Y e PRMTHEAL U W AL 2P
JURPRMTs, PRM s A4 1) — F B S IR 9 Al sk
—354035: W PRMTs(PRMT1. 2. 3. 4. 6. 8%
ARSI 5 5 — AN R IR &b, R
ADMAFIMMA; IIFPRMTs(PRMTS. 9)f{L.SDMA
AMMA; [I% PRMTs A4 PRMT7—Fft, £ 2 {iE4L

MMA!,
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B2, [FIRPRMTsI) 2 5908 1) R 4B R EA
e B A QU0 2B 3 0d I PR AR 4% 5% K 1 Sp
FINF-YAH) 7KK F£ i PRMTS-MEPS0{E MCF-7 4]
Jf Hp PR R KT T A R R R AR
At 3ok P I PRMTS (R 4B 46 72 ) HAR3me2s Il H3K -
27me3, B4 N409E K FBRCAL. p53FIp21 [ ik K
PR AMHIMCE-741 i i) A K22, PRMTs S 5 1 35 §%
Sk B74E. RNAZEY) 4. DNA A [ B A4 fg X
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B4 4G WD402E [ /MEPS0/WDR77/p44%Y . PRMTS
) 45 K H1 N - i 1) = 5 19 % 57 1) B (triosephophate
isomerase, TIM)ff. H [ %' 1 2 47 & 4 (Rossmann
fold domain)All C-3ii BAHZLAL (K] 1B). PRMTS Hi44
RE IR N- 3 TIMAR &5 14 515 3078 )RR & P 1) v
O JE B PRMTSPU 544, FBt J5 FH DU~ MEP504) 1
PEAHPRMTS Y AR, AH X T-PRMTS [A] 5 — SR A%,
PRMTS5-MEPS0E &) 5%F SAMAN H A J& 4 3 B H 58
SRR T, FECR B\ RAAPRMTS-MEPS0RE &)
(17 R A Vi P B e e

PRMTS5Z 5B R #655%  RMHAAEYI R AE . RNA
g, BT mRNABJHAME 57 5 P, PRMTSH: % &
RRJak&E A A, HH LA B TH2AR3. H4R3,
H3R2FITH3R8™, 7E4Hfit%H, PRMT55 COPRS 45
4] S EHAR3 S TH3RS H 4L, & HHCOPRS i
T HPRMTS I 2 A W R: RS>, ATPAK i
P e 0 57 5 9 42 4 WIhSWI/SNF 5 26 A0 338 4% 1% 1 lilg
PRMTS5— 2 il 45 Cyp24al {155 5%, X e FF AR S
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A: process of the generation of symmetric di-methylarginine by PRMTS; B: structural and functional domains of PRMTS.
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Fig.1 Process of the generation of symmetric di-methylarginine by PRMTS and their structural

and functional domains (modified from reference [16])

BYFE R S 1 10 HR A R A0 el 7L 0 I i 4 ok R 5
UHZH H HHRNA R BY 4228 17 715 2 (K1 % AP, STROBL
5 B3 3 S AGIE B PRMTS #4157 EPZ015666i@ 1t
b A0 JE R p S 3ATAK T/mTORYE 5 3 1 S 4101 1] ik
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J& Z A1 56 R BA T ) S o 1B
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FL AR T 41 ffo (breast cancer stem cells, BC-
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R HE BB A2 K I cireRNA, HAEBCAH ZURI 20 _E



NN PRMTSTEZLIE (100 70 12

1085

W, JRTUEA R . FfKcire-PRMTS 1] #1HIBCZH AL
S5 A A AR R, S INZRME TR cire-PRMTS
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E-#5 5 VR FBXWT7HI RIS B AAH G, PHF1/PRMTS-
WDR77/CRLABE & Wi 13 1 L Ji s 400 Ja 1 334 7
(C&R
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AU T, PRMTS/ 5 1 4H B HH4R3me2s H 2k
1k 7K ZEHER2FN = [ HEBCH 8K, 56 1E T PRMTS
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e HEBCYN M B A, %3 72 1] B8 5 NF-«BA5 518 1 1)
BEAE G

PA_EAF 5T E BIPRMT S8 i3k 22 77 TH X BC 1 41 g
AT Y, AT EBEAF N E 5, 22
[ 7L PRMTSTEBCH FIE FH

4 DPRMTSAER LB ELIREAMT %
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] AL B, FEBCTRYT #EAR 77 TN PRMTS I 5T L2
PRMTS57EBCHI R 3RIA, i 1 BCH K42 K g, PRMTS
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[FIPRMTSHIH1 55, {EX FESE I AR 2 . I
(1] LAPRMTS AL S [ HIBCEIA T M5 (R D).

5 NESRE

25 LRTIR, PRMTSIEIE 2 5 5L K #5356 . RNABY
Y1, DNAK Hil FIDNAB 1518 5 55 £ i A= 22 i 7%,
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H. PRMTSTEZ e H = 20k, SR MA R
J& # VIR 9%, X STPRMTSHEAT HU 8 i 78 B A 8 2
B o XFPRMTSAE FI AL B AE 38 i A R ik 7K P
(RIR ANHIT T 2 PRMTS #5878 01 K I stk . H I,
PRMTS/EBCH 1A F HL I v A B A, XSPRMTS1H
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