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Roles of protein arginine methyltransferase 5 in cancer and its clinical application
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(PTEN) ; PR5-LL-CMO01
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G e AT R e ™ BB N 2R A i R R 1)
JEg 2 — , B RS 2R R A #2185 5 (protein argi-
nine methyltransferase 5, PRMTS) 1] B8 1F S —Fb Tl il
G IT e BT 3 R 5 AT oRvE . EMFL3h
YA, PRMTS 5E o7 T 4 Jfd 53 AN 4 i i% , o AE 'S
Y 7N RN RN RN S N N SN 2
e « 5z KT 7 5 2000 AR ) e A5 22 R v i
FIE . PRMTS AR JAK 454 8 11 1 (Janus ty-
rosine kinase 1,JAK1) , & B St B, [ 1 & 5
F A JAK2 578 1k JAK2V617F, 5 PRMTS &5 &5 T
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PRMT3.PRMT4 fll PRMT6) fit 5 FUA X R — 1 J 4
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2.1 PRMTS AT el A& @

AR B, PRMTS ] L G1 R A AT
¥ Cyclin D1.Cyclin D2.CDK4 fll CDK6, VL & G1 i
BBV AT R F Cyclin E1, X 3R B PRMTS il i i G1
41 B J5 B 5 0 CDK RN G1 gk J . PRMTS A %
CDK4/Cyclin D1 L /e, #f— 81k 5L T PRMTS
TE 24 o JE 3w ko 40 e FE A B 1 1 AR DL RLE iR
S it ) G FE AN A R R A E R . PRMTS IR ER 1A
AT LAHN ] G1 AR A0 M AR A, i Rk T LU G1 e
%[1610

Cyclin D1 24 g i JH A S B 15 I8 7 B TP 2
Jir g wh sk 2R 0K, L HE FUARIE | 45 e i e A Sk #0550
JEPILE T PRMTS AT 3@ 4% Cyclin D1 (13814 4%
Jie A K, WEL SR 532 B, Cyclin D1 [ 5314
HEETEA R, I HE5 PRMTS %K 1A HEM
9%, AT R 55 2 i JE A Y T 3R 55 R 3G B0 Cyelin D1
FiLAG 5%, PRMTS 5 PI3K (1M EZ 1L Al PTEN [ 2%
Tl R b W3S AKT 15 5 3 % 5K 1/ 15 Cyclin D [ 3
1B, Cyclin D1 FIFRIE /KT 5 M8 52 % EHAH O,
IRk BTG E, BT A R R B,
PRMTS fE# CDK4/Cyclin D1 #i% fI MEP50 i iz 1k ,
Cyclin D1 J8 T @ B2 £k /) MEPS0 3 58 PRMTS H 3L 4%
FEEE 1, S 3 MEP50-PRMTS 5 &WHIE K.
FLP-Z B, PRMTS-MEPS50 54 3E i i g < fii 655 1K 20
i g A 7L s 20 L e 4 A2 28 M S R P B SR A 4
B HHH5¢, PRMTS-MEPS0 3% 1A S 35 il 5 1 % .

A B TR B i Rg 2 i T A ORI A
B . PRMTS R 3] JH i 26 0% (1) 46 , PRMTS £ 7% %
BE 5 T nl DU 2F 48 g 3% (hepatocellular carcino-
ma, HCC) 4 ffd 3§ 5 . £ HCC 4l 21+ , PRMTS 5
CDK4 [ 8 F 7K1 2 15 AH 5 1 , 1 7 29 4% 7T DUAE i3k
HCC 4 Jid 1) 384 5 5 43 4%, 8 %) B {2 33F PRMTS Al
CDK4 2 [8] [ AH EAE H , il i CDK4 it CDKN2A T1fij
% CDK4-RB-E2F 41 5 1) # 5%, CDK4 #1 CD-
KN2A 2 8] F B4 F () PRMTS 35 4P 400 , xF T4
EFES S HCC Y fusE 2 O E 2, [#1K CDK4 R
K R24A 5 PRMTS [ 454, nf LA HCC 44 i J
BRI AR K
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B A e R A R SR BB R 2K . AR PR B, (R
A1 R 40 i e PRMITS (R 30, 38 WL ast A% 0 s
S 1) AR A2 3 5 27 i 4 B 4 5 . PRMITS 75 /i 41 i

