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[ ABSTRACT ] Aim To evaluate the plasma epoxyeicosatrienoic acids( EET) levels in patients with coronary heart
disease , in order to investigate the relationship between EET and high sensitivity C-reactive protein( hs-CRP) and blood lip-
oprotein. Methods Plasma samples of peripheral venous blood of 30 patients and 30 controls were drawn.  Enzyme-
linked immunosorbent assay ( ELISA) was used to measure the plasma EET levels. hs-CRP, total cholesterol (TC) , tri-
glyceride (TG) , high density lipoprotein-cholesterol (HDLC) , and low density lipoprotein-cholesterol (LDLC) levels were
measured with a Hirachi 7170A analyzer. Results The levels of EET (60. 01 +35.06 pg/L) were significantly lower
in patients with coronary heart disease compared with those in control group (88.07 +33.60 pg/L,P <0.05),and the
EET levels were inversely correlated with hs-CRP(r= -0.286, P =0.027). Conclusions The levels of EET were
significantly lower in patients with coronary heart disease, and the levels of EET were inversely correlated with hs-CRP.

It is suggested that the decrease of plasma EET might be involved in the atherosclerosis inflammatory process.

R A IRIR (EET) SR AR O R 30K L /B 9 3R 4R 400 ) 1 A5 P4 B 240 i 1Y
WP 2 AR — R B AT SR R A YGRS N AR E RAE S B LR I ST B8 e o8 2T 4 2R A9
RN AL 5, BAT &7 5K LA 980 9 B2 B T fift DR DN B AN B RG FE AN AS A R AR I A A A

[WfmBH] 2011-10-22

[(E£WMHE] HEZRAARIEEES (81170190) Z & #H 4 0k 55 A A S F:14) (NCET-08-0566 ) 75 44 A AR Bl k4
(10J13026) | "HEg R 2RI 5 43 I IF ST BT 42 ( DY -2008-02-04 )

[fEERN] KR, m-EsE A W5 7 v R AR S5 5 sh ikl BE 4L, E-mail & minnie. y@ 163. com, AR Hi AR W)
MG H Sl ke REiEfk , S RAE B VA, BT AL SO A5 7 10 R iR 5 % 5 Sh Ak AR 4L , E-mail 2 xudanyan02

@ sina. com,



806

ISSN 1007-3949 Chin J Arterioscler, Vol 20,No 9,2012

PEFIN . ASCE A RFSE EET 765809 (CHD) %
ML A e BE 5 S C /e i 85 H (hs-CRP) IR
HIRZ, BTE RSB RERE AL ( As) BB iR 3R HL3T
W5 LS FI T ]

1 X&MAE

IRGESOE

HHFE 2000 £ 9 A F 2010 £ 12 H AR E
Bt ot 5 R B Bk E R D B RS R 30 Bl A
T4 (F 21 B, % 9 fl, 54 60.42 +8.75 ¥,
H—HH—H U EERREEE > 50%, H A
A AR B LBk o B & ), 7 B I AT
freh 30 Pl R EAET B (B 23 B, % 7 B, F
61.09 £8.87 %), WHMHTLMERRm(E G ML <
7.8 mmol/L % fg f1 % <5.6 mmol/L) , % 41 [8] £ #
AR EERANIRE, FTAEERAFETEARFM
B_ERMEZERSAE,
1.2 M3 EET iRENE

WA RERE R T E R, & a8+
LA, R EE K R ROk I E f ¥ EET R E,
EET % & 4 Ml & A % & Detroit R&D 2 5 4 = iy
14,15-DHET ELISA & #| &, #% ¥ W ¥ # & & B
B1E,
1.3 ImAE.hs-CRP REFE e EE MU ZEREM
ME

K B R % Bk ot 0 e 3% % BB E B (TC) H ok =
B (TG) .7 % & Mg & & B [E B (HDLC) (K % Jig
& H B E B (LDLC) hs-CRP X AT 5 zh & 4 £ 9 14
FARAR, B E ARRFE,
1.4 Zit=4biE

AR B SPSS16. 0 40 i 8 F 34T 4 it ¥
W AT B G hs-CRP R HE Uit &% oH % Ax
ts R4, ARAHLKKA 0k, WEEMEX K
ST K A Spearman AKX 4, % H & 2k A % TG
SMEFEIE, U P<0.05 YEZRHETHEL,

2 # R

2.1 —fRIGKRER

X WL G006 G2 AT AR W) 1) Wi A R R A
T2 TG \LDLC 7K~F-A6 ZH FH 5 (P < 0. 05)
HDLC FEAR (P <0.05) ; KB A8 br an4E i 00 | 14
s B (BML) | W A OB R e il Fe L 25 i A
(FBS) (I JRFE A (BUN) | MLALEF ( Cr) A TN 5% 2

(ALT) A ELELE G ( AST) %5 b 22 R o g 2
B (P>0.05;%1),

F1. —RIEERER(n=30)
Table 1. General clinical data(n =30)

Il R 72 X B 2H T
R (%) 61.09 +8. 87 60.42 +8.75
B4 (Hi) 23/7 21/9
BMI(kg/m?) 24.63 +2.91 24.59 £3.36
WA (1) 18 19

WE BRI (1)) 0 0

R I (5] 0 13

R =] DA (1)) 0 30
ACEI/ARB( i) 0 24

B SRR (1) 0 19

B B T RSB (Bi]) 0 10
FUBRFN () 0 9

i T2525 (B) 0 30

W4 1 (mmHg) 118 +20 121 +18
& 5K% (mmHg) 76 +13 78 +12
TG( mmol/L) 1.33 £0.68 1.75 +0.91°
TC( mmol/L) 4.19 £0.92 4.48 +1.01
HDLC( mmol/L) 1.20 £0.28 1. 04 +0. 29"
LDLC( mmol/L) 2.24 £0.71 2.78 £1. 10"
FBS( mmol/L) 5.94£2.79 6.49 +3.06
BUN( mmol/L) 5.67 £1.40 5.51 £1.80
Cr( pmol/L) 78.85 +16. 87 81.61 +19.33
ALT(mmol/L) 20.58 +8.21 24. 68 +9.99
AST (mmol/L) 24.24 +7. 44 26.79 £9. 45

a iy P<0.05, 5XF R4 b4,
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% 2. WZAM EET 71 hs-CRP 7K F (n =30)
Table 2. EET and hs-CRP levels in two groups(n =30)

| EET( ng/L) hs-CRP( mg/L)
X R ZH 88.07 +33.60 1.89 +1.09
S ZH 69.01 +35.06° 2.92 £1.20"

ay P<0.05,bJ P<0.01, 5% B4 HA,
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Table 3. The correlation analysis of EET, hs-CRP and
blood lipoprotein

hs-CRP TG TC LDLC HDLC
r & -0.286 -0.053 -0.134 -0.058 0.005
P 0.027 0. 638 0.304 0.652  0.968
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Figure 1. The correlation of EET and hs-CRP
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