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Research advances in microsomal prostaglandin E, synthase-1 targeted anti-
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Abstract Microsomal prostaglandin E, synthase 1 (mPGES-1), the main terminal synthase of prostaglandin E,
(PGE,), plays a crucial role in inflammatory diseases. Compared to non-steroidal anti-inflammatory drugs
(NSAIDs), mPGES-1 inhibitors are promising agents for their better specificity and higher safety. This article
summarizes the research status of mPGES-1 in inflammation and cardiovascular diseases, systematically reviews
the research progress of the development of mPGES-1 inhibitors, elaborates on their therapeutic effects in
different inflammation animal models and inflammatory diseases, and discusses the possible existing challenges,
aiming to provide some guidance and reference for the subsequent research of anti-inflammatory drugs.
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Zj ( non-steroidal anti-inflammatory drugs, NSAIDs)
B 25 X PGE, A i L UiF i 428 09 3 455 il -1/2
(cyclooxygenases, COX-1/2) i i1, TE2ERBE) 2
FHT 25 28 9 9 VPR R YT 1 & FAP I I R 110 22
it o SRR At PR el ] A S FE B ] DR AR L T 48
I IS ISEN B LT BT A 281 NSAIDs #HE5 |
EALHE H B AL M A S 7E N 0™ m RN R
S

B AR R/ 5 IR & E, & ¥ -1( microsomal
prostaglandin E, synthase-1, mPGES-1) /& H {ij & i
AYME— AR AL R AL PGE, 724 AR G K
Pt 1, 0 S pe P41 ) T s ) PGE, B9 L
A0 ) At T 9 B 2% 7 2, Rl ok vl £ BR
Ak S ARBTR 25 B IR £5 4b, Lo 1l 8 XU AR, 7E
32 ) 9 IE AH OB vh AT B R B G 1 R S M R
fe 22k, DRt mPGES-1 19 328 25 PR 410 il 3751 A 22
J R — A NSAIDs JF & (0587 7 1) o A SC &5
mPGES-1 43 7E 2 i 48 i FLC LA 5% AR,
FEXT mPGES-1 #8 [a] 41 ] 57 A 9 5 BOAR S HAE A [m]
SRR R AR BRI PR AT 4508, D)5
SLHTR T ITER SR AL SRR B

1 mPGES-1 7ERFE R B s B 8946 A

KEFEEY mPGES-1 25 T 2R 4 A6
PIRPERE . AN, FESETT R L EIEIFSE T TH , mPGES-1
8 75 S 0 70N R 26 R £ S M 175 5 ) A R
AU G AE K AR IR . @Bk mPGES-1 g
A o 0 T SR B AR 5 5 1) /0N BR OGRS TR 119 98 i
VL B N, A1 o) 00 765 55 T2 AR S A= 0k, A A
FREEW S . mPGES-1 A B 5 & BE s f
WML 2 rp 3R, FE0R R -5 I RS Nk B 4t it
Hl RN, T REBEW RIS
SR I8 mPGES-1 1 GE e #F % T 5 Uy T iy I
B, TS 5 Mg X RER . BRib =z 4h,
ERPEE TN R R G FE  mPGES-1 WA T
AR, W58 W mPGES-1 k2 ] B i y8 2>
LPS 73 8t i 51 1) B 4= %1/ BL PGE, 19774, B0
I R PUEIR . B 4h, mPGES-1 W2 5 M i) &
ARG IERE . A WFSE 2 B, TR AN 4 Hh s
mPGES-1 7 % 2 g (14 A= 5 A el 7 /iR
BJ mPGES-1 A {5 83 AH ¢ g 4 g 1a] M1 B Al
A, ok i A A SR PR e A, DT E 28 i R 1Y) &
FEIEFE . PRIl mPGES-1 AJ B24E Sy g i) 4 B

1HY7 73X, i AR PR L A AU AR
A1, mPGES-1 ik 2 5 1 28 48 fiE B s U0 U ik
IMiL/F5-#E 73 (ischemia/reperfusion, I/R) #1475 . E 4%
9 o WL 995 25 22 b R M AH B, FEAEAR 5
G R EAE,

