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Abstract

Arginine methylation is a significant part of post-transcriptional modifications of histones occur-
TEIEH .
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ring in mammals and is catalyzed and regulated by protein arginine methyltransferases (PRMTs).
Protein arginine methyltransferase 1 (PRMT1) is the first discovered member of the PRMT family,
which involved in many physiological activity processes such as cell signaling, gene transcription
regulation, RNA metabolism, DNA damage repair, and protein interaction process. Dysregulation
and abnormality of PRMT 1 often lead to the development of various diseases including inflamma-
tion, degenerative diseases and cancers, so inhibition of PRMT1 can treat related diseases. This
review mainly introduces the role of PRMT1 in the tumors and the research progress of PRMT1
inhibitors, hoping to provide ideas for its further research.
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1. 518

203 B 5 12 1 (post-translational modifications, PTMs) & 2 Mgt 4% A7 i) 8 B2 Bl ¥4y, & B RE H
. aBAb. BERA . ZRAIRERAL[1]5E, b RGN S 55 3. DNA Sifiie 5. Hesiiay
8 22 B M AE A i 3 24 R R A AT B ARIIEH

1 7R A L RS (histone methyltransferases, HMTs), tH 1L 2% [ 5 H 3£ #4 82 g (protein methyltransferases,
PMTSs), & 41 25 1 R A AR 10 DX e g o 2L 28 7 1 PR 64 3 2 AR 2H B 1 H3 B HA R N- A PR RS 2 B2 (L y siine,
Lys) ¥ A5z B2 (Arginine, Arg)5kE b, FEIEALIRIE Z IR AN R AT 73 e, RIER B SOz g F B % 1%
fiE(protein lysine methyltransferases, PKMTs) A2 [ 5Ah &L HY AL F5 2 (protein arginine methyltransferases,
PRMTs), JfH & #B2& L SRt H % 28R (S-adenosyl methionine, SAM)E A FISE (1K, #5 SAM _E 1 i 3%
H R Lys 53 Arg o FEAEYITRN, PKMTs 3 5REFRIETIER. GLOKRGAG K, 1 PRMTs 7EI4%
B PR s o o (AL FR ARG N T B BT O N K, TR 1 S At SR F A B R, A
WS 54 T DNA UGB . B BumAamgl. 4 ARG & & & 2 Fh AR B 2 [ 2]

H 1996 4 Lin [3]58 &I 1 25—/ PRMTs LK, BRI (T FTIEYE R B] PRMTL F <R £ — L5 13
AP R RE TR PR A A o Bl 2T SO AR 2 P R B RS B R IR N FUIR R, PRMTs 4L
NE B[P S . AR T EANG PRMTs Kk PRMTL FIAEY2=ThEE . 58 1 5% 2 LLAH 30 1]
FIRIF T, UL PRMTL e s 1 250t i e it JE % o

2. PRMTs ik

HE P AR NN EZE RIS AT, S 5REENBIEMBEE . EMEdns], R84 R 730
VIR ShRE 2 AEE[4]. T BTR R FFIEAL Y PRMTs S5 3 BAEA4E T Lsh Mg m . Al cdk
SR 11 Fh, RAE A RS R T 3 MR A (sl 1): | BLEFE PRMTL, 2, 3, 4, 6,
8, %I F B AL TY B F RS 2R (monomethylarginine, MMA) A X FR — H 4 K 2 2 (asymmetric
dimethylarginine, ADMA); 1l 55 PRMT5, 9, %387 3 B0 il 5 B JEAS Z R A AR i — R SRR &
fiz(symmetric dimethylarginine, SDMA); 1l B4 PRMT7 —ANE 5, FAUMALIE B ea B RS R [5]
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PRMT10 £1 PRMT11 [6]AN & TaT =Fh2AY, Rt — 488 vV &L, G 3CHkTE IV 2 PRMTs EALRE &
FRATE 1 o-%UR 7 W 34k, (HiXx—idFE R4 T k.
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Figure 1. Classification of families of PRMTSs [5]
[ 1. PRMTs Zi%&#Y 53 2[5]

