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Abstract

Prostate cancer is one of the malignant tumors that threaten the health of men seriously. In recent
years, it has been found that Cox pathway is closely related to the occurrence, development and
metastasis of prostate cancer. In particular, Cox-2 and PGE2 play a pivotal role in the progression
of prostate cancer. Further study on the relationship between Cox pathway and prostate cancer is
of great significance for the prevention and treatment of prostate cancer. This article reviews the
effect of Cox pathway on prostate cancer and the role of related inhibitors.
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1. 518

I 71 iJ% (Prostate cancer, PCA)YE 4Bk 55 B IR R0 R 28—, B Esb R B2 f[1]. HIET
i 51 JiA S 14 471 5 (prostate-specific antigen, PSA) SRIZ T & G977 ik ke, £ B Fi4liit, 2020 56 [E6A 19.2
J& B BARTYIIE, BUEA 3.3 AT RIZIRGE, SMmEh AR RS —, SR
(2], WiERRE, BEE NI AR R E ISR, RAIE R R R O R ETHE R, 2022 R EE
H 125 HFANRARTGIE, A 5.6 AAFETHIFIE, SeERERERSEL, RS +—, £
BEEE, RIREEN, JETRE (3] [4]. Wi RBRI A2 B LI, R0 51 e 1
WA AT RN, BFEHAN . RIS, DLSER XL OG5 R 3R AR iR T R R
For 784 DY) 2 (arachidonic acid, AA) & AR =P (& B B 80E . (S 1Tz —.

FEAEDIEER, AR4E 5,8,11,14- —H I IUMIR, RN i) HAL T 0-6 R AR
R TEAVUGER UG T 40 B i 40 pla 2 o 6E, = L7 B S B HE I A2a (cytosolic phospholipase A2a, cPLA2a) 1]
ER FiFE, @i A (cyclooxygenase, COX). M4 &riff(lipoxygenase, LOX)FI4NAE a3 P450 (cy-
tochrome P-450, CYPA450)% & 1Ll =ik 1% 73l 7 A= B 51 1 3% (prostaglandin, PGs). [fiL#% 3 (thromboxane,
TX). I =#i(leukotriene, LT)AI¥23E 8 /iR (hydroxyfatty acid, OHFA) [5]. BAIZEE T HLA MR oh Kl
IRWFFCIESE, BAE T AA 1) COX MBS ERT A K AL . KB ¥fe. R IGRITHIIE.

2. FEAEERAH

WEAMA COX-1. COX-2 iR, COX-1 EEIFIEATIIEE. COX-2 £ KL IEH %R
REARE, RAHEEERE. EKETF. HE . 7 AR et SR Z1iE S~ B, HRE
GG AER, FEEREVERR RN PGs. TXs, RIGS SRR MR & MK i F6].
COX-2 J FARUR ™) PGs. TXs &5#8Z 5T 41 i R AL R i 72, B FARA TIPE ML, (62 A B2
NG RSV T R R

3. HE A NEiE R RIS BR AR R R
3.1. FHEAEEREANSG

COX jH i £ E & COX-2 K=#) PGE2 %} PCA #2fEH, [FUL#T 5t COX-2 fil PGE2 %} PCA MIfEH
ML AT LLZE PCA YEIT SR ALHHE 55 . B 2541t 72 7717 . H 2000 4 Gupta [7]15 X2 4E T COX-2 75 A i 51l iR
S I FAB HEHE LAk, COX ik b [l S = #rxt PCA 1E F B 70t O # i

Madrigal-Martinez % \[8]HF 7t I COX-2 iG 172 PGE2 7E PCA I & % 3500 /8 FH I 4 0 b B 2%
fF, [FET PGE2 i 4 Py AT 51l 25 E2 (IPGE2) 1§ COX-2. Ui B # /& Al FL4ERF % F RIAKF, &
BN IERBR . IR E IR TACPRE R KRB, PGE2 Al i@ 324k EP2 Al EP4 % & (1 I4HF A (PKA)

DOI: 10.12677/acm.2023.13102140 15297 I IR 2= =23t e


https://doi.org/10.12677/acm.2023.13102140
http://creativecommons.org/licenses/by/4.0/

Mg, BRER

S IE M, BT CCAAT/IE R 45 &8 (-4 5 S100A8 J3 1454, M fil# S100A8 17 1%, S100A8
A g 20 004 B DA R R R L AR R ARG AL TR AR R [9] [10] [11]. BEJS 2 S 5@, W ERK.