AU IS B 5T 5 T, S B ] COX-2
i) NSAIDs # L, 2 £ 90 il mPGES-1 AN 7] g
RRARR O IS R 19 A AU, L 2 T BB AE G0 2 R
iE PO LA 9 B HERE . Eb A, mPGES-1 7] A 38
115 T PGE, 197 A= b B W 41 i o ) 2 T 4 )
HE T E-2/9 (19335 7KF-, i EE 3 fik ok A B 1 B B
PR M, HA T REM I IR AET-2 S5 ik VR
W gt —2 & B, PR mPGES-1, JuH &
FL I35 200 6 326 0% 2 i 5%, ) T A 25K % e B0 Ik oG
T Ak, ol 2 i A5 453405 S I, 92> sl kol 1) e A,
REAC I IS O I 05, 350 WU BB I (9 A7 1
RS AN, R mPGES-1 if Al i@ i 40 PGI, (97K
S AT B0 il S Bk AR I . @R mPGES-1 thr]
DAY AL S 0 A JRE AR S O LA 0 ol TS50
N AL 5 5 19 25 53, mPGES-1 7E MR E T iy
YEFIWFIE 45 R A 58 80—, {H 2022 4F Steinmetz-
Spih 25U J7 38, mPGES-1 4 7 AT DL i & FRAIR &
I B i B B AN E IS BH 7, S mPGES-1 411
) R I DA g I B e ) A o ARAEE T S
zi b, RS A RGE AN mPGES-1 BlFR il BE 2 hn &
O WUAEFEDE UR 45345 J5 (A 8 1 A7, (H 255 40 M
AR Ry, #0306 mPGES-1, L HA X E
g 240 i mPGES-1 B3B8 MBI, 780 1l 45 9 05 SR
PN A A PE T, AT ER R B NSAIDs
TFRBEA IS . A H e X fns mPGES-1
I A VA 1 i 32 0] R RS ) L W L, ke
b 2H 2SR A AN 7= A S AT — Rk AR, (R A Sk
2% B — I AT 3 G 0 R AL v i R 1 A R AR 2R
TR 1 b At T T 25 25 W S M B 3% 2 30 Bk ok
BEHL R B4R, FAE] T RAFRTRTTRCR,
PR L, 45 F A (S NSAIDs i I 40 8 1) 25 24 i 4
AT A IR
2 mPGES-1 #l#l 5 B Fh R F R B

T4 SRR LR E R R 5256 5 2, 3t
P FIHRIE T 1000 FliE A A9 mPGES-1 #1141
N, LAk, FELy il it st T B A R el
B A3 IR 1 700 RN R SR AT . 25 Hh Ly 5 7
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2.1 AR A A

VFZ AN [ S5 48 B4k & P ¥ A 44 oy AL/l AR S xf
mPGES-1 HAMGIVER", R 5 Z XA L5k M
SCHRFFANELZ , (BAEARAITE 0 R G BRI TE
Yl . ASCHR 2R, A5 A T mPGES-1
P00 B PRI 98 25 SR AT T R G
2.1.1 FEske sk MF63 J245 1 MBI mPGES-1
LA BP0 S M mPGES-1 I3, ek B
HI A mPGES-1, Ff7F A 2= 1fiL# il (human whole
blood assay, HWB) H 4] PGE, f4E /. % K LA
ANUEAE mPGES-1 m A /N RS9 & iz & P he