PRMTs ZKIEIISAATEF A B @R REYE . s 2 s, BARMZZEN 9 AR iS5 e
361~845 N2 [AIANEE, (HZTATENE & — A m E VR 1) SAM-dependent MTase AL &5 M8, Aid %
FIWERATE MTase Z5 /3R 2 A5G AN 3L 5 4546 : PRMTL, 6 {0 &4 — 4~ MTase {645 #15; 17 PRMT7,
9 & EHEM MTase AL IH[7]; PRMT2, 3, 4, 5, 8, 9 f MTase (L5 /IR 2 BT AL & N-ui 3t 7.
TENHFLBNPIAAR N, PRMT2 DS A 36 P 75 CAE iz 52 4 1 L 0s DR, 30 s e 3R 2 A (1 A S s 8]
1M PRMTL 20 L3 ) 40 i v de 32 2400 1 3L PRMT, 540/ PRMT 5L 85%, 2 511 2 A YT fe: PRMT3
A LAY, 40S MRS S2, J2 5 80S ARG s, BEAh, O R R SR R it B A
B ThEE[9]; PRMT4 thl#x s CARM1 (coactivator-associated arginine methyltransferase 1), ¥4 E
NIVMEI 2 R S S R T, (E R S ILBUE R 1, PRMTA 78 s )57 5 5 A0 5L RS0 h i
HEAEH[10]; PRMTS REfEZHER 1 H2A Fil H4 DU HAVF 2 8 8 4L . 5 A PRMTs AN[F], PRMT5
(e PE T R (4 R T IAEAE, 40 MEP5S0. RioK1 Al pICIn £5[11]. I FE 45 # i A R 7l it S Bux s 52
TG R 2 T T b e 2

PRMT1 ——— SAM-dependent MTase 361

PRMT2 ——— SAM-dependent MTase 433

PRMT3 ' SAM-dependent MTase 531

PRMT4 SAM-di d MTase 608

PRMT5 ] TIM Barrel o SAM-dependent MTase 637

PRMT6 SAM-dependent MTase 385

PRMT7 — SAM-dependent MTase — SAM-dependent MTase 692

PRMT8 SAM-dependent MTase 394

PRMT9 I:Il:ll:l SAM-dependent MTase — SAM-dependent MTase 845
no predicted structual domain SH3 domain

SH3 binding motif [] Zincfinger [__] TPR motif

Figure 2. Sequence structure of PRMTs family members
2. PRMTs SRR SIHY 7454
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3. PRMT1 & 545 ThaE

PRMTL 2Lz A i h 204 1 B PRMT, AK PRMT1 (hPRMT1)H 19 54+ thfk F ) PRMT1
FRwAY, 12 NP TR 11 AN A TS PRMTL 431 K/ 40 kDa, 3 LA 300~400 kDa K43
TREWEAAFLE2]. Bl R BT oK R LR 21 PRMTL 5 SAH 82 kI &9 5
PREER, 11T DPRMTL SRR SE R MANTE 28 . 5 BF R W hPRMTL — 344 7 f1E AL (PRMT1-vl & PRMT1-v7),
FERIE R TR AN NSRS R GV S s g e A 25 T AR . fEER KT
I, PRMTL FIE AL FEPI AN DI BEIR[13]: 1) N-uig L ELAERELE M, FHRHIE 2R SAM 254 1148
(19 %' 1 2 47 & (Rossmann fold); 2) C-uify B FRLEMIK, TERL Arg- IS & A s R AE TR 4544

