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[ ABSTRACT ] Aim To investigate the effect and underlying mechanisms of Caffeic acid phenethyl ester( CAPE) on
inflammatory cytokines secretion in oxidized low density lipoprotein ((ox-LDL) -stimulated THP-1 macrophages. Meth-
ods The THP-1 macrophages were preincubated with CAPE at different concentrations for 2 h, and then treated with ox-
LDL(40 mg/L) for 24 h.  The secret levels of TNF-a, IL-6 and MCP-1 in cells were determined by ELISA.  After trea-
ted with 40 mg/L of ox-LDL for the indicated times, the expression of COX-2 in THP-1 macrophages was measured by
Western blot.  Subsequently, THP-1 cells were pretreated with indicated concentrations of CAPE, and then incubated with
or without 40 mg/L of ox-LDL for 1 h.  The expressions of COX-2, IkB-a and nuclear NF-kB were measured by Western
blot. Results CAPE suppresses the ox-LDL-induced up-regulation of TNF-a, IL-6 and MCP-1 in THP-1 macropha-
ges. The expression of COX-2 was markedly increased by ox-LDL, which, however, could be significantly attenuated by
CAPE. CAPE suppresses ox-LDL induced IkB-a degradation and NF-kB nuclear translocation in THP-1 macrophages.
Conclusion CAPE suppresses inflammatory cytokines secretion in ox-LDL treated THP-1 macrophages through inhibition

of NF-kB activation and COX-2 expression.
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Figure 1. Effects of CAPE on ox-LDL-induced secretion of TNF-«, IL-6 and MCP-1 in THP-1-derived macrophages

2.2 ox-LDL X} THP-1 i E MR COX2 &
HRIZRI NG

K H Western blot £ T 40 mg/L ox-LDL 435
ACFE THP-1 JRPEE WEAM 0.1.4.8.12.24 h J5
COX2 HHAFRBMNMO, SR BN, BE ox-LDL 4k
PHAT ] A AE K COX-2 85 Rk B i &, DL 24 h

RN (E2) .

Oh 1h 4h 8h 12h 24h

COX-2 s ———

B —actin — S - --
1.0q
0.8+
0.6+

0.4

Relative level of COX-2

0.2

0.0-

Oh 1h 4h 8h 12h 24h

2. ox-LDL AbZE THP-1 iR BG4 A E RS iE) COX-2 &
BRIEBERL  alP<0.05,50h A ILE,n=3,

Figure 2 The expression of COX-2 protein in THP-1-derived
macrophages treated with 40 mg/L of ox-LDL for the indi-

cated times
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Figure 3. Effects of CAPE on ox-LDL induced COX-2 pro-

tein expression in THP-1 derived macrophages
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Figure 4. Effects of CAPE on ox-LDL-induced nuclear NF-
kB-p65 protein expression in THP-1-derived macrophages
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Figure 5 Effects of CAPE on oxLDL-induced IkB-o degra-

dation in THP-1-derived macrophages
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