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[ ABSTRACT] Arachidonic acid metabolites produced a large number of reactive oxygen species through a variety of ways,
which promoted the inflammatory reaction and oxidative stress in vascular endothelial cells; Inflammation reaction after percu-
taneous coronary intervention (PCI) is closely related to neointimal formation, excessive intimal hyperplasia leads to in-stent
restenosis.  However, this whole process involves the production of reactive oxygen species and oxidative stress. Based on
metabonomics method, a series of distinctive arachidonic acid metabolites could be screened as a key marker predicting in-

stent restenosis after PCI, which could provide new ideas for clinical research and treatment of in-stent restenosis.
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AT S VR 7 ), AL AR TS IR ZR (prostaglan-
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R TR IR ARG BB A I TE AR R
TP BE AR AL £ R (tetradecylthioacetic acid , TTA )
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B ARG I R AE LI h R A T EEAME Y,

2 SUNHEXREANREBRE
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AA EBEAE HESA AL N, S22 HAE I E 1 (re-
ceptor-interacting protein 1, RIP1) YE {5 54> FREWS
PP AR DU R I IS AR AR I Tk, 25 T 175 S S8 A 1
W, AR ROS S A =12, AA T AR &
SRS I B, B IR L AR P W 5% 52 5 il 1) 0
PE N33 AL B AR LAY 07 B 2 1f
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A6 DO R 3 25 1 A A R AR B AU I
AR 43 5 77 A 10 5 B 2R L Il #8 2R ( thromboxane,
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Bk Bz 4= A ROS 5 R JH T SR, 76 L AFF 7 2
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NOX 1 il 5 Apocynin, Racl BT #l il , iX & 7~ 20-
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RGN, 8 S = A S2 1 ( dihydrotestoster-

one, DHT) F 37 A By LAY | BB 15 5 CYP4A2 Al
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1t #5 H ¥ B ( mitogen-activated protein kinase,
MAPK ) 38 F& 594 1 5 U0126 BEGSH NF-kB Y ik
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Tissot van Patot 255> | FHAR I 4H 24 B9 )7 ¥k SR E
BE AT o 92 4 A, S 4R B 48 5 2 Bl (hypoxia-in-
ducible factor, HIF ) 7 Bl S8 IR 855 T 9% 005 B TE 4 « 14
FLRE AL TR N A0 TR 4300 K i B2
PRI T, 2B L4 P HIF-1 DNA 25581
FIHIF-o 8 UK JFR T TAZREEAR ("H nucle-
ar magnetic resonance, "H-NMR ) R 2H 24 Ty i i 5%
47 MR G TSR R R A G AR S, SRR
A IO H KOG PR KPR AIK 35% (P =0.001) , FLAR I
BRHIM K43 59154/ 29% F1 158% (P =0.007 1 P
=0.001) , JRIEH 15-F2t-5 151 %€ ( 15-F2t-isop ) 7K
A BTN (P =0.037 ), 3R B4 AT 5 RS i
PR AT S AR R A A bR S K86, 78
4 X R 32 3 Dk A8 T i N BOLF- ik )
9000 A, AL AT BES 5 T o BN Ko i 7
Ciborowski 45 3 1 8 AH €2 33% - 5 335 106 FH B AR %t A
FACHHEH " EAT S, SR A O T 18 3= 3h o
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PR & A s i R NS 32 3 KR AS [R] 3 46 (i
PRI P12, Bl DK I8 B A B B4 5 sh Dk B ) A A0 it
YT XT b, & 35 5 0E AR Ak I ORE 6 A AR 1
Yy, HAERR iR BN b ] se e BT e /R .

Mallat 2557 7] FH 5 556 FH 5 A 38 ik g o 4 B
FIEE K f# 6 T 58 1 30 A4S 390 50 Jok o) Ff 1l 1 B He
R N IR A AR AR R 5 R R i B AR
L, Sk AR AL g BE e rp HETE & E 25 8% H
9-HETE ) & s fe i , X $278 HETE n] RESAE A sh ik
AL BESR (4 Y VR PE bR G, Willey 250 DA 2 ik fif
R A B R A% A e rh & B 5-LO Fi 5-HETE
R HAR S R IEAR DG X R 5-LO P L E AT g
S WA 56 5 BT R S A 5T LA A= DU e 4 AR
WYIVE R AN AR bR, BE 1T T O T Bl ikoks A a4k
AR SEHLRIAR T ), Bk B anni s, RS 4 2%
() T3 AR 30 ok ok A s Ak & AE LR DR A A5 21
V2 RN (E R 2 % A (] A ) 1A I RN 2 24 Y
J5 %, A6 DU TR 1 A8 A0 7 31> S5 N 2 15 218k
Iz AR,

6 MNESRE

SEALRIAE R — > RGME R AL, X LR E T
KTHIE RS TSN EARRER P — HEZ )RR £
AL RS B BRAL FR L AR R T, AR R —
AU 2 B 2V W 248 1 A AL A4 RS I
FEASL R AR A 1 5 — Tl A= ) 031 B0 L BT 2 O B
MR RGBT 2% &A: T — Rk EE
PEBUS YRR R IL TT LE R R RS Ak &
WF5E RS 724 A HBERE R — R B 4, XE LA
) AR AN AL ZE L T LA 1t RS AHOCHY
HEIRREY) . IR LRI 2 C (eystatin C, CysC) |
C i % H ( C-reactive protein, CRP) i/ %K 6
(interleukin-6, 1L-6 ) 25 1 Jy Bk 75 5 A6 I 45 35
Pyt Rk e i AR B SRRE 1 R A SRR LR
TR B Ik 585 o B8 A 5 BT R AT Y AR W bR 7S
T AH 335K AT I ) J5E 35 A ( GC/TOF ) I w5 2%
TROAF £33 - FR I8 25 - DU AR AT AT I ] AR 36K B 1354 ( UP-
LC/Q-TOF ) W A 43 A A 5 19 AR 33 20 27 43 A 7T LAY
R FEIXFh R GENE SRS R A R 20

BEXFAEA: DU TR A Y B9 W5, 72 GC/TOF #
UPLC/Q-TOF 54 I, 32 ] LC-MS-MS %5 & & $
ARFT IR A AR DU TR 3 A AR % rh Y 2™
Y, A5 0BIE5E I 1) ] B T A2 27 19 O ik N &R
S AR I £ 1) £ BE LA AR A= D 9 1R AT 2R ) S

SRR B, BT LS RS Z 10O & K AR
FHAILHD , -0 12 22 A Q1 0 i i PCT RS RS
AR SCEEAR SN , E T R o L4828 080 B IE S F 254
iV NS ER
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