VE LA b i 2 | B PRMT, PRMTL ZE1A N RIEE REEH IE S5 2 Rt F4 .
WER R, /NEIEIERS PRMTL & SESETI[14], #9] PRMTL ZEEBA KRB H U EEM ., i
Rl gt #E b (an &l 3), PRMTL X408 A HA 19 3 ALkE 2R — W 2L T ik HAR3me2a, % Tudor 254381
# [ TDRD3 #&f% 11 5] HAR3me2a F- B4R N T 1118 (Top MBI E S/ R-FAHITE AL, B 5
RNA EA T 11 (RNA pol IN1EF et % i 2 [15]. eAk, B PRMTL #1075 2 #) HAR3me2a RS 155
T HAK5 I HAKS [ Z.BkAL, TS5 R an R 7 TAFN250 FHe it Ye i FF i, A )30 5 R 1 %
3. 7E RNA Bzt #2, PRMTL X RNA 254 25 4 hnRNPAL (Heterogeneous nuclear ribonucleoprotein A1)
FEAL, )T hnRNPAL FI3EYE 5 RNA 256116871, PRMTL IBTEE & IHZIR 1T A Fr bt
RNA 454 8 H Sam68 [16]3E1T — F LAk, BRMK T Sam68 5 HAth 25 (4 /5 HH 1) SH3 5 A4 sk AR EL/E R BE 10,
MR AR 3R IA . 76 DNA 88 R it 2+, PRMTL %} MRE11 (Meiotic recombination 11)R58
) C-¥iiy GAR J: 7 HEATH B, (23 7 MRELL ML AH SCE5#43 PML A% 44 21 DNA 453455 057 55 (1) 53 &
£, FF1658 7 MRELL I ER SMDIBEE M, AT A FIF DNA G E[17]. fE45 55 Sl S, PRMTL
X M 2 32 48 -a (ERa) 260 £ 45 22 H 4L T B met260ERa, i3 ERa/PI3K/Src/FAK & &I il A K
U R AT T R (R (18], AN A A ) SE T A . FEZL &R 40k (erythroid differentiation)id
FEF, PRMTL %} p38a [ R49 I R149 FZEAL{EHE T HH MKK3 (MAPK kinase 3)¥ /5111 p38 MAPK
(mitogen-activated protein kinases)@f BRI FE[19], HEMEGE TS S IBE T MAPK IS EEF 2, &
TR AIHEAT .
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Figure 3. The role of PRMT1 in transcriptional regulation [15]
[& 3. PRMTL 75 RBF R RIER[15]
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4. PRMT1 5MERIE R
41. 5ABRENXR

ZAHHFR, A TR, PRMTL R IR A A A = 1 3R05, Uil PRMTL 530
S (1 R AR B — % IR R [20] . ERo 4 PRMTL I H 2K 2 —, ERa 7EMEM R B IGF-1 /EFH T, 3@ PRMTL
7E R260 5k I H EEAL TR met260ERa, met260ERa 5 Src Al PISK FEE(E 5 &4, Aefs UrJa4n i 3b sy
MAEAE, A1 K INA(E 5 5 AW R FUR R A0 0 40 M BT KPRk, (HAE 55% 1) FLAR &
HERIE, YT PRMTL 25 T MERRE . Ak, PRMTL 7R 4EE7L AR 40 M 20 M R v e
EREEEA . B, PRMTL {KHi EGFR HIEALRENE AR IS S I@ BBt JuH 2 = FA AL A i
MDA-MB-468 #1f#] Akt. ERK 5k STAT3 {5 5%, Nakai £5 A\[22]& 8L PRMTL il id #is i dz bRz - [a]
AL R R 1 ZEBL oK i EGFR/ERK J&%, MIMIEEFLIRmA AT H . N2 LS4R8 T2
JFtE . PRMTL AR H A0t 2o 4| SR L8 R s Dhse . 4, C/EBPa £ R35. R156 Al R165 fir
A PRMTL 34k, BHAE T H 54304 K1 HDAC3 BIAH EAE T, AT {2 3k i J& 399 K 4n cyclin D1
() 2B AN FL R 4 B AR K [23] 0 X SEBiF TR BRI PRMTL A 8 A6 T7 FL e IR 7E 5 A5

