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[ ABSTRACT]

rate, easy rupture, high mortality, and no effective drugs to slow down the development of AAA.

Abdominal aortic aneurysm (AAA) is a common disease in the elderly, with an increasing incidence
The pathogenesis of
AAA is closely related to extracellular matrix degradation, apoptosis of vascular smooth muscle cells and inflammation. It
has been found that arachidonic acid derivatives, especially prostaglandins such as prostaglandin E2 ( PGE2 ),
prostaglandin D2 (PGD2) and thromboxane A2(TXA2), play important roles in the development of AAA.  Therefore,
this review discusses the mechanism of arachidonic acid derivatives in the development of AAA, as well as the latest re-
search progress of the drugs, to provide ideas for the treatment of AAA and the discovery of new drug targets.
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Figure 1. Main metabolic pathways of arachidonic acid
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Figure 2. Metabolites and effects of CYP450 pathway
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Figure 3. Metabolites and effects of LOX pathway
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Figure 4. Metabolites and effects of COX pathway

PCF2a 552K FP 254 {2 F 4 B RE Fl if 45
P> 0 BT E % PCF2a K HL3Z K FP #E AAA
HITE A B ST, TXA2 J&—F g &4 i, &
FE s TP 2K 55 1 Gq Al G12/13 {HEk, X432k
TP I, S AE SR I > BT LA, TR ELA X
TXA2 A EEIMHIVE HI AT TP 32 (45 B 4E i 25 9
BM-573" m] LA /b R AE R 73 35, SEZZ AAA YK
&, A2EVE OIS T A R R AAA F
A5 4 BBl A 52 e, e I — B i A Tk A
I/ INAR 35 A 00 351, 2 B2 38 2o 410 3 AR 9% 40 it P 7
LT TXA2 Yok 57,

PGI2 J&—FPPL R A5, 5 TXA2 Xt M4 5K F1 il
/B AR 77 A RS2 AR R 20, R B COX-1
TEPI B AN A VSMC s 7= A4 U ) B COX-2 78

RIETTETIE S A M, PGI2 1T LS HAZ K 1P 45
A RN YK SPH VSMC 365 S Y
I, W LSS E PGI2 AR FH IR TXA2 15 FH 5
5 RFTHNT AAA KI5, PGD2 12 —Fh ot
KA, Wk 2K DPL G R B K (G
protein-coupled receptors, GPCR ) FIZE Th2 ¥k [ 4ff ffd
3k 1 a4k 32 A [R] IR 43 F ( chemokine receptor-
homologs molecule expressed on Th2 cell, CRTH2) %
FEME 0% DP1 AT LA B8 A 40 M 1A 7
A EYKSE, WAL, PGD2 i DP1 S E
WEARM A M1 Ly M2 BB AR A TNF-o AN
INF-y 45 Thl S PE40 LR B9 2350, 42 ik 4 i 1
B EEE R, TE Ang I A MO 2 B AR
T 32K m% /N BURN CaCl, V5175 S 0 B 2 20/ Bl
[l AAA BRI B DP1 LA K )/ R S DP1 B
DP2 FESPEFS PR AT A0 61/ B AAA AT R
A 259 S PR DP2 Fl TXA2 BB 517,
ATDIIESE AAA KB, UG, H AT LLE X DP2 45
BRI RIAESE AAA K JEIIZ5Y) .

PGE2 J& N J 4 ffl vh = ZE R AT SR 3, 75 PGE
A HE = A0 R T[4 A B PGE2 A 1 ( micro-
somal PGE2 synthase-1, mPGES-1) %45 & % PGE2
A M 2 (microsomal PGE2 synthase-2, mPGES-2) F1fd
KA PGE2 A ( cytosolic PGE2 synthase , cPGES) ]
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