AR 5% A Drugs & Clinic 2010 £ 25 %8 1 1 ; 11

WKL BTBIBRR B, & A1 5 F T R R

KB B EERT
(LM RCP B2 K 252 B2 LR BT 21004652, W [ v BEREAE B 2555 B JB EG sh 25 BF 58 b b BT 100700)

M EHANBAERR AR EIEZAFRALSH 2 COX-D) AL AERFECEANAERS T . BLERE 2
MAEELSEERN . — LA RIFHRD, A 1999 FXAMERNTIBEE E 4 RH-1(mPGES- D) 4 £ .4 &
BAMBABRA N 2 EH X TRAMESRA LG — I drde s, HGIE 10 Faf @ A, AL AW R
WAMFRAERTTRENT. A LHZFTROHAHALTRENA. PERN LK LA TLARS
MRl X Fofedn, £33 mPGES-1 dp6 M ey SF b B AF— ik,

KL AR AT P B S A L MAHURAIL L e b
RESFEERITL I XHRARIRFG: A TEHE 1674 - 551502010001 - 0011 - 04

Research on microsomal prostaglandin E, synthase-1 inhibitor
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Abstract; Most antipyretic-analgesic and anti-inflammatory drugs are COX-2 inhibitors. There is a
huge market for antipyretic-analgesic and anti-inflammatory drugs. Although these drugs have some toxic
and side effects, there is no better substitute for them. After the discovery of mPGES-1. researchers pay
much attention to this novel target, and have done many studies on biochemical and pathophysiological as-
pects of mPGES-1. Nevertheless the studies on pharmaceutical aspect of mPGES-1 are still in the initial
stage. It is promising to developing new mPGES-1 inhibitors.
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