42. SGEEBENXR

AlmRIRIE[24], fE45 E e BF T, PRMTL MRIA S AR UG A XK. Yao 5 A[25] &8, H PRMT1
311 HAR3me2a AT LLZEEE SWI/SNF Z A4 1) ATPase W5 SMARCA4 |3 LLBIEL X (1 EGFR) A
T IE RIS, 3 H PRMTL MKHiH) EGFR 15 51835 A% CRC 4Nt 5E AT At 1) 2 A%
Ak, PRMTL X EGFR H R198 1 R200 ) FH B4k n] ‘S £ EGF kit EGFR {5 5 i BEWGE, (6840 fuxt
Pt EGFR HL3a FEHTIA I 2 & = AR 251 . B FUREH, 7E CRC g, EGFR HAEAb 2 5 2 i
BT TG 1) B R B RIS P A6 R A A7 26 B B AH O [26]

4.3. SRENXR

Elakoum %5 A\ [27]353&, 7€ 60 f4E/ NI AL it (NSCLC) JR & IREA A, A% 7 PRMT1 Al CARM1
FEMH ffi ik . Avasarala 25 A [28]10—TRF 5T 3R, PRMTL i b Rz 8] 78 5 i AL (EMT) AR 56 3 R 7
Twistl 7£ R34 A7 s EE4L 2 5 NSCLC 4 fi ()G A #2 . Twistl nJ LA E-cadherin MR E I K2
) 78 53 e A, E T A7 NSCLC 8 4 P Fr 3 F A0 NAR B8 05 %80 DRIk, S8t 0l PRMTL R 65 10 5% Twistl
1] E-cadherin FI4E H AT & #3697 NSCLC [I1EH]

4.4. SHAMBEIXR

AW FIRIE[29], FEFRMRIE PANC-1 F1 SW1990 #fiffi, PRMTL [ T i & 4l 1 A/ Fn 44 py S5
FEHE R R Y T A2 2% o SRTHT, PRMIT L Jal 18 o) Jige 1t e 40 B 1) D) B3 A5 521 . Chuang 55 A [30]#iE , PRMT1
1E k30 PR T e, I IR ) R RS R TR EL PRMTL RR, RT3 5
AR . Zhang &5 A [SL]IA 78 K3 PRMTL 7€ B hid %k, JF HRew (e gt Bima s ieze, H
S T B, 20H T 3T - 1 k7 (migration-proliferation dichotomy) IEL & . 7E
SK-N-SH & B4, Lee 25 N[32]&K ¥ PRMTL [ Fifl S84 KM A4z, 7 Hiks
PRMTL (1) SK-N-SH 4l W %22 T p53 1 p53 #LEH7E RNA FlEE F/K-F E3Rak s hn. Fik, FIH/N
Sy FHPHIFSE ] PRMTL 0] BRI % BEAe i ROIRES , IX 1T RE 2 2 — FhoE B RRE 1R IT W5

5. PRMT1 P15
PR R DV RIE T A0 [ PRMTL 40507, 3572 -PRMTs HHIAF1i% 340 PRMTL 30081707 A2
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5.1. 3Z-PRMTs $#P&i57