PRMTS5 %15 5 AR LI 1E & H B A mRNA /K1 F 3
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PR — F 3L 4K H4R3. 1fj Spl.PRMTS5 1 Brgl 7£ AR
I ity 3 2 X A AT DL T R S TS AR
b, FUKPRMTS 5, AR A H A SA4md), JF Ham
1l /1N B HR S o R AR e T 11 2B K
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PRI AZ , [l 2 93 P2 R K 9 78 (1 XU 386 n . UC 11
RGN G G B W R A%, RIETH MRS
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DNA H Z:#: 7 lf 1| (DNA methyltransferase, DNMT1)
121k, 1 DNMT1 7] BLi5 5 CpG H 24k, L H
H H3 5 27 o 8 2 B2 (1) = F1 J& 4K, (trimethylationatly-
sine27 of histone H3, H3K27me3) , CpG H & 1t Al
H3K27me3 7F il 17 Foxp3 3 [K 32 ik v il ¢ 88 1 F
it LA, PRMTS K2k 580 Foxp3 281 384 55 , 338 1My 14 5
Treg DR AW R I, 5 %8 B35 40 & I Treg
H1 Foxp3 2% ik B 12 3 i, PRMTS & 75 8 ] L@ it
Foxp3 [ 2 >R A B Ja 40 1) 386 56, Ol B e 006 9T
FRPE—ASB 1 A5
2.4 PRMTS5 42 E2F-1-Bcl-2 i£ #2

¥ 5% Al -F E2F-1 CL 45 4 %€ 4 PRMT1 Hll PRMTS5
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PRMT1 H &AL i) E2F-1 {2 240 i 8 T, 1717 PRMTS HY
AL I B2F-1 {2 3t 20 i s 50, 3 W AN [R)AS 20 IR 11 H
FAGAE 4% E2F-1 AR P76 M b e G BEE . L1460
KI5 PRMTS fig i E2F-1 F11 Bel-2 7K °F-, PRMTS5-
E2F-1-Bel-2 i@ 42 1] AR A & Fh /IR R 2 (1 L [R5
L A AT e I A 4 ¥ o B 4R 2% DIFBL #1 SpRBL
Al iE i PRMTS-E2F-1-Bel-2 i 42 KA BE4H MO T
2.5 PRMTS 9@ Rk 5P16AIL-6 89X £

Y1 i A% 8 PRMITS 149 e 48 43 2 A% BH M
Y1 f S H 3% 3k PRMITS (6 R 90 25 R A% B 1%, #%
PRMTS (W@ R IE 5 TG ZM K. P16 FEH & —FhE
B SE R fE MR R AR R RS R, S 5
JE IR R 45, oF 4 i 386 58 A7 4 e A AE Y. KUMAR
LGP, 5 P16 BHPER B AH EE, P16 B4 iR i
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A 2 T FE R W, 1L-6 BT 12F Sk 25006 240 Ffa 384 7
TR S R ZE A EMT, il IL-6 /5 1) PRMTS i
FRAG AT LA 1 PRMTS # % fi . E-cadherin 1% [%
FEAE N EMT AR &, i i % 5 K1 SNAIL w] Al
E - cadherin [J & 15 . AJUBA ZK % & (A Al UL #7 #
SNAIL f& i, i i PRMTS H 4L 5 , ATUBA 2 A
()G 2 R 1T LA &5 & 4§ 3L [A] E - cadherin, M i 410 1
SNAIL & F ¥ 5% F 4 ™. T IL-6 #2E H SNAIL
Al LA PRMTS-MEPS0 JE S E &9, % E A kit 5
LIM & F ATUBA 1 A0 H.4F H % % 21 40 i % =,
SNAIL ¥ 1% & & W) %5 45 3| E-cadherin 1T %t J3 8 F-f
R, FEUHARS IR )3 . EIREEIREKH  1L-6/
SNAIL % E -cadherin fIl EMT [¥) % 3% 3 1] 4 #1 T
PRMTS A% # A J F0 W D 3 R g v 1. 38 A WF
FLPHA A, PRMTS 7540 i 4 5E £ 55 8% 7% 2 1 (vimen-
tin) f1 E-cadherin 7§ 7% , £ vimentin 15 7 iA fll E-cad-
herin {3 1A {19 41 ffd 7, PRMTS A2 T 41 B J53 5 SR 1T 7
E - cadherin 15 3% iA 1 vimentin {i% 3% & 19 40 fifg
PRMTS {7 T4 i %

2.6 PRMTS5 5 PTENAE B84 b 98 tm i35 78

AR, 222 AT DU I g 2 R P 0 EiE
It PTEN S Mg 0| L R ok 5 5 . SIE B AR
B, PRMTS 7E 5 73 40 11 1512 53 24 1 83 (glioblastoma,,
GBM) i Rk, i RIAMFEE 5% 2 MG
PRMTS 5 PTEN Ji 2 T [ 45 & /£ GBM #f & Bk
(GBM neurospheres, GBMNS) H ¥ 2 &= & , 1fi &
GBM 73 L 41 il (GBM differentiated cells, GBMDC) 1
FXF 8¢ /b , £ GBMNS H1, PRMTS 1] LA i) PTEN [
ik . GBMNS H PRMTS %} PTEN KA 76 H B
BRI R R O E FH . /£ GBMNS W, PTEN i
5 AKT 35 14 , 117 PRMTS 1E [7] 1 ¥ AKT 1 ERK [1) 1%
M. PTEN 3 [K %% /& PRMTS5 4 55 & 4> ft. GBMNS
41 M [ FRTE BRI A R OB T2 —

