242424 Acta Pharmaceutica Sinica 2018, 53 (8): 1383 -1386

IS RIS B G ELPITE AT -

HHOHRLL0 T N ES, FAMERE, AL, FRALPERFLRSE S RARED. BAGH
A B G OIFLIGE, DM E LM ARTEORY, BATELT B BR, Gk AnEAEFRT,
KA B A, WA AR A 2 8 R A, Ae AR B e i

Y E A ARBI RGO EARGY R B BT 1997 £, 2011 Fabk L7, Fat 1445, ZEREFHAR
BER B 3T — A, AR, AT EAT HaAf g RIEMGEE, EMEELRZAGOHTE
B JeATeg AL, VAR COX-2 o COX-2 Z A 69T, 4238 T i& B 374 (9L A 215 A0 e AL A= 1% ik 4 0 3R
ko AR BB R T ¥k E A BT A oKt COX JeAR T ey EE, ARRE TX—4), AFAEAER
B[R ERGFE, G AR AEER R AL ARE B ESL S, ERS TR FTHIER TENYS 556, £35
R FFLAF VARG TR, RILT bR =BG, Bk EH R E -5 K%, it 20 %

+ 1383 -

REUEFRARBC IR A RBRG G —

DOI: 10.16438/j.0513-4870.2018-0517

(%% #z)

ETHYAMERTBEMELN I IRE

b

N

=i

(PHEEBESR B At hABE 2B 258 7L, b5 100050)

1 EMEMREEHIRGITIR

20 42 80 FARNAK Xie &5 B T4 R LI
F -2 (COX-2), k2 A A1 iR 3R S8 2 RE A ot Y
ALl &, 1ENFES AR COX-2 5 Emaitytt
BN SE S E-1 (COX-1) fEThfe BA&R 2 LATEA DU IR IR
(AA) NIEY, HAEAYIAE, BmIhser R, ™
AN 25 #4102 60% (Xie WL, Chipman JG,
Raobertson DL, et al. Expression of a mitogen-responsive
gene encoding prostaglandin synthase is regulated by
MRNA splicing. Proc Natl Acad Sci USA, 1991, 88:

2692-2696) . HEAR COX-2 2 [ 48 i 1115 5 1
il 245 TN 58 A 1) 470 29 0 I A B B AR, X SR
AlBEA R R P A 25 (NSAID) & H LI B i iE A
EYFI

BR3EZ5) 2yoy b Btk COX-2 #il],
HhE FE HI A I 2 R B A\ ZE SR B AT (1, celecoxib)
MIER T2 0 2 AE A (2, rofecoxib), 31465 7E 1999 4
T, — BRSOV I B A
2 Y EAMERTHIESIRAEMEZAYEIH

WHE W B S A 46 T 1997 48, JEkEAm M ki

ATBEISAE T 10 SRR T, BOR BT, 3 A
SRR ERBETE 258 . SCERAT & RROE 1 2 Ak £ 1%
COX-2 il 45K o B AT iX Le 4 4y, BARRART]
IF 8 A S KRR, 5 T S B RS A
i COX-2 #2520 A ZR & 4 ANRFE
MEZ A 6 MRS, W 1R TR AR, K
o i BB R B, ARHOERE T IR, IR YR A
ST ARHE ) 2 B 0 A, AORERXT COX-2 B
a5, PR TS WA R EE . AT H B
TR =RARE R EY.

21 FHESMERUEY GBI ER, W
ALK PERFERI B0 AREEZ) 9.7 A, R XU



+ 1384 - #j 2424 3)  Acta Pharmaceutica Sinica 2018, 53 (8): 1383 —1386

Hydrophobic
feature

10.04 / |
/ | 674 g
4 . Hydrophobic
4 ! n,  feature

N 9.68

Aromatic
moiety

10.35
Hydrogen bonding
accepter

Figurel Pharmacophorlc features of COX-2 inhibitors
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Figure 2 The conformations of N-benzoyl anilide (a) and
N-benzoyl-N-methyl anilide (b)
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