5.1.1. AMI-1

PRMTL 25— /M KIL PRMTs 224, HATEEA NJEK PRMTL @AM HK, Nd oAk
BRI PRMTL (A 28 A 5 FH 1098 2 LA AL B AR S il 751

2004 4F, Bedford 5 A[33]4t5%F — A% 9000 FhAs [FI4b 22 o i) ks 2 55 T~ ELISA [ /ey il B gk AT
i, R 9 MEAYI(AMI-1-AMI-9) % il i) PRMTs (PRMTL. 3. 4. 6)EA WAl /RT3 HliE
Yo LA S0 PRMTL BA A IHIHIBOR, K 1Cs 7E 0.19~16.29 pM 2 [i], ik R EY) AMI-1
(1 4)F1 AMI-8 SHIMR Y PKMTs FR TR 1B GOLD mEilxtE, Jung 25 A\ [34] R Bl AMI-1 [ffifiE 5
55 Lys40. Arg62 il Arg335 &k LRI B/, 205 Glul37 Al Gly86 [ EREIE T A, %
B AMI-1 7] B8 53R 45 &L AU AR 5 R D ESAH AR, Bbg—> SAM JESa 4], 755
TP L, AMI-L fEfg4mi] HeLa 41 R AMEMEAZA - A 3 (NpI3)FI ¥ Sam68 & [ (1 F 560K 7, IF
0] MCF7 48 PRMTL F1 CARML X A% S2 A (1) e B R o Ik 4h, AMI-1 AT Jd s 72 44 3 41
Y AR RS R TR 64K, BT A 1 5K 1 8 2 AN B 2R S N TG PR A% B2 A TR 43 e 3, SR S R .
Roth 55 A [35]% AMI-1 H T-#f 5t PRMTL £ 40 51 2 i 48 14 Al 5 48 JiE (Ag-induced pulmonary inflamma-
tion, AIPI)f E3 K AR AT AIER, 5 PRMTL JER@ER A RARLEL, AMI-1 AL S AIPL K R
HIE A -2 (cyclooxygenase-2, COX-2)FIA R G B S (1 it 77 B AR 73 WA I Ji 28 1 1) 7 2R 9
Ko Ak AMI-1 52 AN RIS 3 M BR ) T FLAEAAR P R o

Bedford %5 A& ) AMIs (arginine methyltransferase inhibitors) & #11k &4/ 3 A& ik £ 4k PRMT1
FOHIF, AHRIX AL PRMTs NEE S /N TAAE DD, N Ja RS 5 PR ARG M PRMTs i) 551 ) e

RRHE T 2%,
(;)'Na+
0=58=0
S
o L8 T
s N)J\N
o H H
Na
AMI-1
Figure 4. Structure of AMI-1
& 4. AMI-1 5#y
5.1.2. MS023

Z 3% FE PRMT6 #1471 EPZ020411 (PRMT6 1Cs, = 10 nM)FIEHENE PRMT4 (CARML)HH 5]
CMPD-1 (PRMT4 ICsy = 30 nM)iJJa &, Jin 28 N[36]{1 % T EPZ020411 1 CMPD-1 45#)7 PRMT4 Al
PRMT6 #ill i M 1) 32 BER USRS Z BRI £ — e, IFF 1,2,3- = mEalintk i PR HUK EPZ020411 1)
MEMEER, o AR PA ) PV R T AT, BT A A T MS023 (1] 5) &R .

ZETNFAFE D G 5 145 (DSF) 822 43 B8 A Y6 U (DSLS) Mt & B MS023 2 | 4 PRMTs 3% 3P 30 il 5710,
HXFPRMTL. 3. 4. 6. 8 [ ICso {4 71%1°4 304 119, 83. 4. 5nM, X Il A1 111 B4 PRMTs 5. 7
IR A ) AL 5256 2, Jin SR NiEFR T 25 Ff PKMTs Al DNA FIELEF(DNMTS) LA K 3 Ptz iz 2
ARG, Z5RRALAY MS023 7E 10 uM IKFE R IHALHFIXLE PKMTs. DNMTs (DNA methyl-
transferases) f1 2 F AL . b7k, MS023 ReFIE MK PEIIT PRMTL 75 MCF7 41 g4t HAR3 FJEAL,
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FINEPERT PRMT6 7£ HEK293 4 fiig )1 33K [36], - FEAIK 1 0 HhoAs 2 IR AN AR — FE R AL I 4 B 7KF
[ 384 00 7 2R . R RO R e . X e g SRR ] MS023 J2 — AN E RUTEFEMER 1| Y PRMTS
I

