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Homocysteine Induces Expression of Macrophage Inflammatory Protein-1a in Cultured

Human Umbilical Vein Endothelial Cells
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Atherosclerosis
[ ABSTRACT] Aim To investigate whether homocysteine (HCY) could induce human umbilical vein endothelial cells ( hU-

Methods After exposure of the cultured hUVEC to HCY

either at a same concentration for different incubation time or at increasing concentrations but for a same incubation time, the MIP-

VEC) to express macrophage inflammatory proteirr la (MIP-1q) .

la mRNA and protein expression in the cells were determined by reverse transcriptase- polymerase chain reaction ( RT-PCR) and
immunocytochemistry, respectively. Results Cultured hUVEC could express MIP- 1a mRNA and protein.  RT-PCR showed
that exposure of hUVEC to HCY at a concentration of 0. 1 mmol/L for 4, 8 and 16 h, resulted in a 2. 08-fold, a 3.26fold and a
3. 35 fold increase in the expression of MIP-1a mRNA in hUVEC, compared with the control group; meanwhile, exposure of hU-
VEC to HCY at different concentrations (0. 1 mmol/L, 0.5 mmol/L. and 1 mmol/L) for 8 h, resulted in a 2. 08 fold, a 4. 35 fold
and a 4. 57-fold increase in the expression of MIP- 1a mRNA in hUVEC as much as the control group, respectively.  Immunocyto-
chemistry showed that the absorbance values of MIP-1a protein expression in hUVEC exposed to HCY at a same concentration but
for different incubation time mentioned above were 0. 071 £0. 006, 0. 081 £0. 006 and 0. 128 £0. 009 ( control group 0. 049 £0.
The absorbance
values of MIP- 1a protein in hUVEC exposed to HCY at different concentrations but for a same incubation time mentioned above
were 0. 081 £0. 006, 0. 110 0. 009 and 0. 118 £0. 008 ( control group 0. 049 0. 005) , respectively, which also showeol sig-
nificantly statistical difference between groups ( F'= 546.89, P< 0.01). HCY was able to induce a high ex-
pression of MIP-1a mRNA and protein in cultured hUVEC.

005) , respectively. There was a significantly statistical difference between groups ( = 946.70, P< 0.01).

Conclusion
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* 1. REBETE—KERZY R EEE G AR &R
MR AmERAERMEER la mRNA B)3RIE.
Table 1. MIP-1a mRNA expression in hUVEC exposed to

HCY at a same concentration for different incubation time.

Ratio of the mRNA absorbance

Groups value of MIP-1a to GAPDH
Control 0.3310

4h 0. 6882

8h 1.0789

16h 1.1110

®2 RETTAEKEREFBED 8 h FABFEKNK
MR EREHAE XM B B 1a mRNA BISRIL.
Table 2. MIP-1a mRNA expression in hUVEC exposed to

HCY at different concentrations for a same incubation time.

Ratio of the mRNA absorbance

Group value of MIP- 1a to GAPDH
Control 0.3310
0. 1 mmol/L 1. 0789
0. 5 mmol/L 1. 4391
1 mmol/L. 1.5145
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Bl REEBRIBRFSAFERKARMEMERIZERMBZMEER la mRNA.
Figure 1. MIP 1a mRNA expression in hUVEC induced by HCY.  1: Marker; 2: control; 3: 0.1 mmol/L HCY 4 h; 4: 0. 1 mmol/L HCY 8
h; 5: 0.1 mmol/L HCY 16 h; 6: 0.5 mmol/L HCY 8 h; 7: 1 mmol/L HCY 8 h.
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Figure 2. Immunocytochemistry (SP x 260).  A: control. B: 0.1 mmo/LHCY 4h. C: 0.1 mmo/L HCY 8 h.  D: 0.1 mmol/L HCY 16 h.
E: 0.5 mmo/LHCY 8 h. F: 1 mmol/L HCY 8 h.

*3. RETRE-—REFZFMEERTENEE A B AEAMBEERMEMXHEER la EEANRIE.
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Table 3.
posed to HCY at a same concentration for different incubation
time (x &5, n= 30).

The expression of MIP-1a protein in hUVEC ex-

Groups Mean absorbance values
Control 0. 049 £0. 005

4h 0. 071 £0. 006°

8 h 0. 081 £0. 006®

16 h 0. 128 0. 009>

a: P< 0.01, compared with control group; b: P< 0. 01, compared with 4 h
group; c: P< 0.0l compared with 8 h group.

x4 RETTIEKREREFBEE 8 h B ABE#KARK
MPEREMAE XM ER la ERMNRIL.

Table 4.  The expression of MIP1a protein in hUVEC ex
posed to HCY at different concentrations for a same incubation

time (x T, n= 30).

Groups Mean absorbance values
Control 0. 049 £0. 005
0. 1 mmol/L 0. 081 £0. 006"
0. 5 mmol/L 0. 110 0. 009™
1 mmol/L 0. 117 £0. 009"

a: P< 0.01, compared with control group; b: P< 0.01, compared with 0.
1 mmol/L. HCY group; ¢: P< 0.01 compared with 0. 5 mmol/ . HCY group.
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