2 Z

TZ

MF63

2.1.2 (Heke £ Muthukaman 252" % 3 —26 —
WELE Rl G 1 =801 [d] KR A9, infk 54 3
AEA M A mPGES-1 ROBETS £, EA R IRy
Pt ISR TS A AR 25108 fo, AT
E9 A LPS 55 1 AU A A8 T 75 | A 1 9 i ot U
B o iE— 25 A ) — 22 50 Wk R kA ) = BR RO
[d] BRI, (b9 4 Filb& 9 5 WA pE B A
mPGES-1 M MHIfEH . k&% 5 E AR
o 285 %, AERCRR L KB, J AT B e A 1 3 i)
258N 2B, DL R R ) IR AR AR
—E LG S THAENLEY, (LB 6 AL
Y58 Je R LRI AT R AP 254080 J12FReAiE . 2
% %) v RX P 22 R 8 o T R A 1 1 R 2R R
1, HALEY 6 Xt 20 S i IK B 2 k5 s
FTREFNIL 221755 0 K BB R A B R TR,
AHEHAIGIRIAE™, A5 7t TAIF R
G W, WE 5T 7R LR A% 7)o A0 1R B N
mPGES-1 FUMGTE P, #0H1 A549 4 fdh PGE, i &
B, HAF 2K B mPGES-1 [RIAEEA IHI7E, fiE
B 3E /> LPS HICT M B B vEAN i b PGE, 19/
o T HAE air-pouch 375 T 1Y 20k AEPE /)N BRUASEHY
i, B ] DSk R L BE BT PGE, Y A= i 1 AN 52 e
TXB, 1 PGL, 2 & Q™= ¥ 6-keto PGFla 4=
Mo EIRDEFEM LI, A 7 fe b il L e

cl cl o
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Ay o TR
\
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VEREME ML PGE, & 1L, W s 2 WA S 0 &
PRI 2, 1R 5 | RS B OG5 RITR, ELAS I il o
FEHTFN R 2R A R, AS7E AR i |l s H AR
M2 B, 1 LPS #5519 Ak mPGES-1 ff A /)
B B b G B AR A . IR RIS & B,
MF63 4bHin] 4715 EGFR #17) JE 3% JE (erlotinib)
FEAR N SMAYT BTSN B B VE FHACRRY, 5341, JERK
WA AE WAL AW 1 R & 2 s B RE S A K
Pl mPGES-1 (3235, HAT B4 1Y BB 14 A AR
FEVE, FLAE D 2 $2 o K R 1o S A B 11 R yT
B HZJE XTI mPGES-1 1 F A8 %A
IEEEE i

TZ Z

NC
e
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2

R G R A AR S K FE AT T AR R 2L 3 ik
FBSEK A 45 e, 10 TP ZARF5 PRI (CAY 10441)
1 COX-2 M1 7 (dup-697) W& iR o728, 1t
Ab, LA 7 A BT AT ek 2 S o RS R A 3 PR B
TR v A 2 B 20 R RE B iR A X B, OA e E Al
AS549 [ii i 20 L ) 2 1 R GR T 1 SR T RS LA, A
T 0 61 s 200 49 Y . HC& m 3 5 755 CX3CL
RS 2 RAE M THIR SRS, FEFIE VR $t
Pk 58 o & B mPGES-1 11 32 3k 7E PR L 41 i Al
Kupffer 2 g o 2 &340, [FiF PGE, 194 i
Wz fbAY 7 AL PERE B3 SGE FFIE UR 514,
VR I S RE . SRBE AR AL R SEOK T, S B A0 5
FFEEIMEE . LAY 7 38 RE 25 0/ s 78 ULk ik
520 AN A AL S S5 A v PGE, 9 AR A, [
fdig 72 LB 4 L 6-keto-PGF 1o A= A8 i, AT
TEWUREERS T R RO VE IR . s AT AR b A
Yy 8 S5 [RFETEREIG VESL S . A549 ZIAI 5S40 F1 HWB
S IR S E AT R ) mPGES-1 B35 M, H X4
£ COX-1 ML COX-2 ToimEIfEH, H-AefE/N
FRA R /D PGE, RY3RIR, 5 M SRS
SRR BT AR