F 25558 K ATSRfE MLL E2H(MLL-rearranged, MLL-r)& 4 bk B 40 g 19 1L 7% (acute lymphoblastic leu-
kemia, ALL)YAYT RIG I FE R K, Zhu 2 AN[371K 8L, 7E MLL-r ALL 4iffisF PRMTL /K7, PRMTL
I FLT3 HAEAL A E ALL JiRs 10 e S 4ERE, 4] PRMTL & 2 25 400k 1 100595 40 M AR K RN A7 %
AR, FLT3 B S BRUEEM 175 PKC412 5 MS023 BXA 16T E N TR/ B S PP R AR B RS H , A% T PKC412
MR ISR | MLL-r ALL 4B 03 R . TAE 53— Fs B 72 T [38] 42 2] FLT3 #ii77) AC220 B4 MS023
Rt 2 M| FLT3-1TD+ (FLT3 internal tandem duplication)748 ALL 4HABRIAEK, 78 AML /) RS
HEIR TN T R Plotnikov 25 A [39] & B MS023 & — Fh 3 R 45 Ry 4 i 20 AL % 5 R 1, 48 MS023
AR, HT-29 SRRAER 4R AR M AE KW R AEIR, MR e b B /b B2 . X e B AT R
Bl 5T I8 4 e A3 A LA B0 I PR A RCPLIE 26 . MIS023 7E 3R YT AML J5 1T 26 B HE 1 R 4 (A7 2
HB—MEAEAT S EY, T T8 — Lo,

HN—
N
q( \
N\/\N/ N/\ \

H N
CMPD-1 K EPZ020411

>/° NH,
—
N
\
1\
N
H

MS023

Figure 5. Structure of CMPD-1, EPZ020411, MS023
5.CMPD-1, EPZ020411, MS023 HI45#

5.1.3. 11757
AH237 7 Huang i FE4H [40180F & [ —AN 808 PRMTA/S SCEE M55, A4 —A SAM S5 4)
A=A P ZE R ) =K, X PRMT4L 5 ) ICso {E 53519 2.8 nM #10.4 nM, {H 2 AH237 BZE 41
M BEPERR R TN N T IS EIRBIENE, Huang 25 )\ AH237 f72EY) AH244 H 6 iRt An
IEARER, DACREREXT PRMTSs [R5t [R]IE i 7 e B0 i ik A % e s BE 0 40 LAOR BN PRMITL (41
HETE . BUGRET 14 A AH244 [ATAMI[AL], XS A WITE B SR KT3I PRMTL (3528, Al
T HAHEAL &Y AH244, HAETERIFHIE 1757 (B 6), H: PRMTL ICs N 16.4 nM. b4k, 11757 Xl
IR PRMTs ZE ] 8 Nl it ERR I 1 4 IS4 )& 14, 1Cs 7E 5~555 nM Z [A], HH5%f PRMT4
FIETERR T, 1Cso A 5 nM. (EAAI/KSF 510, 181 11757 4bFE HEK293 2 48 /NF, 7E 10 pM K JE T A4
TERK T A0 Arg3 (HAR3mMe2a) AN G AR — Ak o RV pAy 00 ) — P R P A i 2 o - g 41
HIREE, {2 757 XA B A —E MAHITE . 3171232 2 T s, 11757 & PRMTL [¥) SAM 58441l 7,
X R E A DL Y SAM Sa 4454, 31 H 11757 Eu Al L R2 (I SETD7.G9a.NTMTL AT NNMT)
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FZIL T 1000 fFRERE. B EZ, 1757 & —AE 2 -PRMTs #1117, 7] LLYEN PRMTs RI4R
& HF PRMTs S5 TF R A FC,  FF HX Hadk— AL T GE43 205 B4 PRMTS 1R B 0 AR 32 136 2 4101
5l