] PRMTS 7] ZE £ GBM /s B A7 3 5 FE 901
/I BB 2R A R i A A R . 1T R IR PRMITS 1] B
$& %% GMBNS F1 GBMDC fif J8 /N B /1) 17 35 % o
PRMTS J& GBMNS B3 F FREH AT 1. PRMTS
I A% GBMNS HH P27 3 Fl Rb & 1% MR 4%
Y1 i J 3993 2 . PTEN /& PRMTS 1) B 50 T 5045,
FE % 4| GBMNS 2 7 R B E- . #1 GBMNS
AIGBMDCH PRMTS w] LUl e i A K

3 PTMTS NI

H &7, PRMTS ) 3 ZE 40 i) 551 A 4 2R H R 3 7
it 1) 1) AMI-1, 46 & % 46 (CMP5 8% BLL-1) .47
(HLCL-61) . 48 (EPZ007345) . 49(EPZ015666) + 50

(EPZ019896)™', C9 (7664243) . C9a (9032604) FlI
PR5-LL-CMO1*, H #f 7t 3% 8] , AMI-1 A T &
PRMT 11571 , 3l i 1 1l HCC 41 g A ) PRMTS 3% P
FeHH HCC 4K . AMI-13 FiRE T X E S
Bax/Bel-2 (1 LL i« 175 5 41 B 9 12 F1 &A% HCC 41 g
TR A S, R BHME IG5 . BE A, AMI-1 B
7 PRMTS [ 41 & H b5 &) HAR3me2s 1R A 7K F,
F W AMI-1 B A 98 A A9 T A9 (AE-848/
32000014) F1 A36(AE - 848 /34542007) If) & ¥ , tt
AMI-1 45 5 i F 40 155 14 L 5+ PRMTS F 30 1 4 FH o
A T,

tb A4 46 X+ EB ¥ £ (EBV) A 5% [ B 41 ffa ik B2
Jo L FRAA 1) PRMTS A HHIAE . LB 147,48,
49 F1 50 X PRMTS #43 FH X (0 4 FH 5 (52 56 3 A
EPZ015666 % Jt L5 i 25, At 20 i 9 F e
UESE, 1 A4 C9 A1 C9a il i R iff PRMTS [ 2R A4
JITs S 40 B 1 38 B . AR BT B R SR B, PRS-LL-
CMO1 /& PRMTS 14 2440175 , PRS-LL-CMO1 #1 il
NF-kB 75 b S Uik PR 02, DT 400 o) Jok i 5 7 i
e R 245 L)V e 240 ML P 8 B

H 7, EPZ015666 & 17 [ b ME— 0] H T 115 IR 1
PRMTS #Iil 5)“, CHAN 5™k 3, EPZ015666 £ 4lI
i) 20 Bk B2 R i A A Ak, AT TR B, PRS-
LL-CMO1 7E Ji iR T 5 Mty A 45 B e 240 PR ASE 280 v B
EPZ015666 VAT U5 5% 10~15 %, #E] PR5-LL-CMO1
1E R 7 Hofth B A5 PRMTS /& 28 08 1 R vF , AT AE LE
EPZ015666 F 13 %% .

4 B E

PRMTS 7t IF 5 41 fa F0 i 20 i #8A Rk .
T FE R IAE 2 OWLE A% 77 THT , PRMT P 18 2 A0 A FR
FEACAE G E R R I E IR 2 N EM . X
PRMTS 45 57 P IR 17) 6 7 2 — ot 284 Y6 07 SR
K599 J& PRMTS [ 42 9% 97 72 Foxp3 \PTEN #f g5 fll— 1%
SH AL /Ny 730 1 7 EPZ015666 F1 PR5-LL-CMO1 ,
FEA 385 38 1) AMI-1 FI4L &9 46 S5 FH Sl 7], 3L
BIER A . BARCEA AHSC M s 8T & dok,
{H /2 PRMTS 7 & Flt i mh BAZ [ AH S 38 2 AR
T B R G HI R 0 AT LR ATY SR 2 A B L
D1, TG IRZIWIRTT ik % Bl — D IR AR e 3
FETENE R, £ X PRMTS $E S 2P ok %, J7
Rt £ SRR 4, N IE 77 PRMTS AH ¢ R R 4L 5 %2
(1) TF BRI S S
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