213 WAk BmE MRS K mPGES-1 5 5-
LOX # % &5 H ( 5-lipoxygenase-activating protein,
FLAP) HA [RIJEPEFIARRIE . PRt & 30 FLAP #1
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7 MK886 X mPGES-1 [AlFEE A D)5e, HagiE
i # ] mPGES-1/PGE, i35 EP2 5Z{K 5 actin #15¢
5 1-2/3( actin-related proteins-2/3, ARP2/3) f{) &1k
IRV, 380 7 A L 1Y) S R IR T RR B 4. I IR
W5 % ¥, mPGES-1 1 PGE, i 5 i R AE e H
2t I 5iE (hirschsprung disease, HSCR) H & 4% 85 B4
FH, PGE, BE 5 I 4 B 42 51 400 1] 4 B i 7%, fi
MK 886 AbHREHR /310 7 2 i M A DR 2, D figds
FIF K . 38 R MK 886 Aty ik — A5 plr gk, 4k 1
NAAR T AT [g] M-3R B iR, Bk &9 9. %
b5 YIRETE AS49 4 h 06 PGE, A i, If-HE
FE— AR b el R R R AR A B /N B A SR
JE 75 8 J2 TR R ABE 78 £14) 9 5 s 1

214 HFEE RIFmkm S-— A XA
() mPGES-1 ELA — & (il 4, 58 A
AT, RIIFLEE TG 10, tL kPR
J3 PF-9184, %} A mPGES-1 i 1 ¥ 5. A 1R 35 fity 717
HVE A . 7 IL-1B HF A9 B L L £F 4E 40 e v, PF-
9184 W FIH B EFHY mPGES-1 ¥E#&1E, H COX-1/2
fiff 7 238 4%, H.XF 6-keto-PGFla, PGF,, Al TXB,
72 A LT A R Y IS 6 B, PF-9184
A] F&A% PGE, 7K F-, H AT # ] NF-xB/IkB-a/COX-2/
mPGES-1/PPAR-y ) 55 ik, IF I/ K B A Sk
JREASE IR T TL-17 Sl A /N BT U < ZE A AL v PGE,

A 0
S OH JEt
A\ \=0
HO
) L
o
Dy

MK886 9
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o5
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215 y-H A T H A B £ A2 i

M (petrosaspongiolide M) & y-F2 & T ¥ PN I 1 52
RZERy, AT N B2 B R AR ) 50 ] N, A~
PM &L 9y R A ik & % 11(BTH) . BTH £
LPS Hl# % RAW264.7 4 fifd i) B Z | PGE, 1
PR T AR A 20 R RN B R (zymosan) 5
(/1N BUE I 6 B 8 v, BTH #R4 3 | mPGES-1 F11
PGE, 335 54 1L, 1% COX-2 i35 TCH M .
BTH i AJ 38 28 26 8 P4 1 D5 S /N BROG 9 48
MR LS SRMH S 04 /N U I S A58 - mPGES-1
1) 3 38 Sfe B IR A% ARE J I, I BRI G T R R
Az RRNSETAT RAVE4, I8/ 90T A IR | B 1= ik
A 20K, [FEHE PGE, F1H = B, BI7K
ST I BRI

S Br
/ —
O
no” ©
11(BTH)

2.1.6 &5 REE  Koeberle ™ FF VA7 JE R
(pirinixic acid, PA) FZ5 15 2] T — R 51 o LA
fiitE ¥y, BA mPGES-1 fil 5-LOX XU HE . H:
kA 12 HA TR A mPGES-1 A1 5-LOX 4l
fiE 71, JF RE7E 40 M b 40 ) PGE, 9 A= A%, HOR Xt
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COX-1/72 P2 IAE ] o YS121 2 —38 o B AR
RIPC ST JERRATA M), 76 LPS Hlsk iy A4 1 5256 b ]
W AR b I ] PGE, 194 AR, FL7E R PRS0
R BRUM RS 5 A 7R v S8 25 2 LR ) 1 O Rk D
RUEAMIENE . 1A, (LG 13 H)E—2 a-Z5 3
V7 SRR AE 9, % mPGES-1 Hl 5-LOX HA &k
I REPEIBIVE T, 75 LPS HIELA A4 il 5256
il PGE, B3k, M A PGI, Al TXB, fIFRIARY,
A, b AW 13 72 R BRI (R N AR A R AT 2548
B 2E R M, BART Ay LR IR © A B Py AR A
HAREIUE R, (BT AR P B BRI 7EA
RS IV 1 AN B A