CAMP/PKA. PI3K/AKT 1 NF-kB %%, # K II/E4EMIIETE . T RBAFHBREZER[11], XuFEA
[101ABF 7R AFSE TiX— 5. SH—J51H, 7EHAK PCA B BEHIHIIIFF, Watanabe [12]F1 Chen [13] &l
PGE2 i#s 5 AKT gk, S PISK/AKT/MTOR JEEHE, E 815 R R B SR B 5 78 v e 3 SC B
Mo Bl EXRTZ2AME Sl PCA HR K R IIVER O IZ 18Uk, 105 Tl FELIKT L A5 i@ ok
19T PAC 2T IR H H T IR, 45 PCA [RRYT AL Z B +£e. 4R, SCTIX PCA [ Fith
MUY FR T PKA #H5%E, %40, Wang [14]F1 Takahashi [15]%& Hl COX-2 FIfckifA w41 it E & -1
(MPGES-1)i#it i MMP-2 Fil MMP-9 KA (2 MR H 4 . COX @G 71— TXA2 25 PCA
RIRA, TXA2 524K TPalTPB UL AR I C AHICHEE Prik1 Al PrK2, JYishsflius TP day il & 51
PRI R AL T — /ML, SRR T TPa F/EL TPB AE NG TT i ZI IR IS J1[16]. 25 b, TRie O ik
SZHIFLH], I JLEERT R, BEEBE M0, B N PCAVRITI “HI R AT,

3.2. COX, PGs 1 TXs 5aiFIBEH LR

EF X COX. PGs il TXs 7E PCA H [ 5B BRI W S8 F-7E 2000 A, 1M HoK 2 4545 H A
[FERLE S . 2000 4 Gupta S5 A [71FIF Al —AMA ) 12 0P3RS R 5 i 2 21, R IR
H i - COX-2mRNA {53 A /K- RN, HUFRAE T COX-2 76 A\ B 41 i Hh ik 3Rk (R4
SR, IXFERI A ATAS R B B, VA TE R — 1 R MR 2 (kAT At

JGk, Yoshimura ZE[17]%} 28 AT B 8 19 KA T 7 BRI A2 (BPH) 1 6 41 i b IR A% (PIN)
18 5 1E % AT AU RRA AR A HEAT 2007, 45 5 R B COX-2 £ 5l 71 i il 8 0 it 3804 (2. 2% . Kirschenbaum
& N [18IAHRIA AT FI IR IBR AR 3845 31 AMbrA (L 28 512 PIN)AN 10 151>k B 48 JRIE T 51 IRV BR A 1)
BPH FrAI 34T R W, COX2 7EmT# i h Rk s Zl Hs sy, [FiF AT =2 PIN & —Fles r
WAL, KT ZRIE RN .. COX-2 fEmZ0) PIN Hh IR FRIATT e R H] COX-2 1E NHKHi 51 e
RARIEAB B Rk .

Madaan %5 A [19] FH 6 s 4H 2R Ak 27 5 15 R0 9928 EZE2A il 1 30 151 BPH A1 82 51 i 51 ik 41 2 Hh COX-1
I COX-2 [FRIE, KIN COX-2 7EMs 4 i s (1R IA B 2 & T BPH, COX2 & 7L /i &1l 115 53R
ISR E SR, X 82 BIRES T, mofbiRdE 10 #il(Gleason 432 2~4 2%), b liRdE 32 f1(Gleason
39 5~T 4R), R 40 B, (K 4b4l COX-2 Rk M B T/ fb 4, X E I COX2 EHAMFREH
508 oy 2 S IR ARG

Lee [20]#1 Uotila [21]#F 5T & I COX-2 7E PCA 1 PIN &k & & T B4R, Fawzy 25 A\ [22]
WF AR 2 N PCA 441K Bl COX-2 (Rs2745557) % 21 ML EHZ 5T PCA KR EM K JE . Shao 25 A\ [23]
I meta AT IESE COX-2 7E PC 1) T3~T4 ARk L T1~T2 JHRE B3, COX-2 it KI& 541 B i
R FS G KX —, (AR ERI COX-2 (rs2745557)FE K £ 25 1t 5 1l 41 e ok 26 VAT S 3 SR e 1) o6
k. Shappell Z5[24]& 3 COX-2 1E PC HFtmi A2 Rl 51 i it S AL s o X B2 JWPk g T A e, BRI
COX-2 |1 A2 i 51 B 3 P Jof 8 1) 5 WLAR B o IR AN — BT 7 8 SR vl B DR DA (T 0 g N ) S 3
HEpb, 832 A PCA KB IR/, X AT RS 755 E RIS EAE Rk

gE FATR, PLEiEZ ARSI ST #T R B COX-2 F1 PGE2 {£ PCA IR A . KIEA . RBIfli PCA
COX-2 #iEG5HEBZ G, (B AEIRELE COX-2 798 b TH ks 2 il vh A RE, LR
BEINEEA . PR GINFRIE S XoF BT SR AR 7 32 AT 5 P RN LE A ) G T 2 SR E
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4. COX id B&HIHITH S HIZUBR R

