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Abstract

Since the launch of aspirin, COX-2 inhibitors have further developed into mainstream drugs for
anti-inflammatory, analgesic and rheumatic joint diseases. However, studies in recent years have
found that COX-2 inhibitors can not only be applied in the field of anti-inflammatory, but also in
the field of tumor prevention and treatment. This has been demonstrated in molecular biology
and cell biology. COX-2 inhibitors have shown good tumor inhibition effects on both single and
combined drug administration studies. In this paper, the expression of COX-2 gene, the mechanism
of COX-2 inhibitor and its current application were reviewed.
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1. 5]

COX-2 HHlI 72 4 e PR PR A -2 (COX-2)MIZ5H, K& ARSI R 250 s S& &4,

B AR E A . COX-2 MMFNFIEGH —AMRIMEMEE, SIS PR, BENTLEE R F . 1628 TR
ATy, EREAREEIE R T MR, AT4 COX-1 Fl COX-2 M4k R 54k R AR, o
COX-2 NFEFIEE, IERZHAMMF TP ARE, KERIHE COX-2 ZRAEH Al #FRAHAL
ZURb, WIS RAE: COX-1 B AEMER, BARY BRI, 4ERFE Mg DAL A B AR € 1
TEFI[1]. DRk COX-2 5 57 M A0 75 AH Lo A F TG PP ) COX HMHIFIA R KPR B i demIfE . A3 LLmff
FLRW COX-2 AMUAERAETALE 774, FF HAEVFZ (R 40 i ot = 0k 2] (3] [4] [5], A3 40
AL EAL I AT A B (PCM) [6] [ 7]

2. COX-2 EASGH R FTE

COX-2 FERTE 1q25.2-q25.3 i /i, ZEAH 10 MMNETF 9 NN E TR, KEZN 8.3kb;s 7E COX-2
ERFEN) B A VE 2 sl s HA ks SP-1 75 3 4, AP-2 (activator protein)fi fi. NF-xB
(nuclear factor-kappa B)fi 517 2 >, TATA box /741, CRE (cAMP responsive element) < M. 7G4 Ets-1 ¥%
SR FA7 £ A1 C/EBP (CCAAT/enhancer binding protein) s M G445 1 AN8]. MRAE#ER]. PLE. AMPK.
A K7 NO. p53 848, COX-2 B 5 AR H FEAK[9]. NF-xB [ ik [ 101847 512 COX-2 Fik &,
COX-2 FEH s —% 3 &4 17 4 Shaw-Kamen /741Kl 70 kDa BY 74 kDa (125 1)

3. COX-2 &I B9/E A 3R

COX-2 i ZWFRIE S MR 2 BB R A2 7R, EHE R R B, P8 T3] DL R i
IR %, LK 1. BRI, % COX-2 B4l ml i 2 7 v e s 0 T A1 va T, COX-2 $MilFI7E i s
BEyA BIE F FEEA LR LA .

3.1. AR i B RO L AR

ZIROCEEN R AR VE SRR T COX-2 3R 5 INOS M VEGF RIEAHRM, WAL 1. BtHEN b
AT REAAAE DS &, VEGF 1E iR B8 A Kl (2 g I 110 BHEAFATE R IR IR . B R
g . AR/ TSR COX-2 W ERIAY 5 M W A K R AR B A AE B DI R & [ 12] [13]
[14] [15]. BE—BWRTERY], RATAE LB REE COX-2 7 At A 4 H fe b e i & A= e i 7 F [16] -
Nakao Z5Xf IL-14 A3&IE 5 R I A2 AT WE FC L, TL-1p8 Rk et i 18 (I RS COX-2 5%,
COX-2 Ml 77X b Jed 0“6 ) P2 Rty S LA HBIAE 1 7] AEIRFU/N R Lewis it AL, COX-2 45
FEAREAT VRGN A AL, T A i I AP 28 A 8 AT 1 ] b 4L o o e 2 B PRI 18]
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Figure 1. COX-2 action mechanism
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Table 1. Correlation of COX-2 expression with VEGF, iNOS and MVD in 63 cases of salivary adenocarcinoma
= 1. 63 HIERRBRELHLY COX-2 &RIAS VEGF. iNOS & MVD HJX &

COX2 N—VEGF—X2 P—INOS—X2 P MVD T P
+ - + -
+ 46 33 13
- 17 7 10 5.00 0.03 8 9 403 004 312+£6.3 343 0.00

3.2. YREREARREE

AR R o AL RS IR, S A COX-2 M &3R8, A B 22 R K., Ui COX-2
(IR 55 40 A R AR A% AR 2 190 FRIGIR201 S50 78 KB, COX-2 #II7] NS 398 {# HepG2 4 At J& 1A 1)
GO/G1 HIdt L Isg &, S HIAD G2M M4 ART LE FRfi. A8 COX-2 Hifil 71t 4 i i H F PP P IR 2
TR COX-2 SEHLIT o BH T~ COX-2 il 771 3] 18 40 it Jol 030 42 Pl 0 22 94 52 2 1 T4 COX-2 P b B2 & o
FHMEEE COX-2 HIHIRE 7755880 COX-2 Ff 7 240 Ha Ja) %% 46 75 T H) A — e i B FIRE SR R AR . B
ST COX-2 il 77 an o) @ ik JEHI ] COX-2 3430t 4 M & kAT VR 43I AS 2 K5 A AR, H A i B 1%
5 Akt B i) PDK-1 G 0. 8 A AR A A& A RIS ) p17. p21 BISRIE KA A A1k .