217 R WEREE  AF3485 & 2K F R 09 77 A
Yy, 16 IL-1B HK A AS549 20 it b Al i e 81
] mPGES-1 W&/ PGE, B K. ARIMIFSE
IR, AF3485 fig il ot AR SR B AR K R 32 A i
BN R T R, D /N BB R g A0
A431 B SR HEEECY (0 H AT A %A A AR DE
RINIFSE . AF3442 7E LPS i S Ay 5% 40 i Fh g%
Wi mPGES-1 BTG YEFN PGE, B K, 18 A4S 1M 52
55 i G PGE, 89774, T L~ AN 52 e At iy
IR R G LI RIA K. A A W 2
— A R N S50 Y RO B EA IR A SR o
2.1.8 RAEBLBRE I R a2 Y 0 R
WF5E N & BLEAT R R e A O AR 5 ) 14 fig

N 3 o
N o
=
Cl
12
H,C CH3§ S. |
1\@/\@ OH
Cl

YS121

H o)
N N OH
QQ \ z/ \EK\NK n-Hexyl
Cl
13

¢ {

AF3485 AF3442

I LM mPGES-1 7 LPS 3414 W2 i v 1
il PGE, iy r=AEP il Xk &9 14 #3056 R 1K
vE— 5T, RBALA Y 15 XF mPGES-1 A #5#
{4 300 7 HBE WL/ LPS 5 S i PGE, 1Y 7= E .
E—2 kI, AW 16 J5 a4 PBCH, 1 3%
M RAW264.7 EL 21 L F1 A549 4 il PGE, Y
Az B, RN A I 52 g v [F A B PGE, 1y il AR
FHEN, sh st & B PBCH fEi 1o P Ik B 41 it
PilE 6 K it G6D (lymphocyte antigen 6 family
member G6D, Ly6g6d) ) mRNA 7K | 2 X
T (theumatoid factor, RF) A 7K 3 A K 4% R T «b B
PR By 5Z A 38435 57 (receptor activator of nuclear factor
kappa-B ligand, RANKL) 5B #47"% (osteoprotegerin,
OPG) FU AR, Wl A5 R A 1) 1k 515 4 RN - e ik
B R B T ik, AR, B 58 R i 5 T G
AR, 554, MPO-0186 & —2 il & 1L
1Y n-Zd SR SLRA RN (L5 ), RETE BRI HbA R4
mPGES-1 1Y% 1k, 7F 1L-18 B AS49 21 i v Xt
PGE, Fl PG, #A — & il /E

219 HufEisy B LARSRAEWIN, &
A AR Z 3 i fE AU 18 SR w45 2 0 A B AR Ak
Yy, [ AL BA mPGES-1 (I #IHI/EH . Wi\ MF63
A e &9 17 [FIFERE B2 0 i) A mPGES-1 #9375
P, XF COX-1/2 LA HIVE T, B REME I > PGE, 1Y
BRSO T RAR N BV R AE A (air-pouch) T [
B S RE SN, LSBT B9 i 7s JHE R BH BT 14 5 7k
2 /RS i 32 50 kR R e s it Je ™ o ok,
755 HE - 1-H L w5 W -3-2 )i (HMIA) Rt 38 1 910 6l
mPGES-1 mRNA £ %€ Y8 /b LPS 75 7 1) RAW
264.7 #ifiH PGE, i~ A, Iz M XCREA S0
KER TR, HoMaa G 18, a1 19,
&% 20 %, B HA—%E 1) mPGES-1 #I#I/EH .
2 I, 38 ik i A0 28 T B e 8 AT RN 22 o B
mPGES-1 #l51], {H B3R5 4k &4 B4 il v 71 Al
IRFIAIA Ff e — LB IEAE A
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14 15 16(PBCH) MPO-0186
0
0 o B o N Br
hd \ L)
. A _NH N OH 0
17 HMIA 18
NO,
" 0
Hp N
WNH\J N O M )—OMe
b oH N
NO, Q H