a4 COX s FALHIRIRETT, BRI 2 M Bl R I, 67 RIVE R HIZ P N IIEIR . Kirschenbaum
SE[2510F FL R B COX-2 Bl 1) 724 [ B FBUEY); 2) (e gupugsE; 3) bW 4) FSiE
A BORAEHE PC IR AE S K& o [N FE AR ARSI S T, IERERRAIC PCA ZH 2T A5 585 58 R I8 A 1,
o A] DARH 1E SR AR 55 0 S ) R AR KR (VEGR) I Hif, IX#BA EAEB T COX-2 7 PCA HfEH.
COX-2 /Wit Rt 2 RE SV /DA T2y SN A ORI R DNA S840 2 5 T s s 1R 4 &
J[23]. KIAME COX il 35 mT LAKE Hir 410 e (41 XU 23 53l PR 39%,  COX. il 71)ads T DA 2% iy 471 i
VIR A G B R BE T E R PSA, {HIEENBAWT cPLA2a A B2 FHL W AA Xt COX A1 LOX &2t N, Ktk
B cPLA20 #1116 YT PC AT A Hb 5 {8t T COX AT LOX il 751 20 SR 22 B 5[ 26] .

REA @A 7L COX JEEK I IREAN =Pk 45 e K127 T S SL AT s A dn e 2 A5 o BB 78 2 Jd i 4y
HrPl COX-2 EEAMFILRE L BFH WG HE VIR, COX-2 EEARILME, PCA BEWGKE, X
f#453 COX-2 B A PC B UGN B4R R, (B 705 th 2RI SRR D, 1975 T KA 2 TR
FAMNTRIER] COX-2 5 PCA B#E HE A RAHE[27].

Flamiatos %5[28]38 i X5 ST 46 & I ZE 5K A7 5% 57 F1 B 2 2R 0 T2y A 91 i 2R M 3R S2 Aok P
SO, g DMERT SR IARE B E R COX #MHIF), WA i& 25 sBi =] LAk, mIREREA 2. 4k sr 4T COX-2
IR AT RE A R S, ST H AT EEE COX HIHIFR AR Fi AR 5638, nI LA RILIA COX-1 8 COX-2
2 40 B A A B AT AT I A0 e B e T A R R TS o (R 2B A R R R T SR I TR (2
), BT R REA R SRR AN AL (— ] R g O LA PR T ) A5 ] S e 4 45 SR T A B . COX-2
FPHIFILENG IR _EAT BT A

J5 K Garg [29] & W5 G PKCe (3T BERIA 5409 B 8 Pten S CHRRIVEA, fRiE COX-2 [FRiX,
214 B8 1) BEL BT 17 1) e 41 PK Ce B3 FAAIG COX-2 Al PGE2 7745, M PCA 4R 85 . B - 2 28 .
DAL I 2 1 T A P 1) B0 5 7 K BB AR R AL ) AKT 2R AL, #0#H1 PISK/AKT/mTOR il 01 7 51 it Jee: 4
P A A A T2 [13]

EFXt PGE2 1B Al #1 B IHLEIAT 78, A A R HE 32 o PGE2 fEF T34k EP4 F=/E IS5 1E
T 70 J e e B AR AN 7 TR S B P, PHMT PGE2-EP4 15 5 1] LAB 1k T 7 B 6 R T 5 I B OR, %
W] EP4 1 BT LW & Fe A 0T 7 H 5 I i ik 259[12] . BRI EPA 454050, el 5197 WG
7B TR IR TGS &, R — P BT FRREVR T B 71k, ROZAS B — D IR FE, LR EP4 $541
FIDAE CZe 3 N SR PRIRIE P B, AT Le i 7T (45 5

TXA2 X1 FI I AR I Fe b . ATy, 18 COX il FAE D H . TXA2 524k TPa/TPS
DA% B G C ARG Prik1 A PrK2, Sl e TP el i & i ) e (B 48 mir o1 e B 41k 77— A
MUfil. 5B T TPo AI/EL TPA ENIRTT I 41 e (G045 5 51 i) 8 7 [16]

5. GiRSRE

B TSR 5 COX JRERAR MR R INBT L@ A WIHA,  LARAH MR IR R KIS, COX i s
BRI A — A “RBEE R AN G TAEAE DU IR HARIE R B 7T, 20 LOX JHER A CYP450
BRI E IR ok, A RBT T, SRR NS S, VRS AR A DU IR = 2l BRI B &R
I T F B (6T AT 20— AN R BIRET T ) B
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