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[ ABSTRACT] Aim  To investigate the effect of peroxisome proliferator-activated receptor a ( PPARa) agonist

oleoylethanolamide (OEA) on the adhesion of monocytes to endothelial cells. Methods Western blot was used to de-
tect the effects of OEA on the expressions of matrix metalloproteinase-2 ( MMP-2) and MMP-9 in lipopolysaccharide-in-
duced THP-1 cells and the expressions of vascular cell adhesion molecule-1 (VCAM-1) and intercellular cell adhesion mol-
ecule-1 (ICAM-1) in human umbilical vein endothelial cells induced by tumor necrosis factor &« (TNF-at). The adhesion
of THP-1 cells and the expression of VCAM-1 protein were detected by TNF-a-induced monocyte-endothelial cell adhesion
model after PPARa blocker MK886 blocked PPAR« signaling pathway. Results 40 pmol/L OEA significantly inhibi-
ted MMP-2, MMP-9, VCAM-1 and ICAM-1 protein expression.
thelial cell adhesion induced by TNF-c.

cell adhesion and VCAM-1 protein expression.

OEA had a direct inhibitory effect on the monocyte-endo-
MK886 partially reversed the inhibitory effect of OEA on monocyte-endothelial
Conclusion OEA can inhibit the adhesion of monocytes to endothelial

cells, and its mechanism may be related to PPARa pathway.
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Figure 1. OEA inhibits LPS induced expression of MMP-2 and MMP-9 protein in THP-1 cells (n=3)
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Figure 2. OEA inhibits TNF-« induced expression of VCAM-1 and ICAM-1 protein in HUVECs (n=3)

2.3  OFEA #M#l TNF-o« 5 S THP-1 @R FEM  XF VCAM-1 & (£ EAMEI1EA (P<0.01; & 4) i
HUVEC B9YEH 5 PPAR« #83% — 18] OEA it PPARa &2 30| TNF-o 75 5
5% A H, TNF-o 5 59 HUVEC X} THP- Y HUVEC H G T35k

1 %) 285 B 4 2 4 v T 40.48% (P <0.001) , 40
wmol/L OEA £ THP-1 41 il kB & AHXT TNF-o 1555 3 W i
HFFET 44.13% (P<0.001) , ifii PPARa PH 51

MK886 2H 5 40 pmol/L OEA ZHAH I, TNF-a 75511 AR W A MRS 2 A B SRy A A 1M A
HUVEC %} THP-1 4 i & it & b FH T 36.44% (P<  As 5E N B IS0 | ek BAA2% 40 6 266 BT P B2
0.05) , ¥/~ MK886 Wi’ T OEA filh] THP-1 4HMiZE  RIEMECEIER ALY 10~ 15 5551 7%
BEOVEH (B 3) , LR sCse a5 Ui il OEA Il 465 P8 K 40 M AH B/ G A vh SRR i iR i

THP-1 ZHAE R ZEFHE RS PPARa 34840 C PN BZ 40 0 4 4 fi 4R a3 0 B 01 R - i, AT 0 —
2.4 OFA %] TNF-o 55 HUVEC B VACM-1 B 8050 — 5 B MM B R |
*R1X5 PPARa HH3% MMP J&—Z55F 41 jg /0 JE o 5 AT R A 15 1 9 2R

R T HE— W E OEA Wl TNF- 5500 FIEEEEE, b MMP-2 Fil MMP-9 5 As BEFAYA
VCAM-1 £ ik & % 5 PPARa #26, AT R A RouEtAe™  4ia ko> 72 A S 4000 5 5h 3%
PPARa FHIT ] MK886 5 OEA IL[RIF & TNF-o 5 Jot [l sl 40 M (B A B4R FH B AR 2 50 T I B FR , J2: e s
S0 HUVEC, 45 % @78, MK886 ¥ /M i T OEA I HRUE & A e I 45 — 22 1) T S A T A5 B 4+F



CN 43-1262/R " [E S fikflifb 24 ik 2018 4F55 26 #:55 10 1009

FRIGSrFIEmb . 07 N R B0 ), 1 20 oy 1) B
AN 55 P9 F 40 M ) 8 B2 As T st 2 b i
KEE Y KRS B 5T UE B, 3h kR Ak
ICAM-1,VCAM-1 e HAZRSR IR W 238 i, 1ICAM-1

Control

TNF- « +OEA

N

& 3. OEA 1%l TNF-« i%5 THP-1 {1 M HUVEC B{EA S PPARa %X (n=3)

TNF- o +OEA+MK886

A VCAM-1 21 {8 38 B2 41 i 5 1M 45 79 B2 1) 26
MIIZ5 As Bk E KBS I, W 1CAM-1
M VCAM-1 B KI5 A B FIEZE As B KA K&

6000
4000

2000

Fluorescence intensity

0
TNF-« (20 mglL) -
OEA(umollL) - - 40 40
MK886(umollL) - - - 25

+
+
+

I 1T B RO A RO 20 1, a O P<

0.001, 5T HRAAHLE ;b 7 P<0.001, 5 TNF-o 54 AHLL ;¢ 24 P<0.01, 5 TNF-a+OEA ZHAH L,
Figure 3. Inhibitory effect of OEA on TNF-« induced THP-1 cell adhesion to HUVEC is related to PPARa (n=3)
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Figure 4. Inhibitory effect of OEA on TNF-« induced VACM-1 expression in HUVEC is related to PPAR« (n=3)
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