19

2.2 R ARA I

X e gt v 25 FIAH P 25 ) A TR e I R B,
ZHAPRVER B h 25 FE259#8 A mPGES-1
B A0 VR, AR SCHe 32 B 93 286 45 2 R AR T
mPGES-1 #5317 T 8B
22.1 B ERRYG NLETSEBEINRES
fin Ak & ) 25 W % (curcumin) fE 1 & 417 ] mPGES-
1 3K, 3 3 % HEEAT 40 0 Ak 2 1B i 45 2] 1350
oy R G AT AE Y B A B8 mPGES-
LAMEIFE . BeAh, —Fp RSk 25 Fp 4R BUAY £ B 1 5
JU A% & -3-% & F R £ (epigallocatechin-3-gallate,
EGCG) , £ A 4= i 55 56 ) % 9iF 52 0] A5 #5008 2>
mPGES-1 #l PGE, iy 4= i, H A A COX-
2 By AR, BIFFEIESE, ff ] EGCG AT REfE I
LPS Hl3%5 HE /N BT mPGES-1 ) mRNA 1)
FIR M PGE, 1774 o N BEA H2 B i) 75 Bk A it
(myrtucommulone ) F1 5 22 38 $12 B %) 53 0 4 22 1k
% (hyperforin) ti X mPGES-1 B4 #HI/EH, &4k
ARBETE N 4 L5258 A1 AS49 21 i Y sE sl | PGE,
fr= A, X COX-1 fAE 4] COX-2 TCimHIfE
FH 4 22 Bk E @ i /b PGE, Y #8035 1 X
S E 75 1 /0N BRI JH AR B g 4 A 78 7| A
B A MEIEAR o 59— IAF ST 48, AORE il R B R
Z A AW REAE LPS AL T (1 /)N BRUE i 5 g 200 it v

20

Wk b i BE ik 19 mPGES-1, COX-2 il 3/l — 41
At & & il (inducible nitric oxide synthase, iNOS), M
R AAE SO 3 A BIFFE 4 H A vt 4
B AY £ Wy ¥2 J5& % 15 (hydroxytyrosol ) fE i 13 1)) i
mPGES-1 [ 7= 4k [&AI PGE, A4S N 2 A4E K A1
(vascular endothelial growth factor, VEGF) [ 2 ik,
AT 90 a1 e %) A A I A8 7 A Y BRI =2 40,
O r 35 7 7 19 193 28 B 43 S 5 1 (oleuropein)
A8 3T ] COX-2/mPGES-1 Y 2 35 /> IL-1PB
Ab Y SWO82 il H NF-xB/IkB-a. & A4 (1 &4,
AT R HE BT FBT A E ™Y 5 — R E e T4
R Bz SR 52 v 22 8y 26 42 U)o B2 (punicalagin)
. fig i 1 8 5 NF-kB/COX-2/mPGES-1/PGE, i
IR LPS 175 5 19 /1N 5T 48 AR T Ak, DT el 4 A 22
RAFEH,

222 W ERBRY FLAE R B AE M T AR
mPGES-1 Hil PGE, A5, il A 45 i i 40 i 1) 1
FE . MAE AR TR T Hrh LR L
M2 (boswellia acids) BE [ A549 2 i A1 A 42 il 5%
% mPGES-1 #l PGE, 3K 35, 1E R A5 3 1Y
ZIN B AR i A AR R A 6 A5 AR v i 2 6 A
N Gy — b 2L A P B =5 B2 (triterpene acids)
WX mPGES-1 HAT #0538 (19 K5 S v il 4 o otk
Ab, DR B AR ZEF0AR rh 43 B 45 21 Y 28455 21 i A
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OCH,

M i 2 s B
(sesquiterpenoid ) HLHEIE S RETE A BRI I B A A A
RAW264.7 41l ifg A& i il LPS 5 5 59 mPGES-1
H1 PGE, 1555 58

