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[ ABSTRACT]

tractant protein-1 (MCP-1) expression in human THP-1 monocytes.

and nuclear magnetic resonance (NMR) analysis.

and 60 mg/L) of oxLig-1, the apoptosis of the cell was detected by flow cytometry using Annexin-V and PI.
protein levels of MCP-1 were measured by RT-PCR and ELISA methods, respectively.
oxLig-1 identified by LC-MS and NMR analysis showed the same as the natural structure of oxLig-1.
in THP -1 cell apoptosis, as evidenced by FCM at a high concentration of oxLig-1 (60 mg/L).

7-Ketocholesteryl-9-Carboxynonanoate;  Oxidized Low Density Lipoprotein;

Mono-

THP-1 Cells;

Aim  To determine the effect of oxLig-1, synthesized by an chemical method, on the monocyte chemoat-

Methods oxLig-1 was identified by mass spectrometry

Human THP-1 monocytes were treated with different concentration (15, 30

The mRNA and
Results The structure of synthetic
There were no differences

The mRNA and protein expres-

sions of MCP-1 were increased in a dose-dependent manner of oxLig-1, and the maximum value was observed at the concentration

of 40 mg/L.
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Conclusion The oxlig-1 could upregulate the expression level of MCP-1 in human THP-1 cells.
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F# .10 mmol/L HEPES ,0.05 mmol/L B-3i % 7.8 &
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530 nm) £ 0 28 AL 4G 78 B - O
1.5 RT-PCR ¥l MCP-1 mRNA FRiX

FE#E(0.5.10.20 30 & 40 mg/L) oxLig-1 1
Jil THP-1 41812 h, 42 BU& RNA ,RT-PCR £ I MCP-1
mRNA %3k ,MCP-1 ki 5| 4 5'-TGT GCC TGC TGC
TCA TAG-3', T3 5| # 5'-GTT TGG GTT TGC TTG
TCC-3', 7= 4 265 bp; GAPDH _E % 5| 47 5'-TCA CCA
TCT TCC AGG AGC GAG-3', T i# 5l 41 5'-TGC TCA
GTG TAG CCC AGG AT-3', 74 616 bp, & TaKaRa
B ARk, RN A& 94°C AL M 3 min,94°C 4 4 30
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20 LA S xek PR KR B0 10 min, OB AR R %
MCP-1 ELISA £ Il 3K 7| & F7 #% i 69 3% 1F % B ¢t
MCP-1%k 3k EHATA N, 7 450 nm M & FEHE
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T EHERAx£5s K7, % A E KK One-
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HO

7-ketocholesteryl-9—carboxynonanoate(oxLig-1)

1. oxLig-1 L= E&
Figure 1. The chemical synthesis of oxLig-1

2.2 oxLig-1 X THP-1 ZRAfE TR IS0
FHAFIHEJE oxLig-1(0.15 .30 &% 60 mg/L) 1 H]
T THP-1 41l 12 h, K& & B oxLig-1 X} THP-1 41
AT AW (& 2)
2.3 oxLig-1 X} MCP-1 mRNA 7K 3 &850
ANEHEEE (0.5.10.20 .30 K 40 mg/L) oxLig-1
YEFHT THP-1 401 12 h, MCP-1 mRNA 23k 7K 78
R, R B AR (3)
2.4 oxLig-1 3} MCP-1 EBRIZHIIN
AR EE oxLig-1 H3#% THP-1 4008 12 h 5,5
Xf REZH L85, MCP-1 5 /K W R 3G i, 78 5 ~ 40
mg/ L oxLig-1 /EHIVE N 2R BEMRPE (K 1)

R 1. RERE oxLig-1 H38 THP-1 8B 12 h MCP-1 HI&R %
KE(x+s, n=3)

Table 1. Effects of different concentration of oxLig-1 on

protein expression of MCP-1 at 12 h(x +5, n=3)
oxLig-1 He i MCP-1(ng/L)
0 mg/L(XTHAL) 10.00 +0.94
5 mg/L 11.28 £0.98
10 mg/L 12.92 +1. 16"
20 mg/L 13.35+1.51°
40 mg/L 21.00 £1.67"

aH P<0.05,bH P<0.01, 5% #2H [L#
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[ Aoy~ - ..
Ti0 10 102 10° 10¢ 100 10° 10?2 10°  10¢
FITC FITC
C s Ds
0.48% 7.37% ! 0.50% 5.31%
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60

B 2. REKE oxLig-1 315 3A9 THP-1 48RRI T- R KIS 0E
A} 0 mg/L oxLig-1 41,B 15 mg/L oxLig-1 41,C 2 30 mg/L oxLig-
1 41,D 24 60 mg/L oxLig-1 41,

Figure 2. The effects of differernt concentration of oxLig-1

on apoptotic ratio of cultured THP-1 cells
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Figure 3. Effect of different concentration of oxLig-1 on the
expression of MCP-1 mRNA

IR (n=3)
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