RG/NI\AH H/\/\s/\C))_ /=N I\A AL)_NRN
Shad = = NH,

N
AH237 AH244

=
I
I

Figure 6. Structure of AH237, AH244 and 11757
& 6. AH237, AH244 R 11757 4545

5.1.4. GSK3368715

GSK3368715 (& 7)/2& & 2% & 51 7% (GlaxoSmithKline) A B A & [ | L PRMTs [ Rl 1% SAM HE a5+ MLl
HIF], W] EARES AR SAM 4G ARAH AR IRAL s fEAHAR SR+, GSK3368715 il A 24 1) LA T 41 i
AR R H BB IR S SE B ADMA | MMA FI SDMA (5575, 5 PRMTS #1776 &4 B T ek 53 |
A PRMT I 51 2 () MMA F1 SDMA HIFR B, FF0T ik £k B 42 7= AL R Ae (R 52 i), A8 45 B 15 R (100
PER B, AT 5 0%, F0HI A AR K . GSK3368715 78 12 Fl R 2574 () 249 /M 4 i 2 Al iR %
PEFRIE K B 4HJ i B % (diffuse large B cell lymphoma, DLBCL) & & FEA i 3E(T 1 #6il[42], GSK3368715
% 50% LA L ()3 20 A E AT P A, Ho6F DLBCL M REAS A i1 23R 76 80% LA L. Hi4h, GSK 3368715
A RAFHIIN 214, 75 DLBCL. 1% BHZHAL B . = B L s R ok B e 1 SR e B AL /N BRASE 8 oy, I
B A R AR K. H AT, GSK3368715 #ifil I IE7E HEAT B IR AR (NCT03666988) ﬂ%?adzlxﬁ.ﬁn
TRIEOK B AH AR LR R AT X e S22 E ) R A

_ J \
NH H’N
GSK3368715
Figure 7. Structure of GSK3368715
7. GSK3368715 4544
BRI Ly IR R HHE R L, A EAT HA | B PRMTs BB AP 154 7% PRMTL
AN, TR A AN R AE AR A R X, (R AT IE AR TR B AR AE PRMTL A48 1 8008 LA K ARy 40 771) 1) 2
AT RE R TR TR B R )
2. EFEME PRMTL 3557

5.2.1. TC-E-5003
TC-E-5003 (& 8)/&— ANk £ PRMTL #II5(PRMTL I1Cs, = 1.5 uM). Shen %5 A[43] %8, H
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TC-E-5003 ALERANAE, HeFFARLHM A B BT, SEBULASLED, SRR & SFIFI D fe
IRIT— . 7E Kim 25 N\ [441FIHF 7R, TC-E-5003 RHLH T RAUFHIHT R AE T, Hhehs B2 K 2 B (LPS)
S HINO 7= A4 (p < 0.01) AT HAE K F (41 INOS . COX-2. A BE K F--a AT 1 2R 1L-6 Z5) [ 3R 1% (p < 0.05),
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Figure 8. Structure of TC-E-5003 and C-7280948
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6. BEERE

PRMT1 2 #3211 | B PRMTS, fEA4 P HIENESZ 2 Myl sz, I BLAE 22 Fhosg s i & A4
RIEFREIEFEZENIEM . TFRIR PRMTL IS SR A B TIEBAIT R0 JhE . O M BR %
ZRPIRHE K. RS BRI OIS T 2 PRMTL #0175, (HECRMED, PK R, 1F
FAMLH DL 25 A e AN, JF HLH AT GSK3368715 X —AMMIFIEN | MR, HAhE 2K
AT IR AT A AR B EAh, B/ hPRMTL SR SE R AR M o0 JT & PRMTL 4115 3515 5k
TRMEFIPRAR . PRIk, PRAEFL PRMTL ZEB0 IR R BIL A s Bl AT th hPRMITL & A4 45 Kk By
TH RIS e BEPER PRMTL #0175 .
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