223 HAFPERB  PNEER E TG R B
1% K (berberine ) T 7| £ A 14 411 il Wistar K S
WAL PGE, AL, HXT COX-1/2 Figif 4 o 5%
M, /NBEGK LX) HeLa 40 i 7 PGE, 19 A= i H A BH
B EIER . BB AT A U FEE) (camosol,
CS) F1 Bl B2 2L % ( carnosic acid, CA) %} mPGES-1
AR AN EIE R, B FE B X 5-LOX 33 H 31
HlfER o 78 LPS fl L r A 4l 525 v, B R
] PGE, 196 1 HAS S il LAt 1 510 B 38 14 5 B
21 S 36t 31E 52 O X COX-1/2 TR PE VA 52 mi . M
i B 7 b B O 25 B F K (leonurine ) P 38 23 T 9
COX-2, mPGES-1 il PGE, /K ¥ i 5 F& AR IR BR4h
PAAH A (monosodium urate crystal ) Zb# AT 51 & 1)
BRI W RAE N o TR #7185 (embelin ) J2:
F A6 R 78 SR 1 5 1 143, %) mPGES-1 HA — & 1)
P AE AT v B2 AR b A ) IL-18 AE TR AS549
Y PGE, AR Ak, (H[RIBS %) 5-LOX A A8k i)
THIVER . SR P B AR B R R =
S B (bavachin) BE#I il LPS 5 519/ 1774 B
I 411 R /)N BRI s 5 0 40 i ' mPGES-1/PGE, (1)
PR BLAL, AR Z R IR AL A Y b A
% mPGES-1 Fll PGE, 4 s =AMl /E ™, (HK

TR

2R R TERINTEA, IR HE A Sh PS5 .
2.3 mPGES-1 #7) 7] #4915 KX 3 LK

AR mPGES-1 #7143 K, (Hik A
Il ARG 14 A /%L, A145 LY3031207/LY3023703
GRC27864 L)} GS-248.
2.3.1 LY3031207 #= LY3023703 #L3EA I %
B4k & % LY3031207 LA K LY3023703 1E IIf FR Rij
R HP X mPGES-1 2 A R4 (14 18 £ 90 6 4E

HOOC
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55 FERE AR A L] B B B0 F 4] mPGES-1 # 1Y
AL B N 4 i S 5 DA K A549 4 il PGE,
) 7= A B30 PGL, BT B, AN B2 COX-
1/2 F1 mPGES-2 JHifE. 7E 2013 4EE4 7Y T #iilfs
AR, 1Y3023703 7 52 i {t J3E 527 12 3 14 P9 19
PGI, Fll TXA, i 7K, {H Z R 3 LY3031207
LY3023703 A5 Al S Y I, AT RE 2 e
TR TS AR 5 8 S 45 500 140 i 32 45
I8 kBN, T ERAIGRA R RN, 52
PG HIBFTEAE 1T B R 28 1k .

232 GRC27864 #% 16 I 5 il 25 /A &) JF & 1
GRC27864, W Bk A ISC 27 864, 7EIIfi A& i il 3
Al A A IL-1B 75 5 19 AS49 40 i - mPGES-1
BT, e AL IR BRI R 4 1 S2 56 Hh ) PGE,
HIBET, HILFAIIH COX-1/2 FHABRT I IR Z 1)
A TE T WG R 5 v & 31 GRC27864 AT LA
BARHG AN H AT i S PGE, 19724, X T 4%
IS A B BRE N . HETIEEIEAT
T 309 PRI, FH T P4k v B i 56T R AR A 1Y)
JPRON G4k, IR AL 624 44 IRAE 40~70 21
B YEZ R, I 12 J5, B 45 R v R A
AP HTAE T Iim R g, GRC27864 RES | L
TRy AR 77 Sk B (6.2%). LR (6.2%) FIIE S
(6.2%) SGEAN LIV, PRIk v R FR il 1 oA Sk 114 iz FH
Mg,

233 GS-248 GS-248 L # X &y OX-MPI Al BI
1029539, fiff 7% % B HL BB 2 3 0 il X mPGES-1 #%
FE PR/ B A i B 48 1008 mPGES-1 KF. H
Ik GS-248 W] i F I FFEHHRRA T A mPGES-1
LR /N BRI mPGES-1 (93635, IWAE, 75 A
Ttk mPGES-1 Z: A i A /N A, GS-248 7£ LPS i

o OH
g
b

FUREE(CS)

