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[ ABSTRACT]

flammatory proteirr la (MIP-1a) in cultured human umbilical endothelial cells (hUVEC) .
and different concentrations of ox-Lp(a) were incubated with hUVEC.

Monocyte adhesion assay was used to detect the Monocyte adhesion.

Results

transcriptase- polymerase chain reaction ( RT-PCR) .

Macrophage Inflammatory Proteir 1a;

Human Umbilical Vein Endothelial

Reverse Transcriptase- Polymerase Chain Reaction

Aim To investigate the effects of oxidized lipoprotein (a) [ ox-Lp(a) ] on the expression of macrophage m-

Methods Native Lp(a)[ rLp(a) |
Cell ELISA was used to detect the expression of MIP-1a.

MIP-1a mRNA expression were determined by reverse

OxLp(a) dramatically enhanced the levels of MIP-1a in a dose

dependent manner, increasing MIP- 1a epression in hUVEC by 121% £8% at 5 nmol/L, 163% £13% at 10 nmol/ L and 241%

+28% at 20 nmol/ 1.
ence to endothelial cells.
with ox-Lp(a) for 24 h.

pathogenesis of athersclerosis.
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In addition, 10 nmol/ L of ox-Lp(a) for 2 h could significantly increase the amount of monocyte adher-
Moreover, RT-PCR analysis demonstrated that the amount of MIP-1a mRNA increased after treatment
Conclusion Ox-Lp(a) can mduce MIP-1a expression imn hUVEC, which may thereby influence the

AHEFT R A A B IS B2 E (a) [ oxidized lipoprotein
(@), ox-Lp( a) | % A5 K P B2 41 B (human umbilical
endothelial cell, UVEC) & B4 & HEE A la
( macrophage inflammatory protein- 1a, MIP-1a) & H
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FEf# 2 min, 3£ 30 M EFF, KK 72°CE M 10 min) .
PCR & % B KA 4 50 UL, €45 1 x PCR buffer,
1.5 mmol/L MgCl, 0. 2 mmol/L dNTPs, 3| #7 & 20
pmol/ L, Taq B 2u. Fr /A MIP-1a 5| 47 7 7| #: IE &
5’-CTGCCCITGCTGTCCICCTCIG-3", £ 4% 5°-CIGC-
CGGCTTCGCITGGITA-3’ ,PCR 4 # 7= 41 K B 4 197
bp. 2+ #T W % GAPDH Bl # ¥ 7| %: IE & 5°-
GGGGAGGCAAAAGGGTCATCITCT-3 °, 1 # 5°-

GAGGGGCCATCCACAGTCITCI=3 , ¥ # = #1 &k E
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Table 1. Effects of different lipoproteins on the expression of
MIP la

e LG ES
= E AL 100%
rlp(a) 10 nmol/L 105% 7%
oxLp(a) 5 nmol/L 121% *8%
10 nmol/ L 163% £13%
20 nmol/ L 241% £28%
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h JG, EWEL A 4 B A 1la mRNA FiA B &30, 7
B A xR ZH A2, 01.3. 31 J% 3. 81 fi%. PCR FE¥HL YK
g5 R LI 1( Figure 1) o

235bp
197bp

1. REBERNERIXER M yPCRizMES, AL
7T 43314 501.404.331.242.190.163.147 J 110 bp.
Figure 1. Electrophoresis analysis of PCR products
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