33. 5498

AR IS COX-2 Fikid B, Eid Bel-2 Rk, (#4340 T2 RIS, iR 40 i i
FEREBA[21]. 5KIRSEH COX-2 #Iil7] SC-58125. ZERE A5 NS398 70 AMEH T Bt 124 wf, —
HHERARBTIER . EXF Bel-2 MRIEHEA RLE W, B COX-2 MMl §E1EHF Bel2 T
TR A, AR COX-2 #1714k COX-2 A LHL M T /E R TTHE[22]. 24 COX-2 41
FZE KB A U 250 K482 B AL FE HeLa 410, HeLa 4104 40.11%M1 21 8% TR, ¥ HEAH
21N HeLa 2 )8 T3 0 47.83% o £E COX-2 4l 71/ (2 A5 Jos 200 AR T2 I8 5 B Paar-4 FE DR 204 Bt 3G
BRIt ) COX-2 #itl SR AR 24 FH 5 Par-4 226 8 R&([23].

3.4. fIEIAERYRAMES
AR COX-2 RIZIE BN, R AR I R /7 thAH RAEE R3S . COX-2 5wl il id ¥
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5 MMP-2 Al MMP-9 7E N (1) MMPs X%, S8 hnfe 2 2 s 1. COX-2 Wnf LIME R &JREA
BERIRIE I 2, NPT MR M TR, MmN A2 22 R RS i PE[24] . M4 =5R5E CD44 1, 3L
RN, CD44 FIRIEEM L, MK COX-2 MIRILER, CD44 FIFREEWLS TR, MBAMBEK
R FEK[25].

3.5. HE3EME4RRERT E LA ORI

V22 J IR0 40 M o) S 2R E0 A B R AR AR P o 24 COX-2 A X AR BT AE /7 W A8 3, 330X a1 7k
SHEIT AR o XI5 TR SR FH 5 R T2 R S 56 2 it X 4 M A 0 A [7] 740 5T 8 36 87 00 Ak 22 1 7L it s 240
PR 2R (G RIS [E1AR BE 1Y) J6 S5 87 R 35 B T8O SS BV E B S 0k BE B AH GG R [26]. COX-2
381 750 P TR B4 B WL B AN B i, G B AT 2 R 2 2 T THT ) - COX-2 Re e 464 DU IR 7% % 9 PGE2,
WK I PGE2 KV % Hifth PGs BA U HRBUEH « F3 4k, (HAR—FE 102 COX-2 A28 i ik 41 i 1)
JEPE R BRI R T X SRR

XU 2 ZE 26 224 15 i 40 i 5 At 15 e AN A T B R s i A e, RN R R B2 A 1S O A
COX-2 RIS AH T FAb MR 4u i, PR HE I 40 B P 25 PE T e 5 COX-2 A R [27]. T FaE AxF
T siRNA JUER A AE KR 7 B S PR TAK D ZE R, R B 41 BGC823 X MU Eig &, SitklA
i COX-2 (7 TA o BH S BRI, (R G AR TAK 1 3l L T 1 COX-2 R IA 5 PAME 3 BGC823 Xt 25 ¥ fiUsk [ 28]
TSR NI FELE A R B2 14 JE 32 87 FIAE F T AL 4 xS AT 2990 24 3485 R IO RUEME, RIS £
AT R K e 4 T 22 24985 R I BUR I, X R F 5 J8 95 &7 FIAZ LR 7R B A [ 29

4. COX-2 IR R

COX-2 il v] 5 1% Gehi i 29PN TEUR A 7 106G DAY S g 0 5 BE o SOV 45 P 2 5 5 AT B 45 It
BATRT B e 20 B )R T S AR F (30 (R I U AR 24 ZE R B A AR 6 A 8 VAT B TE B T, 2k
EAT ] BRI I R, DA T BRE FH 25 (I PR 24 350 A 15 BRI BE 138 . COX-2 Ml Rt B
T e (A, B e DBk JE R (31186 7. H RTTEEMIT LR O E A A =T SR
AFEH A2 -18 (L-18)%F Nl B 40 Mk AS49 Zufakb 3, BAG A [FIFREE 4] COX-2 Mkik s, Hil
HIFREE S IL-18 IR EE B IEAHOR[32]. BRibz4h, M7 EIEH R L RNA DL RNAL FREE .

5. 4518

w04y, MHECT IR PUEZY), COX-2 MfIFHNIZ LS PR 454 CAETUR YU R IL T BRI
710 NMITHEXT COX-2 FMHIFHAITT AT VLA FEAN I AL PR IS BB G a5k AR FIPLEE DL AN )
SRR SR HE X SR A4 R U T T P AR S . COX-2 77 () K e B AR AE ¥ 22 1) i,
COX-2 A7 AT 58 0 7™ EC MU S R AR R, 1999 4 b1 1R 2 AR5 A7 (7 48 ) R34 O T 5006 1) R0
HTMAHIETE 2004 4T IR FDA 1R 5 foVF Hofth COX-2 M4k S48 A , (B VF 20t 7O UE ¥ A COX-2
A 75 P ™ B IS AR A R RO BE AR [32] . I DU 4  EE EEON R 2N, TR — AL
At A B CoN LR X AE LUS U8 R Hofg 2 ROREE I S COX-2 il R A IV . BRitbz 4k, H
9% COX-2 Fil 5 FUIRS IR B AR LB AR AT B WA, o2 COX-2 12 4R COX-2 @AM i i&
HUER R T RS R AR 5 A BR o[RS, COX-2 A7 Fif 8 AN [ B 3 A2 2 ) B B2 2 P DR R AT AEVE 2 R K o
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