TR Tl

HO_ _O
B
™ =

FUBHR(CA)

T 2P ST BRI E W 45 L 2R R 1 2 1
A 40 W I AR A ek 2D F A0 s T N i 4 45,
TNF-a., IL-1B il PGE, 47K - g 2 F#AG, ELAN i
PGIL, & B, 2020 4F GS-248 /Y T HAEBEALIG
PRI AE 5 [ 58 1, 55— B BOA g v 25 sl sk
B TFHR AR 120 mg GS-248 i 5 e fTk e e
B 25BN S5 | v R Z VAT T 40, GS-
248 FEAS AR SR T 5 A I 2 R )k ) 3
B4 1.5 h Al 3 h, B GS-248 IR G I 3K 2 5
13990k 10 F1 16 he EARAE T B AR5 o oA 0
ZERNFE T B HA R FAF, (B T8 GS-248 RES |
P (7.1%). B (7.1%). L9/ (21.4%) T8 i £
F I, T LG BT Y GS-248 725 IE AR A T L AE 33
B 50 B Sk 9 BT (42.9%) . i R 22 4 S S A
mPGES-1 #1577 & (W 3[R e &5 . 53 4 L]
FI SR TG RIS, (H AR E B X058 IR IT
FEERE R B BEVERURIBR LS R IR 5T, 3
B R T 58 BV AR RS AR A BT R 2459
5y BAT PR

3 NESRE

kSR IS 5 25 1 R R 5 T e K256 %
HIS R 2R A G B R 4%, 22 LR 51 X IR A
COX I, 145X COX1/2 k£ NSAIDs
P o cOX2 #HEpEN Il COXIBs, T #%) 12
T Z R0 9 R M50 B I RIG YT, (H R T 5 i fn
O LA A5G 22 AN R ROV, (AR I 32 BIAR K Y
RRL o 5% L Dt DR 32 8 02 PR Ay AR 41 o S0 AS S LI
RAENE PGE, AR R, T H AP 1 HA 240 f o
e R PGL, FH A AA R F= W BT Wi . IR I,
NSAIDs [ i 5% #5532 ¥ N COXs % Sy T i (1)



55 55 5 5 ) %

I, 4 LA RARETSIR R B, A

B BE-1 TR 2ot 705

FLABEE A, 45 T 53 8 PGE, 44K & i mPGES-
1, 25 PGE, /1) 15-F2 10 5 I = Wt =l (15-
hydroxyprostaglandin dehydrogenase, 15-PGDH) LA
S PGE, 321K EP 55, Horh, Ll mPGES-1 4 i
TSI 52 BT . shi) SEae 4 AR R I, et
il mPGES-1 AR AELR B COX2 4% 1 NSAIDs
FIPL A DAL, T O Il 48 KU A1, HE =T T
TR YT LG JERE PR O 1 A, ﬁﬂZﬁJHﬂ(%ﬁé@ﬂC ﬁ
SRR B 22 1 A6 W BOR SR 7 W) Bl ik I A g
A0 [ 4 mPGES-1 T 8% 48 i )2, SR H Hi IJfI
TCHEALHEIE PRAE I 19 mPGES-1 #1751, Br52y
VIR B T 4548 . BALTE A28 124 2 57
AR, T AE NFE 425 3h ) mPGES-1 (194
FI&5 M A — E R L Rl B 22 5%, H mPGES-1 5
HoAth A 1 ANFEORE AR S DG H B -S-5% #% 1 (microsomal
glutathione-S-transferase, GST) -1 Fll & [ 1% 2 IR I
fiff 2B (protein tyrosine kinase 2 beta, PTK2B) F 25 )
AL, i 2 B0 AE mPGES-1 # [ P4 300 i1 559) 740 1if IR
BEOEFE S H B . AL AL mPGES-1
A/INBRXS B ELE A 50 AT A N PR BE VAR, I
— L RASAHT mPGES-1 1E4EAE AR BN 4 1]
XFEL mPGES-1 S #E s TR 25 W0 A G H 2
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